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Figure(1327) Pathological characteristics of diffuse midline glioma of the spinal cord
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Application and detection of sarcosine in urine in prostate cancer

ZHOU Bin, HU Xijiang*

[ Eugenic Genetics Laboratory, Wuhan Children’s Hospital (Wuhan Maternal and Child Healthcare Hospita) ,
Tongji Medical College, Huazhong University of Science & Technology, Wuhan, Hubei, China, 430014 ]

[ABSTRACT ]

effectively guide the early diagnosis and pathological grading of prostate cancer. Accurate detection of sarcosine

Sarcosine is a prostate cancer biomarker screened by metabolomics, which can

in urine is particularly important for the early diagnosis of prostate cancer. At present, the main detection
methods include spectrophotometry, electrochemical analysis, chromatography or combined chromatography
and mass spectrometry, and fluorescence spectroscopy. This article reviewed the clinical application of
sarcosine and the detection methods in urine during the past ten years, and analyzed the performance parameters

and development trends of determination methods. This will provide reference for testing technicians and

scientific researchers to select detection methods.
[KEY WORDS ]

raphy; Fluorescence spectrum
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JEREAL A FET 1 b i A 1% F&155x XL 32 Je PLT . DD %} H:
TR P i

[ ZE] BH HFRMFERE S IR KL (PVT) B9 &K K 2 K i /MR (PLT) \D- 3R &
(DD) X HIE MBI FMAM . Foik HEEL 2019 4F 3 H 2 2021 4F 3 H R A PG B 45 4 1= B2 GA 19 87
FFRE A £ G VR ST &, RGBS IE PVT 708 PVT 4l (n=17) 53k PVT 41 (n=70) , FLAEZ L 1Y — %
Pk B 1M Y 2 48 4% [PLT . DD 358 I i 5 B 4] (PT) |, SR FH Logistics 43 Bt IFRE AL 5235 6 9F PVT By 5% 1
£, K2 E TAEMZ (ROC) 43 #f DD PLT \PT 45 48 #5 X A Ak 235 & 9F PVT BB (B . &5 R
N R & P, PVT 4169 R E B %: 5 o5 Ho R0 PLT DD PT /K SF2 5 FAE PVT 41, 2 R A S it L
(P<0.05). PLT(OR=1.988) .DD(OR=2.128) M NEVIER AR (OR=2.237) ¢ PT(OR=2.212) J& 5% Wi JFF A Ak, i
FHAF PVT G K [ & (P<0.05) . PLT.DD FI PT Fill i ifi 4k & 3+ PVT 09 # & F 10 AL (AUC) 23 91
0.725(95%CI : 0.619~0.816) , 0.810(95%CI : 0.712~0.887) .0.743 (95%CI : 0.638~0.831) , H:Hf PT (%) R &%
%55 (0.710) , DD WY FES B4 (0.911) (P<0.05) . 4518 I R N 5 A1 =5 PLT . DD 7K Y- FTHELIE DI B3k sl 1)
R AL 5 3%, Wa il PVT (IE [ IN5E4 PLT .DD (PT F00 , A T8 B)7 PVT 4242k 4

(&) JFREfl; IREDKIAS s M/ ; D- 344k

Risk factors of portal vein thrombosis in patients with cirrhosis and the predictive value
of serum PLT and D-dimer for its formation

XIONG Xueli

(Department of Gastroenterology, Wuhan Hospital of Integrated Traditional Chinese and Western Medicine ,
Wuhan, Hubei, China, 430000 )

[ABSTRACT ] Objective To study the risk factors of portal vein thrombosis (PVT) in patients with
cirrhosis and the predictive value of serum platelets (PLT) and D-dimer (DD) on its formation. Methods A
total of 87 patients with cirrhosis admitted to Wuhan Hospital of Integrated Traditional Chinese and Western
Medicine were enrolled as the research objects between March 2019 and March 2021. According to presence or
absence of PVT, they were divided into the PVT group (17 cases) and the non-PVT group (70 cases). The
general data and hematological indicators [ PLT, DD, prothrombin time (PT) ] between the two groups were
compared. The influencing factors of PVT were analyzed by Logistics analysis. The predictive value of DD,
PLT and PT for PVT was analyzed by receiver operating characteristic (ROC) curves. Results Univariate
analysis showed that the proportion of history of splenectomy and the levels of PLT, DD and PT in the PVT
group were higher than those in the non-PVT group, and the differences were statistically significant (P<
0.05). PLT(OR=1.988) , DD(OR=2.128), splenectomy ( OR=2.237) and PT (OR=2.212)were risk factors for
PVT (P<0.05). The area under the curve (AUC) values of PLT, DD and PT for predicting PVT were 0.725
(95% CI: 0.619~0.816) , 0.810 (95% CI: 0.712~0.887) and 0.743 (95% CI: 0.638~0.831) , respectively,
among which PT had the highest sensitivity (0.710) and DD had the best specificity (0.911) (P<0.05).

KA B Al T RAE R AHP A A8 B (Z2Y2019Q018)
A s KR TP E 4 A E AL A AR, 31k, KX 430000
*BAEEH AT W, E-mail : 569181373@qq.com
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Conclusion Clinical attention should be paid to liver cirrhosis patients with high PLT and DD levels and a

history of splenectomy, monitoring the formation of PVT, and combining PLT, DD, and PT prediction to

provide reference for the prevention of PVT.

[KEY WORDS | Cirrhosis; Portal vein thrombosis; Platelet; D-dimer
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AL, Rz B A R O R e o 1Rk Ae
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FER R BT IEADIL, HAER R R L, FEHE
W ATER T, D- R (D-dimer, DD)J&—Ff
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VEHL 2019 4F 3 A % 2021 4F 3 A ABEIIA Y 87
i R Ak BB 3 AR A B A 6 %, R 75 A JF PVT
538 PVT 4 (n=17) F13E PVT 41 (n=70) . 4 A b5
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B2E1012 s @QPVT M2 Wibs AT A O RE AT ik &
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ARFFEAT A OB /R 5 E F )R RN
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JRE AL R | & S DR JELIE DD B 52 | Child-Pauh 43
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ANAJEH 2 A5 R R4 23 B 1Y 2 E ik
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A, 22 RS E L (P>0.05) . WL 1,
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R1 HWHFELEHPVTHEERZSH (2(%), (x+s)]
Table 1  Single factor analysis of PVT influencing liver
cirrhosis [n( %), (x £s) |
) PVT4l  dEpPvT 4l ,

]|
H (n=17) (n=70) 7T PIH
(L) 56.46+9.51 55.72+8.77 0.307 0.760
51 3 11(64.71)  48(68.57) 0.094 0.760
& 6(35.29)  22(31.43)
Child-Pauh 534 A 2% 10(58.82) 39(55.71) 0.170 0.919
B 5(29.41)  20(28.57)
C% 2(11.76)  11(15.71)
SR Ak g R LI 9(52.94) 33(47.14) 0.813 0.666
[0 2(11.76)  15(21.43)
WS IT 6(35.29) 22(31.43)
JE D) R AR H 11(64.71)  25(35.71) 4.740 0.029
7o 6(3529)  45(64.29)
T RE AL R (4F) 3.78+1.64  3.22+1.39 1438 0.154
WBC(x10%L) 6.96£2.04  6.80x1.95 0.301 0.764
PLT(x10%L) 152.87+53.41 97.62+38.72 4.879 <0.001
DD (mg/L) 3.16+0.54  1.85£0.49 9.694 <0.001
PT(s) 17.24+2.23 13.56x1.50 8.189 <0.001
*x2 EWAFEUAEHPVTHSEZSH
Table 2 Analysis of multiple factors affecting liver cirrhosis
with PVT
fENZE BfH SE{H wald *f§ OR{H 95%CI P{i
PLT 0.687 0305  1.205 1988 1.093~3.614 0.025
DD 0.755 0.217  1.895  2.128 1.391~3.255 0.001
BEAEVIER AR 0.805 0.350 5200 2237 1.126~4.442 0.021
PT 0.794 0.362 5951 2212 1.088~4.497 0.029

#&3 PLT.DD KK PT XfAHEWL BE G I PVT FTIME
Table 3 The predictive value of PLT, DD and PT in patients

with liver cirrhosis combined with PVT

SRR ISYE REBUE RRRE 95% CI AUC PH

PLT(x10%L) 131.88 0.548 0.839 0.619~0.816 0.725 0.003
DD(mg/L) 292 0.645 0911 0.712~0.887 0.810 0.001
PT(s) 15.01  0.710  0.750 0.638~0.831 0.743 0.004
1.0
jf L 2k 5
0.8 — DD
PLT
2 06 — PT
Eﬂ ’\" e =11
piczg
047 1
0.2 J
0 0.2 04 06 08 1.0
1-5 5
Bl 1 PLT.DD MK PTHiMATHEH BEAFHPVTH

ROC i
Figure 1 ROC curve of PLT, DD and PT predicting PVT

in patients with liver cirrhosis
3 it
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INR . CI. PLT 55 Jloi #h4%5 28 22 P it 4 1 ifn 5 &R S Bk
BRI

BALH ZIHB BB

(# ZE] B& HITEPRREL L (INR) (55 8E L4620 (CD) | i /Miz (PLT) 5 /5 il S 47338 %
PR P H I (DICH ) 56 &2 A R . Ak BEHL 2018 4F 10 A £ 2021 4F 10 A 4 g K2 B2 4 B it
Je8 7l 5 IR s B 96 511 i A1 45 3, R A 75 % A2 DICH 43> DICH 41 . JG DICH 41, Hb A 1 41 28 ¢
BE S I T 4 TR 5 (FIB ) | 306 A6 350 458 0L 3% i B (7] CAPTT) | 36 i /i )5 Bsf (] (PT) 488 IfiL il Hsf 8] (TT)
INR.CI.PLT, &R DICHAAGHGEH KR GCSIWH{LTLDICHA, ZRAHRIT¥*E X
(=7.736,1=7.046 , P<0.05) ; DICH 4 INR & T JG DICH 41, CI .PLT {& F JC DICH 4, 2 7 G 11248 X
(1=6.713,41.018,4.361, P<0.05) ; ¥L.[N E 5 £ [N & Logistic /#7 . 7w , & 344 .GCS #-43 . INR ,CI .PLT
5 DICH % £ #2% (P<0.05) ; INR . CI PLT i {}ll DICH f) AUC  0.858.0.758.0.792, INR , CI ¢ & PLT il
U DICH [ AUC 4 0.919, ff T 5. —4&il (P<0.05) . £5i%  INR.CI.PLT 55 7} J; DICH & £E 4l 37 AH
O A I v £ = % DICH TN, S s R TIU | 24 1E 58 1M 5= % S 4R {52

[&$IM] INR; CI; PLT; Moy 38 A M Y H i

Relationship between INR, CI, PLT and delayed intracranial hemorrhage in craniocere-
bral trauma and the value of joint detection

CHENG Fanju, JIANG Zhujun, WU Yifan*

(EICU, Nanjing Tongren Hospital, Nanjing, Jiangsu, China, 211100)

[ABSTRACT] Objective To investigate the relationship between international normalized ratio (INR ) ,
integrated coagulation index (CI), platelet (PLT) and delayed intracranial hemorrhage (DICH) in craniocere-
bral trauma and the value of the combined test. Methods A total of 96 patients with craniocerebral trauma in
Nanjing Tongren Hospital, School of Medicine, Southeast University, from October 2018 to October 2021
were selected. According to the occurrence of DICH, they were divided into the DICH group and the DICH
free group. The baseline data, fibrinogen (FIB), activated partial thrombin time (APTT), prothrombin time
(PT), thrombin time (TT), INR, CI and PLT were compared between the two groups. Results There were
more patients with combined injuries in the DICH group than in the DICH free group, and the GCS score was
lower than that in the DICH free group ( ¥’=7.736,1=7.046, P<0.05). INR was higher in the DICH group than
in the DICH free group, and CI and PLT were lower than those in the DICH free group (7=6.713,41.018,
4.361, P<0.05). Univariate and multivariate logistic analysis showed that combined injuries, GCS score,
INR, CI, and PLT were all associated with DICH (P<0.05). The AUC of INR, CI, and PLT predicted DICH
was 0.858, 0.758, and 0.792, and the AUC of INR and CI combined with PLT predicted DICH was 0.919
(P<0.05). Conclusion INR, CI, and PLT are independently associated with the occurrence of DICH in cra-
niocerebral trauma. The combined detection can improve the predictive value of DICH and provide a reference
for clinical prediction and correction of coagulation abnormalities.

[KEY WORDS ] INR; CI; PLT; Craniocerebral trauma; Delayed intracranial hemorrhage
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i S5 249 i 4 B 2% AN 8 T 10%0~20% , 2L
B B G R S E AL, itk Dl E
SRR Y . IR PR A I (delayed intra-
cranial hemorrhage , DICH ) J& fiil Jixi /M — Ff ™ 8 &
JEAE , AT 5 | A i Pk A 4, ™ R e A e U, B
FLIE ST BT X5 i 5 AN A 5 RO K P SR
K& H TG R ¥ e = 150 fi i 40453 f5 DICH A
RO B, SO i T o R Y . 1 PR R ffE A
It {8 (international normalized ratio, INR) D4 11 %
TR AEAE 2= K AEPUN R PTEER YT, LB i o
P A AR ST R B, AT AR S w2tk
TH A TE I O JIRE R RS A8 2 1 I O 0 A A ik
Wyt 24 EE 45 20 (Comprehensive coagulation
index , CI) 1E % {H V12 6 -3~3 , £ 70 Bl A0 1] 42 7R 8
HAE TAREE S R BEIRA . 1L/ (Platelet, PLT) Xf
MU IR T BE TR 550 F 2 G EH 2, i S5 J5
PLT /K VB A, JF 6 9% s 7™ E B2 B8 185 o 348 Wi %
i, #2¥% Rzeplinski R 238 , PLT 5k I 55 T fis
PRI % o™ E R DA G . {H INR \CI.PLT
55 Uik S5 DICH 52 545G, KL IR G A6 2 15
B T DICH 1% 500 , PRk = AH OC 4 38, 1% A 6E
o A5 22T INR L CLLPLT 5 /5 i3 41 1
DICH ¢ F SR R AN B, I375F Ay 7t il S0 Bid
KE BeE RS

1 X&MAE

1.1 X%

TPEHL 2018 4F 10 J & 2021 4F 10 H 96 il 455 K
2 5 24 e i TR IS e 1 G 75 A R A
FEXF G, Horb4r 31 49, 55 65 il , 4F 4% 73 (36.51 =
9.18)% . WAANRE: OZEEZ 0L SR ERA,
BB A A 03 s QB AR JE 2 e U A 5
BBRHAXE A BB MIER A ; @20 i T I
RGP 5 HEBR AR : QFFTE CT K A 28 BOAE 37
QKRR 42 s QIEFES 5 HAM T . AT
FEARBE B HEZR D ol T R R E AR
BN R B . MRS & 2E DICH 434 DICH
44 (32 f]) ., JC DICH 4 (64 f]) . DICH: ABg kK
Fii CT 65 2 L P9 11 i, 20 8 ek 22 B A1 P 1 ot
A2 A AT R B I A AT I ARG 22 =5 mL
1.2 ik
1.2.1 B TERMIAE

H 28 2k 355 U0 K0 8 A 51 OR FH — i B R} A

L ERAEIE 32 = BRI ] M A o e
NG S N RTINS v
(Glasgow Coma Scale, GCS)"™ & -5 XL (Bif
HJ VAR SRS TR ) TG s, Horh GCS PF43 de i 15
g5 o BRI, B PURAS 22 |
1.2.2 Kk

TS I R AR IS BT BE R UK I 5 mL, >R 4>
FI 3 1 BE AL (CA-7000 , Ay £& 36 g ) A5 I £F 4 245 1
Jit (Fibrinogen , FIB ) . ¥ At & 43 4 1ML 175 i i 8] (ac-
tivated partial thromboplastin time , APTT) | % Ifil. fif}
J5i B [8] (prothrombin time, PT) . #¢ I fi§ B [0
(thrombin time, TT) .INR, % H 4 A 3l [l 41 }fd 53
Fr X (XE-5000, #iv £ ¢ B ) A& PLT , 58 H il A 55
F1EL (TEG 5000 , Haemoscope 23 7] ) ¥l CI .
1.2.3 RIT L

A BE RIS M AER 7, 4T 21 IF R i
AL B IR SRy R R, N s SRR
SEXFRETRYT o
1.3 Gtk

K F SPSS 24.0 43 A7 , T AL BT R n (% ) %
AT AR P ERABL (xxs) R o
5, K H Logistic [7] 9 X} DICH #17 R &K 5%
K2 3 A1, ok A2 3 TAE R AE it 6 (ROC) J¢
ROC i #{ (AUC) 73 #r INR . CI\PLT b =%
X £ W00 DICH i 6 . P<0.05 4 22 5 5 it 2

2 R

21 WL TR LA

DICH 41 & 313 4 4 % . GCS WA Ik T
DICH 4, 22 A Geit2# = X (P<0.05), W3R 1,
2.2 YA MEFE bR LA

DICH 4 FIB , APTT .PT.TT 5 JC DICH 4 It
1,25 L8 F B L (P>0.05) ; DICH 4] INR
FJC DICH 41, CI .PLT fI. FJC DICH 41, 2= 5+ H 4t
P L (P<0.05), W32,
2.3 DICH LN ER 5ZHZE /1T

HLNE 5 Z ] & Logistic 7081 &, & 405 .
GCS 343 . INR .CI.PLT ¥J 5 DICH %& 4 #H ¢ (P<
0.05), W% 3.
2.4 INR.CI.PLT Fiiill DICH {5 #7

INR, CI Bt & PLT 7 Jll DICH ) AUC W
0.919, L F B —K i (P<0.05) . W34 K1,
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K1 WMARZZBLR [(vxs),n(%)]
Table 1 Comparison of baseline information between the ‘ . ICFIR
two groups [ (x+s),n(%) ] § :HP;I(,“;
_— DICH#{ JCDICH# . E
ki (n=32)  (n=ea) T PR
AFI () 37.50+8.66 35.97+10.30  0.764 0.447 L
Z A0 2 ABERTE (h) 2.48+0.59  2.39+0.61  0.689 0.493 0 20 40 . g& 80 100
P 0381 0.537 100-455%1
5 23(71.88)  42(65.63) B 1 INR.CI.PLT il DICH fME & #f
LS 9(28.13) 22(34.38) Figure 1 Analysis of INR, CI, and PLT to predict the value
B EE L (kg/m®)  23.81+0.87  23.69£0.95  0.600 0.550 ¢ DICH
2453 5 A 0237 0971 °
[P 3(9.38) 5(7.81) NN
A3 F il 19(59.38)  36(56.25) 3 ifig
211 6(18.75)  14(21.88) T Ny I S
B I 7736 0005 JEAABY B, 2T B0UWUNG A e U k40 4
’ ) EESEESEVIEGE R ¢ 2 N A Y
GCS ¥4+ (49) 6542100 837125  7.046  0.000 P i 452 40 B A I PR Ak B A A — A~ H
%{f‘;ﬁg T bio BT U AN IS LA B R A IR, K e 4 4
L) e o 387 5 == D N N B R = LN ST AN
%Wy—ﬁ 4(12.50) 4(6.25) 0426 0.514 %%%9{%*}11&% \ézl:{’ﬁ' \é‘%mlji’fl%ﬁ# l% {%i{ﬁ )
124 g 9(28.13)  20(31.25)  0.099 0.753 SEWUAREE I 5 H g, B PSS B A
T IR 3(9.38) 5(7.81) 0.017  0.896 BL 1k
B2 0.107  0.743 ° . i
¥ 27(84.38)  57(89.06) FIB \APTT . PT . TT J&IIfi IR PFAf % 1l T 58 % FH
el 5(15.63) 7(10.94)

%<4 INR.CI.PLT #1il DICH i) ROC &3 #i 45 R
Table 4 Results of ROC analysis of INR, CI, and PLT for

(A PU I 8 b, ASBIF 58 25 55 Yuan Q 55" 'Meta 7307
S5 — 20, $E 8 H KL I FIB . APTT \PT . TT X /i
Jidi #95 J5 DICH T A (B AT PR . INR 2 &€ 1M 1) fig
g vh oy —IUE R A8 bR, 76 U S B TS i

predicting DICH ]
fes AUC o . HURE R i %‘EPﬂ(E'ZI%ﬂ:ﬂUﬁ Hig& ol ZIKM%jiI%,DICH
ShR 95% CI cut-o el PiH . o .
(%) (%) 41 INR {5 T JC DICH 41, 55 i fig /M7 DICH % A
INR 0.858 0.772~0.921 1.22 75.00  82.81 0.000 s Al ok e s 14 s e bl e e
D 1 X 01 ’
CI 0.758 0.660~0.839 1.61 75.00  68.75 0.000 Ko WS HESF " OE , B0 VI O30 A H i
PLT 0.792 0.698~0.869 108.66 x10"L 84.37 68.75 0.000 A i A5 40 R INR 5 1 e P s i i 9 4 R
AN ~ N N L
B4 0919 0.845~0.965 96.87 7812 0.000 A5 B TR R IR R L B A AR BESE
Fx2 WHEBNEIEIRILE (v£s)
Table 2 Comparison of each observation between the two groups (x+s)
205 n FIB(g/L) APTT(s) PT(s) TT(s) INR CI PLT(x10° /L)
DICH 41 32 2.98+0.62 44.20+4.65 16.113.09 12.3822.74 1.3120.19  —1.86+0.49 102.88+24.76
JEDICH4 64 3.16+0.50 42.97+4.83 15.72+3.18 11.84+2.65 1.08+0.14 1.230.25 127.43+26.59
1 1.533 1.191 0.572 0.931 6.713 41.018 4.361
P 0.129 0.237 0.569 0.354 0.000 0.000 0.000
%3 DICHBEZEEZEZE Logistic 547
Table 3 DICH univariate and multivariate logistic analysis
SES INES
o . . DICH #L.H % _ i, . DICH £ [H % _
B OR1H 95% CI PAi BAE ORI 95% CI P
G I 2.566 13.017 2.687~63.058 0.000 2.237 9.362 1.528~57.366 0.000
GCS 5% -0.980 0.375 0.167~0.844 0.000 -1.343 0.261 0.086~0.793 0.000
INR 2.977 19.628 4.529~85.062 0.000 2.510 12.305 3.054~49.577 0.000
CI 2.493 12.094 1.955~74.813 0.000 1.842 6.310 1.287~30.938 0.000
PLT 2.692 14.768 3.840~56.795 0.000 2.249 9.477 2.329~38.560 0.000
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Predictive value of T lymphocyte subsets and cytokines for puerperal infection after
cesarean section in scarred uterus

ZHAO Hongyan', MIAO Fan**, LIU Zhong®

(1. Department of Obstetrics, Chengde Central Hospital, Chengde, Hebei, China, 067000; 2. Department of
Anesthesiology, Chengde Central Hospital , Chengde, Hebei, China, 067000)

[ABSTRACT] Objective To investigate the predictive value of T lymphocyte subsets and cytokines for
puerperal infection after cesarean section with scarred uterus. Methods 124 pregnant women with scarred uterus
who underwent cesarean section in Chengde Central Hospital from January 2021 to December 2021 were selected
as the research object. According to their postoperative puerperal infection, they were divided into the puerperal
infection group(n=36) and the non-puerperal infection group (n=88). The basic situation, T lymphocyte subsets
and cytokine levels between the two groups were compared. The independent risk factors of puerperal infection
after cesarean section were analyzed by multivariate logistic regression, the ROC curve was used to analyze the
predictive value of independent factors on puerperal infection after cesarean section. Results The levels of
interleukin-6 (IL-6), tumor necrosis factor-o. (TNF-a,) and procalcitonin (PCT) in the puerperal infection group
were significantly higher than those in the non-puerperal infection group (=16.199.29.907.23.565, P<0.05). The
levels of CD3+ and CD4+ in the puerperal infection group were lower than those in the non-puerperal infection

group, and CD8+ was higher than those in the puerperal infection group (t=2.465.3.275.6.998, P<0.05).
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Multivariate logistic regression analysis showed that IL - 6, TNF-a, PCT, CD3 +, CD4 +, CD8 + were

independent risk factors for puerperal infection after cesarean section (P<0.05). ROC curve analysis showed that
the AUC of IL-6, TNF - a, PCT, CD3 +, CD4 +, CD8 + in predicting puerperal infection after cesarean section
were 0.746, 0.711, 0.745, 0.824, 0.835, respectively. Conclusion Both T lymphocyte subsets and cytokines

have significant predictive value for puerperal infection after cesarean section with scarred uterus.
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Figure 1 ROC curve for predicting puerperal infection after

cesarean section of scar uterus
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The diagnostic value of combined detection of serum AFP, GGT I , AFU and DCP in
liver cancer

CHEN Lin, ZHANG Heng, JIANG Bin*

(Hepatobiliary Pancreatic Diagnosis and Treatment Center , Taihe Hospital, Shiyan, Hubei, China, 442000)

[ABSTRACT] Objective To investigate the combined detection of serum alpha-fetoprotein (AFP) ,
transpeptidase Il (GGT I ), a-1-fucosidase (AFU) and de-r-carboxyprothrombin (DCP) in the diagnosis of liv-
er cancer patients value. Methods From January 2020 to January 2022, 104 patients with liver cancer who
were admitted to the Hepatobiliary and Pancreatic Diagnosis and Treatment Center of Shiyan Taihe Hospital Af-
filiated to Hubei University of Medicine were selected as the liver cancer group ; 34 patients with liver cirrhosis
treated during the same period were selected as the liver cirrhosis group; Thirty-one chronic hepatitis patients
treated during the same period were selected as the hepatitis group; 29 healthy subjects were selected as the
control group. Electrochemiluminescence immunoassay was used to determine the level of AFP in each group;
automatic biochemical analyzer was used to determine the level of GGT Il in each group; AFU level was deter-
mined by chemical colorimetric rate method; DCP level in each group was determined by enzyme-linked im-
munosorbent assay ; The ROC curve was drawn, the diagnostic efficacy of serum AFP, GGT Il , AFU, DCP
and combined assays in liver cancer was analyzed. Results The serum levels of AFP, GGT Il , AFU and

DCP in the liver cancer group were higher than those in the liver cirrhosis group, hepatitis group and control
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group (P<0.05). The serum GGT II level in the liver cirrhosis group was higher than that in the hepatitis

group and the control group (P<0.05). The level of serum GGT Il in the hepatitis group was higher than that
in the control group (P<0.05). The comparison of serum AFP, GGT Il , AFU and DCP in patients with liver

cancer under different tumor diameters, tumor stages, portal vein tumor thrombus and distant metastases was

statistically significant (P<0.05). The ROC curve results showed that the combined detection of serum AFP,

GGT I, AFU and DCP had higher diagnostic sensitivity and specificity than the single detection of the four in-
dicators in patients with liver cancer (P<0.05). Conclusion Serum AFP, GGTII, AFU and DCP are highly

expressed in patients with liver cancer, and there are differences in the expression levels in different patholo-

gies. The combined determination of different indicators can improve the diagnostic sensitivity and specificity.
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F1 HMARKEFIRLLE [n(%), (vxs)]
Table 1 Comparison of clinical data between the four groups
(n(%),(xxs)]
P

215 7 Z AEIB (%) BMI(kg/m?®)
AFE4H 66(63.46) 38(36.54) 61.29+6.39  23.19+3.41
JFEEfEZH 18(52.94)  16(47.06) 62.11+6.43  23.53+3.47
JF94H 19(61.29) 12(38.71)  62.63+6.47  23.15+3.24
YHEZH  16(55.17)  13(44.83)  62.18+6.53  23.64+3.31
2IFAE 1.294 0.683 0.941
P{H 0.782 0.416 0.692

1.2 A HEERPRAE

UAFRUE A6 T R AL 12 1 T 52 12
FRUE™ P DIRE WX S KO AR AR A 12
fit & 52 i AFP .GGT Il . AFU .DCP ¥ £ ; 4E #2 =18
2 BFIRIRGERLERE . HEBRPRAE A oh 8 (e
M Be 58 S EA A SR RGN E ; I H
AN 0V g SO B IR 4 A R K k= IR
245 ) 5 WA I 8 A A HT R A AT IR T
Y RPEIRIT -
1.3 Jrik
1.3.1 kR4 R

JHF g 4 R AL A AR 4 A B JE Ik H BCAE
JH 23 16 5 B Bk i 3 mL, X R 2 felt B AR AR 2 R B
ANJE 2SI 3 mL, & 1k 2 h J5 , 5 min B0, 3
3 000 rpm, #0242 10 em, & b 4T,
1.3.2 kil Jr ik

SR FH HL AR 257 O B 5 3 Al 5 45 41 AFP K
S, AL 2% R H AR Lumipulse G1200 434S & Fid £ 12t
H&, S %ME: (0~8.1)ngmL" ; RH4 A1k
Y B AE 45 240 GGTH /K AL 281 B T % [G 4
A A B, 2% 18 . 7~45 U/L™ 5 R Ak
L A8 33 R 35 52 AFU K F A 4% 4 H 37 7600-
0201SE,, i 57 & W) F T W7 VT A7 1) 3 A= 4 4 R A PR
INT), B Y 234~414 wmol/L ; 2 FH it I 4 925 W% i
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I 5 45 2H DCP /K-, 50 & A bt o
EVHARGRA T, ZHH <300 pg/L'™,
1.3.3 Wi E XL RE

2224l ROC #h4k , /3 #r i iE AFP .GGT Il \AFU .
DCP A I 76 9 Hh (2 W sl se (R % 5
FESRE) .
1.4 Bt

K H SPSS 24.0 i & FERHR AT e 1T 43 AT
TP IERN AR (R xs) Fomm , Z B R
FRI, IR VERMT A58, TR R F i

(%) 3R AT K3, L P<0.05 Z 3655 ¢ 5 X
2 R

2.1 VU4 I AFP .GGT Il \AFU .DCP %5
B AL 2l 9 4 Bt BE 4 Il 7 AFP |, AFU |
DCP /K- 3 2 5 oG 11 73 L (P>0.05) ; [T 41
1% AFP .GGT Il . AFU .DCP /K- T I A Ak 41
JHF 9% 20 Rkt B, IR AL 4 1L 7 GGT I KF & F
JF 9% 20 Fe %ot BR 4, F 4% 40 1ML 3% GGT I /K - F %t
WA, 22 A G FE L (P<0.05) . WLk 2,

*x2 MAREME AFP.GGTI \AFU.DCP Eb% (x+s)
Table 2 Comparison of serum AFP, GGT Il , AFU and DCP among four groups (x+s)

215 n AFP(ng/mL) GGTII(U/L) AFU (wmol/L) DCP(pg/L)
iR 104 153.98+15.28" 123.19+9.17" 631.59+45.69" 7.49+1.21™
ARG i) 34 3.69+0.63" 74.57+6.74" 324.17+32.41° 1.63+0.25°
JF a4l 31 3.650.61° 43.19+5.12" 319.68+31.59° 1.61+0.23°
X ELH 29 2.24+0.41 18.68+2.15 317.81+31.32 1.58+0.21
F1{4 10.693 7.781 8.518 9.285
P 0.000 0.000 0.000 0.000

T 50 B P, *P<0.05 5 SRR A HLEL, *P<0.05 5 5 AR AL 2H L&, P<0.05

2.2 JHEAAFIGARERAE T I0E AFP.GGT I |
AFU .DCP H#5%

JF9e R AN e AR R o0 0 LT Rk A
SO R RS T B3 1E AFP .GGTILL AFU,
DCP M2 7 BA St E L (P<0.05), W3k 3,

2.3 [iLi& AFP .GGT Il . AFU DCP 7 I H 4
Wi H

ROC [k 45 %W . 1135 AFP .GGT Il \AFU ,

DCP 3K A6 I 7 JH-9ea 28 25 vz W RS 5405 5 )

B T UFEFREA—AG I (P<0.05), W4 . F 1,
3 iTit

JHF 98 2 R ] & A SR A v I R L B A
A I s e R AR R B2 E T
MRESE RS R R R PE R R B, 280
HIZET O 22 e, JOniG RSy MERE . AFP
PR A, WL T 40 i K o v S
. AFP#E AR BAT ZE A MIIRe, A4 . 154

®3 FEATRRERETME AFP.GGT Il \AFU.DCP b (x+s)
Table 3 Comparison of serum AFP, GGT Il , AFU and DCP in liver cancer group under different pathologies (x+s)

i BRZER n AFP(ng/mL) GGTII(U/L) AFU (pmol/L) DCP(g/L)
M B AR =4 cm 46 167.19+18.33 132.59+12.41 639.41+49.48 8.17+1.32
<4 cm 58 143.50£12.15 115.73+8.63 585.73+34.61 6.95+0.98
il 8.481 9.136 6.326 9.029
PAE 0.000 0.000 0.000 0.000
e 433 I ~113 71 148.73+12.11 117.63 608.31+41.23 715
M~V i3 33 165.27+17.43 135.16+12.47 681.68+48.67 8.21+1.35
il 7.125 6.392 7.781 6.252
P 0.000 0.000 0.000 0.000
I T R A H 37 171.57+21.95 138.38+13.45 687.34+49.81 8.27+1.37
G 67 144.27+14.12 114.80+8.52 600.80+41.23 7.0620.74
il 7.285 7.194 0.183 6.114
Pl 0.000 0.000 0.000 0.000
AN 2 28 170.58+22.11 139.51%14.39 688.47+50.14 8.23+1.34
s 76 147.86+12.38 117.18+10.13 610.63+40.69 7.22+0.78
il 5.298 8.581 8.313 6.193

P 0.000 0.000 0.000 0.000
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#4 I AFP.GGT Il \AFU.DCP #ERHE B & HiS BT ME
Table 4 Diagnostic value of serum AFP, GGTII , AFU and

DCP in patients with liver cancer

PrifE TS RSk

5 A o
ki As 5 AUC e 95% CI (%) (%) Pl

AFP 0.734  0.185 0.754~0.872 7159  78.18 0.000
GGTII 0718 0.131 0.711~0.856 70.61 7535 0.000
AFU 0739  0.098 0.732~0.873 73.24  76.12 0.000
DCP 0.792  0.110 0.697~0.801 72.19  74.36  0.000

BEARI 0807  0.124 0.815~0.921 89.78  81.46 0.000

100 —
; — AR
— DCP
— GGTII
— AFU
AFP
— s%u;

80

60

40

HEURE (%)

20 {]

0 20 40 60 80 100
FESYE (%)

1 I AFP.GGT Il \AFU.DCP ZefFfE 25 i B M &
Figure 1 The diagnostic value of serum AFP, GGTII ,
AFU and DCP in patients with liver cancer

IRE AE A A= KR T B B 5L 9 1 D RE L e e
il K T 7k B 40 R i 5 0 T A, HE R KT i S
BE AT BT . XTI B AFP K2
ELE AR, SRR B AFP AKOE I SE , REHE B I
PRiZ I . BJ, AFP B — i I i 77 76— 22 1))
BRI AS [ 46 bm e 5060 5, Xof 5 B A L
Wi BA EENE L,

GGT II & — P 25 & 16 4i B 3% 1 10 A= W g, 7
HBV J& YL 1 J5 & 1R i vh e 3Rk eI iR A h
WPEE—2 BT, LA 1, GGT I vl /E A iFiE 12
Wi B T AR AR, ASHIEAE P, B 41055 AFP
GGT Il \AFU .DCP /K& F I fL 2 R 41 )
Xof BB, PR AL 40 1 7% GGT 1 K - T I 41 M
XFRRZ, IR 4 1M GGT 1L K T XFHEZH . M
ARHFIESE R E 1, L7 AFP .GGT I . AFU .DCP 7K
- AE R R TP R m R, R IR UKOT g I iR
BB E R, 048 R 6 K297 . AFU & T
S — R R B AR R A A A 1 R
K i, AN AAEAE T A AL 2 rp | IR AT A7 7E T
=N AR Do B ORI S 2 1 O SR
5 E 55T B, AFU B B 7R R & PR o
R AR I R A P [R) R R
T T R o R O R DA TG 9 P 1 B L 1) R
A, B N4 AL, IFE L Vit /RS B 7 y
FRACJE G AR E i B 20, I R A 9 A
J& AR T FUIE R G5 R A y BRIEAS R, T R

() B I o 1R AT DCP 5 2 AH X IR
ANRIE HETE I B3 h DCP K- 2 7t
o I, 38 0 2 DCP fig S2 BT A2 W 5
D, G HJE X T AFP B B35, w0 9 ) i B
ZWiEAR . AT I R AS R MR A
Jifgga 43 1 T bR A A A FE RS PR S R R
1% AFP . GGT Il \AFU .DCP [V 425 3 BA G it =
X, NASWFFE S5 5 F i, 17 AFP . GGT Il \AFU |
DCP 235 /K55 filvgeg ELAR | B Jeg 43 3905 BEDIR ZSA7
PEs 00 T e 7 % N [ | T % ¥
JH 9 B iy 3k ARBIEsE il ROC h4k, 45
F0 . 1fL7 AFP .GGT Il , AFU . DCP B4 76 Ji:
FERE W R BT 55w T IUE bR R — A
Do DRI s DR X6F T S AL P9 A6, o e 8
I.7& AFP .GGT Il . AFU .DCP /K- %€ , & 4% A [
For i+ A L e, 35 B AR A R 2, B AT B
S 2R A, R R RS2 T IR IE S KT

2 b TR, % AFP . GGT Il . AFU .DCP 7 IT
R T B E ARk, HLTE RO W] i rh Rk K
PR 2R AN RAR PRI A T E BB 12 12 W R A
B R S (AT R

SE

(1] W8, Tk, B0 €. L AFP, PIVKA- Il , GGT & GGT/
ALT Kz 00 Xof 5 300 Ji 2 A M9 1 32 W 1 (L . 1 DR A S5 4
BE2EgRi, 2022,21(3):270-273.

(2] ®BF, 2=, 8= . i AFP, PIVKA- 1T, GGT, GGT/
ALT A6 0 % 3397 J52 2 M 9 i a2 e (L LT ). I AR R 24
2021,61(1):61-65.
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LIRS MRIFES: 5 ER . Her-2 M Ki-67 A48 k511
&

FiW* TERE XK

[(# ZE] BH /iralhve MRUES S8 E 20k (ER) AR A K 732 k-2 (Her-2) X% 2K
AP (Ki-67) B R, ik I 2019 4F 4 H 2 2021 4F 7 H 36 50 i BE AR B2 B2 USIA B9 94 151 7L I H
W EAR T A (FUIE ) B BEIRR 5 em DL OIS A (8 ), LR R ZH 4P ER |
Her-2.CerbB-2 FRiAIHIL, JF T MRUEZ S R Febn oG, &R FLARE 4 ER \Her-2 . CerbB-2 [H
PRER B ER TR HAY, 2R 5248 L(P<0.05) o 94 FlE &Y R IERFLRE . MRI KA
TR IR B A2 >2 em 7 52 61 LA AR FL 40 6] 5 ih A GHE 55 4], 5B HIAE 5 43 0HAE 33 4] 5 B3R 56
170 s shAS g 2r L. 1 I 45, 10 7% 51 461, I 750 35 4] 5 N SRR AE 51 441, ER PRk F IS AL |
BHIE AR AL 5 LB 5 T ER B R AH , Z R A ST 4 L (P<0.05) . Her-2 FHEFRILH Y
AAHI  NFEIRFE S s T Her-2 BIMER A H , 22 F A G114 L (P<0.05) . Ki-67 FHER K #H £l
fIE AR HAE 5 L T Ki-67 BT RA# , 22 A Gt L (P<0.05) . MIRIERS (th%k i kIE X5 ER
PR IK 5L IE A 56 (P<0.05) s #1455 Ki-67 52 IEAH 5 (P<0.05) 5 NN AL JE 755 Her-2 FHE 335 2 IE ARG
(P<0.05), it FUIRFEHEE MRIES 5 ER Her-2 } Ki-67 i Z B 7475 — & BIAR CPE , MRIfiE 42 5
ER \Her-2 % Ki-67 7K V- 76 U FLAR I A4 W 2 etk v B — e 8 S0

[k8EiR]  FUME; REILIRAUE; MR 21k AREA KT Z1K-2; Ki-67

Relationship between MRI signs of breast cancer and biological indicators of ER, Her-2
and Ki-67

LU Yanli*, WAN Hongyan, WU Jun

(Department of Radiology , Beijing Longfu Hospital , Beijing, China, 100010)

[ABSTRACT ] Objective To analyze the relationship between the breast cancer MRI signs of breast
cancer and estrogen receptor (ER), human epidermal growth factor receptor-2 (Her-2) and nuclear protein an-
tigen (Ki-67). Methods 94 breast cancer patients admitted to Beijing Longfu Hospital from April 2019 to Ju-
ly 2021 were selected, the postoperative cancer tissues (breast cancer group) and the adjacent tissues ( paracan-
cerous tissues group) more than 5 cm from the tumor were collected, compared the expression of ER, Her-2,
CerbB-2 in different tissues, and analyzed the correlation between MRI signs and the above indicators. Results

The positive expression rate of ER, Her-2, and CerbB-2 in the breast cancer group was significantly higher
than that in the adjacent tissue group, and the difference was statistically significant (P<0.05). All 94 patients
were invasive breast cancer. MRI examination showed that tumor diameter >2 c¢cm in 52 cases; irregular shape
in 40 cases; burr sign in 55 cases, showing burr sign; lobulation sign in 33 cases; early annular enhancement
in 71 cases; dynamic curve classification: 8 cases of type I , 51 cases of type Il , 35 cases of typelll , and 51
cases of internal necrosis. The proportions of ER-positive expressors with irregular morphology , burr sign, and

early ring enhancement were significantly higher than those with ER-negative expressors, and the difference

AERE AWK T AHHX A B (RZ2H[2021-9])
A& 45 Jb T AR B FRALHAL, TR 100010
*BAZVEH ST, E-mail : fyylyl@163.com

%
2t
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was statistically significant (P<0.05). Her-2 positive expression was irregular in shape and the proportion of in-

ternal necrosis was higher than Her-2 negative expression, the difference was statistically significant (P<

0.05). The proportion of spicule sign and lobulation sign in Ki-67 positive expression was higher than that in

the negative expression of Ki-67, and the difference was statistically significant (P<0.05). The tumor shape,

edge and enhancement form were positively correlated with the positive expression of ER (P<0.05). Margin

was positively correlated with Ki-67 (P<0.05). The internal necrosis, morphology was positively correlated

the positive expression of Her-2 (P<0.05). Conclusion There is a certain correlation between the MRI signs

of breast cancer patients and the positive expression of ER, Her-2 and Ki-67. MRI signs and ER, Her-2 and

Ki-67 levels have certain guiding value in predicting the biological characteristics of breast cancer.

[KEY WORDS |
Growth factor receptor-2; Ki-67

LRI 2 i PR 1A Bk a5 UL A A P LAy
1R R R AL TR A RRAE ﬁfﬁﬂé,?LH%EEk

PR FIER, BB R, MR e
T UM . SRR A I RS W LR R
FH B 56 By 7 s, v g 2 4 i 18 (Magnetic reso-
nance imaging , MRI) K B A5 S 3 PR L2 T07
AT B AR 55 A 35 A 2 9 1 12 B rh 45 DL T 32
FA™ . BEAE MRIE A & RT3z 5 K, 2L i
MRIMEZ 5 Hw Bl Z (A 1 OC R 45 52 00 . BB
kU PR R A L R A AR S SRR 1 A
PR YAl AR DT R . O
S, FUMRJE MRIFE S 5 HE4 2R 52 1K (estrogen recep-
tor, ER) . A 3R J 4 K A+ 3Z {K -2 (Human epider-
mal growth factor receptor 2, Her- 2)%.?%‘3135_7
REAFAE— B AHOCHE ™ AT aE ik o0 B FL AR I8 FR
I R R if’r’ﬂLﬂf ER . Her-2 M #% & H ¥t
(Ki-67) FRILEN, IF53 7 L iRTe bR 5 MRUAEZ 1Y
AHNE, BURIEDN R .

1 AHSHE

1.1 — ek

W 2019 4F 4 H % 2021 4F 7 H b5t et B
B IR 1) oA B ZL R 8 3 4 Lotk AR IS
(49.68+8.24) % 5 I R 4310 - T 301 15 451, 11 499 57 441,
W 22 ] 8 AARIE 945 G FLIRE 2 Wibn e
H 28 F AR sl BEAS A5 5112 5 5208 24 VORI BT
B F R sl s DR TC TR s AR id>18 %, HG
B E . HEBRARUE : A FE MRI RS A 28 BE 7
FETE A B G P 306 B4 B TR G P 9 5 Wil L B B
UL ORI 22 10 DG A T Rl ™ = R A | JH 5 T e ™ B 4
. AR AR E F R ZE B St 2
RE WK ECEEMENES.

Breast cancer; Magnetic resonance imaging; Estrogen receptor; Human epidermal

12 ik
12,1 MRIfi#E

# % : 3.0T MRI (GE Healthcare, 750W,
Waukesha, WD) 9454 . & 7 38 38 % JH ZL R AH
FERRR ML o S8 R L, K S8 A~ 3L 5

F TN X8 E T T2 KRG, 47 TIWI,
T2WI 751, 9R BOM AL & (DWI) o TIWIL -4 |

T2WI 49 K Jig 105 410 1 451 4 )2 )R <1.5 mm, Bk H
I AN 2 2 min, H LV 9 +Gd-DTPA i 7
TPy . R E 5 F EUR 31T 5 b B, 2
I ] - 15 5 58 B i £k (TIC) , TIC 1Y)2 1 1% 5E J8 2%
R IX (ROI) & 7E 5 Ak 5 oy Wik 3 Ll 2k it A 25 1Y
[X Jak , #% B8 Alonso %5 ' Y AfF 5% b 1 43 R I A R
(TAD,FHEACTAD, mn A (A . s ot
T8t A R W45 R . MRI KIS 9 44 51
P4 DL 00 36 L AR B2 W B TSR OBUE
FE N0 B 25 5 0 1 B AT B R, EE SO0 8 iR
KN oG AR B &S R R se Ak R R SR
FEAF
1.2.2 g el

ST N ER el Ak B e BT RPTA Her-2 .,
Ki-67 9.5 B HT AR 4 i 5¢ [ Epitomics 23 A $2 44t
it A DT AE W 2R -0 AR Ak W O B2 (SP) T g
A5 &  DAB K & B db st A2 &6
WHARABR AT,

W sk b3k o4 Bl B AR A 2 (FLIRE A1) e
EE@&KSCIHUJ:H@JE%@E// F; ,/\éﬁ) %Qﬂ

BURRA K , 28 10 % I T, — FH R J5E s

AT B 5 wm LB . MRYE S- Pﬁr
A 6,5 X% ER \Her-2 . Ki-67 #4700, #4600 1<
JUAEG AR BRI B ST . — 30 B X BB AT PBS
(BAEIRER 2% M) A T S
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ERFE R AU 0 25 R AT A E
B 95 B 4 290 7 430 ZE 2 A P o Bl A BH P 4
it G €55 i 1) o - (DF% 8 L Al BG4, T BH 41
MO A 043 5 BHPE I E<10% M 143, 10% ~50% H9 2
3350%~75% K 353 3>75% J A4y . QR4S
BEH 2,00 AT, 1 50 IR B, 2 50 NEE BT
@, 35 MR A, BRI R S A A ET
WA BORR e 50 <3 3 B, =3 43 A FH M
1.3 Stk

K H SPSS 22.0 e it A AT Gt o b7 L i
FORER ] (2 25) R s HHEORER T n (%) 35, IF
SR o K50 5 R B AR S A DG 43 7 L R 968 MIRT
fE4 5 ER Her-2 K Ki-67 BHM: 26 3k 09 AH 4k 5 LU
P<0.05 h2ZERAGITFE L,

2 HR

21 A[EIZHZ1H ER Her-2 Ki-67 2515
FLIRIEE 4 ER \Her-2  Ki-67 FIPE 5 R B 3 5
TIEFHNA, Z R A5 E X (P<0.05), WL
#1.H1,
2.2 MRIZEH
o4, 151] £ 5 34 Ry i Vi U FL AR AR . MRIAS 2 R

MiJad EAE>2 cm & 52 ] TSN HLN 40 1] 5 3 AN
Jt#E 55 4, 2 BRI ; 43 AR 33 6 BRI iR AL
716 shas Mgy, 1R g o), I 79 51 451, IM 7Y
35 i s NEBIRIE 51 1], BLALp ], DL 2,
2.3 94 {FL IR I MRIE4: 5 ER \Her-2 . Ki-67
S LRV SES

ER PHYE B FH IS AHN B HIAE 430
Eomik b LI e & T ER BITE R A, Z R AT
27T X (P<0.05) . Her-2 fHYEF IR H TS AR,
PIFRIRAE & He i T Her-2 BATE 35 E , £ A Gt
25 X (P<0.05) . Ki-67 FHYEZFRF BRIAE 400t
fiE 5 R F Ki-67 FIERIAE , ZRA G FE L
(P<0.05). WLZ& 2,
2.4 ZFLWJE MRIMEZ 5 ER (Her-2 & Ki-67 fHYE
FE IR ARG S BT

RIS (L% SR AEIE a0 ER FHAE R 2
1E A0 5¢ (P<0.05) 5 i1 % 5 Ki-67 &2 1F M X (P<
0.05) ; NFRIRIE JE 55 Her-2 PHMEF A B IEAC
(P<0.05). W% 3,

3 it

FH B TR, U A AT S 4

£1 AEHELSP ER Her-2.Ki-67 RiEER [n(%) ]
Table 1 Expression of ER, Her-2 and Ki-67 in different tissues [1n( %) |

ER Her-2 Ki-67
2H 51 n
FH 1 RS FH 44 [S5kES FH 44 [¥ikEs
FLIR A 94 74(78.72) 20(21.78) 60(63.83) 34(36.17) 63(67.02) 31(32.98)
Jn SR 2 o4 19(20.21) 75(79.79) 22(23.40) 72(76.60) 18(19.15) 76(80.85)
pal! 64.369 31.232 43.925
P1H <0.001 <0.001 <0.001
A B D E F

TE: A LI ER PHYE ; B i 55 22V ER [P 5 C o FLARIES Her-2 BHME: ; D v 55 20 2 Her-2 31 5 E FLARIE Ki-67 BHYE ; F i 55 44

Ki-67 Bt

B1 ®EHKE (SP,x400)

Figure 1 Immunohistochemical map (SP,x400)

A B

D E F

B, o, AL TR RS EUN AR AL SIEE Y, MRTFHR TIWL RSG5 (B A), T2WI 2 5155 (B B) ,DWI £ = {55 (B C) , ADC {H
I PR (P D) o MRI hZS 3450 1 2571 I G ik Ak , 38450 il £ S B AL (K E-D) .
B2 ZLBR%E MRI B

Figure 2 Breast cancer MRI images
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x2 945IZLEERE MRIMESR 5 ER Her-2 . Ki-67 RIZERINER [n(%)]
Table 2 Relationship between MRI signs and expression of ER, Her-2 and Ki-67 in 94 cases of breast cancer [(n(%)]

ER Her-2 Ki-67
MRIfiF % PR e O PE bR Wy O PHE BV My L PE
(n=74) (n=20) (n=60) (n=34) (n=63) (n=31)
HE >2 cm 43(58.11)  9(45.00) 33(55.00) 19(55.88) 32(50.79) 20(64.52)
1.095 0.295 0.007 0.934 1.523 0.208
<2cm 31(41.89) 11(55.00) 27(45.00) 15(44.12) 31(49.21) 11(35.48)
I FLI 41(55.1)  18(90.11) 3063 0.005 24(40.00) 30(88.24) 20,655 <0.001 39(61.90) 15(48.39) 1553 0213
AEL 33(44.59)  2(10.00) 36(60.00) 4(11.76) 24(38.10) 16(51.61)
UL B 0(0.00)  6(30.00) 2(3.33)  4(11.76) 3(4.76)  1341.94()
BHIME  53(71.62)  2(10.00) 36.903 <0.001 33(55.00) 22(64.71) 4.800 0.091 37(58.73) 8(25.81) 21.679 <0.001
JPRHE 21(28.38)  12(60.00) 25(41.67) 8(23.53) 23(36.51) 10(32.26)
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%3 FLBE MRIFES 5 ER Her-2 & Ki-67 BHIERIZH
B XS
Table 3 Correlation analysis of breast cancer MRI signs

and positive expression of ER, Her-2 and Ki-67

% ER Her-2 Ki-67
MRUER W rl 8 PH P
HE 0.115 0152  0.182 0.096  0.156 0.107
IS 0.524  0.003 0592 <0.001 0.106 0.154
h% 0.562 <0.001 0.157 0.105 0.582 <0.001
HALIERX 0496 0011 0143 0.124 0102 0.165
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NTBIRAE 0163 0101 0.601 <0.001 0.118 0.131
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[ ZE] B8 HBiop AR NI (NSCLC) 4 EGFR ALK \ROSI1 .KRAS .BRAF .NRAS .
PIK3CA .HER2 \RET Fl MET 10 5 [K 548 15 i 55 i S BIARRAE YOG R, 48R 10 e IR S8 A5 A 1Y)
IR HME . F7iE  UREE 2016 4F 7 A 2 2021 4 7 A BRI ERIR A5 —FHE BB 2% B2 W NSCLC 1
2 ML IX 227 fi] 55 5 1 IR A URNIG R LR, SR FH T Y BH A 28 48 22 48 (ARMS) 630 10 3L R 28 AR R
LR 227 i NSCLC hRA< 1, 10 FPuR )y 5K (1 S 582 78.85% , EGFR S/ Hii % i i , KRAS S8 Ja
ALK AR = 9T IR R R AR R SRS I U RJG A IS REAR R A R SR A R, 2 5
TeG it 38 L ('=1.646, 0.216, P>0.05) . EGFR %: 2878 % 44.93% , EELLL 19Del 121 5 51 i F
L858R Jp Y, i BAZEAEF 1 78.43% ., EGFR SE M 2848 RAE oMk iR 3 T B Ve /R 3, Wi )R % i TR s
B AR RS & TR, 22 58 Goi 2578 L (=11.050.12.365.19.936, P<0.05) . HER2 %:[H 587
R FE S THMEEE  ZRA5 ¥ E X (f=6.647,P<0.05), Z5iE Z=FHLIX NSCLC ## 10Fh
FER9EAE L) EGFR ZER 5828 3 iy, I H SRR 4688 BOREAR I TG . EGFR 2875 L) 19Del F121 %5
HMNEF L858R N F AL, Z2 WL T4tk TOWR A s K i iR . HER2 BRI A 2 W T

[EggiE]  AR/NAnRutie ; IKSIEEH ; ARMS ; #3577

Combined detection and analysis of 10 driving gene mutations in Non-small cell lung can-
cer in Yunnan

SU Guomiao', WANG Juan®, LI Zhenhui’, PAN Guoging', LI Yanxi', LIU Shiyue', ZENG Dingtao',
YANG Zhe', LEI Zi'*

(1. The Department of Pathology of First Affiliated Hospital of Kunming Medical University , Kunming, Yun-
nan, China, 650032; 2. The Department of Clinical Laboratory of Third People’s Hospital of Yunnan Prov-
ince, Kunming, Yunnan, China, 650011 ; 3. The Department of Radiology of Yunnan Cancer Hospital, Kun-
ming , Yunnan, China, 650118)

[ABSTRACT] Objective To investigate the mutation characteristics of EGFR, ALK, ROSI, KRAS,
BRAF, NRAS, PIK3CA, HER2, RET and MET genes in patients with non-small cell lung cancer (NSCLC) in
Yunnan province and their relationship with clinicopathological features and to explore the clinical application
value of combined detection of 10 gene mutations. Methods The tumor tissue and clinicopathological data of
227 patients in Yunnan who were pathologically diagnosed as NSCLC in the First Affiliated Hospital of Kun-
ming Medical University from July 2016 to July 2021 were collected Amplification block mutation system
(ARMS) was used to detect the mutation status of 10 genes. Results In 227 NSCLC samples, the total muta-
tion rate of 10 driver genes was 78.85% , EGFR mutation frequency was the highest, KRAS mutation was the
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second, ALK fusion was the third, and the mutation rate of primary lesions was compared with metastasis,

and the mutation rate of postoperative paraffin samples was compared with cytology samples. There was no sig-
nificant difference (y°=1.646, 0.216, P>0.05). The mutation rate of EGFR gene was 44.93% , and 19Del and

2] exon L858R were the main types, accounting for 78.43% of the total mutation rate. The mutation rate of

EGFR gene in female patients was higher than that in male patients, adenocarcinoma patients was higher than

that in non-adenocarcinoma patients, and non-smoking patients were higher than smoking patients, and the dif-
ferences were statistically significant (¥*=11.050, 12.365, 19.936, P<0.05). The mutation rate of HER2 gene

in female patients was higher than that in male patients, and the difference was statistically significant (=

6.647, P<0.05). Conclusions

EGFR gene mutation rate was the highest among the 10 gene mutations in

NSCLC patients in Yunnan, and it was not related to whether the samples were transferred or not and the type

of samples. EGFR mutations were mainly in exon 19Del and exon 21 L858R, which were more common in

women, patients without smoking history and adenocarcinoma. HER2 mutations are more common in women o
[KEY WORDS] Non-small cell lung cancer; Drive gene; ARMS; Targeted therapy
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patients with NSCLC
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Table 2 Relationship between EGFR gene mutation and

clinicopathological features

= Y (PH>0.05). W1, Exon TEAEA I, RAER RAER(D)
Exon 18 G719X 10 9.80
F1 AAERI0OEERTHRMELLE (n(%) ] Exon 19 19 Del 35 34.31
Table 1 Ratio of detection rate of 10 gene mutations in Exon 20 20 ins 4 3.92
i S7681 1 0.98
different samples [n(% ) ] L858R 12 4118
%51 5 Wikl PAE Exon 21 L861Q 3 2.04
i JR&KL 142(79.3)  42(87.5) ) Exon 18 il Exon 20  G719X ,S768I 5 4.90
g 1646 0.200
Rkl 37(207)  6(125) ) . L858R ,S768I 1 0.98
BAKE MBS 1600(894) 44(0LT) Exon 2L fILExon 20y o-or T700M 1 0.98
qIMEEA 19(10.6)  4(8.3) ’ ’
3 it
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Table 3 Type and proportion of EGFR gene mutation in NSCLC patients

— R S
EGFR ALK  KRAS ROSI RET NRAS BRAF HER? MET PIK3CA
51 & 126 69 14 14 5 0 2 3 8 0 2
5 101 33 9 21 6 1 0 2 0 1 2
71 11.050 0298  4.029 0473 1253 1.617 0.042 6647 1253  0.050
Pl 0.001  0.585  0.045 0492 0445  0.504  1.000  0.009 0445  1.000
R (L) =55 122 55 15 19 3 1 1 3 2 1 3
<55 105 47 8 16 8 0 1 2 6 0 1
7E 0.002 1355 0025 3259 0864 0.011 0.080 2756  0.864  0.740
P 0961 0224 0944  0.071 1000 1.000  1.000 0149  1.000  0.626
Py BLZH 212 e R i3 213 101 23 33 11 1 2 5 8 1 4
3 12 0 0 2 0 0 0 0 0 0 0
Ji 5 1 1 0 0 0 0 0 0 0 0 0
K g 1 0 0 0 0 0 0 0 0 0 0
71H 12365  1.682  0.380  0.760  0.066 0133 0336 0545  0.066  0.268
P{H 0.006 0641 0944  0.859 0996 0983 0953 0909 0996  0.966
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PR 19936 2169  6.102  3.047 2253 0900 0282  3.697 2253  0.065
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I PR 53 1A [+1 114 52 10 18 6 0 2 2 5 0 1
m+1v 113 50 13 17 5 1 0 3 3 1 3
PR 0.043 0465 0024 0.087 1013 2000 0214 5000 1.013  1.036

P1H 0.836 0495  0.876  0.769 0.498  0.498  0.683 0.722 0.314 0.369
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HOCE R, IFH 10 L A RN R Rk A
Jo7 B ] 3 9 ) AR R PR R T 24 3 PR, DT RS
{18 Ui i A0 ] 35 9 )3 I AR R W ) 997 R T
A5, 4 T AR S I RIBYT o

25 FITR, = L X NSCLC H 3% 10 FhE e %8
L) EGFR S8 A8 Fe b i, SREARJE BB K
AR TG ; EGFR 572 L) 19Del Fl 21 5 40 i+
L858R iy F 1, 22 UL T2 T s K g f 4
5 X TNM 30 100G . HER2 BE R 98748 22 LT
R SRR SRR LRI
TNM 4. ALK .ROSI .KRAS .BRAF .NRAS .
PIK3CA .RET J MET % [X 5 NSCLC 34 1 7]  4F
ROl G IRATEAEE =S I NI B B i 8
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¥y PCR IERS NI EGFR HEH T790M 23819V EH
W MR ORI HAREr H AV

[(# ZE] Br MG MNIE DNA 3 22 A8 K I [ 2 225 fh, % EGFR $£H T790M 58 45 K
DA & (07 PCR 320 M b RE SRS IR A PERESEA TIT M . T3k BREUE RS2 5 1l e s
DNA, FFllE i E . BOR [6) 4k Ji 114 EGFR %2 K T790M 2872 1% B DNA REAS, fill A% 74 ddPCR Fl ddPCR
MIX3 [ PCR R PCR 4 b, IR A1 8 4 H s AR b B R SealbA T 0o i 45 o B il A 96 FLAR N
J& , A# R B PCR R GE 1Y 3 IRSCRT PCR G T B A PCR 9734 . BUPCR §™ 8 AEAS, Jin & th o,
i HAEDE B RIS R, R XTE RS H B AR 582 ER Y EGFR L T790M 28728 #E 7K, i
F G AENS MERIAS 1 T7T90M 9878 . X E K 5% i it EGFR R I8 HAh 2 8 B REAS 33 & R At T790M %8
A5 R B RS ERR AT I 0.05% 2 AR 1 E FZAG M R 275 0 . 8518 EGFR 3L T790M 28 25 A5 1 751
& (BT PCR ) HAT AR A I R 1 R S A R U, RS2 i HA ARG R I 3 R

(XgER] AE/NIMI g ; 28 A K T A2 0 TTO0M 58745 5 i (I 54 il 11 i 551

Evaluation of droplet digital PCR in detection of blood EGFR T790M mutation

QU Shoufang ', XU Ren*, ZHANG Wenxin' , HUANG Chuanfeng'*, HUANG Jie'*

(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. Shanghai Rightongene
Biotechnology Co., Ltd., Shanghai, China, 201401 )

[ABSTRACT] Objective To evaluate the accuracy, specificity and detection limit of droplet digital
polymerase chain reaction (ddPCR) in detecting epidermal growth factor receptor (EGFR) T790M mutation by
National reference materials for detection of gene mutation in plasma circulating tumor DNA (ctDNA).
Methods Extracted plasma free DNA of national reference material and determined its concentration. Took the
different concentrations of free DNA samples with EGFR T790M mutation, added them into PCR premix with
DDPCR and DDPCR mix3, mixed them evenly, and then used the automatic sample processing system to
prepare droplets. After the micro drops were transferred into the 96 well plate, the film sealing instrument and
PCR instrument of the micro drop digital PCR system were used for film sealing and PCR amplification. Took
the PCR amplified sample, added it to the chip, and used the biochip reader to read the results. Results
EGFR T790M mutation samples with different mutation frequencies in national reference materials could be
accurately detected by the kit. For samples with other mutations of EGFR gene in national reference materials,
T790M mutation was not detected by the kit. The kit could accurately detect the national detection limit
reference with mutation frequency of 0.05%. Conclusion The EGFR T790M mutation detection kit (Digital
PCR) has good detection accuracy, specificity and sensitivity, and the national reference material has good
applicability of the detection method.

[KEY WORDS] non-small cell lung cancer; epidermal growth factor receptor; T790M mutation;

tyrosine kinase inhibitors
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i s A A BRI AE FE T Y S A, R
41 Ji9 fili %8% (non-small cell lung cancer, NSCLC)
85% "' NSCLC H# T 71 2 Ff g S N 5 A8 26
3 B A K A F- 32 1K (epidermal growth factor re-
ceptor, EGFR) & [l J& H 1if NSCLC 1577 fic H 22 1)
R . EEXT NSCLC i #E [a] 33 7 i e atls ,
FRAEAEY) 2% 2 K K732 14 (epidermal growth fac-
tor receptor, EGFR ) i 22 Ji2 18 -0 11l 77 (tyrosine ki-
nase inhibitors, TKIs) 25 4 , 3 45 7% 9F £ JE (Gefi-
tinib) | B % 5 J& (Afatinib) F1 F il R 9L 7 %5 JE
(Osimertinib ) % **', NSCLC f&# 18 % 7E %52 — %,
AR TKI #6387 5 9~14 > A if & % A= 35 ve it
2§, EGFR 5: 9% 20 7 4M 2 7 &£ H) T7T90M 5872
SERCHE WA 25 1 e R B L 2R G R E
% 2% (National Comprehensive Cancer Network,
NCCN) & A7 (1 4E /1N 4 i fiti i (NSCLC) 114 i PR 5%
BeIE TR, A TR T EGFR JE R 2 A8 Kl

WA 2 N JF AR 7 ki i3 EGFR
F K T790M 228 Fr M G i & o thE AL 2y
v A 2 AP 5 B A AT SR AT 2R i R DNA 36 PR 258
ARRG I E K 5 % AR EGFR HE TR pi 9878 (R
SRR G AR AL AR ER S %
ffr , X EGFR 3£ R T7T90M %€ A5 K5 3 5] 1 (807
PCR ) BYERAPE A S P ARG PR A7 VP4 o

1 #MRERE

1.1 e
111 i

ctDNA KRAS/ NRAS/ EGFR/ BRAF/MET %&
ARG B K 228 i, i B 2 A E BE 5T
B (TR R B ) it
1.1.2 &F

N EGFR 3£ X T790M %€ 48 #6357 & (37
PCR % ) FlA%Z IR i O e alifb ik 7], i iR 27 AR =
R A PR mI AL s TR A i, W A 28 BN 2k

NHE]

1.1.3 %%

NanoDrop %40 A] UL 43 SO EE T, 8145 : 2000¢,
FERR R B (D) A BR 2 W] 5 i XA
PCR 4,5 . QX200, 3% [ BIO RAD /A7) ;4 H
SHEEARAL R 48, 15 . JT-DGR-001 , 4= 405 A [
A, 5 . JT-Scan-001 , K B A=Y AR A R
N,

1.2 ik

Fie BT G U B A5 E AT 4R 1 FH A 1R 4 iR
Fe 2l Ak iR 77 42 B EGFR £ 1R T790M %€ 7% 1 [ 5%
Z: 2% i (TT90M 5 28 45 %43 53 0 3% , 1% , 0.3%
0.1% F1 0.05% ) 1) IfiL 3¢ % 2 DNA, fiff i NanoDrop
PCOCEE T AT REAS R BE I 2 o SRS AR R &
A A T R 2 R OKE 0.05% 2% 78 B R () EGFR it A
T790M 5 7% i A6 I FRAE A T B 28 2 ng/pL. HUR
/] 2 725 41 2% EGFR [ T790M %8 7% 1) i % DNA
FEA 6 pL, fil A 14 wL PCR T & ¥ (ddPCR I
ddPCR MIX3) 1, 1RA)J5fd H 4 F SR A b L &
AT RO A o R IO e A 96 fLAR N, i
i BT PCR R 48 19 3 BAL AT PCR L 17 6}
JIEE AT PCR ¢ 14, #2 /7 : 95T 10 min; (94C 15 sec,
58°C 60 sec) , 40 & ;98C 10 min; 4°C 5 min,
B PCR ¥ B8 RE A, i 2= 3050 & ot B vp Al AR
Proes B A B A SR . SR FH QuantaSofrt #114:
AT, 34 B LA A H BRAE FAM {55 19 B X
B (chl+ch2-) i}, 25 H1°8 EGFR & [H T790M i
SUGRAR o T BH A I A B 1% B B PH 1 B
(4 E A1), AR AR T Ao A T B L B BH P R Y e
B, 43 B B A T GRS R A3 B VR B
1%~¢8

2 R
X T A 7] 98 28 45 % (3% 1% . 0.3% F1 0.1% )
EGFR £ T790M 748 0 [ X 5 2% AR FEAR

ZE IR i R Ch1+Ch2- X 1) 5803 =3 /4>, il 57 & e %
WERAKS HH T790M 28245 fHME, W2 1.8 1., XFF 2

®1 AFEHEBEER
Table 1 The accuracy result of kit

haes FEA (%N Ch1+Ch2—[X [ 25 %% i Snlkag RllEE BRI %
1 CP_018_01(3%) EGFR p.T790M 86 T790M %75 2.30
2 CP_018_02(1%) EGFR p.T790M 48 T790M %75 1.28
3 CP_018_03(0.3%) EGFR p.T790M 13 T790M %745 0.22
4 CP_018_04(0.1%) EGFR p.T790M T790M 7% 0.15
5 CP_018_05(0.05%) EGFR p.T790M 3 T790M 4% 0.11
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ng/pL ¥R 1Y 0.05% 5 A8 5% 1) EGFR £ [H T790M
KA E K S AR FEARZE 2 7R Ch1+Ch2-
XA ASBCH 3 A, 1R & RE 98 HE B At T790M 28
ARPHME, WK 2,

240 Ch1.Ch2+ 2478 Chi-Cha-9829

Bl AFEHRNBRALER [CP_018_05 (0.05%) ]
Figure 1  The limit result of kit [CP_018_05 (0.05% ) ]

A £ I8 A EGFR JE R HAth 8 A8 BEAR
11 G719S =28 BAEA CP_019_01(3% ) , Ch1+Ch2-
XA s B 0 4, & R At T790M 28 4% FH
PEo ULIE 3,

! 13
A CP_018_01 (3%) B CP_018_02 (1%)
. = | o
-1
T § 1

C CP_018_03 (0.3%)
B2 RFERERMESER(CP_018 (3%,1%,0.3%.0.1%)]
Figure 2 The accuracy result of kit [CP_018 (3% ,1%,
0.3%,0.1%) ]

D CP_018_04(0.1%)

Channel 1 Ampltude (FAM)

pitude (HEXO

B3 H{AZHFRMELER (CP_019.01 (3%))
Figure 3 The specific result of kit (CP_019_01 (3% ) )

EGFR RN T AK 7 5 Y ik |-,
g AR 32 B L A fE M N I8 A TR U T ( tyrosine
kinase , TK) IX 3% 19 §j 4 4> 4 8+ [ (18~21) .

EGFRAE R AEIR YT 19 73 7 $E A5 52 3] 3% 3l 5CE
F5E s e A 0 A J) i b A AR R T U Tl
YR BE ) 98 246 1 %) 416 24 798 DNA (cell tumor
DNA, ctDNA) , f8 I 7 FF mT DUAS I 31 -5 i 9 28
2 e B — B g L PR G Ok e it i A
TEAS BE AR U i ZH SUREAS I, ] LLZE #8410 i A
AR AT A OC i g i D] 58 A8 A I KR /)N 20 i da
I ¥ EGFR & A 5 722 16 ) v [ % 58 S0 1Y &
A7 7 T B EGFR PRI RS I . ifin 3
EGFR &R 5 A8 A6 0 77 12 A0, 45 97 14 BHL % 2 72 BHL i
¥ B4 R %4 (amplification refractory mutation sys-
tem, ARMS) 7% . ARl 5% 5 (next generation se-
quencing, NGS) Fl fil % 0 7 % & B 5 S ) ¥
(droplet digital polymerase chainaction, ddPCR)
Sl B K 2 B R A M T
ST AR ) B 2 B R A A R W)Y N € EGFR
LA g A A 150 & (9206 PCR ¥R ), T T 1L K
FEA EGFR B&H 5278 Y Rl o BIF 52 41 3l 28 =X
EGFR-TKI [ J. 75 % J& %} tH B EGFR % A T790M
S 7B [T 24 J8 3 A BT IR T RBOR Y EGFR 4
T790M 5 7% B A5 I B A7 5 2 A9 Il K 45 A
F o K Tl A /0N 20 i fii 9 S8 EGFR T790M 2 [
G L 2 L) B A, XF T790M % 42 A il
HEAT AR AL

9 TP AN [ 75 1 T 9 ik PR 2 722 A I 1 5
S PERE, EGFR 3£ H T790M 2875 ) [ 52 2 2% il b
ARVLE T AR 5 A A A B, IRl AR
EHATRAE, FRZS% i w gt 1 I i A
A, AT AR 9 350 & A ) BR SR TR AS B A
B o ABEFEES A s iR BT 3%~0.1% 5718 M %4
() EGFR 3k X T790M %8 7% i) [Hl X 2 %l , RE %
HEIf A H AR 7R () T790M 2845 5 X [ K 5 2% i
EGFR D AN IS Y REAS , 1 EGFR FE[H G719
RAZ A 1R & FE N ) T790M 2872 , R I
A& BARG M s 2. N EGFR 551
T790M 5 72 A6 77 & (K5 PCR ¥k ) Al LAG
0.05%Z7E A % 1) EGFR 3 [H T790M 2875 ; fifi FH A
PEMLIEAEA XS 0.1% [H K 2 7% 5 W B O REAS A7
For 0 R REIEAN , 50 & BB A8 HERA A ) T790M &
A R IR A 2K . WFE s R R E X 2
il LRI 807 PCR LY I K EGFR $:1A
T790M 5 745 A6 I 5] 2 1) v e L e S M R G 00
FRL, 405 1 ARG DU Oy v 1 3 P o
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PR A sTg /K -5 DTC AR TA A e &
REFY KR OESUHE

[(# ZE] B HRTHETRITHT sTg K5 bR R ARE (DTC) AR JE 1 IR ITIT AU e & .
FiE HEEE20194F 1 H 2 2021 4F 6 H R LHER MIEBEBE 2 1) DTC B3 206 6 ARIHHI TG T 25 B
25 FOK A i BRI (n=122) 5 B R BN AL (n=84) , 30 R R4 Hr ek A 2 e 06 b A7 BRI 04, O
PEBEAT T B =R ARl A TAR SRR Logistic M1 434, H-R H ROC e ' 13 B IRY 7 Hi TSH .sTg /K-
X e R AR S I A PRSI B, S5 R PRZLIER] AR RBT i RBI At A, 22 R eg 1T
22 X (P>0.05) s AL T AR D7 =0 Sk 4 RIS S I & Ry 7 T RIS MG R AL ' IR TR sTe KT L
B EFSAGIFEX(P<0.05), FAITRIEEY], IR FRIRTE>3.00 ¢, 1GIT IIFEAEF AL T HRYT
AT sTg 7KF>20.00 pe/L AT TR AR IS fE R 2 o AR A Y TE YT AT sTeg /K T
PSR AR, E A R E L (1=7.679,P<0.05) . LI HATTRT sTg KEX DTC AR S 1
5 HIRITRCR I AUC 2 0.935, 3 Cut off {524 22.59 pe/L, BURIE y 0.83, FimPE R 091, &k "TiEHIA
YT sTg T2 i AT R IR AR S B IR R T U SR &

[REIM] AR HUR I 5 WOk [ 07 3% 5 A HOPR IRIBEER 5 sk PR IRk A 1 5 I IR 8K

Relationship between sTg level before "I thyroid remnant ablation and curative effect of
thyroid remnant ablation after DTC surgery

ZHAO Wei*, SHI Liangping, CHENG Yizhuang

(Department of Nuclear Medicine, Anhui Cancer Hospital, Hefei, Anhui, China, 230031 )

[ABSTRACT] Objective To explore the relationship between level of stimulating thyroglobulin (sTg)
before "'I thyroid remnant ablation and curative effect of thyroid remnant ablation after differentiated thyroid
cancer (DTC) surgery. Methods A total of 206 patients with DTC treated in Anhui Cancer Hospital were
enrolled from January 2019 to June 2021. According to the results of "I whole body radiography after
treatment, they were divided into the success group (n=122) and the non-success group (n=84). The univariate
analysis of influencing factors was conducted by y° test, and then the indexes with statistical significance were
given unconditional Logistic regression analysis. The diagnostic value of TSH and sTg before "1 thyroid
remnant ablation for clinical curative effect after DTC surgery was analyzed by ROC curves. Results There
was no significant difference in gender, age, body mass index or pathological types between the two groups (P>
0.05) , but there were significant differences in surgical methods, residual thyroid mass, metastases, and sTg
level before "1 thyroid remnant ablation (P<0.05). The non-full thyroidectomy, residual thyroid mass >3.00 g,
metastases before treatment and sTg level >20.00 pg/L before 'T thyroid remnant ablation were independent
risk factors of thyroid remnant ablation effect after surgery. The sTg level before 'l thyroid remnant ablation in
the distant metastasis group was higher than that in the simple cervical lymph node metastasis group (¢=7.679,
P<0.05). AUC, Cutoff value, sensitivity, and specificity of sTg before "I thyroid remnant ablation for
predicting postoperative curative effect were 0.935, 22.59 pg/L, 0.83 and 0.91, respectively. Conclusion The
sTg level before "'T thyroid remnant ablation is an important influencing factor affecting the clinical curative
efficacy of patients with DTC after surgery.

[KEY WORDS] Differentiated thyroid cancer; lodine radioisotope; Thyroid stimulating hormone;
Stimulating thyroglobulin; Clinical curative effect
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PR IR i 2 PN 43 W R 08 WL PR 2 —
AR B A NATAETE 9 28 AR 2T R i
A HR R AR BT o HUIR B E Th o i 90%
41 Ak A IR AR 98 (differentiatedthyroid carcinoma,
DTC) , HyG 7 M i A2 B Mok 2 ) ¢ E: " . B
HIF G IR b 32 08 Rk T AR DI B F AR IR 40 203697
DTC, Ifi A J& 38 & % F R ™1 R 5% 4 HUIR R
JE A2, T FEAIL DTC MR & L E# ™ . T ™1
HHIRITRCRZ Z 07 IR Z 52, A 28235 R
IR 37 R B () R 17 I 3R A2 R IR 2R (thyroid
Stimulating Hormone , TSH) 7K *F- 557 & AH & . i
HABA T I TG AT BTICIR SR R
Bk BR £ F (stimulating thyroglobulin, sTg) S H: 8 2%
AR AR IR T IS A O b B A 5 B T A
B WARNIR BT T3 iR BUR
fER N Z , & sTg 5097 BOR ARG, LU A 46
F Il RIGYT DTC PR it = % s,

1 AHESHE

1.1 54

PEFE 2019 4F 1 H & 2021 4E 6 7 28048 g
ek i2 B DTC #3206 i, Hoi B 4% 60 4], 2Pk
146 i, A AbRHE : OFF A DTC i2WibrifE™ , 17
HURIE VIR TA , BARJS 25 Bi=A6i2 h DTC; @A
JEHEZ PTE IR I R AR AR AR L TE
TBITHT TSH>30 mU/L; R E TR EHE , H et i
122, HEBRbRiE : OFFFE 1R IT 28 B (B
QR A e B s OFFE R ™ O
JH B DIRERE RS R s O TERTAR sh ol A s i
QKM R HEAZ A BT B s @ IR L
Fo ARIAITIE T 4 5 A F A R i A
N (n=122) 57 B R I (n=84) . BHZ I ANE
I B S SRS, R R E2ES B B2 R
1.2 ik
121 "IEHAIT

TRITHT, MTUE B ARSI IR AR IR R 724 3~4
w, AR, T LI B IR YT ARSI AR 56 A Ak
Fe bR O LI R AT IF AR B IR R K
/I RYTHITILIE TSH /K- T4 2 30 mU/L A B 1
HHIEYT 1 B UG 100 mei, 7225 R SR,
MRZ45)5 2 h JFERTEE, AR, K L 14 S B B
P 2 2 d Ja AT e R IR R B ARIBYT, P TR
¥7 7dJ5 4T 145 848 (3518 GE infinia Hawkeye

SPECT 1), 397 6 M H G PRI PR
1.2.2  JFHIRIT SRS

B HIRYT BT P BRAE T AR B R R R TS
TP SR 545 T4 )5 sTe<1 pg/L.
1.3 WEAER

O AR B H — MOk A48 P 5 AR IS A5
B IR A TR Oy 2 R AR R R A IR
7 S A AR R Rk T W AT I sTe K .
QIRYT AT TSH sTg KA < JA57 HI, B ik
I3 mL, #0550 8 L2, R R LR
PE AT EE R I sTg . TSH K. @ L K K43
DAL R A B i Y B )=0, 3 H R s )=1)
YRR R AR o, PR R 2R 22 RAEAE ST T2 L
R (FART L G- H RS T i 57 R H R AR
AN T T AT sTg K )/E A A AR &, I
AR, FA T 2 (2)=0, HAtb=1) , 5R A HUIR AR
fh B (<3.00 g=0,>3.00 g=1) , 1697 BT AR AR A
A (=0, T RS KE=1) VLI IR YT
sTg 7K F- (<20.00 pg/L=0,>20.00 pg/L) , ¥ H A
Logistic [H AR v a1 9 77 #8# 4 LogitP=0.825xF
AR J5 K +0.718x 5% 4y B R IR BT i +0.597x %
kt+0.684x 'L i HIGY T H sTg /KF-+0.257,
1.4 Geitsorik

K H SPSS 20.0 Geit2# 8k 4 47 55 ds 73 Hr 5 it
R (X £5) 2o, I FLBCR FH ¢ K556 5 1T 7
BHA n 80(% ) R , R A5 Z2 8 R 0 Hrk
7T Logistic [543 8 , IF AR 4k 3 Ar 285 S 8t 7 1ol
AL, LW IR AT sTg 7KFXF DTC B E AR5 P'1
5 TR TT AR 2 W (R H ROC 143 #r 5 LA
P<0.05 H 2 RA G X

2 #R

2.1 DTCEHEASG "1E BT RCR AR R b

PRZEPE ] AR AR TTRT  EEAR LA, 25 5
TG L (P>0.05) , ALY FAR = SR AR
PRSI R IRIRSME RS AL T E AT R
sTg /KW LbAS, 2 H A Gt X (P<0.05), W1,
22 DTC BE ARG "I HIRIT R £ T
Logistic 73 M7

ZHR SRR, FART A2, 58 AR
FOR I BT 82>3.00 g IR Y7 RTAFAERE RS AL TG G
JT I sTg /KF>20.00 wg/L J& AR5 T R T8k
WA G HE, WE 2,
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F1 DICEEARE"TFERBTIRAEERSH
Table 1  Univariate analysis on the curative effect of "'l

thyroid remnant ablation on patients after DTC surgery

W R
e mondl W ME PIE
(n=122) (n=84)
Plain]
eS| (B1) i i 22 2002 0.157
bl
FiR(Z) 2155 g; zz 1435 0231
M Bt (kg/m?)  >25.00 44 35
<25.00 78 go 0000 0417
AR ;';jgﬁj: 11(;4 g: 3403 0.065
N h
FATA %ﬁ ?2 ig 9.615 0.002
B A R AR >3.00 38 51
R (e)  <3.00 84 g3 17728 <0001
MEV I ERIN ToEER kL 59 26
SR AL HHBE 63 55 0220 0013
SWEHIRYYRT >20.00 21 32 .
sTg /K F(pg/l)  <20.00 101 5o 11352 0.001

&2 DTCEEARE"1FERBTHRI S TT Logistic 5347
Table 2 Multivariate Logistic analysis on the curative effect

of "I thyroid remnant ablation on patients after DTC surgery

HHRHE BIE SEME Wald{ ORH 95% CI P14

FAFLIESY 0825 0314 6.903 2282 1.233~4.223 0.009
FR A BRI i
>3.00 g
VITRITEAERE RS 0.597 0.185 10.414 1.817 1.264~2.611 0.001

ML R T sTg
JKFE20.00 e/l 0.684 0.211 10.509 1.982 1.311~2.997 0.001

0.718 0.236 9.256 2.050 1.291~3.256 0.002

2.3 HLAEFIERM LA R SOn A R 5 T i
TBITHT sTg K Ho ks

8 Ab T F 41 (n=37) "1 T HIR JT R sTg /K F
(29.18+7.24) {55 T H. 40 2030 bk 1L 45 7 B 4 (n=84)
(19.65+5.83) , ZZ 5 A Gt L (1=7.679,P<0.05) .
2.4 VT HIRYTET sTg KX DTC & A 1
T8 H AT RCR B B0 AN E 53 BT

T BRI AT sTg K- (16.52+4.78) pg/L,
T H RS HIAT T T (28.54+6.39) pe/L, % ROC
LA HTAI, T BRI T sTg KFXF DTC # A
Jo I HAI TR AUC 4 0.935, H Cut of f {5 h
22.59 pg/L, HUEE 4 0.83, 4554 0.91, LK 1,

3 iTig

DTC J& HUR B 988 59 5 W27, 30~45 %/ & DTC
KRR T AR SR Bt PR AR AL, AT AETE T 2R
b KRB S B AR S AR R E e R,
DTC /L PR B4 i, et R B I, IR I TR 8T

1.0
0.8 /ﬁ

0.6 9

0.4

0.2

0 02 04 06 08 10
145t

B 1 ROC Hizk
Figure 1 ROC curve

Z R HAFARYVIBR , REEUS H - AR s (H& i T3
TR S5 R S A S AR E R A R AR bk 4,
MEAR G SRR K SFER B S, B
HHARM K, BATA G R 7 A 0 i e 4 5
TR B R IR LR S Bk B R BUR . A
IPROR GRS AA 22 A6, B SR 2 MR AL,
AT R T RIR YT R S YT ROR G, i TR A
FFOPR R A R 32 114 ' 4 B 5 HTR 7 39 e A L A
5%, B TR YT R ARG N, T PR R A TR AR 4
Y[R 7 R0 5 I A I 5T 2 I R A IR IR R
AN AR RS T H AR ARG R T4k S
T8 VT RIORH 5 1 s el PR 26 Il R LA R

AW R GE R TR o 43.0~
87.2% , M AHEFEH , A5 i LR 59.22% , 51
N g8 B —EhE . AT B R AT, A B 58 R
B RIS A T 4L 7E v B AR AT PR B
R | O 25 S A TR O ok R A
RIR R A TCRE R AL I VAT T sTe KEAF
FER R 25 5% . 2T R O SR 5%
BRI K, X GAMTLE R A 8. £F
W7 F A AR SR DTC B B " TIRTT BRI S,
A 58 HAE I B I ORI A K, Xl g S
ARG BB AR D, PAER AR Z L,
— R Z H R KRB, FA T FRAHIR AR R
AR AL T IRYT AT sTe 7KF->20.00 pg/L
SRR AR S W PRIT R A S FE R R 2R . FR R Y
FAR I KAHEHARAE VIR GE 2] K2 P) LR
PR AR ok £ ik e bl aian ), MRIEAR G
AT HR IR AL LR 5D o A A FOIR B R i
D ORI R A TR KR ES 2 8L T K F Fif
Z N B, TSH SR WA T E e (EAR
I S TSH REAE 1E 5% A HUIR AR 120 T HEEUR
PR TR 7 R 20045 T FRAR R R 2~4 JA 15 TSH 55
B — A FATIRIT . WS R AR e b
oAt R TS 25 IR IT G2 I8 i A 52 v
Bl FH K L 25 B B L AT R sTeg K
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T AN 7 B 38 R T3 IR TT AT sTe /KF
X P A AL Tl Be AT HAT B s A (E.

Tg 2 RN 2L U8 L B2 20530, B AR
& DTC 1Y 5 2 Igd i , i sTg 52 1E DTC R
I M s 45 A B AR BRI RS, TSH K- 7 2 30
mIU/L DL b B0 22 (4 13 Te K. HiFgE &
B R IR YT R Y sTg K P X # W DTC A 76
ey LRSI A R K AR A — s T
Ml A IR MBI ATAY sTg K- 3
FRATHUIR BR AL 20 LT o TSH % R 52, 5§
TG W 1Y) f AR sTg (A AT R 1000 36 97 J
N o AR ZE T A J5 97 R, U R YT R sTe
X AT BOR B Bm s e, XA B T
RIVH AR A TR R R B B kb . AT
FEH, I HIA YT ET sTg #7284 A9 Cut off (A 5
TR > s HRYT G sTe i2Wi 2 & k%%
I FHE 10 pg/L, % X 5 /0 VR A HUIR IR 41 41
FRFEAHOC

Zi b, FAR K RAHARIR B RIT A
R L LW IR TT R sTg K P25 i i H T
R E LR TEIR YT 0N R IO I T B PR AIK sTg
IV F2 i 2
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2 KU IR 955 B A FGF-21.0C J% ucOC /K *F- 5 i fiF 1%
LB

RAEM RERF® FAEME KFEm'

(# ZE] BH /b2 BEERGE (T2DM) B BT 440 i K 7-21 (FGF-21) (5 45% (0C) &
AR L E 452 (ucOC )RR & 5 AR AR HE PR oG R . Fik EHL2019 4F 3 H % 2020 47 9 H R {EEE
A e ) I B Bt M3 B 72 191 T2DM HR 3 40 A T2DM £, 35 B[R] 391 95 191 (A AG: filt e g N 57 4 A MR BRE 401, L A
WA I AR A RIS Br B 5 8 (TC) H Il =R (TG) IG5 BE A5 28 FH BH [ 15 (LDL-C ) | vy % B2 A5 28 1 AH [ et
(HDL-C) 1 FGF-21,0C ,ucOC /K, 42 & G5 I M A5G 5 % K T2DM 410 & 0F 4l e R A 904,
L E P4l FGF-21.,0C ,ucOC /K, 340 #r Lk IR 75 AR SR bR i #H G . 558 T2DM 41 TG . TC.
LDL-C .FGF-21 /K- & 5 F{@ 4l , HDL-C . OC .ucOC /K- W B Ik Tt 4l , 22 57 Gi T2 8 L (P<
0.05). T2DM 441, 30 B4 IR AR AR S % (B IRdl) , 42 IR &9 IR = CR &4 . AIF4
FGF-21 7K F-H 8 i F ARG JF 41, OC «ucOC /KB AR F R A4, 2 R A Git2# 8 L (P<0.05) . THICH:
g5 g8 ,FGF-21 5 TC . TG £ IEM %, OC .ucOC 5 TG . TC & i 56 (P<0.05) . £if FGF-21.0C,
ucOC 7£ T2DM B3 H 2 55 ik, H 5 T2DM B & MR 5 5 % V1A 56 , LR 7% T2DM % A4 K
TN HLA R L,

[E§R] 2 UM ; WL 4ednid KN 7-21; B8 E; RIUUALSBHE; migis

Relationship between FGF-21, OC and ucOC levels and lipid metabolism in patients
with type 2 diabetes

ZHAO Chunnan', ZHANG Zezhi’, SU Dongfeng’, GENG Xueli'*

(1. Department of Laboratory Medicine, Headquarters, Affiliated Hospital of Chengde Medical College,
Chengde, Hebei, China, 067000; 2. Department of Laboratory Medicine, South Campus, Affiliated Hospital
of Chengde Medical College, Chengde, Hebei, China, 067000; 3. Department of Endocrinology, Affiliated
Hospital of Chengde Medical College , Chengde, Hebei, China, 067000)

[ABSTRACT] Objective To analyze the changes of fibroblast growth factor-21 (FGF-21), osteocal-
cin (OC) and incomplete carboxylated osteocalcin (ucOC) in patients with type 2 diabetes and its relationship
with lipid metabolism. Methods 72 T2DM patients admitted to the Affiliated Hospital of Chengde Medical
College from March 2019 to September 2020 were enrolled into the T2DM group, 95 healthy persons who un-
derwent physical examination dueing the same period were selected as the health group. The blood lipid metab-
olism indexes [ total cholesterol (TC), triglyceride (TG) , low density lipoprotein cholesterol (LDL-C ), high
density lipoprotein cholesterol (HDL-C) levels ], FGF-21, OC, ucOC levels between the two groups were
compared. The T2DM group was divided into the combined group and the non-combined group according to

whether there was abnormal lipid metabolism, and FGF-21, OC, ucOC levels between the two groups were
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compared, and the correlation between the above factors and lipid metabolism indexes was analyzed. Results
The levels of TG, TC, LDL-C and FGF-21 in the T2DM group were significantly higher than those in the
healthy group, while the levels of HDL-C, OC and ucOC were significantly lower than those in the healthy
group, and difference was statistically significant (P<0.05). In the T2DM group, 30 patients had abnormal
blood lipid metabolism (combined group) , and 42 patients had no abnormal blood lipid metabolism (non-com-
bined group). The level of FGF-21 in the combined group was significantly higher than that in the non-com-
bined group, and the levels of OC and ucOC were significantly lower than those in the uncombined group,
and the difference was statistically significant (P<0.05). The correlation results showed that FGF-21 was posi-
tively correlated with TC and TG, while DO and ucOC were negatively correlated with TG and TC (P<0.05).
Conclusion FGF-21, OC, and ucOC are abnormally expressed in T2DM patients, and are closely related to

abnormal blood lipid metabolism in T2DM patients. The above factors are of great significance to the occur-

rence and disease monitoring of T2DM.

[KEY WORDS] Type 2 diabetes mellitus ; Fibroblast growth factor-21; Osteocalcin; Carboxylated in-

complete osteocalcin; Blood lipid metabolism

2 #UBE R 9% (Type 2 diabetes mellitus, T2DM )
20 R T AR N I PR DA M e I - 32 2R
ZAEAE A ENIASESL . HATA ¢ T2DM
B9 R i A 20 BR A, {EA A9 2 30, IR I D AR
B P EOE R A AL S R ACHURS R PR
gk U I S 22 P ) EE N R o AT AR 4 i A
K A -¥--21 (Fibroblast growth factor-21, FGF-21) J&
SR & IR R 7 A L DXL, ELAG IR0 2 2L A R Al
RUFAVER™ . IS & B, B A 4k vl 32
PR W T, S R B A P R DT R 2 e
R . H 5% (Osteocalcin, OC) & —FIEFE 5
PR B BE AR 1, FEAE A R KA I AR AL A E
T TR A R IR TR AR b 2 B R iR B W] B R Ak
5B R MR A 285 &K (Incomplete carbox-
ylated osteocalcin,ucOC)""', OC.ucOC MUZ5T
AR, TR AR EES SR T AR
W58 B 15 T2DM % FGF-21,0C ,ucOC 7“1k
TS AR RIFE PR A OC R . IARE I .

1 AR

1.1 — R

W AE 2019 4F 3 F 3 2020 4F 9 H A fE 22 2 Fr it
J& = B SIA B9 72 11 T2DM HE 99 A T2DM 4H ., 40
ABRE : DIFF A T2DM S 12 Wibr e s Q4R i
>18 %, HICHKS e sl s @ H 45 58 B i I PR BT 5
Wik 6 4~ H N ICTR R 25 25 9 k5% e 1 i 7K 7254
MR o HEBR bR : A I I | 8 g M 45 550
H s O kiR R OFFE A B e i
W . Hoi B 34 4, 4 38 B, W AR L (51.94+

13.4) % . [A B £ 95 11 (A A fd BRE 9 N 01 94 A fik
FREAH , Horb 53 45 5, 2 50 ], F ¥ 4 1% (48.63 %
10.65) % . WIZHBORME ] AR LU S G i
X (P>0.05) , AWFIE LB PRSP ZE DL At
i, 2 E T F G RE A
1.2 Jrk
1.2.1 AR FCHHE bR A

P Z R E VIR AE 2 12~14 h )5, TR H I
JR 7S W AT A A R 51, ORI 3 mL 2
ik it , >R 4= F Az A AR I I [#] % (Total cho-
lesterol , TC) . H ¥l =i (Triglyceride , TG ) . ik % &
fig £ F IH [# % (Low density lipoprotein cholesterol ,
LDL-C) . = % B g 2 11 i1 [ % (High density lipo-
protein cholesterol-HDL-C) 7K F- . £ % Ji [{l 7 .
TC=5.18 mmol/L ¥, TG=1.70 mmol/L 5§ LDL-C=
3.37 mmol/L 5§ HDL-C=1.20 mmol/L B} 4 Ifi. fig 1%
SR . T2DM A IR K45 & B IRARTEN &
IE M AR ACH 55 (5 IR |, se 2 W KA 1 1
R H OR BT .
1.2.2 FGF-21,0C ,ucOC #ill

WSR2 K 0E R A I #R K N 5 mL, B Tk
INBLEE R B0 45, 3 500 r/min B0 (B0 42
8 cm) 10 min, 53 B M3 , 264 s AR IR O AE o R
D A 2 1% [ 32 46 ) FGE-21 . ucOC (7K ¥, 5% JH 3%
2R K FIHR A Multiskan FC % 4 [ 3 RFIHE Y %
HE B & 5 R s Ak 7 RO A OC Y 7K
S SR % G Cobas 801 A Eofic =i &
1.3 Gtk

K SPSS 22.0 it F gt AT Ge it o, i
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BRI, (x £5) 538, 17 t K5 ; FGF-21.,0C ,ucOC
5 2% MG A 8 b5 AH ¢ 24 i FH Pearson #H 3¢ £ 47
B, PA P<0.05 N ESBFGIT2#E XL,

2 HR

2.1 MgHImA s R FGF-21.0C .ucOC /K-
T2DM 41 TG .TC .LDL-C .FGF-21 /K- 12 &5
FgtFE 4 , HDL-C . OC . ucOC 7K - B AKX Tt i

H, EZRAGI R L (P<0.05), WE1,
2.2 T2DM 4 BH A IF MR T8 5Kk G4
A1 FGF-21 ,0C ,ucOC 7K 5%

T2DM 4, & JF 1l JR AR i 52 % & 30 B (&
), KAEIHE 2B (CRAEIA). G4
FGF-21 /K-F- W1 & & T A5 IF 41, OC . ucOC 7K -
HEMTFAREGHA, ZRARITEE X (P<
0.05), W2,

®1 PHFGF-21,0C.ucOC K FLLE (v +5)
Table 1 Comparison of blood lipid metabolism indexes, FGF-21, OC and ucOC levels between 2 groups (x+s)

2H 3 n  TG(mmol/L) TC(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L) FGF-21(ng/mL) OC(ng/mL) UcOC (ng/mL)
T2DM 4 72 5.61+0.56 3.15+0.54 1.12+0.11 3.87+0.71 2.35+0.37 17.34+4.95 0.95+0.16
R4 95 3.41+0.32 1.15+£0.06 2.65+0.23 2.24+0.49 1.13£0.11 23.25+5.28 1.64+0.21
tHE 32.026 35.842 52.084 17.540 30.438 7.358 23.229
PiE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

®2 T2DMABRESHMERGRESKREHE
FGF-21,0C,ucOC 7K FLL % (x+5)
Table 2 Comparison of FGF-21, OC, ucOC levels between
patients in T2DM group with abnormal blood lipid

metabolism and those without (x+s)

415 n  FGF-21(ng/mL) OC(ng/mL) ucOC(ng/mL)
HItd 30 3.360.37 12.63+3.48 0.28+0.03
KEIFA 42 1.63+0.11 20.71+4.91 1.43+0.31
tH 28.651 7.727 20.211
P1E <0.001 <0.001 <0.001

2.3 FGF-21.0C .ucOC 5% M A5 F5 bkt et
Gk

A ENES BT R , FGF-21 5 TC . TG .LDL-C,
HDL-C £ IF A% ; 0C,ucOC 5 TG . TC £ ik ¢,
5 LDL-C .HDL-C 2 IEAH2(P<0.05) . L33,

&3 FGF-21.0C.ucOC 5 & I fig X578 X 5 17
Table 3 Correlation analysis of FGF-21, OC, ucOC and

various blood lipid metabolism indexes

FGF-21 oC ucOC
i P r 18 P{H {8 P1E

LD

TC 0.277  <0.05 -0.340  <0.05 -0.238  <0.05
TG 0.512  <0.05 -0.608  <0.05 -0.486  <0.05
LDL-C 0.141 0.132 0.098  0.203 0.157 0.096
HDL-C 0.069  0.214 0.123 0.132 0.164  0.087

3 it

T2DM J2 i 1B 5 FRARDT -5 R 5 B 41 70 2k
D fig b B S AABER AR . R B Rk T
HURMRA R L B S IR B 52 3 A O
JEAZRITEIN'T . BETERTSE A B, T2DM 3 R

SH B ERO R I B R 18 v IR
2 — FE R BE A B R AN A, 1T A b olE
JBERR AR ™, T2DM H# A7 7E 2 R AR AR 356l i
I 5 5 I T2DM B & A 2 ik ok B i Ak i) 2k
fER R ZE, I, BiiA T2DM MBS A3 55 %) &
HHAEEZ L,

M SCHR A5 OIE S, FGF-21 7] i a1 48 Ak 1) il
ST IR Z AR y (551 R LR L IERALA
JicseE R AR | R R ) R AP A 2 R A A
F . Nguyen %"l i3 Sh ¥ 55 & BL, fifi F FGF-21
For 2 25 W R /DN BRUan 7 T 2 s LR ) R OKF ol
F M. Rosenstock 252 M) % B, FGF-21 118
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Effects of Angiojet thrombus removal and catheter thrombectomy on PLT, CR and PF
in acute lower limb ischemia

LIU Yan*, SUN Liwei, LIU Haiyong

(Department of Vascular Surgery, Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061001 )

[ABSTRACT] Objective To investigate the effects of Angiojet thrombus removal and catheter
thrombectomy on Platelet (PLT) , serum creatinine (CR) , ferroprotein (PF) in patients with acute lower limb
ischemia. Methods 102 patients with acute lower limb ischemia admitted to Cangzhou People’s Hospital from
September 2018 to September 2021 were selected, according to different treatment methods, they were divided
into the study group (n=52, CDT treatment after Angiojet thrombectomy and catheter thrombectomy) and the
control group (n=50, CDT treatment). The two groups were divided into grade Ill , grade II and grade I
subgroups according to the thrombus clearance rate. The clinical efficacy, thrombosis clearance rate, PLT, CR,
PF levels and complications before and after treatment were compared between the two groups. Results The
total clinical efficacy of the study group (92.31% ) was higher than that of the control group (78.00% ), and the
difference was statistically significant (P<0.05). In the study group, the grade lll thrombosis clearance rate was
38 cases, grade Il was 9 cases and grade I was 5 cases. In the control group, there were 19 cases of grade Il , 21
cases of grade Il and 10 cases of grade I thrombus clearance. The thrombus clearance effect of the study group
was significantly better than that of the control group, and the difference was statistically significant (P<0.05).

After treatment, PLT and PF levels in the two groups were decreased, and the control group was lower than the

AR B LN AR L AE R R B (172302152)
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study group, CR level was all increased, and the control group was higher than the study group, and the

difference was statistically significant (P<0.05). The complication rate was 11.54% in the study group and

18.00% in the control group. There was no significant difference between the two groups (P>0.05). Conclusion

Angiojet thrombectomy and catheter thrombectomy have significant curative effects in the treatment of acute

lower extremity ischemia, which can help patients to quickly remove thrombus and restore blood supply.
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AN o £8 Unifuse %5 #8545 722 58 A R B
100 J7 U/d, I ZEHi5E 8 000 U/d, #EAT 4> B ie: , 7
A% 58 AR e DB AR U o DFSR4HAT Angiojet
MRS S E S CDT YT LB T B
AR, H BT 540 11 5 T LU=, FIlF Seldinger
B A ZE I fE 0 e St ik, < B 2 R R S bk,
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Table 1 Comparison of two groups of general data [ (xs),n(%) ]
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P14 0.294 0.639 0.280 0.191 0.833
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Table 5 Comparison of complications between 2 groups
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5 R IRIFRIAH E , *P<0.05,



DTeW SR 2022458 H 51434

HE8l T Mol Diagn Ther, August 2022, Vol. 14 No. 8

+ 1311 -

KT B | S AR T 1 R sl ki 5 2 ik I i
Bl R R IR O A AR B 5 | A Y B
TR MR , PR R s , S i
IR 2 95 %2 1 A 20 1%, 30 RAIER =5 15%
BURCRE K 10%~30%"" . B EIE R _ExF T 2tk
TR HR N AIEYT £ CDT 6T HI UM | 1M ke i
WARLEIRYT , IF G — AR, b CDT Rttt I+
AR E AN NS, PR RS AR -0 Bl ik
PG A PR BE G AR B [ AME I 4
18, CDT A& B R R, i XU 48 e, 6T
SEMRENS) ) IR AR —E A

Bl 25 1L 0 PN B AR AR T 2 R, 2 B LB TS ok
LA 5 1 A T S R 408 48 T b 355 o I, A5 A 2 SR 1
Horr, Angiojet £ A8 i PN IILAS T8 BRATLAK , A
%R B A v T ) SRR T R M O A
U AN FL AR 7= A 7 DT o B4 %) I AR il 113 A
A, HAT P BR A KR IR AR, © 2Rk
12 T Ak A it AR T . (EE A S Y
AP SCHRIRGE , Bal i HLRTG T AN REAS B0 2 04 1
R BRRCR ™, ARSI 245 SR A Angiojet IfiL 2%
b5 P IR G CDT IRYT AR B3, BB Ptk
SNBSS P S SRR, X — 45 R 5 B
FEMFRAEMFTE " O SR BRIl
AR BR AR B A T X BR A, i e m] LB A
FHG b B AR 25 I AR 1 S T LA P8 B RE RS IR BIVE
MR, A HT8H R . CDT BRI s T b5 98
A8 R T R AN s D 3 Bk e it A IR B 1 2
R AF AR R AL, P A e 1)+ I JRURS: | T
Angiojet [ #2785 bR 5 S48 BUR TP AL, BIZA 1
P N | R N o o =TI O B NS U L Ll
HT BRI 2 A v T R T SR
o R K S R BURE A S Z B —
TR B (453, 1 i PLT \PF K P F#AIK, 82512 CR
AT, N R B A AR SO T A R
VLB Angiojet 215 bR 5 S48 WUk J5 CDT (97 )5
REAZ U/ £8 2 R I D X B O 1 4 3, DT 2 1
BERIGIEFEE . SO g R 8BRS N R
BIA B I AAE , DL 2 e .

2i L r iR, Angiojet A& W5 bR 5 5 8 BU& )5
CDT 697 2k M B 1fi £ 25 9 i PR 7 R 8 25, fiE
i 5 B £ D T B IR A il Y AR, HLZ T
ARA G % . # PLT .CR . PF RS2 M AN, IR 5
A IR AR, UL L — e et (E17E

i A F 3 ik

S0k

(1]

(2]

[10]

(11]

[12]

[14]

XU HEE LA E L S N R 2 WAy 0],
SCRAMEIER, 2020,40(12) :1381-1384.

Sundeep D, Nikhil D, Harvey S, et al. A retrospective review
of patients with massive and submassive pulmonary embolism
treated with AngioJet rheolytic thrombectomy with decreased
complications due to changes in thrombolytic use and proce-
dural modifications[J ]. Vascular, 2018,26(2) : 163-168.

FIST B, XK, IR | Angiolet IR B S CDT Xf
AE TR S R Sl (Y7 BT [ ] o RO 0 A R
Z4ii, 2019,11(2) : 205-208.

PR, B 6 R L IRZGE & S HUBEA ST KON ETE T R
T UK AL AR R R AR R T LT ], e 5 1k a2, 2020,
26(1):108-109.

Krajcer Z, Costello BT. Editorial for: Outcomes after endo-
vascular mechanical thrombectomy in occluded vascular ac-
cess used for dialysis purposes[J]. Cathet Card Interv, 2020,
95(4) : 765-766.

A U, BRIEE 4 . Angiolet I f T BRARTE S 1E
T Bk ELE ST R LT ] A A2 ARk 2017,
26(6) : 509-513.

EW A, K08, BB, % . Angiolet HUBR I i 4 3
GLERG CDTiRY7 Ak T TRk A 97 280 M [0 1. vh
HePERIRG, 2017,97(34) : 2687-2690.

Miroslav B. Mechanical atherothrombectomy in the treatment
of peripheral arterial in-stent occlusions [J]. Vascular, 2020,
28(2):152-158.

Jennings A, Lepage O, Mair T, et al. Surgical site infection
after occlusion of the internal carotid artery with a thrombecto-
my catheter: Five cases[J]. Equine Veterin Educat, 2019, 31
(1) :37-44.

MR, PMGELL, sl 55 . i I PR A v S R RO b i
TG JSL RIS, o000 A5 7 ) Ay 5 i [0 ). B b 22 SRR 2
&, 2021,37(3):255-259.

Song JH, Shi YD, GuJP, etal. A Swine Model of Filter-Assist-
ed Caval Thrombosis for Endovascular Thrombectomy Using
AngioJet[J]. J cardiov asc transl Res, 2021,14(2):365-370.
WAL, B, BT, 45 . Angiojet Il 4 75 bk S 7E A
PE 3 ki FE IR T R R IR 2 (D], Z 8B %, 2018, 39
(7):793-795.

FEICRS , B 5186, PR , 55 . AngioJet I F2 15 FRIK & B &%
AT T B A Ee (1], el AR 2 R, 2019, 19
(10) : 882-886.

Philip GC, Gerard SG. Safety and efficacy of the AngioJet
device in the treatment of thrombosed arteriovenous fistula
and grafts: A systematic review [J]. J Vascul Acc, 2018, 19
(3):243-254.

(F#%13157)



1312 - BNTEWi SR T4E 20224E8 7 45144 4581 T Mol Diagn Ther, August 2022, Vol. 14 No. 8

. a
.’I,/a 3 e

S
4

ZAR B IR BE 8.3 Ghrelin . PINP 19363k e 545 %
BERY DGR B

T BiER FEE RER

(7 ZE] BN HT2EREAERF S IURE (Ghrelin) | T AR 2 5 &Kk (PINP) (138
KRS E SR, FiE PR 20184F 1 A F 20194F 12 A B AR EBEEA2 1Y 63 1) 2 AF BE -k
W M AHIF G X G2 R B, S B [ 0 AR (ARG (B 2 52 44 % HRAH, 23 AT 17 Ghrelin \PINP 76 H:
TP IE LB R Z MR AH O . R WA S Ghrelin B 4% B KCOF i T X5 J 4, PINP /K
-5 T IR, 2 A SR L (1=6.134,3.657,2.355, P<0.05) , 1T 153 Ghrelin % & %5 1 /KT i
Fm TN VIR, RS PINP KT B 3548 T MU L IV I 53, 22 8 e it 2 3L (P<0.05) .
iH 1 logietic M1 5347 W7 , ML Ghrelin FIE-% B 2 (0] 3 2 IE ARG (P<0.05) , L4 PINP FlE-% B 2 (0] 3 2
TAHIE(P<0.05) o Ghrelin 2 Wi H L SRFEH) AUC 4 0.799,95%CI 27 0.719~0.880 , PINP 12 Wi it B3k SR E
) AUC 4 0.645,95%CI A 0.544~0.745 , A K2 Wi B3k R FE Y AUC 24 0.824,95%CI A 0.748~0.900
ARSI 43 ) FRIGE A AGIN R 2 T AR L A B i 25 5 (Z2=3.442 . 2.788, P<0.05) 5 156 Kol i) R A
FRR R4y 82.14% .88.56% . #5818 i logietic [MIF4HT R , 76 Z4F BB S IR K H 2% P 1ML 35 Ghrelin
FE % B Z [ S AEAR DG, M3 PINP FE 2 B 22 M B2 GO DG, nTVE S Wil B Sk R PE I F 248 R .

[EEIR ] B kIRFE ; Ghrelin; T U5 R R i E KK 5 19 )

Analysis of the expression of ghrelin and PINP in elderly patients with femoral head ne-
crosis and their correlation with bone mineral density

LUO Yilin*, YAO Dewei, ZHUO Ende, CHEN Changbin

(Department of Trauma Surgery, Qionghai People’s Hospital, Qionghai, Hainan, China, 571400)

[ABSTRACT] Objective To investigate the expression of ghrelin (Ghrelin) and type I collagen ami-
no-terminal elongation peptide (PINP) and their correlation with bone mineral density in elderly patients with
necrosis of the femoral head. Methods A total of 63 elderly patients with necrosis of the femoral head who
were admitted to Qionghai People’s Hospital from January 2018 to December 2019 were selected as the obser-
vation group, and 52 healthy elderly people who underwent physical examination during the same period were
selected as the control group. Serum ghrelin and PINP were analyzed. The correlation between its expression
and its bone density. Results The levels of ghrelin and bone mineral density in the observation group were
significantly lower than those in the control group, and the level of PINP was significantly higher than that in
the control group (r=6.134,3.657,2.355, P<0.05). The levels of ghrelin and bone mineral density in stage Il
patients were significantly higher than those in stage Il and IV patients, and the level of PINP in stage Il pa-
tients was significantly lower than that in stage lll and IV patients (P<0.05). Logitic regression analysis showed
that there was a positive correlation between serum ghrelin and BMD (P<0.05) , and a negative correlation be-
tween serum PINP and BMD (P<0.05). The AUC of ghrelin in the diagnosis of femoral head necrosis was
0.799, 95% CI was 0.719~0.880, the AUC of PINP in the diagnosis of femoral head necrosis was 0.645, 95%

IR B i B TR AT L AHT R B (19A200087)
AV F A Il AN RUE B 45 98, i, 304 571400
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CI was 0.544~0.745, the AUC of combined detection was 0.824, 95% CI was 0.748~0.900, the area under the
curve of single detection and combined detection were significantly different (Z=3.442, 2.788, P<0.05). The

sensitivity and specificity of combined detection were 82.14% and 88.56% , respectively. Conclusion Logitic

regression analysis showed that there was a positive correlation between serum ghrelin and bone mineral densi-

ty in elderly patients with femoral head necrosis, and a negative correlation between serum PINP and bone

mineral density, which could be used as an important indicator for the diagnosis of femoral head necrosis.

[KEY WORDS |
density

JRE B Sk IR B S i B Sk 1LY 0 PR B A 5 | & 1)
RN, 2 RAE T B, ARSI LEHARYT
W) 25 B S A5 ek s AT, ST RAE , I
SET R A, ™ H 5 R 0 AR A,
RN WFIE BN, 80% AR 247 WA T B EE Sk
b7 NI R B 2 SR ERTITRS @ - S S |
AT T 92008 B A 97 SCRAS WA, PRI L8896 9 s
WK AR AL L) e B B AT R S, A
KT, — BB S INVE , W 4 M i S 1 B
W WSO oS 4 A A 1) T I 2 3 il JRE R Sk IR
Y 119 95 B, T A 508 Ak B v 8 R A 2 kAR ek
Azt H YUK (Ghrelin) S22 373 & BLAY —F 1 ik
KR, AAMRIEE KM ERBEN , B RE UGS O
T3k vy, R A N RS , ARk B & L Ghre-
lin Z R 201 T 854180, nTREXS B 44U 5] —
FEEAER T B JR 2 it E K K (propep-
tide of type I procollagen, PINP) J&—FFRik 1) 1
T JF 8 U RRE AR R 2l T ) — e Sk
FraE, v e s B 20 B s 1 BT 2 T
PEAG B BT A AE (19 AT . Ghrelin ,PINP
TE B S IR FE th AE e S 3k B B TR A 6
FEIRDT A B Sk IR FE S8 3 Ghrelin PINP /KP4
B 5B B AR DG, BRI, AR AR5 3 o WL AT B
Sk PR B 4 Ghrelin , PINP (7K 3335 , 3140 H:
5B AR e

1 ARSI

1.1 — ek

PEFE 2018 4F 1 A 2 2019 4F 12 A FiifE i AR
= BE 3212 11 63 1] 47 I Sk IR B0 R 3 S WL a4
Horr 55 35 1], 2 28 1], 4R #3144 (60.61£3.26) %
I B2 - 44 (2.56+0.64) 4, #i 4ig FICAT 43 0
Foy o W15 6 A 27 ) IV i 21 1, e ER]
BTN B B ARG O LY 52 44 fEEA N
SRR AR V-1 (62.58+3.22) %, Hirh 58 30 44, &

Femoral head necrosis; Ghrelin; Type I collagen N-terminal extension peptide; Bone

22 4o WAL FER BT 25 S R gLt i (P>
0.05), HAT Al etk Wk 1.
x1 FH-MABLE (2(%), (x25) ]
Table 1 Comparison of two groups of general data
(n(%),(x+s) ]

215 no MBI R RFTERE R (kg/m?)
W4 63 35/28 60.61+3.26 23.81+2.26
XREgH 52 30/22 62.58+3.22 23.75+2.35
! 0.053 0.049 0.139

P 0.818 0.961 0.889

PAFRE : O FBORA B LIRSUIR IR I 48
B AT R R DX AR s B IR Bz PR A
KAl st . QARK A TR ; @A IR i 5
R @% B G R E . HEbRbREOE 6 H N
BT s QUEANER ; @F IR EE ; DITR
Rl 3 s QI I SC TT AMI 5 © ANRERL & AR KB
FREIREEE . AN RSP B 2t
12 Hik

SFAE 25 B K I 5 mL, 4°C . 2 500 r/min £ 14
TEL 15 min, BHO0FEHE8em ML EE M., *
FH BT A4 I oo Tl B B 928 W% B 32 DU %€ Ghrelin
PINP, & 7 & ) T 3% [F Abcam 23 A ; 5% JH AUAE X
B 3 RSO R 1 R, BB 38 SR OIS )
BB R, I glem® kKR . R logietic 7]
3BT Ghrelin \PINP 5 % 5 2 [R] (A & 1
1.3 GEil#obr

PL SPSS 19.0 R fF#E 47 4l Ab B 43 BT o 114K
TR n (%) F£oR AT Rk, THEBORHH (+5)
Fon R g, Z A R F RS . AH GRS BT
{5 ] Spearman A 5¢ 2 &, i FH 32 1035 TAEFRAIE
ith £& (ROC) 23 #r 1L i LAGE . 4k 7 % D . HbAlc AY
BWILEE, P<0.05 Fn 2R A G2 ER L,

2 HFR

2.1 P4l Ghrelin PINP K %5 B K - s
W25 2 Ghrelin A i % 15 /K A I 2 1K T X AR
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2, PINP /K 5 & i TXHRA , 2 R A G it =
X (P<0.05), WLF&2,
%2 T4 Ghrelin,PINP R B ZEKFELLE (x+s)

Table 2 Comparison of ghrelin, plnp and bone mineral

density between the two groups (x +s)

5 n  Ghrelin(pg/mL) PINP(ng/mL) H4%#E (g/em?®)
WS 63 441.35%105.04 66.56+28.61 0.89+0.14
XHHRA 52 559.16+99.34 55.28+21.29 0.98+0.12

A 6.134 2.355 3.657

P{H 0.000 0.020 0.000

2.2 N[F] FICAT 73 # J. 4% Ghrelin . PINP J¢ 15 %
BEIKF LR
NI FICAT 73 (4 Ghrelin | % /K- LY
B TW>MW>IV I, 22 54 S0t 5 L (P<
0.05) . PINP /Kb : IVHI>TH0I> 1T 80, 22 5
it EE L (P<0.05), WK 3,
*3 [ FICAT 4> #A &% Ghrelin ,PINP R B ZE EKF
PEER (xts)
Table 3 Comparison of Ghrelin, PINP and bone mineral

density in patients with different Ficat stages (x *s)

H% n  Ghrelin(pg/mL) PINP(ng/mL) % (g/cm?®)
I 15  496.61+101.24 57.52+15.66 0.94+0.13
M 27  44527+106.89  64.49+18.59 0.90+0.11
IV#] 21  396.84+107.45  75.68+19.67 0.84+0.08
F1{H 3.924 4.596 4.094
P1H 0.025 0.014 0.022

2.3 Ifil 7% Ghrelin . PINP Fll i 1 3k R 5E 2 35 15 5%
JE (R AH SR o3 A

VB % FEAE b R A8 i, 8 1017 Ghrelin . PINP
O3 WAE N B AE & i i Spearman 43 Mt i Il T
Ghrelin 18 % B Z [8] 23] 2 1F A 3¢ (r=0.284, P<
0.05) , il iE PINP Fl-H % B 2 [[] 35 2 7 A 2 (r=—
0.312, P<0.05) .
2.4 il Ghrelin . PINP 7 & & 3k ¥R 5E )12 Wt
VNI

1L Ghrelin , PINP 8¢5 46 0 (9 2 80U Ff 5
4 9k 82.14% | 88.56% , 1 T B — K il (P<
0.05), WK E 1,

&4 ME Ghrelin PINP 2 Bt & kIR FL IR0 BE 3 47
Table 4 Efficacy analysis of serum Ghrelin and PINP in the

diagnosis of femoral head necrosis

e At
KA AUC i ﬁ%gj? *(;f iﬂﬁ Pl
Ghrelin  0.799 0.041 0.719~0.880 76.58 71.25 0.44 0.000
PINP 0.645 0.051 0.544~0.745 74.36 73.15 0.47 0.008
AR 0.824 0.039 0.748~0.900 82.14 88.56 0.51 0.000

95% CI

il £ U5t
- Ghrelin
- PINP
— B
- 5%K

RAIRIE (%)

0 20 40 60 80 100
HESEHE (%)

B 1 ROC HZE
Figure 1 ROC curve

3 it
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o ARBFFEEER R, BT B L IR IE 3 Ghre-
lin 7K PG (g A A, it 5 5 o 1) ™ o0 B B 1T I
%, H 1ML 3% Ghrelin -8 %5 & 2 8] 5 1E A1 2, B HH
Ghrelin 7€ B Sk IR AL 2 AR 5E | P38 2o 1 5 4
TR R A0 35 R R SR AR T A A M R B B . A BT
JHCJ5 PR T R SR PR A Ghrelin T 388 5 50 38 15 4 L %)



TSR AR

202248 H #5144 58] T Mol Diagn Ther, August 2022, Vol. 14 No. 8

+ 1315 -

BB AR 20 E T, B R B S e
B, DT it B4 T R R AT T A

PINP 2 J8 B 4 J A B o1 s o A0 i 1 it &1
AELE A0 A A o e W, L ] R B IR B
FEE AR ARG D0 , S HACY FEARET, T B A hi
RIS, B RS AR R BN, B4
JBEE Sk PRAE B 3 PINP /K- i T g A, Bl 9%
s B4 ™ B R B 1T T, S A AL PINP % 2
] 5 A 5, 1 B PINP 78 B 45 3k SR v 5 i 3%
br =N ViR = &t o i O] (T A o = v 3 S I i
SN B A B Sk IRBE E , IRSE XSk B,
=B A AR XTI BR, 530 PINP B2 T

A58 H ROC £ 734 T Ghrelin , PINP 12
W SKIRFERI B, 25 R R — SN2 Wit RS
439N 76.58% | 74.36% , F§ 5 BE 4 B A 71.25% |
73.15% , 111 4 —F A e SRR FIVRE S B ] 43 S 4
2 82.14%H188.56% . Ui —HATERE LIRIEH A —
FEZWNE . SRTASBFFE A 5387 Ghrelin PINP A
GG R S L, 75 EAK 25T

g LTIk  7E 2 AE B Sk PR AR R I
Ghrelin FIE % B 2 [A] 45 52 IEAH DG, L PINP Flgy
% 2 (R4 2 R OC , AT REAE 2 W I B Sk IR AT
S =g v

S0k

(1] KRBT, AR, 5 . BES7 IR YT T g R 6 1k
Je B Sk RBE Rt g (], AP T R 255 Ak, 2018, 27
(4) :357-360+374.

(2]  ZF0E, W05, KB . MW bR 5 IR Kk IRAE B % BE R
FEERASCR I ] M EBHESMIE, 2022, 30(9): 858-860.

[3]  Zhu W, Guo MK, Yang W, et al. CD41-deficient exosomes
from non-traumatic femoral head necrosis tissues impair osteo-

genic differentiation and migration of mesenchymal stem cells

(4]

[12]

[13]

[14]

[15]

[T]. Cell Death Dis, 2020, 11(4):293.

RARGE IR R L H TR U 25- R &
D F R 55 B 2 K7 5 B 5% BE AR DGR LT ). A i S 28 43
Hr5 i pE, 2019,26(3) :491-493+519.

Wrfd, w5, S, & . CT. X LR 78 B &k Bl M 3R 38
Ficat, ARCO il Steinberg — Fift 4311 J5 3% v 14 1o HE 85[0 ].
PE A1 RAF ST, 2017, 34(1) :122-124.

[ I Pp o B BRI o 2 BB E TAEZ D 2, TEEBE
AN LAl ZE By S B B B IR AR, AR
B BHEE A SRS KR IEIG IR 2T 48 ™
(2016) [T]. @RI, 2016, 36(15) :945-954.
MR 2R F K e BE A5 L BRZT DU i e o xS
TR B Sk VR BE 18 52 B i i O A8 24 s ma [ ], 5
FEEZy, 2018,13(1):105-108.

Zhang XL, Wang YM, Chu K, et al. The application of PRP
combined with TCP in repairing avascular necrosis of the fem-
oral head after femoral neck fracture in rabbit [J]. Eur Rev
Med Pharmacol, 2018, 22(4) : 903-909.

ZEUE, AR TS . 1SRN AR A X Sk TE T MR AE
BB T]. PRk EE2y, 2019,12(6) :881-883.
WY, tigte, Rilbfg, 2 TGF-B .BMP-2 & miR-672-5p
S EMNRE LI R T, a2l iR 44
&, 2021,13(12):2013-2016.

A, XX EH S BEHANERERRITILERE
S NI 9T KB I Ghrelin AT IGF-1 7K AF- (14 52 1
[J]. BAC A Wy BE R |, 2018,18(20) : 3854-3857.

A5 RAkeT e . L3 PR aliPENE e L5 Ghrelin .nesfatin-1
K5 TC . TG I FBG WY AH G 43 B [T 1. v [ i3 4 £ fele
2018,33(18) :4177-4179.

B, kMW, B, AF LY Ghrelin K75 AR 05 P e
Sk VR BE ™ R B (A e MR [T ], S R 2 ARk, 2018, 34
(12):1978-1981.

Ren X, Fan W, Shao Z, et al. A metabolomic study on early
detection of steroid-induced avascular necrosis of the femoral
head[J ]. Oncotarget, 2018,9(8) : 7984.

MRER W B, S GE P I /IR D 1 5 B
J BRI IR I7 IS L35 PINP, B-CTX K- (4846 [T]. H
E AR50 2435, 2019,29(11) : 1331-1333.

(E#E% 1311 W)

[15] ZE=tn, XA, 2558, 55 . AngioJet IfiL#2: il W A 78 AL B 1ML
T T BRI LA VA AR VR T SR RO K AL A P Y fEL
[J]. @ SRR, 2019, 34(6) :509-511.

[16]  XUIESE, 23 sEude AP, 45 . e Y s -4 e D AL A T B
M9 AVRYT : Angiolet I A B A 5 R - 8 IR A 1997
AT ] I AU 257 2021, 40(4) : 790-795.

[17] Liu G, Qin JB, Cui CY, et al. Comparison of Direct Iliofem-
oral Stenting Following AngioJet Rheolytic Thrombectomy vs
Staged Stenting After AngioJet Rheolytic Thrombectomy Plus
Catheter-Directed Thrombolysis in Patients With Acute Deep

[18]

[19]

[20]

Vein Thrombosis|J]. J Endov Ther, 2018,25(1):133-1309.
TKEE, TR, R, 45 . CT-DRAGON 43 T 2 1 G
P A e AR A 2 A PNIR YT S e VAT LT T I i A5 2%
W&, 2019, 27(9) :662-667.

B W8 2 IR MR B KB R T Bl ik Ak
5 B AR BE O R LT ] R R 2 R i, 2020, 30
(11):79-83.

TS, B AT EhEE, AT R Al A AR IS R K
BUIRYT T TR K RS T B0 97 R e B A B (3], v A
ARHE, 2021,19(9) :1439-1441.



1316 - BNTEWi SR T4E 20224E8 7 45144 4581 T Mol Diagn Ther, August 2022, Vol. 14 No. 8

. a
.’I,/a 3 e

miR-194-5p 57 LR HARIRIE ARG HAS NI
AT AE R

(# ZE] HM %9 miR-194-5p 5700 HUAR B AR 5 56 B A0 S Ry DR i 2 791 s i it 412 41t
AR, Ak 20204F 12 A 2 2021 412 F & #ERHREA MR 6T RS BB BEISis 19 4040 28 B B 18
198 BTG R DS AR IR VI ARTAYT , EARE AT Y 1EYT (TSH RECRE T ) , 6 A S At »' 14
B RS R MR (n=46 ) HAEFE A (n=152 Bi]) ; SR SEI 26 PCR 132 #5240 miR-194-5p mRNA
IR SR AR 2 el 2 JE U FRUIR BRI 2R (TSH) LIS — B AR R R 2R (FT3) 7S VIR AR 2 (FT4)
R BRER EE 1 (Tg) K IR ARER S A HTIAR (TgAb) 7K, X704k FR B H o miR-194-5p 5 FURIRAR IR
FEMAHICHE T, 53R WI4] TSH.FT3 . FT4 /K- lei2s 5 G2 X (P>0.05) ; 7 B4 miR-194-5p . Tg &
TgAb /K- FARH 4, 2R3 ¥ A G2 5 L (P<0.05) ; ROC Hij £k 45 5 & B . miR-194-5p  Tg Ik &
TgAb /LR FR IS AR S 56 R B RS 5 5 5 TH— miR-194-5p . Tg . TgAb(P<0.05) ; Pearson
AHICE 3BT 25 S 3R W - 434k 28 BOIR A AR5 7% % miR-194-5p 55 TSH FT3 . FT4 /K7 JeAH K (P>0.05) 5 5
Tg K TgAb /K5 IEAH G (P<0.05) . 538 miR-194-5p 15401 T FUR s i g vh B s 605, R R
SR T RE AT 5 ) TN R AR R R, H S Te Je TegAb /KPR IE A

[£581A] miR-194-5p; S LB FUR ARG ; RISFEES ; FARBRAHICHE s A CH:

Correlation between miR-194-5p and postoperative metastasis of differentiated thyroid
cancer

HUANG Yue*, FU Qing, ZHANG Qian, XU Haiyang

(Operation Room, Beijing Tiantan Hospital , Capital Medical University , Beijing, China, 100070)

[ABSTRACT] Objective To investigate the correlation between miR-194-5p and postoperative metas-
tasis of differentiated thyroid carcinoma, and to provide basis for clinical preventive measures. Methods A
total of 198 patients with differentiated thyroid cancer who were admitted to Beijing Tiantan Hospital Affiliated
to Capital Medical University from December 2020 to December 2021 were selected as subjects, treated with
bilateral total thyroidectomy, and were all prepared to undergo "'l therapy (under TSH stimulation after sur-
gery). After 6 months, the patients were divided into a metastasis group (n=46 cases) and a non-metastatic
group (n=152 cases) according to the results of “'T whole-body imaging. The miR-194-5p mRNA levels in
each group were measured by real-time PCR. The levels of thyroid-stimulating hormone (TSH), free triiodo-
thyronine (FT3), free thyroxine (FT4), thyroglobulin (Tg) and thyroglobulin antibody (TgAb) in patients
with differentiated thyroid cancer were determined by luminescence method. The correlation analysis between
miR-194-5p and thyroid-related hormones in patients was completed. Results There was no significant differ-
ence in the levels of TSH, FT3 and FT4 between the two groups (P>0.05). The levels of miR-194-5p, Tg and
TgAb in the metastasis group were higher than those in the non-metastasis group, and the differences were sta-
tistically significant (P<0.05). The ROC curve results showed that miR-194-5p, Tg combined with TgAb had
higher diagnostic sensitivity and specificity than single miR-194-5p, Tg, TgAb in the postoperative metastasis

of differentiated thyroid cancer (P<0.05). Pearson correlation analysis results showed that miR-194-5p had no

EAME T T ERE R B (QML20190507)
YV Blr  FHEARKER BT RIZERF RE, LT 100070
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correlation with the levels of TSH, FT3 and FT4 (P>0.05), but was positively correlated with the levels of Tg

and TgAb (P<0.05). Conclusion MiR-194-5p is highly expressed in differentiated thyroid cancer patients,

may have high predictive sensitivity and specificity for postoperative metastasis, and is positively correlated

with Tg and TgAb levels.

[KEY WORDS ] MiR-194-5p; Differentiated thyroid cancer; Postoperative metastasis; Thyroid-relat-

ed hormones; Correlation

FHBR i AR i 2 22 23 AR 7T 43 4 AR A 5 R 4
A0 TR0 o, S v A TR FRCIR R o 4 IR R g
[ 75% , T 43 A 75 S 45 1 Sk R FROIR Bt 8 0 i vt
ARFCR BRI PR LSk R B B A K 2218,
PEBEIRBAR, o] P SRk 25 % 55, 2808
FREARAS R A TS 5 10 8 IR 0K RO i e B ey
F ALK F R, e A KA, Zhao 45 5
P WO B b & F L R orp s R B, B
PE R0 s = T B M I IR 2 R I L — FR R
S5 5 A R R AT LAY BLAE>T em LA
PELBE S AR A UK 5y . FARIGIT &5 LA H R
g H R0 T 007 5, A B R Re VIR s kE 21 21,
HZHEET NPk (HE A 1.2%~4.2%
BRI R, 5 AR R AR RAUN 36% . A
JA ILAG A miRNAs EA7 F20E T AF  BUb 5 (5  Aaz )
AR, R I B 2f v B H R 1,
T 754 ST HRE - miR-194-5p 7E F R R g6 4H 21
S AR IR A R AR A A R T 3 P s
TP S PR 1, 25 o A Y A s R
R, ASBIF 5% A b 5 K 3 B g MO 41 250 FE IR i
it BB R4 BT miR-194-5p 55 434k 8 FIR i
T ARG A O BT .

1 ARSI

1.1 IRIRBR

BEHE 2020 4F 12 H 5 2021 4F 12 H 5 HPERNR
2 B IR b 5 R 3 B2 BEWACTR 1) 43 Ak 28 R R R
198 1] Fy % 5 MR AR 5 02 15 & R B o i e Al
AR . R4 40 B, B 15 4, £ 31 ],
AR (58.91+6.36) % 5 - Y 4K & +5 51 (Body mass
index , BMI) (23.14+3.49) kg/m?; B R g 7 3k R 98
35 4, HUR AR IE IR 11 9], AEFERS 4 152 441, B
43 il , 22 109 B, V-4 #E (58.99+6.42) % ;5 -3
BMI (23.43+3.52) kg/m*; HUIR R 2L Sk W8 114 4]
PR R D8R8 38 1. ARSI RIS e B2 0 25t
HE, B S E S B RS, WAL IR B s 2=
STGE L (P>0.05) , BA ] Pk,

1.2 A HEBRbRUE

gy A bR AE - OFF A 53 6 8 BRI 9 12 6 bs
HED B8 2 B A 6112 5 @3 2R FHSUI FF PR R 4
PIARIGYY , LA YT 32 s ARG #IAT " TIRIT,
A ¥R Z AT R R IT S5 N R
7o HEBRFRUE : OFS #h 5% ™ = IF B DI ae A 2k
S MR s QA R G IR Go A SRR
W5 NI RE S0 s OBELES I H AW AE g b

ER BRI TS IING ~ ale
1.3 JFik

1.3.1 RIGHEB M

URYT 6 1 A TR EE AT T BAARK
£, ¥ 27 X 2% &y SPECT/CT Discovery 670, i [ T
GE A ) o AR BB 0 5 M S8 B ARl
9.2~10 cm/min, % [ 256X1024., B 5E A0 g
W2 AR, 60/t , AR A 60 i, A 4Ry 64x64™
1.3.2 FRAcRE

AT RAE 23 I8 AP R R K L 5 mL, & TR
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1.3.3 miR-194-5p I &

K H 55 B %92 5 PCR 25 I 22 45 21 miR -194-5p
mRNA 7K, B 432 59 138 bR A, >R ] Trizol
2 H FLAL B MBS A, 5¢ iR RNA 42 5, R ] 58
AN 66 BE A E i $2 B RNA 4B R RN
945 T g 5 J2 HL UK 5 5 B RNA 4 F . 2R ] PCR R
& 58 cRNA . fF Bk BAESE 5 )5 | 58 s 7%
3 : RNA #4714 pL .2 wL Enzymemix, 4 wLXRT
ZZ WP AN £ F) 20 WL, 7£ PCR K 4X |- 42C 1 h,
95%C 5 min, ¥ 5 M cDNA Ji B 7E-20C VKA
PAE . B E VK £« cDNA £ Kz 8 pL.SYBRP
Green mix 10 wL ,PCR Primer mix 2 pL. 5|#1% 1T
mF . s F 5.5 - AGUGAAUUCUAC-
CAGUGCCAUA-3'; FiE5| 9% 51 : 5'-CAGUA-
CUUUUGUGUAGUACAA-3' ; BE5E v 4514 : 95C
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T B PE 10 min, 95CAEPE 15 s, 60CiR K 30 s,
T2C T EAH 30 s, [ IRHAE 414 2258 W 45 A,
BHAMBARAEZ 3K, BCT{E. VL B-actinfEHR
WZ, 2R T 27258 BOAS [R) I AR A< ' miR-194-5p
mRNA Kk &,
1.3.4  FURFRAKFIE K AR S B
B3R 43 B 1 LY AR A, SR H Ak 2 ol ik
5 £ 2 e B R R 3% % (Thyroid stimulating hor-
mone , TSH) . i 2 —filt HIR Ji )51 2 12 (Free triiodo-
thyronine , FT3) . i &5 H Ik I 2 (Serum free thyrox-
ine, FT4) . R AR BK 25 11 (Thyroglobulin, Tg) Az H
AR MR 3R 2 1147014 (Thyroglobulin antibody , TgAb) 7K
-, {2 4% 4 Roche cobas6000 HL k24 & YEAL , I H T
Roche /A Al , JIr A #AE ™A% SBAG A A% 53850 & Ui

B o R H Pearson AH &M 73BT #R4 % 34k
TR LR 968 £ 2 miR-194-5p 5 HUR IR DG R 58
JEAH AR 53 HT
1.4 Sitortr

e JH SPSS 24.0 GE AR PFHEATSE T AR TR, VTt
FERER A (R £5) £om 47T 1 K056, DL P<0.05 2 22 5+
EEEN -8

2 R

2.1 Wizl miR-194-5p K FUAR IR Ih RE o

R 5 AR 20 TSH . FT3 . FT4 /K - L %%
ZF TG X (P>0.05) ; 55 4 miR-194-5p | Tg
K TgAb K- FAER B A, 2R A G2 X
(P<0.05), W31,

®1 PHmiR-194-5p K FIRBRINBELL B (wxs)
Table 1 Comparison of miR-194-5p and thyroid function between the 2 groups (x +s)

4 51 n miR-194-5p TSH(mIU/L) FT3(pg/mL) FT4(pg/mL) Tg(ng/mL) TgAb(TU/mL)
AU 46 2.41+0.38 79.78+6.35 3.20+0.63 10.32+0.79 48.69+5.29 17.682.14
5 dl 152 1.0220.24 80.11+6.36 3.18+0.61 10.3420.83 5.72+0.67 14.35+1.95
tH 6.015 0.191 1.217 0.996 74.395 7.302
P8 0.000 0.846 0.539 0.693 0.000 0.000

2.2 miR-194-5p . Tg Bk & TgAb 7E 43 16 74 H AR AR
ARG A2 WrAlaE

ROC £k 45 5 % W] : miR-194-5p . Te Bt 4
TeAb £/ HUR R A5 56 7 rhig W R g% 5
RS TR — A (P<0.05), W2 K1,

£ 2 miR-194-5p Tg BEH TeAb ES LB IR IREAR T
BB IDHT R RE
Table 2 The diagnostic efficacy of miR-194-5p,
Tg combined with TgAb in differentiated thyroid cancer

postoperative metastasis

2.3 XA HUIR IR E AR S 55 F% miR-194-5p 5
ARTBRAE bR AR A

Pearson FH 517317 25 R B - 73 A B IR i
YN A miR-194-5p 5 TSH ,FT3 . FT4 /K ¥ Tt
FH M (P>0.05) 5 15 Tg & TgAb 7K F- 5 1E AH G
(P<0.05)c WL 3.
x3 SUBBREBEAREERE mR-194-5p 5 FRRIER

X
Table 3 The correlation between miR-194-5p and thyroid

indexes after the operation of differentiated thyroid cancer

Kl AUC LIE;E 05% CI REUE KR PR

TgAb  0.732 0131 0.673~0.794 7141 7745 0.000
miR-194-5P 0.778 0.136 0.710~0.821 76.57 74.31  0.000
Tg 0.741 0.132 0.691~0.802 74.23 7547  0.000
BEAKAT  0.873 0145 0.784~0.895 87.46 8525 0.000

1.0

08 I = — miR-194-5P
I/ e
A/ — A
[/ TgAb
/ BHL

206
%

= 04

i

02t/

0 02 04 06 08 1.0
1-45 574

B 1 ROC Mk
Figure 1 ROC curve

g miR-194-5p

AR o P
TSH 0.152 0.779

FT3 0.198 0.698

FT4 0.214 0.781

Tg 0.632 0.014

TgAb 0.504: 0.028

3 itit

A3 Pl 7R FRR: J R I R R AR G ARG, HLER R
ZUFARTHRE ST ARV REAAE, £
BB E AR £5 o HJE 384 A RS K
W B S5 78 R AR, R s iR TR S
KA E B R 22—, Marina % "B 5T 3
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B 2 fR T oA TR HEODR B8 R e kE L 25 A R AT
REA 5 b Tg . TgAb, I E Tg  TgAb )
B B E AR5 R E A O, IR ] SR R RS M
{HJZ, Tg . TgAb Ilfi R A B 5 AT LAAR B52 00, 6 R
ez HEBR R k. EAMEE IR
B : Tg.TgAb F T 74k 70 FEIR B8 A8 5 L) 3l 245
S FR AR S 0 DRl FH A2 2 BR

/N RNA SZAILAR P 5 2R 38 1 AR i/ N o+
PUBE RNA, B = D324 , X LA 2 B AT A] 25 1, H
HLA = B B ORSF I USRS s . BT, I
IR B 255 HY miRNA 531 8 000 27, fei 15 &
WY I AE R E . Renaud SO WS R I
miRNA (R SF A B F 78 5L DR e Sf Jm i 4 2E
KER SR, 5L R RS S S 550N
MR R . AEgEH, M40 TSH . FT3 . FT4 /K-
P 22 S I Ge it i s B A 4 miR-194-5p .\ Tg K
TegAb /K- TAER A, WA S5 R F i, miR-
194-5p fEA L RIHLR IR B A Th R 3R eSS
SHAEEIHUIR B )RR 5% . REIRSE TRFIEIE
52, microRNA 82 SHIARLN LAY ETE T HBE Ry
AR MR & R, microRNA /- S (195
SR I 32 R ER A5 P T i 19 26 22 R 24 RiTATF 5 1) 4
1o miR-194 /NF %A1 FE miR-194a Fl miR-194b
AL, A 3 AEAE P M Z TR X ] . miR-194
AEVEFH T RIG-1 38 #% & TLRs/MyD88/NF-kB %55 5
A fi% , X B v 1 4 5 2 PR RS TR, DA
) PR T AT R BE R A Y, ARFSE ROC 14k 4h
TR miR-194-5p WA FURBR T RE48 45 BEHE =5 40
Fh 7 R s BB AR S e R TN Ak R . SR B AR
55 F 0 « miR-194-5p 5 W AR 98 17 7F 5528 AR B
R LBES SRR & & AT IR A SEE
FFOPR B A 1 45 19 1 DX RN S 53] o T o 3L 7
AR MG £ T, miR-194-5p BEIE 1 P4 # HE L N 1) 3¢
K BAHAG il s, S S5 MR AR A K =728
B ST SRk B . A5 Pearson AH 43
Mr R e R R e B TR G, s 8
miR-194-5p K5, T i 35 AR5 R IR R
s AT TR B AT RS XA R R LR
BT T , DL F AR, K B A A7

25 LTk, miR-194-5p 7E43 AL B R B Hos
S R RS W R RS R T R LA A 1) T
REE M550, HY Te & TgAb /K FAFAE 1E
FHE
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5557 AR hs-CRP . CA19-9 I CEA £ M5 Wi ke
TR E Ok

MR B ZRER Hm

(# ZE] BH /WSS AR C & (hs-CRP) MEZPLIF 19-9(CA19-9) kb5
(CEA) K2 Wi R BE B ISR (AR . a3k IREE 2016 4F 2 H £ 2021 4F 2 H BT AN X A 2 B iR
1) 106 {31 2568 75 A5 A & AR 448 JRERE 3 (31 R 3, 20 TR0 K 485 & B0 47 (91 J52 R AR I 20 98 (G4 ) L 59
B R AR (R APELL) o J SRR 55 9 il Bk 35/ % B2 . L4452 hs-CRP .CA19-9 .CEA &k
IRV 5 Ho A R 5 0k 2 BB 3 P E 42 5 2 BT P 45 B R T hs-CRP . CA19-9  CEA #6: I ot J52 B 740 i 48 9 11
Wi, 4R hs-CRP.CA19-9 CEA 7EA [ ABFh 350 MR > R R4 >4 BE4], —4ln iz &
AL L (P<0.05) o EMEALUEE B IER SRR R oA A 5] FBOE AN ek >15 s |
AR I ]>36 s (7 W] T RPEAH , 22 R A Geit22 8 L (P<0.05) o #5454 hs-CRP.CA19-9 .CEA fi
T VL R T I 5 9 AU 3 R S B 4 1)K 78.70% . 80.00% , AUC=0.781(95% CI:0.652~0.889) , I . &5 T
=H L (P<0.05), 45 M LSS ARAT hs-CRP,CA19-9 , CEA 5l T £ 25 %of 52 % 1 IH 3 937 (1) 12
Wik e , R IRIZY 7 IR A 2 S5 K85 .

[X$#IA] M ; hs-CRP; CA19-9; CEA; JREREER 045
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Effect of ultrasonography combined with preoperative detection of HS-CRP, CA19-9
and CEA on the diagnosis of thick-wall gallbladder carcinoma

YANG Dacai', CHEN He*, PENG Lianggin', GU Peng'*

(1. Department of Ultrasound, Yongchuan District Hospital of Traditional Chinese Medicine, Chongqing,
China, 402160; 2. Department of Ultrasound, the First Affiliated Hospital of Chongqging Medical University,
Chongqing, China, 400016)

[ABSTRACT] Objective To analyze the effect of ultrasonography combined with preoperative Sensi-
tive C-reactive protein (HS-CRP) , Carbohydrate antigen 19-9 (Cal9-9) and Carcinoembryonic antigen
(CEA) detection on the diagnosis of thick-walled gallbladder carcinoma. Methods A total of 106 patients
with thick-walled gallbladder space occupying by ultrasound admitted in Yongchuan District Hospital of Tradi-
tional Chinese Medicine from February 2016 to February 2021 were collected, 47 patients with thick-walled
gallbladder cancer (malignant group) and 59 patients with benign lesions (benign group) were found by surgi-
cal pathology. In addition, 55 healthy subjects in our hospital during the same period were selected as the con-
trol group. The expression levels of HS-CRP, CA19-9 and CEA in different groups were compared. Ultrasound
signs in patients between benign and malignant groups were compared. The diagnostic value of ultrasonography
combined with preoperative hS-CRP, CA19-9 and CEA in thick-wall gallbladder carcinomawas analyzed.
Results The expressions of HS-CRP, CA19-9 and CEA in different groups were as follows: malignant
group > benign group > control group, and the differences among the three groups were statistically significant

(P<0.05). The proportion of ultrasound signs with high enhancement, uneven enhancement distribution, irreg-

Ve s 1. FR WA R P ERA E A, X 402160
2. EREHAKFHES —ERMAEFH, K 400016
*BAEAEH . F M, E-mail : 841460138@qq.com
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ular mucosal morphology, onset time > 15s and decline time > 36 s in the malignant group was significantly

higher than that in the benign group, and the difference was statistically significant (P<0.05). The sensitivity
and specificity of ultrasonography combined with HS-CRP, CA19-9 and CEA for thick-wall gallbladder carci-
noma were 78.70% and 80.00% , respectively. AUC was 0.781 (95%CI: 0.652 ~ 0.889) , which was signifi-
cantly higher than that of the three alone (P<0.05). Conclusion Ultrasonography combined with preopera-

tive detection of hS-CRP, CA19-9 and CEA can improve the diagnostic efficiency of thick-wall gallbladder

carcinoma, and provide an important reference for clinical diagnosis and treatment.

[KEY WORDS |

JIFL 2 958 i T e R T T Ak T iR AR A G
Bl o, 3 IH 58 95 75 1 1k 2 G2 g vh s 3
0726 6 i, H R0 3 5 B AR K ) 34 I 4895
TE 95 T2 FU TC R S IR AR, 5 4R B AR R R AU
5% o RH I AR 4l i P 2 WA [R] AT 43Sy B R A
JELRERY YR AR Se e b R RE I 2898 i T O
I R FFAE 52 AR 2% 3R 90 5 B0 9% 4% | JIH 2 LA i A
L, 2 BRI IRI2 G . SRS MR
BT, AU REH R 212 (M2 R A A HE N
i PR A S o 7 75 A A SR I DR rh a2 Wy JE B A5 JIH 20 9g
(T 38 5 vk E G S0 5 RE R IR 9 95 12 W
PEEARY o B T AEW a0 R R I br i
Pz I B I IR B2 W vk 22— W e JE
W R JIE A 98 A R AR A S BE R BT JR 19-9
(Carbohydrate antigen 19-9, CA19-9) | & it $it Ji
(Carcinoembryonic antigen , CEA ) A Ilfii i H 5 FH )
A bR, 0 1 1A T A TE R A rh A —
RE RO FHAE ™ . M C v 8 H (Sensitive C-re-
active protein, hs-CRP) 2 Ilfi JK 5 H B 98 4iE K+
fri e bR , AW o TR 45 9 | e g S5
JihJed £ 5 H hs-CRP R A/KEIH g LT+, AR S0H
it 5 73 HT hs-CRP . CA19-9 , CEA 7£ JE B 4 [IH 98 Ji
) RIXACE DL SR BAESR, TS L S
A Hi hs-CRP . CA19-9 , CEA K il Xof J5 B 51 JIH 448 9
FIZ W B, IRHGE AT S

1 BREFE

1.1 — sk

W BE 2016 4F 2 A & 2021 4F 2 H P k1 X
H I BE ST 1R 106 191 2888 75 6 A % B0 IH 98 )R e
BV AR R, 2 T AR PG A A BLE 47 {51 B Y
95 CEPELL) , 59 B RPER S (R o W1
M5 17 41, 2o 30 B, V-4 4R (59.89+2.69)
o RYA B 25 i, 2 34 B, F B4R N
(60.36+2.18) % , Horfr 35 9] Ay 18 4 HEL 4 4%, HH 4 )L

Ultrasound ; hs-CRP; CA19-9; CEA; Thick-walled gallbladder carcinoma

JRAE 24491 A BRUE : O G PR AL TE 5 ; @3
HEATHE 75 KA s I L AR S5 i BEAG A IE 5 5 @)% 1
A7 A IRFEIE 2 W IR YT 46 7 ) Hh A DGR RE Y iR
PR WbnE s RELSAT & (N B BRI
WL IO TR S iR . HERR bR OF
FE A A I s @ A BE T B2 32 M IR T 4 5
U UEFE LA BE R B9 S99 5 DUT Uik A
He . F BB B [R13] 55 11 ft B ARG 248 A Xk R
2, Hr 55 30491, 2 25 191, 3444 (60.5542.57)
o AEH R 2 R G E (P>
0.05), AWtk AR 2 e e A0 B 23 Bl 4l
HEl T, Z I E KR O E A R
12 Hik
1.2.1  hs-CRP.CA19-9 . CEA 7K F-#: 1l

FHICRZ A W R s RS R i K ML 3 mL,
{8 FHES O (CFE %02 3 000 r/min; 550242 : 10 cm;
BF R 10 min) B0 J5 AR B LB AR o (1 FH e
FE 3k 4 hs-CRP, 57 & g 2 B b 2A R
AR F AL s {0 4 [ Bl ik & G s o B X
(22 EHERS 2> A A7) Kzl CA19-9 \CEA il A 1Y
AT .
1.2.2 MFEkfA

fifi FH Philips iU 22 % & 238 4 i 75 4 7R
PR R C5-12 M5k M 2.0~3.5 MHz , 75 it
577> SonoVue (7 K H Bracco 23 ) ) , 756 2% {if
ZRH T B E 8 h DL b, kel YA
AN AR ERAOL B R e B
JE AT A
1.3 Giitsorik

KA SPSS 20.0 Bt AT G it o0 B, 1
TORRERH (x +5) Fn AL FL AT e K 56, Z2 4 [0) L
AT F R THECRORER FH n(%) 2w AT P Ku
K 5238 % TAERRE (ROC) i 28 43 B M 75 45 &
hs-CRP .CA19-9 ,CEA 5l X} J5 % U I 4% 57 (112 Wy
Wil LI P<0.05 k25 BHA G E L,
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2 #HR

2.1  AE AR hs-CRP.CA19-9 . CEA Z5A/K P HAL
hs-CRP.CA19-9 .CEA fE AR ABEF 3350 .

NMEHSEEASKTIRA , =B LR ERASIT
22V (P<0.05), W#E1,

%1 7E A hs-CRP,CA19-9,CEA Fi&EIKFLLES (v+s)
Table 1 Comparison of expression levels of hs-CRP,
CA19-9 and CEA between the 2 groups (x+s)

2151 n hs-CRP  CA19-9(U/mL) CEA(ug/L)
PR 47 13.21£0.84  144.28+8.26 53.29+1.94
SR e 59 3.26+0.95" 53.69+6.22" 9.55+1.06°
X HE 2 55 1.22+0.36°  25.36+3.10™ 3.26+1.22"

FAH 525.92 848.36 250.82

PiE <0.001 <0.001 <0.001

T R LU ER,©P<0.05, 5 B4 T EL, PP<0.05,

2.2 RSB IES

AL AR R G R R 50 0 A1 AN B
SLVEEIE S AN ARG [ >15 s | Dﬂiiﬁﬁﬂ”l‘ﬁb

36 s (LW T RS, 2R HA 50T
(P<0.05), W32,
2.3 #4545 hs-CRP.CA19-9 , CEA 6 I X} J5£
U9 112 W

ROC {1 £ 7] %0, #7545 4 hs-CRP,CA19-9,
CEA K il BH {2 &5 F DU 2 540092 Wi (P<0.05) .
= 3.E1,

x3 MBELE hs-CRP.CA19-9,CEA il %} /5 & I fB 5§
EHISE N ES
Table 3  Analysis of the diagnostic value of ultrasonography
combined with hs-CRP, CA19-9 and CEA detection in

thick-walled gallbladder carcinoma

HF AUC 95%CI  URE FERE PE

hs-CRP 0.681  0.574~0.788  0.702  0.636  0.002

CA19-9 0.732  0.632~0.831 0.745 0.764 <0.001

CEA 0.710  0.606~0.814 0.723  0.727 <0.001

feibe 0.665 0.558~0.771  0.638  0.691  0.004
# 7 +hs-CRP+

0.781  0.652~0.889 0.787  0.800 <0.001

10 2%

0.8

0.6

U

M
#7 +hs-CRP+CA19-9+CEA

ERT

04

0.2

0 02 04 06 08 10
1455k

1 ROC HiZ&H
Figure 1 ROC curve

3 itig

JELRE AR AR B R 5 AR AR A7 AR, G AR
HERR 2 ktﬁaﬁt&ﬁﬁéﬂlmﬁmiﬁ%%‘iﬁﬂ;ﬁﬁﬁﬂﬁ
FRFE, AR T IOA A, HA 3 i E )
ZRHE A R R IR Fnﬁ%é’]ﬁl_%&o ES
WL s, R S R RE R N 48y 8 5 fE i 7=
TEG AP e 22 57, I 4 S8 3 M P AiF 42 v 1
5 IR AR AN 5] BRSO BRI | L 1 b ] >
15 s JkiR A [E]>36 s A7 tL B s T R, 5D
E}F%?*%W‘?“” PR P G A T A JE R AR I A 9

I RAZTT Bt o 46 AR AL 2 25 K 40 o (R AE I R 52
Eﬁqﬂﬁfx,ﬁh%ﬁfﬂ%% SRR 12 A= = LK T
HzZ8H SR ENZR, XTI kB IEA
LA R 5 A8 TR A ER 2 B, AT s B2 1 1
L, EAR CT MR A5 HAth (1) 5 AR 4 K A v] A —
SERRE L ORANE R (F R A o R B A B
Bt MG PRS2 s>k B A R BB i A 3 PR AN &, 77
BRI N fAE 2508 RO R A =2

i 98 s 7 400 S 2 e b 988 A7 AE () Ak 2 2 I
HZ U AZUE A, BAEMB A2 h B
TR BRIW 28, 5o kA R TR Ay Ak S
/R&fﬂ*ﬁaé A IR 2T S A IS %5
B CA19-9 J& TR M b AH Se eI, HoKSF
%néﬁflﬂ’ﬂizﬁﬁ RE 1B VI A 6, R 52 Hofh PR 2 52
PLAEAF T o, CA19-9 7E 1E # ML A% 75 14
1%, 76 B e B R T R B
CA19-9 /2 J] W7 0 4% 95 1Y) T 2245 45> . CEA J&

CAI9-9+CEA — Bl A NI G-I R PR B R PR 2R L 7R
Table 2 Comparison of ultrasound signs between benign and malignant groups [n(%) |

13 R W5 A SIS UH 3G I 1) Il B 1)

S 5 REA HA RN A >155  <Iss _ >36s _ <36s
WM 47 12(25.53)  35(74.47)  29(61.70) 18(38.30) 31(65.96) 16(43.24) 28(59.57) 19(40.23) 33(70.21) 14(29.79)
R4 59 46(77.97) 13(22.03) 15(25.42) 44(74.58) 12(20.34) 47(79.66) 21(35.59) 38(64.41) 16(27.12) 43(72.88)

718 29.027 14.181 22.58 6.052 19.544

Py <0.001 <0.001 <0.001 <0.001 <0.001
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KB WG IR B WAL . CEA 762 g
W 2k, I K R T2 Wi , A T R
H g A — 2 RN E ™. CRP J&E A MK
UM B A RN Y AR B, B T AR R PR
L Wid ", hs-CRP 5 CRP J& T [A—Ffh & (1, HE:
O 7 3% B8 Ay R, 3T A SR BIE 9T e LA iR R A
hs-CRP 7KF-B 2 5 , TAH hs-CRP 7KV AT /R 1T
i B JRE BV AR FEAR o AR IE 45 R o |, Bk rh
hs-CRP ,CA19-9 .CEA Fik /KL R B0 B2 4
=, S LR R A5 A, Ui hs-CRP.CA19-9,
CEA 5 JELBE R AN eI (B3 1 R A AP e —E B R L T
Il R P ] S BRI IR R T A fe it 5%
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Clinicopathological characteristics and prognosis of diffuse midline glioma of the spinal
cord with H3K27M mutation

WU Xiaoyan', HUANG Chaoyun®’, LUO Wei’, WANG Fang', Du Ziming', DENG Ling"*

(1. Department of Molecular Diagnostics, Sun Yat-sen University Cancer Hospital, Guangzhou, Guang-
dong, China, 510060; 2. Department of Pathology, Sun Yat-sen University Cancer Hospital, Guangzhou,
Guangdong, China, 510060; 3. Department of Medical Imaging, Sun Yat-sen University Cancer Hospital,
Guangzhou, Guangdong, China, 510060 )

[ABSTRACT] Objective To investigate the clinicopathological and molecular features of 13 patients
with diffuse midline glioma of the spinal cord with H3K27M mutation. Methods The clinical and molecular
pathological features and prognosis of 13 patients with diffuse midline glioma with H3K27M mutation who un-
derwent surgical treatment from 2017 to 2021 in Sun Yat-sen University Cancer Hospital were analyzed. Clini-

cal and molecular pathology including World Health Organization (WHO) classification, age, gender, loca-
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tion, temozolomide treatment, Ki-67, isocitrate dehydrogenase 1 (IDHI) R132H mutation, and TERT pro-
moter C228T and C250T mutations were described. Survival rates were plotted using Kaplan-Meier plots and
compared using log-rank tests. Cox regression analysis was used to study the prognostic value of these clinico-
pathological features. Results Among the 13 lesions, immunohistochemistry and molecular tests showed that
all cases were positive for H3K27M; 9 cases (81.8%, 9/11) were strongly positive for p53; 8 cases (80.0%,
8/10) had ATRX expression loss; 10 cases (100.0% , 10/10) were negative for 1P/19Q co-deletion. 13 cases
of GFAP and Olig-2 were both positive to varying degrees. The Ki-67 positive index was 1% to 40%; 10 cases
of IDH1 and 8 cases of TERT line Genetic testing was negative. The median overall survival time was 13.0
months (1.7-34 months) , and 4 patients died during the follow-up period. There was no significant difference
in the median overall survival time between patients with histological grades 1/l and IV tumors (P>0.05).
There was a statistically significant difference in the median survival time between patients with diffuse midline
gliomas in the cervical spinal cord and those with all spinal gliomas (P<0.05). In addition, the mean survival
time of patients who received temozolomide and those who did not receive temozolomide was compared. The
difference was not statistically significant (P>0.05). Conclusions This study reported the clinicopathological
characteristics, survival analysis and prognostic factors of 13 cases of diffuse midline glioma of the spinal
cord, and revealed that the location of the lesion cannot be ignored when evaluating the prognosis of the

H3K27M mutant diffuse midline glioma of the diffuse spinal cord. The evidence-based practice in the profes-

sional management of midline glioma provides guidelines.

[KEY WORDS] Diffuse midline glioma of the spinal cord; H3K27M mutation ; Molecular pathology ;

Prognosis
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Table 1 Pathological characteristics of 13 patients with diffuse midline glioma of the spinal cord
iy WHO % 3 £S5 AR (%) Il R 2 s AL IR 4R
1 llf 5 32% BUR IBORRA, e 1 T-L 2 D
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Table 2 H3/IDHI gene primers sequence

HEATIIT
1.4 BEVIITik
S T 2R S B 5 I TR R

A 5198 5-3' P (bp)
H3F3A-amplification F GGCTCGTACAAAGCAGAC 277
H3F3A-amplification R CAGTACATTTATTTAAGCAGTAG
H3F3A-Sequencing primer GGCTCGTACAAAGCAGAC
HIST1H3B-amplification F TTCCTTTCCTCCACAGACG 279
HIST1H3B-amplification R GGCGATTTCTCGCACCAG
HIST1H3B-Sequencing primer GGCGATTTCTCGCACCAG
IDHI-amplification F TGCCACCAACGACCAAGTCA 290
IDHI-amplification R CCTTGCTTAATGGGTGTA
IDH-Sequencing primer TGCCACCAACGACCAAGTCA
TERT-amplification F1 CAGCCTAGGCCGATTCGACCTCTCT 500
TERT-amplification R1 CGGCAGCACCTCGCGGTAGTGG
TERT-amplification F2 TCTCCGCTGGGGCCCTC 459
TERT-amplification R2 TGGCTGCGCAGCAGGGAG
TERT-Sequencing primer TCTCCGCTGGGGCCCTC
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Figure 1 Pathological characteristics of diffuse midline

glioma of the spinal cord
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Figure 2 H3K27M gene point mutation NM_002107.4:

c.80A>T (p.K27M)
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Table 3 Molecular characteristics of 13 cases of diffuse

midline glioma of the spinal cord
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Table 3  Single factor correlation analysis of diffuse midline

glioma of the spinal cord

i H HR 95% CI P
AR 1.07 0.12~9.72 0.95
Ll 0.68 0.16~2.94 0.60
Jib 3 57 7.64 1.25~46.72 0.03*
WHO 432% 1.10 0.13~9.44 0.93
BB i 0.72 0.17~3.03 0.66

e AR (>20=1, <20=0); M5 (B=1, &=0); MRRa (G135
RS0 B = 1, HEBR R AZ 10 B = 0) 5 WHO 4¥ %t
(WHO [ -1=0, WHO IV=1); B EMfGST (&=1, =0);a K
RERBRIHEE L,
b 1AL E A AR WHO T /1T F1 WHO IV
G £ A PR ) R R B A A R 2
SRGE 2 L H WHO 1 /1198 58 S5 908 He 3 i A
AT, i S AE AR R 15.2 45 H L 1 WHO IV
P IR B B AR AR R R 13.0 N H o AR
TR EE I 5 Z R RIS, B S ma e ] AT R o
o RE ARG AR ABET R R —8, A, A
TFF 5 38 Ao HE o B 455 S0 o A2 1) AR Ok LA A AF
ROMEZF AN E L, [, Toshitaka Se-
kil ™48 NG , HEGR SifEm A2 A H 5 S SR A
B ET A B TG 22 538 4o i T 243 L, Nakamura /45
NG, 00 e B i T B A T M A g
B DL R IR AR R R S A R R e
LI IR TS AR AE AR G o

Gy 5T 0 FoB i J WoR |, 604 IDHT 2875
Ip/19q L8 \H3K27M 275 | TERT )3 8T 5 A8 45
SLD DR AR T2 W e R 1) A SR RS TE AR R
ST SR, 5 R AE L, DA DG T B A T
Jed PO AIF 5 BT T LA o L, A A R IR 1) 43 T
FEAERARAR KRR E LR AR5 13 BIA 5
K2 2 B SRS 9 o A R L IDHT R 78 %R 0%
(0/10) , ATRX F1 P53 43 5l 2 80.0% (8/10) F1 81.8%
(9111) . H5ZHIMSCERAFF G . AR R
TERT J& 31975 55 IDH1 ¥ 15 1045 56 i S 06 i A7

Survival curves of 13 patients with diffuse midline glioma of the spinal cord
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[ E] H® WKz REAALZAHEPUR F A 55 5B T 10 (FAT10) 760 L4064
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Annexin V-FITC/PL A8 .0 LA M 98 1=, SR St B A 2 Az ) L i 0Bl (LDH) o K B4 X IR RNA 7
41| (si-CON) Fil FAT10 UUER T 415 AU LA HEL 4 4 B 23 Dy %o BRZH 354K 4 h+si-CON £H L4 4 h+siRNA
20 448 4 h+si-CON 41 . & 4 4 h+siRNA 2 . Western-blot ;I i}l FAT10 . Nrf2 .\ HO-1 % |1 ik 7K -,
SR BEEARRIE R OS2 RE O UM 05N, A0 T e e 4 h il B
4 h AL AN B A 15 AT R, 1T LDH 7KF B AN 7 3 03 0 R, 252 A it 24 8 L (P<0.05) .
FAT10 & [135357K - : 52 4 4 h+siRNA 4<% 4 h+siRNA 4 <B4 4 h+si-CON 4 , 2% I A Gt L (P<
0.05) . %YL siRNA J& , 0 WA A FAT10 2 1 3R36KF R B, T2 304 /&5, Nrf2 Fl HO-1 25 7k K- N R
(P<0.05), £5i1® FATI0 ATfigid it Nrf2/HO-1 3@ BHe C LA T, et B fd 210/

[REiIA] AFAGIETURF A S 2EHE T 105 DL S8 2 At ; % HEF E2 M5 F 25 14
FAMRE 1

Protective effect of ubiquitin-like protein FAT10 on myocardial ischemia-hypoxia repair
injury through Nrf2/HO-1 pathway

CHEN Tiande', CAO Yufang™*

(1. Department of Critical Care Medicine, Ding’an County People’s Hospital, Dingan, Hainan, China,
571200; 2. Department of Critical Care Medicine, Haikou Hospital Affiliated to Xiangya School of Medicine,
Central South University , Haikou, Hainan, China, 570208)

[ABSTRACT] Objective To investigate the role and mechanism of ubiquitin - like protein human
leukocyte antigen F-mediated transcription factor 10 (FATI0) in cardiomyocyte hypoxia-reinjury. Methods
HOC2 rat cardiomyocytes were used to construct the hypoxia-reoxygenation model, and the cardiomyocytes
were divided into the control group, the hypoxia 4h group, the reoxygenation 2 h group and the reoxygenation
4 h group. Cell viability was detected by cell viability detection kit (CCK-8). Cardiomyocyte apoptosis was
detected by Annexin V-FITC/PI method, and lactate dehydrogenase (LDH) was detected by micro-enzyme
labeling method. The negative control RNA sequence (si-CON) and FATI10 silencing sequence were transferred
into cardiomyocytes, and the cells were divided into the control group, the hypoxia 4 h+si-CON group, the
hypoxia 4 h+siRNA group, and the reoxygenation 4h+si-CON group, the Reoxygenation 4 h+siRNA group.
Western-blot detection of FAT10, Nrf2, HO-1 protein expression levels. Results ~With the prolongation of

reoxygenation time, the survival rate of cardiomyocytes decreased, the injury of cardiomyocytes aggravated,
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and the apoptosis rate increased, which was the lowest after 4 h of reoxygenation. The survival rate of cells in

the 4 h reoxygenation group was lower than that in the control group, while the level of LDH and the apoptosis

rate were higher than those in the control group, and the differences were statistically significant (P<0.05).

FATIO0 protein expression level : Reoxygenation 4h + siRNA group <hypoxia 4 h + siRNA group <hypoxia 4 h

+si- CON group. After transfection of siRNA, the expression level of FAT10 protein in cardiomyocytes

decreased, the apoptosis rate increased, and the protein expression levels of Nrf2 and HO-1 decreased (P<

0.05). Conclusion

protecting against hypoxia-reinjury.

FATI0 may resist cardiomyocyte apoptosis through the Nrf2/HO -1 pathway, thereby

[KEY WORDS | FATI10; myocardium; Hypoxia-reoxygenation injury ; Nrf2; HO-1
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Figure 1 Representative images of drain cytometry assays
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Table 2 Comparison of the relative expression of FAT10

protein and cell apoptosis rate in each group (x+s)
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Figure 2 Representative bands detected by Western-blot
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Figure 3 Representative images of drain cytometry assays
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Figure 4 Representative bands detected by Western-blot
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T2DM B miR-377 . VEGF J% 8-iso-PGF2a K - 5'%
P05 A OGP

kT STT K

(# ZE] BH 40 8-FHiI IR E F2a(8-is0-PGF2a) .miR-377 FILA P4 ¢ 4 K ¥ (VEGF) 7k -
5 2 HUBERRE (T2DM) S B E AHSCHE . ik $EEC20194F 1 A %] 2020 4F- 10 A 200 BilJEEH T o 2 EEBE
BB Y 200 4 T2DM B AR 5 & AR B E 7 B B4 (n=62) FIAE T i H 4 (n=138) , Kl P ZH 11 ¢
VEGF . 8-is0-PGF2a 41 2% C(Cys-C) LR ZE A (BUN) L IMLILEF (Scr) .C K85 F1(CRP) B K F1HE FIKF
K S22 56 5 i PCR (QRT-PCR) A6 175 miR-377 261k 7KF ; 5 FH Pearson AH G 23T 1L miR-377 %
ik (IM3% VEGF 1 8-is0-PGF2a /K- 15 2 TUBE JRIpG - B 4003 A AR DG s SR AZ 103 TARRHIE (ROC) 4 o3
HF ML miR-377 &3k | 1M1% VEGF #11 8-iso-PGF2a /KX T2DM & & A B E MBI E. &R WaA
F [1.CRP.Scr.BUN, Cys-C Hl 2-MG /K - lb 5 2 7 B AT G it 2% 5 L (P<0.05) o B 1t 453 20 f8 3 1 2
VEGF ., 8-iso-PGF2a J [fil # miR-377 F2ik/K P28 it i TR B iidl , 22 R4 Gei T2 L (P<0.05) . Pearson
AHIEME T R, 3¢ VEGF  8-is0-PGF2a 2 [M1# miR-377 ik /K V-5 T2DM S B Fe i 5 EAH G (P<
0.05) Ifi3¥ VEGF8-iso-PGF2a  [MLiH miR-377 Fik KT KR A4 I % 512 W T2DM B #5473 14 AUC 43l 0
0.781.0.767.0.770.0.882(P<0.05) ., £5it Il ¥ VEGF .8-is0-PGF2a K M3 miR-377 &3k /K V-5 T2DM ¥
BB FREE S IEAR DG, X T2DM RE 75 & 25 B 46U B T A 5 R AT — o o FH A (B

[£#IA] miR-377; 8-FATHIIEE F2o; MHKPEITER C; B2-TERE 5 2 AUR IR ; B I Redifs

Correlation between miR-377, VEGF, 8-iso-PGF2« levels and renal damage in patients
with type 2 diabetes mellitus

FAN Yanyan*, LV Shasha, GENG Jinping

(Department of Endocrinology, Langfang Hospital of Traditional Chinese Medicine, Langfang, Hebei, China,
065000)

[ABSTRACT] Objective To analyze the correlation between 8 - isoprostaglandin F2a (8 - iso -
PGF2a) , miR-377, vascular endothelial growth factor (VEGF) levels and renal damage in patients with type
2 diabetes mellitus (T2DM ). Methods A total of 200 patients with T2DM admitted to Langfang Hospital of
Traditional Chinese Medicine were enrolled between January 2019 and October 2020. According to presence or
absence of renal damage, they were divided into the damage group (n=62) and the non-damage group (n=
138). The levels of plasma VEGF, 8-iso-PGF2a, Cys-C, BUN, Scr, CRP and albumin in both groups were
detected. The expression level of serum miR-377 was detected by real-time fluorescent quantitative PCR (qRT-
PCR). The correlation between miR-377, VEGF, 8-iso-PGF2a levels and renal damage in T2DM patients
was analyzed by Pearson correlation analysis. And their predictive value for renal damage was analyzed by the
receiver operating characteristic (ROC) curves. Results There were significant differences in the levels of al-
bumin, CRP, Scr, BUN, Cys-C and $2-MG between the two groups (P<0.05). The expression levels of
plasma VEGF, 8-iso-PGF2a and serum miR-377 in damage group were significantly higher than those in the

K2R B A EAHOT R 8RB (19277768D)
Ve B4 By P B E B R kA, b, k3 065000
*BAE A A, E-mail : wpfv94@163.com
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non-damage group (P<0.05). Pearson correlation analysis showed that the levels of plasma VEGF, 8-iso-

PGF2a and serum miR-377 were positively correlated with the renal damage in T2DM patients (P<0.05). The

AUC values of plasma VEGF, 8-iso-PGF2a, serum miR-377 and combined detection in the differential diag-

nosis of renal damage were 0.781, 0.767, 0.770 and 0.882, respectively (P<0.05). Conclusion The levels

of plasma VEGF, 8-iso-PGF2a and serum miR-377 are positively correlated with the severity of renal damage

in T2DM patients, which has a certain application value for the occurrence of renal injury in patients with

T2DM and the prediction of the degree of injury.
[KEY WORDS ]

abetes mellitus; Renal damage

H i =B R 3 LA 2 ROA PR (type 2 dia-
betes mellitus, T2DM) & &, H M E 2 5| & 1Y
B PR 9% ' # (Diabetic Nephropathy, DN) J& T2DM
) EIFRAEZ — S R WU P,
B 51405 A& AR X T2DM (B BB W Im R
#/N RNA (microRNA ,, miRNA ) Z: 51154 F1 40 s 175
T2 Y . BRAEIEIT B, DN B 1R
SH RI5 10 miRNAs A g SR AE R R A
JIT I, PRI I 22 5 AL 3R 3R 1 miRNAs 7K AT
FI2 Wl DR S5 B D RE B A ) A= 248 b, i
—HEFEIG R DN YARYT™ o 1A N AR K - (vas-
cular endothelial growth factor, VEGF) AJ DA {¢ # Ifil
BN R ARG A, 45 v A E A M, miRNA 38 o 3
7 VEGF % 3k I8 45 1L 487 A5 B, 5% ) 3 o i Rt
8- 5 1 5 it & F2a (8-isoprostaglandin F2«, 8-iso-
PGF2a) f& P AL S8 AL 0 S 1 AR AR 8 A, JR
B2k A 1 (B2-microglobulin, B2-MG)H #i FHIfE R
W12 W B A i RE SR AR RS Z C(Cystatin C,
Cys-C) 2 EM B /NER L I DI REAYHE AR o A5
B 38 o T iR FE bR 5 T2DM B35 B 4651 3 A0 o
SO B 451 A= A TOANAEL , DA A i R 10312 e
T2DM B H Bt S% . MIREWT

1 AHESHE

1.1 IR BR

BEHL 2019 4F 1 3] 2020 4 10 H JEEH 7 H = = Bt
iR Y 200 1] 2 TR PRI BB o A ARSI : DR
AR R 2R ool DRI 27 1 23 il AR DCHRUE B2 R
T2DM : A3 ML A PRI IR | 25 1 I =7.0 mmol/L
A B AL B =11.1 mmol/L ; &%, J¢ 8 Dk PR R R
VESE W R 25 E U =7.0 mmol/L 548 5 2 h I B>
11.1 mmol/L 5 i%: £ P Y B ML i # =11.1 mmol/L.
@ 4F4Y 35~75 % o HEBRARE : OAT G050 R s 52
SR 1 RUOE RO s @ LM Al B R s A T

MiR-377; 8-isoprostaglandin F2a; Plasma cystatin C; B2-microglobulin; Type 2 di-

J R R R s @I T2 D K TR @il IR
FEREANSE R, AR B R B B 1 AR D2 b i
B 24 h R A & H HEWME K (urinary albumin excretion
rate, UAER) 7K-F- =k Il i V- #4{H , UAER=30~300
mg/24 h & X R #5145, UAER<30 mg/24 h 5E LA
BRI L B 20 O B A0 A 62 191 (n=62) FIEIE
B P 41 138 B (n=138) . A5 & B B= 22 0
Z it 2 C A E A R = A
1.2 WESEIRS RN T5 vk

SR P FEXT GAEWE 01 | 25 I R
FEAE— MR
1.21 JERlEHR

KA T A WIFFE NS G 1 = s T e ik ot B J= PR 4%
5 mL, [ MLAFEAS TR AR SAHTEE , 5 1A IR
TWREAR B L (3 500 r/min, r=10 cm, 10 min) , B _I-
T, R JH A5 e s A I 1M 4 Cys-C . C [ 4R
[ (C-reactive protein, CRP ) /KFEFIJK B2-MG /K~F-,
K FH Tt BK 4 9% W% B} 7 (enzyme linked immunosor-
bent assay, ELISA ) £l IfiL 3¢ 8-iso-PGF2a 1 VEGF
TP 5 2R FH DR it PRI 325 460 00 1 PR 2R AL (Blood Urea
Nitrogen, BUN) 7K ¥ ; >k FH 38 IR 8 32 A 00 it AL
(Serum Creatinine, Scr) 7K. Fr A 55 &304 A
IRV EY R A R AT
1.2.2 I3 miR-377 FikKF-

RAEPT A B R AR K0 5 mL, B .0
(3 500 r/min, =10 cm, 10 min ) B & , il A Trizol
PEHUE RNA, {30 % 5 a0 & (db st @l Bt
H kA B R ) HE RNA 15558 cDNA, L) cDNA
A, 4% PCR 4 381200 & (BUM = &4 YR
A PR 7D BEEH £ 4T PCR §7 3 , L GAPDH Ay [
Z, LR e R A W#E IV (Real-time fluores-
cence quantitative polymerase chain reaction, qRT -
PCR) Kl 1fil 7 miR-377 #3k. miR-377 5|49))7 4
. B 5 -GTTTGTTTTAGGGTTATAGAAGTT-
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GG-3', Fiif:5 -ATATAACCTTATTCAATCCAA
CCTAC-3" ; GAPDH 5| ¥ ¥ % 4 : b i : 5" -GT-
CAACGGATTTGGTCTGTATT-3' ; F il :5 -AGT
CTTCTGGGTGGCAGTGAT-3'. 5I¥# =4
TARCKIE) A RA R G M. PCRIVAKR : KUV
AR5 WL, 94CTRAEYE 4 min 94CA5 1 30 s.58°CiR
k30 s 72CHEM 30 s, I 45 MEH, EE LK
3, BOEHIE , R 2 B AR ek
1.3 Hilsaba

SR SPSS 18.0 GEi R A A T8 s o3 B, THECH
B (%) Frns R 2 K5, iHEERER (i +s)
N, K H e K5 5 SR FH Pearson 43 AT 1L 3¢ 8 -iso-
PGF2a ,VEGF HIIfiL#E miR-377 357K F 5 T2DM
B PE A S R A2 TAERRAE
(ROC) 1 43 #r 1L 3 8-iso-PGF2a . VEGF H L 1§
miR-377 &3k 7K V5 T2DM B # & A B 51 1) 1
MARNE . VA P<0.05 R 2ZE5H G128 L,

2 &R

21 P BH I RTOR

PILELBIETERS A5 AF % . BMI A A 25 — Ji
BRI 22 S RS i L (P>0.05) , B 4541 4
8 # CRP . Scr .BUN ,Cys-C Fl 2-MG /K -3 &
TR R4, A F KB R AR T AR
H,ZRAGH AR (P<0.05) . W&,
x1 BHROATMESRGABERKER (2(%), (xzs) ]
Table 1 Comparison of clinical data between damage group

and non-damage group [n(%), (x+s) ]

AR P45 41

N B4 ;
= %Eiig;)ﬂ (n=133) (XM PHH
HHl B 32(51.61) 73(52.90) 0,028 0.866
& 30(48.39) 65(47.10)

BMI (kg/m®) 23.16+2.01 23.07£1.98 0296  0.768
AR (%) 56.78+8.67 57.03+8.76  0.187  0.852
S (A7) 8.28+2.12 8.37+2.52 0.245  0.807

A (g/L) 23.86+7.44 35.19£827  9.236  <0.001
CRP(mg/L) 10.38+3.31 8.15£2.72 5.004  <0.001
Ser(pwmol/L)  348.58+48.63  237.07+35.17 18.323  <0.001
BUN(mmol/LL)  16.91%3.66 10.18£2.95  13.818 <0.001
Cys-C(mg/L)  2.17x0.67 1.24+045  11.528 <0.001
B2-MG(mg/L)  0.19+0.08 0.11+0.06 7.833  <0.001

2.2 P I ¥ VEGF . 8-iso-PGF2a & Ifil i miR-
377 Tk K He A

B 35403 20 HB 3 1M ¥ VEGF . 8-iso-PGF20 & Ifil
15 miR-377 R IRV & TR R gl , 22 5+
HE 247 L (P<0.05), WL 2,

F2 WHIME VEGF,8-iso-PGF2a & Ml i& miR-377 Fi&
KFLEE (x+s)
Table2 Comparisononthe expression levels of plasma VEGF,

8-is0-PGF2a and serum miR-377 between 2 groups (x +s)

2151 n  VEGF(ng/mL) 8-iso-PGF2a(ng/L) miR-377

BH 62 308.76+59.41 458.66258.82  1.42+0.18

eG4 138 228.94+31.09 142.37+39.67  0.97+0.12
A 12.458 44.668 20.841
PAH <0.001 <0.001 <0.001

2.3 [fiL¥ 8-iso-PGF2«a . VEGF Ml Ifil i miR-377 7K
V-5 T2DM W5 4 T AH S 3 A

X T2DM 5 $ii T 45 Ol iE 17748 = WAE , R &2k
B 1 457=0, & 4 S Wif5i=1. Pearson #H M43 #r i
7N, I 3% VEGF | 8-iso-PGF2a X Ifil 7 miR-377 %3k
JKF-5 T2DM FE 45 B 400 A B S B AH DG (r=0.313
0.332.0.341, P<0.05) ,
2.4 I3 8-iso-PGF2a . VEGE . Ifil 1 miR-377 /K *F-
X T2DM f8 45 & A B 400 3 1) 00 ¢ (i

RS 2  B 4 40 25 AR E AT R R
KA EB=0, KA E =1, I Cys-C.8-iso-
PGF2a . JR B2-MG Ik & £ il % 51112 W T2DM ' it
il AUC H 0.882(P<0.05), W73 K1,

%3 ROC & # 1 % 8-iso-PGF2a, VEGF, il i& miR-377
KERBE®RN T2DM B 75
Table 3 ROC curves of plasma 8-iso-PGF2a, VEGF,
serum miR-377 and combined detection in the diagnosis
of renal damage in T2DM
Eize AUC  95% CI 13U $¢5)E PH
VEGF (ng/mL) 0.781 0.706~0.856 0.742 0.754 <0.001
8-iso-PGF2a(ng/L) 0.767 0.689~0.846 0.758 0.841 <0.001

miR-377 0.770  0.684-0.857 0.742 0.877 <0.001
i il 0.882  0.833~0.931 1.000 0.580 <0.001

VEGF(ng/mL)
8-iso-PGF2a(ng/L)
miR-377

LSegall

SHL

0 02 04 06 08 L0
1S

B 1 ROC HZHE
Figure 1 ROC curve

3 it

BETEBFFEUER], Cys-C S A AN S 1 5k
GBI, 5B/ NERIE S D BEZ AT, 1fiL Cys-C
IR T BE S T I I s, e T 4
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15 IR & A AR 8 TS L i RS e
B2-MG fig [ B i B /NER AT ASE, 4 B /N it Ty
AEZ T, R B2-MG & 1t B g 48 i, 2 H A R
S /NER D i D E RS WA B R BR . Ser
FBUN IR FPEN B DhRE YT 45, CRP T
RAE I IS5 5550, SRR E A DN,
A IR R PRI B TR B I R AT LA i
FIX SR BRI AR Ak, KBRS B & A B T Re o
FIRL R, AL SR I R T DA i g%
bR ok A T R AR Y R A

EERI(1ki = B ANt B e o7/ Y i
A Vg R 2 e B ik Ak 77 2 8-is0-PGF2ar, {2 1t
BARZ AT RS R A B A PN R A L 1 R A 2
B, FoKP— 5 B 1 R ML S Ak 7 38 g 7K
S B R, 8-is0-PGF2a 7K - LEPEA O i
FPE B PR A5 T B E SN {H L, 8-is0-PGF2a
TR PR RS R R A PR R I B, AR
WFFT 45 R —3 . DN 1R R R e il il 45 9 &5
5 VEGF R MUK . BF5E K], VEGF 1
DN B & B /NER R A0 b Rk e ik, e 40 4 1 1)
VEGF 5 4 Bz 410 - f) VEGF 2 AR Z5 &, i if 2 3
BRI, SR B NBRUE A 1) 30 15 0 = T
REP05 . Wang S8R H BIHRIRAS TR AN R 40
b miR-377 ik i, 15 DN J@ 2 A1
5, VR ML o BN £ % R R,
INERANBRAPNETRDTTE . 53 A DF5E R, R0 R
BB R B miR-377 e 5k , #E— A UL miR-
377 EES 5 DN W LA S5 AR, miR-377 it
PR IE 20k R ARG Sl B s 5 2
Pt . B kA K N ¥ TGF-B/SMAD {5 i
%5 DN 1) &4 5 & A % V1 LBk, SMAD 2 (4 1]
5 B /INBRAE Ak AN [R] BR2F 2 1L , J& DN & & 1) &
FFE A, miR-377 38 o P8 %45 5 i, LA
SMAD ik, #f— i T2DM B % B Uifg i
P, TR BF miRNA 7E L PR s e i 0 A 1 L
k1 DN 05 PPl B L SR bR o ASHIFSE 45 A R X
SAEAR AT ARG T T2DM B 15 KA
P K RO AR AT R A — e AN EL

Pearson FH J¢ 470 M1 75, 1L 3% VEGF . 8-iso-
PGF2a X Ifil i miR-377 #ik /K5 T2DM i & &
P05 B 5 TEAE G, BV 2 R 48 bR e 3k AKOF F
B, AR B AL A R R, L 8 1 KT R 2 R
AR RS . 1 JK VEGF. 8-iso-

PGF2a . Ifil 1§ miR-377 ik 7KF- K 3K A Al 4 1) 12
Wr T2DM & $it i (9 AUC 43 %1 N 0.781. 0.767 .
0.770.0.882, Ui I — 3 7£ 5 10 4 5112 W7 T2DM &
R B T A B R AN A, 2 AR
AN B, U RN, B35 1 R AT L[] s 36
A PR PR RN 25 A5 FIWT T2DM & A B 451453 1 ]
e

2% TR, I 3% VEGF . 8-iso-PGF2a« . Il i
miR-377 FRik KT 5 B Hi 45 B 5 AH O, 24 B ik kA=
BT, = E KPS BT RRgEE R
BB R, T = AR Ra U R
PR SRR A A R R I PR 12 W T2DM R 5 & A
B AT B
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PR R LT ST 2 -6 JMREA BB A 1o T
F-y KPR S a3 o B

$H* LEH AR

(¥ E] BE W= Br=ER g A4 £-6(IL-6) MR F-o (TNF-a) . T E -y
(IFN-v) K254k & fa B P & . ik B 2019 4E 5 A = 2021 4F 12 H w4 BH 17 A0 B Be 4 1 7= 43
628 1] , 43 B 77 45 S Y AR 56 £ 8y PR R M S YL 40 TL-6 . TNF-« IEN-y /K725 4k , 25 R 628 7] i 3 R e
26 (i, B 3 414 % o RGP ARG ES (T1) JRY7 4 1d(T2) . 3d(T3) JIRYT 45 HAF (T4) , IL-6 . TNF-«
K-S F 5 TR IEN-y 56 F I 5 F+ i (P<0.05) 5 {H T1 . T2 . T3 B, &Yt 4H IL-6 . TNF-a 7K - 4 2%
TR ERY AL IPN-y KPR 2T AR IR A, 22 57 G248 L (P<0.05) o YL 4TI & 0 )
B GBI RE=12 h R APEERAE 20 E <120 /L | EMR B [ =3 d*@ﬁithi@m?ﬂ%‘éﬁééﬂ
(P<0.05) . Logistic 2 P 2 /#7784 R & FE HE = R B = R 2 AR (2T 2R 1 L R
PRI R 28 2 77 40 7= g KL FE I T 36 (P<0.05) o £58 BRI P il B8 R 28, R 1 B AR 11 7 403 301 Jek
e Honss = 13 1L-6 \ TNF-a \IFN-~y 7K -2 & Wi, 7 B F 5 k80 T 100, B AR 7= 15 sk g £ 5 okt
G RAE SR o

[EERA] FHRY; ANE-6; MEIRIEH F-o; TIHE-v; GERHE

Changes and risk factors of serum interleukin-6, tumor necrosis factor- o, interferon--y
levels in maternal puerperal infection

SHI YANG*, MA Wanzeng, XU Xiaoying

(Department of Obstetrics, Nanyang Central Hospital, Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To study the changes of serum interleukin-6 (IL-6), tumor necrosis factor-a
(TNF-a) and interferon-y (IFN-v) levels and risk factors in maternal puerperal infection. Methods A total of
628 puerperae in Nanyang Central Hospital from May 2019 to December 2021 were selected, and the risk factors
related to puerperal infection and the changes of IL-6, TNF-a and IFN-v levels in the infection group were
retrospectively analyzed. Results 26 of 628 patients were infected, and the infection rate was 4.14% . In the
infection group, the levels of IL-6 and TNF-a increased first and then decreased, and IFN-vy decreased first and
then increased at the time of infection (T1), the first day (T2), 3 days (T3), and the end of treatment (T4).
However, at T1, T2, and T3, the levels of IL-6 and TNF-« in the infected group were always higher than those in
the uninfected group, and the level of IFN -y was always lower than that in the uninfected group, and the
differences were statistically significant(P<0.05). Pregnancy complications, cesarean section, premature rupture
of membranes, labor duration = 12 hours, invasive operation, hemoglobin <120 g/L, and bed rest = 3 days in the
infection group were higher than those in the uninfected group(P<0.05). Logistic multivariate analysis regression
model showed that pregnancy complications, cesarean section, premature rupture of membranes, labor process,
invasive operation, hemoglobin, and bed rest were risk factors for puerperal infection. Conclusion Active
control of risk factors will help reduce the puerperium infection rate of puerperium; and strengthen the dynamic

monitoring of maternal IL-6, TNF-a, IFN-+y levels. It is helpful for early detection and early intervention,

HAR B LA K E A R RIR B (2018072311)
M fAn . G F RS ER A, T E, &M 473000
*iBAZAEH : £, E-mail : hheeyl@163.com
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reducing the harm of puerperal infection and avoiding the expansion of inflammatory response.

[KEY WORDS |

factors

PR HAAE R 2 o3 itk 2 B FLAR SR D) fig o
GRS B A B B, W B T 200 RE
Wy J a7 ARG, I AR B K R R A
1.00% ~7.20% FET- R 5 ik 6.00%~8.00% , X} 7 1
77 e R SR 1 O R AG B 5 M 5 R DG R
U 5 AR Rt A PR P B S AR R BT 2
Yy BARREA ARSI ARG ABAE S — S
AR T B R I ] 3 T g 4 e, Of
AR 5. AR TR s, O T A
AYAHSCAI 5T F2 B4R rh T2 0P RN A3 Bt 72, A G 4%
A AR (BRI A2 MR b G
5 PRV R A3 BT 7 TG A AEAS 27 R T 7 43 Je
el 2 DA K AR AR B e . AR SR i 3
25 W H: 4 A % -6 (Interleukin-6 ) | I g8 SR AE [K -
o (Tumor necrosis factor -a) . 14 & -y (Interferon -
V)KL B AT AR R G N R B
TEXT R E AR AT RIS F i Azl BT,
D N1 (A B Vi 9 3 S A W BT L AR
SFHEHE P A UAR D R, Fie R

1 ABSHE

1.1 — R

PEHL 2010 4F 5 H % 2021 4 12 A FgFH T o
P 58 43 W= 15 628 5], 4 Abrife : D7 =Rk £ B A
J5, IEH i . QBN [E]>24 he QKA TR S
Wit T . @RI 2 IR 9 B2 G A
. ©ABESMATN HZET HFEE . HE
Bt - COWGAE | BT - 24 ok B e P IR 245 9 i o gk
s Q7 BT AR B ORI SO AR = A
G, QWb b g m TAUAR M A 5 1/5 Jerbik
WA . @I 3d A7 1E DU 259 S s
WIS, AEE 20~42 %, 22 ] 38~42 J&] , 227714
158 1] 17744 470 5], 4346 75 5K« B3 38 3 0k 422 151
B = 206 1, B 478 191 £ /iR 150 1]
1.2 ik
1.2 IGIRBERHI A

WCAE N 11 20RO DG I PR B2 A, AL FR 4R
PRI IRA IFIE o 6 07 2 kG A Ralk A
APHTIE T . AL L EBEIS BT A St

Puerperal infection; Interleukin-6; Tumor necrosis factor- o; Interferon-+y; Risk

1.2.2  SLEE R

R ) 7= 4 9] %k 52 98 AR (TO) TL-6 . TNF-a
IFN-y 7K - DL e B e 5 e i (T1) JRIT 4R 1 d
(T2) .3 d(T3) JRIT 45 I (T4) L iR 48 b K F A8
fto IL-6 . TNF-a  IFN-y K . Yk H 7% R a8
THHCAN A B s L 4 mL, & T8 A 2
LR RRHCBER AR A SR O AL (R Boh
BHERL AR A BRA A, 745 KDC-2046) L4 2 000
r/min ¥ E 0 5 min (B02FE42 10 em) , R FJZ
V7 38 A o R H XU AR e O - il B 4 3 W o 3k
(ELISA )l 5 , IL-6 . TNF-o #6303 70 25 b 31
He B MR A BRA m AR AL, TRN-y K55 &2 e
AR TR B2 7] (CUSABIO) #2 41
1.3 Gl

K HI SPSS 23.0 x4 43 ik g B o i BE
B (=) Filiad , PRALIA) ) LA Ry ¢ K, 22 40 1) ]
5 M HHECR B n( %) T , R 2 K56 5 1k
PR R o A A AE 22 R R dR An i 17 2 1 & Lo-
gistic 7M. L P<0.05 NZERAGI2EE X,

2 #R

2.1 IR R 2 KR YL 43 A

628 15 8 L 26 1], I 3 4.14 % 5 LR AL
PIFARYIE 10(38.46% ) AFHIE 8(30.77%) R 3,
WAPRIE 4(15.38%) , = 1 2(7.69% ) , Hifth 2(7.69% ) .
2.2 AR 2 FIOR B Y 4 I IL-6 . TNF-a .
IFN-y 7K Ho 88

TO A, P 2H F2 & TL-6 . TNF-a , IFN-vy 7K - b
B, 22950 #E L (P>0.05) ; T1, T2, T3, T4
B, IL-6 . TNF-a 7K V-5 F 55 5 T B IFN-y 56 F
& JaTHE, 22 5 38E Gt 2R X (P<0.05) 5{H T1 .
T2 . T3 i, JA YL 2 1L-6 . TNF-o 7K P10 28 TR &
Y] IFN-y K IR ZAR TR G 4, 22 R A 50
PR L (P<0.05), W1,
2.3 PR IR fE R B 2 A i

G H AT R TR RV IR R e R =
12 h fZAPESERAE 121 8 <120 g/L | RAR B[R] =
3AMR L & T RBYPA, ZRAESIT¥E XL
(P<0.05), WL#E2,
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F1 FEEEEMKBEEANDE IL-6.TNF-a JFN-y
KRFELLE (xxs)
Table 1 Comparison of serum IL-6, TNF-a and IFN-vy

levels in infected and uninfected patients (x +s)

®3 FRFEREEEEE Logistic BT
Table 3 Multi-factor analysis of the risk of maternal
puerperal infection
H7Ass: B{E S.EfH Wald{i ORfH  95% CI  P{d

i B BB e
IL-6(ng/L) TO 52.50+7.20 51.00+6.40  1.205 0.064
T1 194.00£21.40" 51.00+6.40  3.387 0.039

T2 103.00£19.10° 51.00£6.40  3.294 0.041

T3  83.00+13.20° 51.00£6.40  3.041 0.045

T4 69.00+9.40° 51.00+£6.40  1.951 0.056
TNF-a(ng/mL) TO 57.50+9.10 56.50+£8.70  1.108 0.070
T1 173.00+27.00" 56.50+£8.70  4.531 0.020

T2 137.00+£25.30° 56.50£8.70  4.315 0.024

T3 110.00£17.00°  56.50£8.70  4.029 0.029

T4 75.00+11.00° 56.50+£8.70  2.104 0.053

IFN-y(pg/mL) TO 150.0036.00
T1  41.30£11.00°
T2  106.00+20.40"
T3 110.70+24.50°
T4  148.00+33.00°

144.70+30.50 1.185 0.068
144.70£30.50 3.719 0.031
144.70£30.50 3.517 0.036
144.70£30.50 3.110 0.044
144.70£30.50 1.125 0.066

W 541N TO B AR, P<0.05; S 40 P9 T1 HeER , PP<0.05; 540K
T2 B FL#, P<0.05; 5414 T3 B HAs, ‘P<0.05,

R2 FAFBHBRLEERAERZSMN (2(%)]
Table 2 Single factor analysis of maternal puerperal

infection risk [n( %) ]

k4 Y :
EES ‘(un:%% 5!%":6/82{1 2 P

AR =354 16(61.54) 356(59.14) 3.201 0.072
<35 % 10(38.46) 246(40.86)

FEIR 23 12(46.15) 264(43.85) 0.173 0.684
Luns 14(53.85) 338(56.15)

W URA FEIENE PRI 4(15.38)  16(2.66)  4.953 0.027
T 1M 2(7.69)  12(1.99)
AEBEE R AE 10(38.46)  24(3.99)

M= BHIEM % 8(30.77)  518(86.05) 6482 0.011
R 18(69.23)  84(13.95)

piRe; 2 18(69.23)  46(7.64) 5531 0.023
i 8(30.77)  556(92.36)

FERR =12 h 6(23.08) 76(12.62) 7.126 0.019
<12 h 20(76.92) 526(87.38)

BAMEBAE R 22(84.62) 156(25.91) 10.405 0.006
i 4(15.38)  446(74.09)

ML <90 g/L 14(53.85) 38(6.31)  5.720 0.026
90~119 g/ 10(38.46) 90(14.95)
=120 g/L 2(7.69)  474(78.74)

FPARME =3d 16(61.54) 86(14.29) 6.448 0.012
<3d 10(38.46) 516(85.71)

2.4 PRI fE R Z2 R b

DI HRIRGh PR A i W AR G T R G
L A AR AERRAE (£ RMARRHE R
F A8 i, H7 Z R 2K Logistic [PIJFFEA, 25 R b
R B 0 fa i R 2 (P<0.05) . TL# 3,

IFIREIFRE 1417 0761 4.161  3.157 2.049~11.940 0.041
HErE 1513 1131 4154 4.836  3.051~14.053 0.042
AR 1.643 0961 7180 5284 1.592~17.682 0.013
FERR 1.730  0.832  4.643 5.780 1.150~27.620 0.034
BAMEEAE 1341 0452 3.753  4.465 3.011~16.842 0.043
ML 1570 1310 5.746  5.185 3.084~16.418 0.039
EMARBE 1412 125 3954 4.637 3.148~15.050 0.044

3 g

W 5% 3% B 7= 45 300 2 3 R g D Jmy 0 R g oy &2
JEE R AT E R A B RAEE RN, 2R E D AR
Rl , Sk B AR T BB R R — ik
X 7 3 B v A R 3R T B G B A5 A
DU, 1) B ARG ™ Bk e 0 W A S 1 R L3
9 1 22 T A A o

AT R 7R R 4.14% , IL TS0k
FORHRAE K 52 g X6 7 4% 0] 7 00 5 Sk e B
s B RS TR T B S5 JE AR TG OC 2R 5 RS 7
PIFARYIO A58 I8 8 3, 5 H AW 77 245 A —
e e I A 06 R R 2 BT A
FEVEREIR T B IR S5 b, — B = )5 AR W&
ZW T IARIE IR, AT & R A ER T K
A T A A TE B TR TR B A8 Sy B0M TR 1T 5 | A J%
gl 2SR R IL-6 \ TNF-ou . IFN-vy 5
PRI R A R R 5 DD AE G, RE AT KR B
YR . HAHLHI AT, 40 TNF-o J&— il 508
2111 P R R S R A =R o 0 I QN R e e 1 6
R bR, A (R 50T 40 MRS B R LA Ry i
AT & KA A A0 1T 5 | 22 b 9% i 14 5 0
SERRPED s LR S BT £k B 20 i T 3 TNF-«
I G T & . 1L-6 5 TNF-o A M [H 949
2ROV, HFE A N B 2% R G A EAE AL i
S BN T A AE RN L IEN-y & — Rl 7E BT 5 )5
YERR , i CD, 40 i 151 7= 4= . CDy'J5 1= A= 1 A
B Z TR E AR AR A, BB 051 1 SR bR D LA
T ¥ i AT D 2 RO TN RE R S MLAR S g BE T L 7E
AR SR EAREEME T,

AR IR 4R bR AR A R R A AL
15, A B B2 o A A B e A I DR 3R R A 22 G
O, AW 45 W IR A IHE R R
LR PR AR AMERRAE (ML E L RMAR R ]2
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GOLPHS3 K PI3K {EYP Sy 2H 40 4k S 3 X

WrWr LX) HEeH

[ ZE] BH WIS /R IERER L 11 3 (GOLPH3) M 3 ¥2 JEml i ik LB 1 (PI3K ) 7 B 559
HAP R L E L, A PEE 201948 1 H % 2021 4F 3 7 T07 58 B RF K 2245 1 M 2 B 45 A7 14 1
SR 2R A 87 {5y, [R) B 36 B IE &5 B SR 4 21 50 57, 2R FH S8 21 Ak 44 (4 148 U GOLPH3 J¢ PI3K 3Rik , 43
BT ) 20 28 GOLPH3 J% PI3K ik , DL K 55 B 5293 i PR BRRRAIE 19 0C & , SR F Spearman Bk AH 3G 3 #7
GOLPH3 #I PI3K #H G, S58 5P L9 4120 GOLPH3 K PI3K FH M1k %43 5 M 75.86% 1 66.67% , W]
b T IR U0 ELH ZTAY 4.00% F1 8.00% , 22 73 AH Gi i1 X (P>0.05) o T JFIGO 431 I~V ]
b A Ik L 5 7 7% B0 195 21 21 GOLPHS3 P44 2R 18 5843l 2 84.38% . 94.74% . 88.33% F1190.91% , B ik
T AR L T ~ T ol Ok B S 5 RE O S A U 52.17% .61.22% 48.15% 1 60.47% , 2 T HH
Giit A B XL (P<0.05) o FIGO 70 I~ IV 3] b A7 Ak A7 K E2 45 35 B SR M 11 41 PIBK B ik 4 73 3]
h 84.21% . 78.33% 1 84.09% , WA b w25 T 1 ~ 11 W1 L 55 434k . TCk B2 45 5% % O 51 4 211 53.06%  40.74% Fll
48.84% , 2% T YA Guit 2 B L (P<0.05) . B 59w 41 41 GOLPH3 & PI3K ik 2 IF A ¢ (r=0.456, P<
0.05) . GOLPH3 B3k B3 ok e AL A7t i) oy 18 4~ A, A & 48 T GOLPH BIPE #1920 M H , 2 5%
AT X (P<0.05) ; PIK P63k 8 To ke AR A7 1B] oy 13 A A, B 06 1 PISK BAPE R #1126
MR ERAGIFE L (P<0.05), 418 DN A21 GOLPH3 ) PISK SRk 1B KA R h A &
AR W A — e ARG

[EEIA]  m/REEBERILER A 35 3 RILURNR I LI LG ; OP SR

Expression and significance of GOLPH3 and PI3K in ovarian cancer

SHEN Yanli*, FENG Wenguang, YT Jinling

(Department of Gynecology, the Fifth Affiliated Hospital of Xinjiang Medical University, Urumqi, Xinjiang,
China, 830000)

[ABSTRACT] Objective To investigate the expression and significance of Golgi phosphorylated pro-
tein 3 (GOLPH3) and 3-carboxyphosphatidylinositol kinase (PI3K) in ovarian cancer. Methods The expres-
sion of GOLPH3 and PI3K in 87 specimens of ovarian cancer preserved in the Fifth Affiliated Hospital of Xinji-
ang Medical University from January 2019 to March 2021 and 50 normal ovarian tissues were detected by immu-
nohistochemical staining. Spearman rank correlation was used to analyze the correlation between GOLPH3 and
PI3K. Results The positive rates of GOLPH3 and PI3K in ovarian cancer tissues were 75.86% and 66.67%, re-
spectively, which were significantly higher than those in normal ovarian tissues 4.00% and 8.00% (P>0.05). The
positive rates of GOLPH3 in serous, FIGO stage Il ~IV , moderately and poorly differentiated and lymph node
metastasis ovarian cancer tissues were 84.38%, 94.74%, 88.33% and 90.91%, respectively, which were signifi-
cantly higher than those in non-serous, stage I ~II , highly differentiated and lymph node-free ovarian cancer tis-
sues 84.38% , 94.74% , 88.33% and 90.91% (P<0.05). The positive expression rates of PI3K were 84.21% ,
78.33% and 84.09% in FIGO stage Il ~IV, moderately and poorly differentiated ovarian cancer and ovarian can-

KAETRB . #HEERAER G ARFFIE2(2018D01C309)
Ve Bln  HBEAKXFE AWMEER A, #HREER ALK, LS KF 830000
*BAEAEH T, E-mail : Sy18719s0ft@163.com
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cer with lymph node metastasis, which were significantly higher than those in stage I ~ Il , highly differentiated

and non - lymph node metastasis ovarian cancer 53.06% ,

40.74% and 48.84% (P<0.05). The expression of

GOLPHS3 and PI3K in ovarian cancer was positively correlated (r,=0.456, P<0.05). The progression free surviv-

al time of patients with positive expression of GOLPH3 was 18 months, which was significantly shorter than 29

months of patients with negative expression of GOLPH3 (P<0.05). The progression free survival time of PI3K

positive patients was 13 months, which was significantly shorter than that of PI3K negative patients (26 months)

(P<0.05). Conclusion The expression of GOLPH3 and PI3K in ovarian cancer plays an important role in the

occurrence and development of the disease, and there is a certain correlation between the two.

[KEY WORDS |

DI SR B R WS 15 GO, e B 1
HEJRAET T 25% L T T O S AN R A
e B N FIRS IR YT S, O SR R
FER KB FRA IR B T 30% > o I %t UP Ha &
o i R TP A AR AR R R AT AT, R Rl R I
B L8 %) 2 W Rl PR TS AL SR AR e .
JR W R 1L 75 11 3 (Golgi phosphorylated protein 3,
GOLPH3 ) &2t il B SR 510 25 1, RE A7 20 A 1 22
S KL, AR 19 AN M AR A R B Y R S
FES S 3 FRILHE NG B LIS (3-carboxyphosphati-
dylinositol kinase , PI3K ) JZ B I il 2 11 I
AT A M PN A5 538 R, RE RS S 2 s 2
WL AE AT A B AR . A T #8778 GOLPH3 I
PI3K 7E 5P S0 28 th YR 1 00, WA GOLPH3 &
PI3K 7 B 898 & A K R B AR A SR R
1T GOLPH3 J PI3K 143k K H: 5 B9 S0 Ik AR 73
WECE MG SRR . MR,

1 BREFE

11—k

YEHL 2019 4F 1 H & 2021 4F 3 H TABRARAER
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HAFER AERBERERS LS ITHE X (P>
0.05) , W3¢ 1. A URBIFFE AR A5 B= B 40 E 25 51 &4t
e, D& B E SRR A .
1.2 Sk
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5 min, {8 £ 13 5 ARG, A —$T Ol [ FEER K

Golgi phosphorylated protein 3; 3 carboxyphosphatidylinositol kinase; Ovarian cancer

F1 MA-MBABLLE (rxs)

Table 1 Comparison of general data between 2 groups (x+s)

207 n (%) M 45 2 (kg/m?)
P §9m 2 21 87 49.82+9.22 22.04+3.10
1EH B H 4141 50 50.28+9.03 21.97+2.94
i -0.283 0.130
Py 0.777 0.897

TR A W 1:1000)5 mL, 37CHEF 2 h, 8%
WCE ACUKFE o BE R, BEIR 5 22 vhR TS Uk 3 Ik,
UK 5 min, ITAAE Y ZPSERR I Zht (1 [ 3§
2RO R A E W JE 2 1:2 000)3 mL, 37TCHEE 20~
30 min, R £5 2% PR U 3 UK, IR 5 min, JITA
Streptavidin/HRP A i b5 10 55 25 B0 1 &%, 37CIi
A 20~30 min, R EEZZ 1P R PE 3 UK, BFIK 5 min,
1458 A HRP-DAB JIK# o (171 & (PA110) A,
EES/ QUL =R/ = )
1.3 FrRiE

R SRR T I AT T, X6 Y a5 B R
FE P 20 B LU A T D0, e e i B2 . ToE R 0
OF ARFEAAN 5 KR 25 R e Ak 3 455
PRI LA - <5% 1 043 ,6%~10% K 143, 11%~50%
K253 ,51%~T4% K 353 . =T5% M 4 4Y o Gett i Al
PHPEZIE L7550 2 i, 4354 2 BRI A
1.4 Hiit#ab

K H SPSS 22.0 Geit B AF AT 8140 br i i
TERER (x+5) 3, RBAH ] + K56, THECE LR
M n(%) 37, BT 224556, O R Spear-
man B AH AT, A2 77 73 R Kaplan-Meier 12 .
Ph P<0.05 HZERA G E L.

2 #R

2.1 BPEEAIE S U2 GOLPH3 & PI3K ik

B &5 95 2H 41 GOLPH3 & PI3K P 26 1k 1]
BT IEFE I EAN, 2R HA G E L (P>
0.05), WLE2 K1,
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2 UPEEFIIEEIIELEAL GOLPH3 R PIBK Fi% [n(%) ]
Table 2 expression of GOLPH3 and PI3K in ovarian cancer

and normal ovarian tissues [7(%) ]

20 5] n  GOLPH3 fHPEZRIAH  PI3K PHYER L%
IR 8T 66(75.86) 58(66.67)
IER AL 50 2(4.00) 4(8.00)
AL 65.592 44.110
Py 0.000 0.000
A B

: A iy GOLPH3 FHPESR L ; B A PIBK PHIE R 5.
E1 &EAfREERr (SP,x400)

Figure 1 Immunohistochemical staining diagram (SP,x400)
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Effects of different doses of bivalirudin on PLT, MPV and FIB in patients with stroke
complicated with coronary heart disease during PCI

DENG Junguo', MENG Lingxiu', XIONG Aihong', WANG Xuemei’, WANG Long**

(1. Department of Cardiology , the Second Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066600 ;
2. Department of Infectious Diseases, the Second Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066600;
3. Department of Cardiac Electrophysiology, Peking University People’s Hospital, Beijing, China, 100044

[ABSTRACT ] Objective To analyze the effect of different doses of bivalirudin on platelet count
(PLT) , mean platelet volume (MPV) and Fibrinogen (FIB) in patients with stroke complicated with coro-
nary heart disease during percutaneous coronary intervention (PCI). Methods 153 stroke patients with coro-
nary heart disease admitted to Qinhuangdao Second Hospital from January 2019 to April 2021 were selected
for PCI surgery, according to the intraoperative dose of bivalirudin, 68 patients were divided into a low-dose
group [ Surgery In the middle 1.5 mg/(kg+h) postoperative 0.15 mg/(kg-h) | and the full dose group of 85 cas-
es [intraoperative 1.75 mg/(kg-h) postoperative 0.2 mg/(kg-h) ]. The changes of PLT, MPV and FIB levels
at 24 h after treatment between the two groups were compared ; the cardiac function at 30 days after treatment

was compared between the two groups. The bleeding events at 30 days after treatment and the occurrence of ad-

EEFR AL BT EEALTRAE LER B (201805A018)
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2L A2 BTE ZERALFA, T, K25 066600
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*iBAEHEH : £ A, E-mail : 13933517868@163.com
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verse cardiovascular and cerebrovascular events (MACCE) at 6 months after treatment were compared be-
tween the two groups. Results There was no significant difference in the levels of PLT, MPV and FIB
between the two groups before treatment (P>0.05) , and the levels of PLT, FIB and MPV in the two groups
were significantly decreased at 24 h after treatment, and the full-dose group was significantly lower than the
low-dose group, and the difference was statistically significant (P<0.05). There was no significant difference
in LVEF and E/A between the two groups before treatment (P>0.05), but the value of LVEF and E/A in the
two groups 30 d after treatment were increased, and the values in the full-dose group were significantly higher
than those in the low-dose group, and the difference was statistically significant (P<0.05). The total incidence
of bleeding within 30 days in the low-dose group was 2.94% , and the full-dose group was 4.71% , there was
no difference between the two groups (P>0.05). The total incidence of MACCE at 6 months in the low-dose
group was 7.35% , and the full-dose group was 3.53% , there was no difference between the two groups (P>
0.05). Conclusion The use of bivalirudin in PCI in stroke patients with coronary heart disease can significant-

ly improve the coagulation state of the patients and reduce the expression levels of PLT, FIB, and MPV. The

use of full dose bivalirudin can achieve a more ideal therapeutic effect, and the safety is acceptable.
[KEY WORDS | Stroke with coronary heart disease ; PCI; Bivalirudin; PLT; MPV; FIB
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PCT.Th17 fll Tregs { ACLF " #&ik e GG &

ke A2Eh FEERK

(# ZE] BM WS EIE(PCT) THIDIHM 17(Thl7) 85 T 4808 (Tregs ) 718 I 2 ME AT
I (ACLF) B H IR L S WG LR . Ak IEE 201848 1 H & 2020 4 2 A P9 B RF K22 K8
I BRI 14 106 4] ACLE 3% (ACLE 41) , Heh 48 41 45], vhdby 39 4], 6359 26 491, % Ve HUAS e [R) 399 97 441
ft FE AR AR B (X BRZH ), 90 {51 1% M 2 T I 4R SR % (CHB 1) o HBCA IR AN BE AN [ B 9] ACLF 8 3%
PCT . Th17 . Tregs #ik /K-, M2 Wil ACLF & & W5 1 fa i I %, 1155 PCT . Th17 . Tregs ¥ [ & Wi f5
ARPFMAE, &R PCT.Thl7 . Tregs Kik/KV-: ACLF 2H>CHB £H>XJ i 2H , WS> > FL | 2% 5
PIF Gl E L (P<0.05) . 106 ] ACLF & # h Hil e R 4f 75 6] (70.75% ) , )G AN KR 31 #1(29.25% ) . AN
[ A1 (AST  ALB \PAIb 7705 R A5 UG A R4 Z 0] 25 4680 22 25 L(P>0.05) ,WBC |
CRP NEU AFP .PCT .Th17 . Tregs & Fn 1 W2 ] b 4525 5 4078 e 2438 L (P<0.05) . £7C Logistic [81J3 53
M4 5 578 , WBC .CRP \NEU , AFP .PCT . Th17 . Tregs ‘4 5% il ACLF % T /A B 19t <7 /& 6 [ % (P<
0.05) ; PCT+Th17+Tregs B4 il ACLF i J5 /A R AU 8 Fke 5% 43 510 0.872.,0.717,AUC,, Bl . & T
BT (P<0.05), 4518 PPCT.Th17.Tregs 3315 5 ACLF B 1% )™ H R | 05 £7 46 % U)Kk
F, W00 = T KO AR N I RR YT S UG PR — S %

[£437] PCT; Thl7; Tregs; ACLF

Expression of PCT, Th17, Tregs in ACLF and their relationship with prognosis

NI Yan, CHENG Ling, JIANG Yufeng*

(Department of Infectious Diseases, Infection and Immunity Laboratory, the Affiliated Hospital of Southwest
Medical University, Luzhou, Sichuan, China, 646000)

[ABSTRACT] Objective To analyze the relationship between the procalcitonin (PCT) , T helper
cell 17 (Th17), regulatory T cells (Tregs) and chronic and acute liver failure (ACLF) and their relationship
with prognosis. Methods A total of 106 ACLF patients admitted to the Affiliated Hospital of Southwest Medi-
cal University from January 2018 to February 2020 were collected (ACLF group) , including 41 in the early
stage, 39 in the middle stage, and 26 in the late stage. 97 health volunteers from the hospital for physical ex-
amination during the same period were selected (control group) , and 99 patients with chronic hepatitis B dur-
ing the same period were selected as the CHB group. The expression levels of PCT, Th17 and Tregs in ACLF
patients in different populations and at different periods were compared. The risk factors affecting the prognosis
of ACLF patients were analyzed, and the predictive value of PCT, Thl7 and Tregs on the poor prognosis of
ACLF patients was calculated. Results The expression levels of PCT, Thl7, and Tregs: ACLF group >
CHB group > control group, late stage > mid stage > early stage, and the differences were statistically signifi-
cant (P<0.05). Among 106 ACLF patients, 75 cases had a good prognosis (70.75% ), 31 cases had a poor
prognosis (29.25% ) , and there was no statistically significant difference in gender, age, AST, ALB, and
PAIb between the good prognosis group and the poor prognosis group (P>0.05). There were statistically signif-
icant differences in WBC, CRP, NEU, AFP, PCT, Th17, and Tregs indicators between the two groups (P<

KA . w g A A AR AR 2T 3 B (18PJ158)
Ve Bls . HA EFAKEREERRERA, BES 2k EEE, wl, %M 646000
*iBAE A 3 2R, E-mail : 2ykzyf@163.com
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0.05). Multivariate logistic regression analysis showed that WBC, CRP, NEU, AFP, PCT, Thl7, Tregs
were independent risk factors that affects the poor prognosis of ACLF patients (P<0.05). The sensitivity and

specificity of PCT+Th17+Tregs combined to predict poor prognosis in ACLF were 0.872 and 0.717, respective-

ly, and the AUC was significantly higher than that of the three alone (P<0.05). Conclusion The expressions

of PPCT, Thl7 and Tregs are closely related to the severity and prognosis of ACLF patients. Monitoring the

changes of the three factors can provide a certain reference for clinical treatment and prognosis evaluation.

[KEY WORDS | PCT; Th17; Tregs; ACLF

18 & -2 (Chronic and acute liver failure,
ACLF) & % HE 7518 VR B il b A — i 303 o4 13
IR 2P B3 I 2R B T e A R B AR 2%
REC . ACLF #4722 BLi 86 3 L3005 (1
R JEKAE ) P R B A B BRE I
DIRERE i SE G 00, PG 325 o 445 % 5 (Procalcito-
nin, PCT) i PRAG U B4 PN 25 32 SR GLA RFR b, 78
I PR v ] TPl o R RN B R K-, T
4 Bh 40N 17 (T helper cell 17, Th17)4& CD4T 41 iy
R, IR SE 2B, Th17 S8 1) e 5 e AT
TE—EMBER", P T 400 (Regulatory T cells,
Tregs) & CD4"T Wk EL AR Y 5 — S RE, A WF5Y
7N, FEF RS R P Tregs FA2 308 Je i 25 ALK
FRELIRYL O R RE LU BB i ey B R 2 —
AHFGER53HT PCT \Th17  Tregs 1 ACLF H )75k #4
oM =3 5 ACLF BBE 5 Z RIWER R, DU
I RIZST ACLF LUK BIGE TS S R0 .

1 BREFE

1.1 — R

W BE 2018 4F 1 A & 2020 4F 2 H P4 BERF R
R I 15 B W94 119 106 1] ACLF H 3% (ACLE 41 ) , 1
5 77 B, 2 29 B, F- B A IS (49.28+5.33) &, AR
P 1% 7 AR 4 R R 40 ], b 30 ], i
126 ], W AbRUE: OFF & F =827 fa R )
A & ACLF [yi2 Wi 57 W bm e 5 Qi IR 7% kL 58
# 5 (B IMLE AH 5 He P 24 K I IE SC HBsA g FHPE 6 4
H LI E HBsA b B .HBeA g FHPEEEHIPE . HERR
Wi : OF I EVEME ; @ ABEHTA #1725 96 97
QY T BUN 08 3 ; @& IF IR M E
ORGP B W I s @& IR B & . o ik
WA B[] 459 97 151 it B A A5 SR o (R REZHD) |, DL
A IEATIR YT 19 99 il 12 M £ BUF % (CHB 41) , %
TR 55 63 19, £ 34 4], “F- ¥ 4F- 1% (48.95+5.27)
% ;CHB A+ 5 65 ], 2 34191, V-4 4 (49.10+
518)% . ABEHEAE— MR I B 22 R a1

B (P>0.05), HA R LM, AL E=1e
HZ: ot 2 O A F IE R E .
1.2 ik
1.2.1  PCT.Th17.Tregs /K F-Hil

ACLF 4 B HTEABE Ik H 5 R s i i ik
M3 5 mL, CHB 21 4K 5 WIAE 32 K6 24 H % iR
23 WK I 5 mL, fff HIFOAR IR PA Bl 2R BUsE, 2.0
SIS o ] mini -VIDAS 4 [ sh g2 6o
UK PCT, 32 70) e A 2 347 ph 12k [ A L35 0 ) 4
Ht, i FACS LSRII i 241 G i flowcytomix
FEARKM Th17  Tregs 7K, 150 6 S AL s i 9 [
R&D s rl it B M4 IR 547
1.2.2  FUFHITAL

WER A B TN ERE N TSR 2E 5697,
X FEAT I 3 A H BT, #E 2 2020 4F 5 H
31 H ISR E M TS RAF s I BAE T & & WA
FERNTUGA R . BB E RO, A4S AR
PE R 40 (white blood cell, WBC) . C J&Z v & [
(C reactive protein ,CRP) . 447 40 it /5 43 L (Per-
centage of neutrophils, NEU% ) . F! i 2 1 ( Alpha fe-
toprotein, AFP) | K 4 2 iR % 2 i ( Aspartate amino-
transferase, AST) . [ & [ (albumin, ALB) . {j 1 2&
I (Prealbumin , PAlb )&%
1.3 Geit2#Jrik

K FH SPSS 20.0 #AF AT 481150 B, 1 Bk
K (x£5) Kon , L [A] LACR ] ¢ 4055, Z2 4110 L
AT 2K 50 . SR £ G Logistic 18113 7 Hr 52
i) ACLF B & s A Rk & . £zl
T AE R E (ROC) il £ 43 #F PCT . Th17. Tregs X}
ACLF (& FilJ5 A B S AN {8, 3155 M 48 i
FU(AUC) ., Pk P<0.05 K22 7 HAGHE XL,

2 FHR

2.1 =4 PCT.Thl7.Tregs Fik/KF L5
PCT .Th17 . Treg #ik/K-V-: ACLF 1 >CHB 4>
XTHRAL, 22 A G L (P<0.05) . W&k 1,
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R1 Z=ZHPCT.Thl7.Tregs RiLKFLLE (x£s)
Table 1 Comparison of the expression levels of PCT, Thl7

and Tregs in the three groups (xs)

21531 n PCT (ng/mL) Th17(%) Tregs(%)
XJ HEZH 97 0.49+0.12 0.44+0.11 0.07+0.03
CHB 4 99 4.11+1.24° 2.14+0.18°  1.03+0.24°

ACLF4 106 6.33£2.17° 3.60£0.71°  2.92+0.85"

FAH 404.47 720.79 787.81

PiE <0.001 <0.001 <0.001

1 5% B2 LA °P<0.05, 5 CHB £ [ 45 °P<0.05 .,

2.2 AN[A|AF ] ACLF # 3 PCT . Th17 ., Tregs % ik
K- L%

PCT . Th17. Tregs 7 ik 7K °F : W 1] > rjr j] > KL
W, 2RSS E L (P<0.05), WL#E2,

%2 AERHEI ACLF &% PCT.Th17.Tregs Fik7KF
BEEL (x+s)
Table 2 Comparison of the expression levels of PCT, Thl7
and Tregs in ACLF patients in different periods (x+s)

2151 n PCT (ng/mL) Th17(%) Tregs(%)
R 41 4.76+1.12 2.2020.11 1.39+0.15
ki 39 6.10+1.30° 3.11+0.18° 2.57+0.24°
e 10 26 0.15+1.37° 6.54+0.71°  5.87+0.85"
FAi 08.38 2270.11 796.24
P{H <0.001 <0.001 <0.001

s 5 BLI4H [ *P<0.05, 5 rh 1 4H [h AL PP<0.05.,

2.3 FM ACLF 35 5 W fa B R R 7 br

2.3.1 2 ACLF B E 5 A KR ZE 4T
ASTAPE B AR IS L AST . ALB \PAIb 75 i 5 K 4F

H 5 A B Z A i 2: 5 2o it 2 (P>

0.05) , WBC ,CRP ,NEU ,AFP ,PCT,Th17 , Tregs $§

P AE PR 20 [] L0 35 22 S 349 G2 3 L (P<0.05) o

W23,

&3 FMACLF BEWEARBRERNMN (vxs)

Table 3  Analysis of single factors affecting the prognosis of
ACLF patients (x+s)

i 4 i 5 AN B 4 . -

S hﬁ Ezﬁﬂ hﬁ jf)ﬂ Uy P
P (CB14) 58/17 19/12 2.840  0.091
(L) 49.14+5.12  49.62+#5.62 0426  0.670
WBC(X10°/L) 6.32+2.16 15.34+2.95 17.495 <0.001
CRP(mg/L) 9.20+3.84 22.64+3.14 17.236 <0.001
NEU (%) 61.32+1524  81.55%15.69 6.163  <0.001
AFP(mg/L) 2.15+0.16 15.26+£3.24 35177 <0.001
AST(U/L) 23.26+3.21  24.14+3.55 1244 0216
ALB(g/L) 36.71£3.54  37.16£3.33  0.606  0.546
PAIb(mol/L) 4.62+1.33 485124 0.825  0.410
PCT (ng/mL) 4.61+0.18 10.52+£2.66 15.237 <0.001
Th17(%) 2.36+0.75 6.62+0.76 26499 <0.001
Tregs (%) 1.700.06 5.87+0.62  57.982 <0.001

2.3.2 3¢ ACLF B H FE A KR ZHZ 8T

F R W T 22 548 PRk T £ 5T Logistic
[ 94347 , 45 52 57 : WBC .CRP .NEU . AFP .PCT .
Th17.Tregs A0 ACLF 2% il Jo A B A9 S 1
K& (P<0.05), W4,

F4 FMACLF BEBREARZERSHN

Table 4 Analysis of multiple factors affecting the prognosis
of ACLF patients

HZE HRS FpfER Wald 2 OR(95% CD{E  P{4
WBC 0618  0.144  3.263  1.855(1.399~2.460) 0.039
CRP 0567 0213 4177 1.762(1.612~2.676) 0.010
NEU 0416 0185 4960 1.515(1.054~2.178) 0.001
AFP 0306 0117 6941  1.357(1.079~1.707) <0.001
PCT 0409  0.147 5069  1.505(1.128~2.007) 0.001
Th17 0336 0118 10621 1.399(1.110~1.763) <0.001
Tregs  0.362  0.164 8555  1.436(1.041~1.980) <0.001

2.4 PCT.Th17,Tregs X} ACLF (&3 TilJ5 AN & 11
T AN {E

el ROC fHh£8 7T %1, PCT+Th17+ Tregs B4 T
I NSCLC il J5 A R 80 B AR 5 B2 43 0l oy
0.872.0.717, AUC=0.859, B fi. (= T = & Bl 751300
(P<0.05), W3E5.K 1,

£5 PCT.Thl7.Tregs ¥} ACLF BEW/EF R AT MMNE
Table 5 The predictive value of PCT, Th1l7 and Tregs on
the poor prognosis of ACLF patients

iutUPSER AUC  95% CI  HURE ¥R  PHE
PCT 0.791 0.719~0.826 0.745 0.623 <0.001
Th17 0.768 0.670~0.865 0.660 0.528  <0.001
Tregs 0.774 0.678~0.870 0.681 0.585 <0.001
PCT+Th17+Tregs 0.859 0.781~0.938 0.872 0.717  <0.001

Tregs

2 g6 -
— PCT+Th17+Tregs
Bx2;

0 02 04 06 08 10
1

TR

1 ROC HiZkE
Figure 1 The ROC curve

3 it

PCT 78 1E % 15 B F 26 35 /K A, {H A HLAAK H
PRAN TR IR G5 A% B B E S5 1 A Rl I T
SR SN TR H 1 PCTT A, T 4 200 781 7 7 A 1 Y
R EZAES . DS & B ACLF IR PN
B R IMLAE 2 5 AT R & R I il i 25 A,
7 U T 4 1) 0 JR RN T S O T AT 5 B AR A,
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L1 Galectin-9 Al PD-L1 %} 1 £ FURTF R AT S e Fe
ez i

KA XAes HIEE

(5 ZE] B T 2 U054 2 -9 (Galectin-9 ) FIFE JE PE AL T 32 A& - B 44 1 (PD-L1) %} &
P 2 B & (CHB) I BE S5 A2 BE iz i (. 75 #2020 45 1 A & 2021 4F 7 7 J8 1 g h
0B FHR B BE CHB HR & 126 6 4 WA AL, 5] 1 16 HU 45 44 £t B 1A G 3 o oF BRUZH o L 5 7 40 11 R 4
HE J I Galectin-9 , PD-L1 /K, CHB % Ifil 3% Galectin-9 . PD-L1 /K “F- 5 Il R 4% AE A8 e 1 , Logistic
94y r CHB & 3 2 & I E 4 i 2 i (N %, &2 1% TAE R AE (ROC) 43 A7 1L ¥ Galectin-9 , PD-L1 Xf
CHB B E I RIERER WM E. E8  MEA LT Galectin-9 \PD-L1 /KF & T X B4, 2574
iit 2 X (1=19.108, 21.523 , P<0.05) ; CHB H 2 IfiL i Galectin-9 . PD-L1 7K ¥ 5 HBV-DNA . 4 4it /3
G L7 A AL 4 109 1 5 IE A 9 (P<0.05) 5 Logistic [ 545 #4347 {2 7% , HBV-DNA X Il 7 Galectin-9 , PD-
L1 /KT 344 CHB (835 i 35 JHFIIE 498 5E 44 57 75 6 IR 6 (P<0.05) ;ROC 7K, Galectin-9 . PD-L1 Bt 512
W U 56 F A5 B ) AUC 1B 0.850 fie K, X I UER E Ok 85.96% , % 5 JE Ok 72.46% , T B — 12 Wi (P<
0.05)., #51% CHB B3 Il 7% Galectin-9 \PD-L1 5 % 1= 35 , H AT 1 1o 12 W I WE 46 58 A2 B, 1T
Wi CHB P59 1t Ji2

[ER] PIEEER-9; BITHEIT 2B 1; 181 CRUFR 5 L SAE R

The diagnostic value of serum Galectin-9 and PD-L1 on the degree of liver inflammation
in chronic hepatitis B

JIA Mengshan*, LIU Jiamin, YANG Yanxia

(Department of Hepatology , Zhoukou Hospital for Disease Control and Prevention, Zhoukou, Henan, China,
466000)

[ABSTRACT] Objective To investigate the diagnostic value of serum galectin-9 (Galectin-9) and
programmed death-ligand 1 (PD-L1) in the degree of liver inflammation in chronic hepatitis B (CHB ). Meth-
ods From January 2020 to July 2021, 126 CHB patients in Zhoukou CDC Specialized Disease Hospital were
selected as the observation group, and 45 healthy subjects were selected as the control group during the same
period. The clinical characteristics and serum Galectin-9 and PD-L1 levels of the two groups were compared,
and the correlation between serum Galectin-9 and PD-L1 levels and clinical characteristics in CHB patients was
compared. The ROC curve was drawn to analyze the diagnostic value of serum Galectin-9 and PD-L1 on the de-
gree of liver inflammation in CHB patients. Results Serum Galectin-9 and PD-LI levels in the observation
group were higher than those in the control group (7=19.108,21.523, P<0.05). Serum Galectin-9 and PD-L1
levels in CHB patients were positively correlated with HBV-DNA , inflammation grade and fibrosis stage (P<
0.05). Logistic regression model analysis showed that HBV-DNA and increased serum Galectin-9 and PD-L1
levels were independent risk factors for significant liver inflammation in CHB patients (P<0.05). The ROC

curve results showed that the AUC value of Galectin-9 and PD-L1 in the diagnosis of liver inflammation was

K2R B T HAHET E.ER B (20200725)
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the highest at 0.850, with a corresponding sensitivity of 85.96% and a specificity of 72.46% , which were bet-

ter than single diagnosis (P<0.05). Conclusion Sserum Galectin-9 and PD-L1 levels in CHB patients are ab-

normally high, and can more accurately diagnose the degree of liver inflammation, which is conducive to mon-

itoring the progression of CHB disease.

[KEY WORDS ] Galectin-9; Programmed death receptor-ligand 1; Chronic hepatitis B ; Degree of liv-

er inflammation
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WL 1M 15 Galectin-9 , PD-L1 /K- T %) I 4H , 2%
SAEGI R X (P<0.05), WFEI1,
F1 WAIGRKRIFHER IMF Galectin-9,PD-L1 7k F
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Table 1 Clinical characteristics and serum levels of

Galectin-9 and PD-L1 in the two groups [n(%), (x+s) ]

i WMERA XFiE4 .
=3 IS
15 (n=126)  (nmd5) XM P
A
=40 % 58(46.03) 21(46.67)
0.005 0.942
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51
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. .809
E’8 53(42.06) 18(40.00) 0.058 080
iRiNiE=gon
AST(U/L) 33.31£7.25 32.79+6.84 0.419 0.676
ALT(U/L) 32.58+8.96 31.55+8.43 0.672 0.503
TBil (wmol/L ) 16.94+5.06 16.3124.28 0.745 0.457

PT(s) 12.84+1.36 12.62+1.13 0.972 0.333
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HBV-DNA (x10°# Il/mL) 8.27+1.09

Galectin-9(ng/mL ) 1.92+0.55 0.33+0.15 19.108 <0.001
PD-L1(%) 1.52+0.34 0.38+0.17 21.523 <0.001
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$FETE L1
Table 2 Correlations between serum Galectin-9 and PD-L1

levels and main clinical characteristics in CHB patients

5 I RS E Galectin-9 PD-L1

r i PiH r{H PiH

AST 0.028 0.654 0.082 0.471
ALT 0.034 0.605 0.114 0.225
TBil 0.052 0.528 0.058 0.525

PT 0.049 0.557 0.072 0.493

Alb 0.108 0.239 0.109 0.241
HBV-DNA 0.751 <0.001  0.548  <0.001
RIE TR 0.526 <0.001 0472  <0.001
21 Ye Ak 510 0.251 0.018 0.236 0.021
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Table 3 Univariate analysis of significant liver inflammation
in CHB patients [7(%), ) (x+s) ]
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PT(s) 12.69£1.29 13.02+1.25 1.449 0.150
Alb(g/L) 40.83+3.96 40.34+4.07 0.683 0.496
HBV-DNA (x10°#% Il /mL) 7.75£1.07 8.90+1.24 5.583 <0.001
Galectin-9(ng/mL) 1.65+0.47 2.24+0.62 6.072 <0.001
PD-L1(%) 1.39+0.28 1.68+0.37 5.004 <0.001

JERFIE S AE=1, B E IR R JE=2) R 3 hEZRA
et i SIS A AR i (A : SEPRED) , v H
Logistic [F] AR /347, 45 1 .7~ , HBV-DNA JZ Il
I Galectin-9 ,PD-L1 7K F-J+ &3 CHB (44 3%
JH I 9 S Al 37 SE R [ R (P<0.05) o WLFR 4.

R4 CHBBEEZMREZ EE Logistic B 5
Table 4 Multivariate Logistic regression analysis of
significant liver inflammation in CHB patients

EES BfH SE Wald y’fH ORfE 95%CI  PfH
HBV-DNA 1.744 0.439 15.780 5.719 4.062~8.053 <0.001

Galectin-9 1.593 0.519  9.417 4917 3.315~7.293 <0.001
PD-L1 1.640 0.528  9.646 5.154  3.517~7.554 <0.001

2.4 [Ifily Galectin-9 .PD-L1 X%} CHB & i 28 i
TR 2 W (E

DL 3 B 98 E £8 34 1L 3 Galectin-9 ,PD-L1 7K
SR BHPEREAS, LLA% BE JHIE 4 JE £ 34 135 Galectin-
9 .PD-L1 /K~F- R BIMEAE A | 22 3l 45 458 b 12 W 1Dk
RAGEFE B ROC il £k , 45 S & 7K, Galectin-9 |
PD-L1 fli T 5 -2 Wi Bk & 2 B AUC | K,
0.850, WF&5. Kl 1,

%5 M7 Galectin-9.PD-L1 Xt FFAE & fE 2 FE A9 BT ME
Table 5 The diagnostic value of serum Galectin-9 and

PD-L1 on the degree of liver inflammation

bR AUC  95% CI  cut-off {H #URE FrRE PIH
Galectin-9 0.789 0.710~0.869 1.79 0.825  0.623 <0.001
PD-L1 0.730 0.643~0.817 1.51 0.842  0.522 <0.001
B4 0.850 0.782~0.918 0.860  0.725 <0.001
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Figure 1 ROC curve of serum Galectin-9 and PD-L1 in the

diagnosis of liver inflammation
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Analysis of cytokine levels in serum and vaginal lavage fluid of patients with nonspecific
vaginitis

DUAN Ningxia*, SHEN Chaohong, YAN Xiling

(Department of Obstetrics and Gynecology , Maternal and Child Health Hospital of Jian’an District, Xuchang
City, Xuchang, Henan, China, 461000 )

[ABSTRACT] Objective To explore the changes of interleukin-2 (IL-2), IL-8, IL-10 and tumor
necrosis factor a (TNF-a) levels in serum and vaginal lavage fluid of patients with non - specific vaginitis.
Methods 108 patients with non-specific vaginitis treated in Maternal and Child Health Hospital of Jian’an
District, Xuchang City between June 2020 and June 2021 were selected as the study group. Meanwhile, 68
healthy volunteers were selected as the control group. Patients in the study group were given drug treatment. The
levels of IL-2, IL-8, IL-10 and TNF-« in serum and vaginal lavage fluid were compared between the two
groups. Results A total of 120 pathogenic bacteria strains were detected in the 108 patients, and the proportion
of Streptococcus was the highest (36.67% ) , followed by Staphylococcus (23.33% ). Before treatment, the
levels of IL-2 and TNF-a in serum and vaginal lavage fluid in the study group were lower than those in the

control group, while the levels of IL-8, IL-10 and IL-6 were higher than those in the control group, the
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difference was statistically significant (P<0.05). After treatment, the levels of IL-2 and TNF-« in serum and
vaginal lavage fluid were significantly increased, while the levels of IL-8, IL-10 and IL-6 were decreased in
the study group (P<0.05) , but the difference in the above indicators between the two groups was not
statistically significant (P>0.05). Before treatment, the levels of CD3", CD4" and CD8" in serum and vaginal
lavage fluid in the study group were significantly lower than those in the control group (P<0.05), which were
significantly increased in the study group after treatment (P<0.05). The differences in the above indicators
between the two groups were not statistically significant (P>0.05). Correlation analysis showed that there was
no correlation between inflammatory factors in serum and vaginal lavage fluid and T cell subsets (P>0.05).
Conclusion The serum and vaginal lavage fluid of patients with non-specific vaginitis showed low expression
of IL-2, TNF-a, CD3", CD4", and CD8", and high expression of IL-8, IL-10, and IL-6, indicating that the

imbalance of the above factors may be caused by an important factor that mediates the imbalance of immune

function in patients with nonspecific vaginitis and promotes disease progression.

[KEY WORDS ] Non-specific vaginitis; Serum; Vaginal lavage fluid; Interleukin-2; Interleukin-8;

Interleukin-10; Tumor necrosis factor
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BHEHCR HIBCRAEA £ K658, 20 18] 114 BB AR
FHASEAEAS ¢ K62 56 5 1L K% 73 4 ok v v R 4 P
55T 20 M3 45 B A 5 25 2R ] Spearman AH 5¢ 1% 73
s P<0.05 A ZFA G EE Lo

2 #R
21 IR R
108 141 2 35 L6 1 120 Bdms g, 56 S

SN & B, BE R JE R e o F L, 5 L 36.67%
B Rk 2, b 23.33% . W1,

x1 REESH

2.2 PHAL MG A i L

YRIT HT AR ST 4 I P TL-2 L\ TNF-o {1 T X 1R
4, IL-8 \IL-10 \IL-6 = T X 4L, 2 5 A G it 2%
= X (P<0.05) , H BF 58 36 97 5 1% IL-2,
TNF-o 4 i % FF 5, IL-8  IL-10 . IL-6 F& 1%, 22 %
Gt = L (P<0.05)  (HWF 58 4G 97 5 1
DL EdE bR 50 B i, 22 S5 gt g L (P>
0.05). WLk 2,
2.3 PO PIE RE VR T SORE IR i LR

TBIT AT ST A B B HE VR P IL-2 \TNF-o fI6 T
Xf B4, TL-8  IL-10 . IL-6 = T X 41, 2 %A 51T
2 X (P<0.05) , HWF5E 413G 97 I B 28 3 vk i v
IL-2 . TNF-a ¥ 8 H 5, IL-8 IL-10 . IL-6 [Ff%, 2=

Table 1 Distribution of pathogenic bacteria
WA A Pk WL (%) A G X (P<0.05) (B HF I 4 IA YT I B iE
N 2 23,33 MR LA AR X R AL U, 25 R RS o
G v (0 A BR T 21 17.50 e s
5 R ) A 2 BR 7 5.83 B (P>0.05) W33,
HEER R 14 36.67 2.4  THAINTE T T I REE AR K Hods
HY R i B R T 20 16.67 YRS BT R AT 4 1 I + + +
ZRGE MR 14 67 167 R AIT 52 4L 1 i EP c3133\ .CD4" .CD8 ﬁﬁ
AR VI A R 10 8.33 RTF XA, 2R A g it 222 X (P<0.05) , HHF5E
féﬁﬁ f 1 9.16 YHIAYT IS LG th CD3* .CD4* .CD8" ¥4 b i, 2%
SE R AT 7 5.84 R N e L S N \
i1 AR 2 X 053 AT IE X (P<0.05) , [ABFFEALIAYT IR ML T LA
PRI AT 1 0.83 LA tr 5 XA R, 2 5 gt E X (P>
P R R AT P 1 0.83
0.05), WLz4,
BB T T 1 0.83 )o A e e N
HoAy 37 30.84 2.5 TN BHEVE VW T 40 R 48 bR K e i
Rl 57 17 14.17 1R T W 9T 41 B 38 HE Uk W CD3 T . CD4”
et | e CDB" 3 1 T X1 I, 2% 5 A7 46 42 2 3L (
PR ST 5 417 D8 v 25 1k Tx ,\:\/ 5 It G == P<
AR 4 3.33 0.05) , Ht 52 4H36 97 5 BB HE e h CD3" .CD4" |
F2 WAHAMBAREERFESELE (v+s)
Table 2 The levels of serum inflammatory factors in the two groups (x+s)
20531 n IL-2(pg/mL) IL-8(pg/mL) IL-10(pg/mL) TNF-a(ng/L) IL-6(pg/mL)
Xt R 41 68 16.25+3.54 116.54+12.36 13.05+2.64 32.56+3.78 44.67+5.29
WERe  RIT T 108 8.87+1.33 517.26+56.43" 28.36+3.54°" 23.64+5.41° 71.569.42"
BT S 16.17+3.25 127.54+13.69 12.6422.58 31.87+5.69 45.54+6.74
i 21.604 67.749 39.294 10.893 23.345
P 0.000 0.000 0.000 0.000 0.000

TE: SXFIRZLLE ,*P<0.05; /MK N GETHE IR YT IR SIRT T LA R .

x3 MAREERRPREERFRIEILE (vzs)

Table 3 The levels of inflammatory factors in vaginal lavage fluid of the two groups (x+s)

H n IL-2(pg/mL) IL-8(pg/mL) IL-10(pg/mL) TNF-a(ng/L ) IL-6(pg/mL)
X B 68 13.26+2.48 105.64+12.33 11.45+2.64 27.64+3.54 40.61+5.28
oISk bEPagil] 108 7.56+1.03" 489.64+51.33" 26.54+3.15" 18.33+2.64° 65.41+7.53"

BT A 13.18+2.54 109.54+13.28 11.27£2.51 27.26%3.61 40.39+5.37

i 11.346 14.537 13.690 15.001 14.369

P 0.000 0.000 0.000 0.000 0.000

E: xR LE , P<0.05; R NG AIRIT IS SRS LSS R o
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F4 WAMBR THEEIERKTELRE (vs)

Table 4 The levels of serum T cell subsets in 2 groups (x +s)

25 n  CD3 (%) CD4" (%)  CD8 (%)
X 2 68  61.54+7.21  41.25+6.33  32.54+3.67
WHoEd JRITRT 53.26+6.57"  36.29+5.44°  26.41%3.59°
. 108 ) )
BT 61.07+7.18  41.33+£5.69  32.13+4.23
tHE 5.671 7.920 11.200
Pl 0.000 0.000 0.000

VE: S AHIALLL , P<0.05; KK PUEHHE AT IR S IAY AT LSR5
CD8" ¥ E T, 22 5 A geita¢ a2 X (P<0.05) ,{H
WFELHIGYT Jo BB Ve rh LA 46 bR 5 0 R
B, EZRIEIFEL(P>0.05), W3K5,

K5 THAFFEERRTR THEBERKTELLE (X+s)

Table 5 The levels of T cell subsets in vaginal lavage fluid

of the two groups (x+s)

215 n CD3(%) CD4'(%) CD8(%)
X 2 68  60.27+5.33  41.33+6.54  32.47+3.69
WFFE IBIT T L08 52.36+5.45" 35.67+5.28' 25.41+3.6°

HIT A 61.33+6.97 41.28+5.64 32.57+4.13
HE 13.201 23.114 15.219
PiE 0.000 0.000 0.000

SN, P<0.05; 24 WG HE IR YT G SIRY7 T HLES 3R .

2.6 IMLiE P RAE N 75 T 400 REFS bR A e vE oA
AH S A B & B, I T AE I 5 T 4 i
HEFE PR TCA NE (P>0.05) . WL 6,
%6 MFEPREETSTHMBERELEST

Table 6 Correlation between serum inflammatory factors
and T cell subsets
CD3" CD4" CD8’

rfi PfH i PH i PH
IL-2 0.031  >0.05 0.080  >0.05 0.021  >0.05
1IL-8 -0.034  >0.05 -0.078  >0.05 -0.009  >0.05
IL-10  -0.205 >0.05 -0.024  >0.05 -0.137  >0.05
TNF-a«  0.135  >0.05 0.058  >0.05 0.098  >0.05
IL-6 -0.089 >0.05 -0.094  >0.05 -0.013  >0.05

|

2.7  PLEBEVEWR D AAE N 75 T 4R bR
Yo b
FHRAE S K B, DLE BE Ve P RAE N 715 T
HRMIAESE AR ICA R E (P>0.05) 0 LR 7,
x7 WPEEREDPRERTSTHABBEEREXES T
Table 7 Correlation between vaginal lavage fluid

inflammatory factors and T cell subsets

CD3* CD4" CD8"

21531

rH  PE rH  PE rH  PE
IL-2 0.139 >0.05 0.074 >0.05 0.035 >0.05
IL-8 -0.131 >0.05 -0.061 >0.05 =0.047  >0.05
1L-10 -0.126  >0.05 -0.000 >0.05 -0.024  >0.05

TNF-a  0.013  >0.05 0.037  >0.05 0.096  >0.05
IL-6 -0.128  >0.05 -0.058 >0.05 -0.085 >0.05

3 it

TEAME 5T, 108 il /8 3 ALK 120 #K % [
B, LG5 D B 4 A A B 4 Rk R R IR e B o
U, 48] % BR P B R IR 2, $E s B BR B O 25 Bk
PR B 5 S 1 B 0 J e 1) = L0 SR T I AR
IR HEATAH SC 25 B0 8 5 45 T IR YT, R o e AR T
2

AR AR R AR R R PP R B IL-2.,
TNF-o 8 fil BE % A, IL-8  IL-10 . IL-6 /K 5 7,
S3ATT Th1 B Th2 bk B 4 i 38 o 5 53 90 1 % 1% 1k 44
Ji 434k K 48 (B 98 47 8 45, Thl K& Th2 #4255 5§10k
W) 25 52 W HLAAS 20 i R 9 & B, TL-2 \ TNF-o 728
1 Thl 40 9 43 i , IL-8 . IL-10 . IL-6 JI| i1 Th2 48 Jfg
O3 Uh , SRAT AR TR, 2 AR LA G 8 - iy 1) 2 [
T AR JEAR AR ZE BT 5, TR P S SRR R, 12
% A F A FRAK, B2 7 KT, 107, Thl 2
Th2 (0 J5 , W2 3O 50 & A . AR
W IE LA YT I I3 B BB E VRV IL-2  TNF-«
i T TL-8 . IL-10 . TL-6 F#A, (A 55 4LiR 77
Je I35 B I8 HE Ve LA FE An 5 X B A
LS HGIFE L, X PR LA YRIT I B I
T S IO O VR v 4 R - T R AT

WAL, 36 97 W 9 41 1 T R BH T HE vk WP
CD3".CD4" .CD8" i 1L T X HRAH , $ 7 R4 e
BF13E 48 585 1ML M B v rh CD3* .CD4" .CD8"
PIA g A I, CD3 S PRI T 4 i = 224554,
CDA4"Jg Th kR4 , Th w5 88 A= 58, B HoAth
AT B 7= A GE SO B A LA S , CD8 o 2 i
FEPE T 40 (Te) bRaba¥y , Te Z3 405 e, vl ;e 5 4%
39 T 200 L S A BRI i A O T AR S
PR A 8 FR A BN Il T B BT FE VR T 4 e
i, LA e HREAR R, M35 S BF A JE v b 4 i
BE S I LA 4 A BB T 359 5 I N PR RRAL S A A T
TS5, T 9k L 440 e ot 200 PR 1 I At B =22 32 31 5
i), CD3*.CD4" .CD8" i F FEAK™ o 9 4E A F 7K
(7t = 2 SR R REDIREZEALAT — 2 X & L (AR
FELHMSAE AT LB, M35 F2 B8 HE VR b R AE A
5 T 4HMEHFHE bR ICAH DG , v e 5 AR A
LU

g5 LTI AR RS M B R AR I A B
WV TL-2 \TNF-« S T A G Ak BRI
IL-8.IL-10IL-6 FR ik T+ , #E DU H 7 5 1 240 i S
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IL-18 . IL-1 Ml MMP-13 TEM S Vi#h P 5 Vi Ry £
ik Bl AR & XL

e OMREA MRS RKEFS Bk

(# Z] B HWEAAEIBAL-18)I. A &R 1(IL-1) 48 & H#EF 13(MMP-13) A 7O B 1
KT (KOA) P FRIA R TR 2 X . ik PRI 2018 4F 1 A 2021 4F 1 A B & 0 IR BE BE A1 B i s
1 113 ] KOA B WMER AL, M HE K-L 509074 11 904 34 49 T4 47 9] L IV 920 32 ], e FUAS g [ 39
122 Bl R AARE 2 B A . BRI ZH 90 B AR TR] K-L 43 8% KOA f35 IL-1B . IL-1 MMP-13 7KF, 7347
ZHEFR S KOA H3% K-L A A AT 50 KOA SBE TG ARG ZE, R WE4IIL-1p.
IL-1 . MMP-13 7K B & i T X BB A, 22 e 5 4o 122 B L (P<0.05) o A K-L 43 4% 8 3 IL-18 \IL-1
MMP-13 K- L ag: T R <M G <V 2, 22 7 A Ge it 42 L (P<0.05) . IL-18.IL-1 MMP-13 5 K-L
SRR IEA G (P<0.05) o AFIE=65 %5 AR 2 RAEAR S BAFBR A . L-18 S0 1 = IL-1 S 1 e
MMP-13 53 14 5 4 520 KOA B3 TG AS KIS AR 3 (P<0.05) . 4518 L-1B.IL-1 &2 MMP-13 7
KOA H 3 Hr 3R K-35 8, I AC 1T XeF £ it — 35 A, B Pt PPl KOA BR300 155 1k e S U RS

[RBIR] MO EMIC R, IL-18; IL-1; MMP-13

Expression and clinical significance of IL-13, IL-1, MMP-13 in knee osteoarthritis

GUO Jian'*, XING Qianlong®, HU Bin®, ZHANG Haiyong', LI Tao"

[ 1. Department of Orthopedics, Luyi Zhenyuan Hospital, Zhoukou, Henan, China, 477200; 2. Department
of Knee and Joint Diseases, Luoyang Orthopedic Hospital of Henan Province (Henan Orthopedic Hospital ) ,
Zhengzhou, Henan, China, 450000; 3. Department of Sports Medicine, Zhengzhou Orthopedic Hospital,
Zhengzhou, Henan, China, 450000; 4. Department of Spine and Joint Surgery, Luyi Zhenyuan Hospital,
Zhoukou, Henan, China, 477200 ]

[ ABSTRACT ] Objective To investigate the expression and clinical significance of interleukin 18
(IL-1B) I, interleukin 1 (IL-1) and metalloproteinase 13 (MMP - 13) in knee osteoarthritis (KOA).
Methods 113 cases of KOA admitted in the inpatient department of Luyi Zhenyuan Hospital from January
2018 to January 2021 were set as the observation group, according to KL classification they were grouped: 34
cases in the Il group, 47 cases in the Il group, 32 cases in the IV group, 122 cases underwent healthy
physical examination in our hospital during the same period were selected as the control group. The levels of
IL-1B, IL-1, and MMP-13 in KOA patients in different groups and different K-L grades were compared, and
the correlation between the three indicators and the K-L grade of KOA patients was analyzed. The related
factors affecting the poor prognosis of KOA patients were analyzed. Results The levels of IL-13, IL-1 and

MMP-13 in the observation group were significantly higher than those in the control group, and the difference

KRB T B S XA B (182102310512)

Yok B4a 1. R B AR EREA, ", B v 477200
2.7 A& ER B (A &8 B A ER) X T mA, 7, #00 450000
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was statistically significant (P<0.05). Comparison of IL-1@3, IL-1 and MMP-13 levels in patients with different

K-L grades: grade II group <grade Il group <grade IV, and the difference was statistically significant (P<
0.05). IL-1B, IL-1 and MMP-13 were positively correlated with K-L grade (P<0.05). Age = 65 years old,

meniscus tear, failure to exercise after surgery, abnormally increased L-1, abnormally increased IL-1, and

abnormally increased MMP-13 were independent risk factors affecting the poor prognosis of patients with KOA
(P<0.05). Conclusion The expression levels of L-18, IL-1 and MMP-13 are relatively high in KOA patients,

and clinical testing of these three can be strengthened to assess the disease progression and prognosis of KOA

patients in a timely manner.
[KEY WORDS |

18 5 B P T R (Knee osteoarthritis , KOA )
I AR UL ) — 0 A B DG B L 7E 50
LU B AR R A", KOA BFIRC
o IR R T E A OSSP AT E I
M, RS REEREE . ITREEE N D EB ],
KOA AJZEAWr F @A, IR 273 %t
IR A E A, JERT I 9 A AL A TS R A
9% . Fk 4 )& & F1 i 3 (Matrix metalloprotein -3,
MMP-3 ) 2 1 643 06 1 240 L PR, % 4z i 2 1 g AT
B E KA R 2RI EA . A
4% 1B (interleukin-18,IL-1B8) . 141 % 1 (interleu-
kin-1, IL-1) 3% 2k 5 PR 1 BEE 40 21 4 Db 19 32 B 58 0 A
¥, W] 54N A D A2 AREE G R R
Dige™ . AWK BT IL-18 . IL-1 . MMP-13
1 KOA 847 MLV Hh 3R 35 , JF 0 i = T4 hr 5
Kellgren-Lawrence (K-L) 7 2% i AH G, DL A i
JRITAl KOA B it Jede 2% . BB T,

1 #RE5HZE

1.1 — R

YEHL 2018 4F 9 7 & 2021 4F 2 H JiE & BLI5 EE b
FEBETRIA Y 113 1) KOA HE BN ML, A
P : QTG h i Bl 2= 20 f A S 2 Bibn
HEL s QFFAE BT A e R, 16 S A i R
T @K-L g T 9~V ; @¥HEABE G 1 N
HEAT R B IE BRIV YTY o HEBRARUE : A IFH Bk
T CE S A T AL Y R @G I A

Knee osteoarthritis; IL-13; IL-1; MMP-13

PEMRE M EERE T ERNA; OA WS LAY
T 5B @28 KB M G 4 R AR R 51 & 1Y
ST R AR o 3 O B[] 09 122 497) 4t B A A
BV IR P — AR A 22 R R ST
RN (P>0.05), HA R, R, A5
ZBiEAEHER S E T, ZIRECE S
AR E A
1.2 Jrik

MBS F A BE 24 %, X BRAL F K 24 H il B
TR A K L 3 mL, JCT Pk, 4C T i E 30
min, 3 000 t/min (=10 cm) & .0> 15 min, 73 &5 Ifil
T, —18CLRAERFI , 4 7E 42 h N 58 LRI . 107
il K e 28 WO o AN afi 3 TL-18 . IL-1 . MMP-13 7K
L R & B s R SEAE R A IRA L, B
P20 IR ™ s 4% UL W] AT B . IL-1B IR
il : 22~57 (pg/mL) , >57 (pg/mL) #0 hy 5 14 & 17 5
IL-1 1E % 75 [ : 54~89 (pg/mL) , >89 (pg/mL ) fi Ky
SEH B MMP- 13 1E B 7 B : 40~110 (pg/
mL ) ,>110(pg/mL ) M A 555 48 =5
1.3 K-LArApnifE

04 1EH 5 1 2. T B B nl WLBH B8k | I
HrTREA B T4 51 [a] B n] DL A i e 48
It HAT B A S B 5 TG« 7y [ i ] D 2 A g A
78, HAE AR s B 8 T, MACE A /MERIN &
Rl BERE AL 5 IV 9. ST (R B nT UL B AR %S oA
KAt E B R N B A R B A Y s D
WAE R B A B B E

F1 WHA-RBABLLE (n(%), (xzs5)]

Table 1 Comparison of general information between the two groups [1n(%), (x+s) ]

) Ll , il 5] K-L /3%

A " [ i R Jil 1ilk % 1% V2%
WML 113 41(36.28)  72(63.72) 58.36+7.54 50(44.25) 63(55.75) 34(30.09) 47(41.59)  32(28.32)
Xt HE 21 122 54(44.26)  68(55.74) 57.12+7.19

1 1.551 1.290

P1E 0.213 0.198
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i H SPSS 22.0 e 1T 4t Bl o %k B
BHAFE n (%) 2R, R kg s THE R (v £5)
Fon A BCR ¢ K 56 5 2 4 1) e R
F K 5 5 R H Pearson Bk #H 5 43 # IL-18 \IL-1 .
MMP-13 7K V- ¥ i 5 K-L 4% 9% i 4 6 ¥ 5 R
Logistic 8] 9 437 52 i KOA Tl J5 s BL 1 AH 56 15 [
HZE ;DL P<0.05 AR HAGIEE X,

2 HR
21 P4l IL-18.IL-1 MMP-13 /KF-

WML IL-1B . IL-1 . MMP-13 /K - & T % 1]
M, ZF AR L (P<0.05), W32,
£2 FAHIL-1B.IL-1 MMP-13 7K F [ (¥ +s),pg/mL]

Table 2 The levels of IL-13, IL-1 and MMP-13 between
the 2 gropps [ (x+s),pg/mL ]

2H 51 n IL-1B IL-1 MMP-3
WELH 113 89.36x15.65 130.01+37.45  142.00+34.86
XTHRZ] 122 31244627  66.98+10.25 75.25+12.12

tHE 37.874 17.883 19.894

P1E <0.001 <0.001 <0.001

2.2 A K-L 434 KOA 3 IL-18 .IL-1 MMP-13
K-

AJA] K-L 434 3% IL-18 . IL-1 MMP-13 /K 3F-
P : MRA<MPH<IVRA, 2 RA 5T E X
(P<0.05), WL#E3.

2.3 IL-1B.IL-1 MMP-13 /KF5 K-L /32 k&1

L-1B.IL-1 MMP-13 /K ¥ 5 K-L 43 2 2 1IE M
X (r=0.778, P=0.024; r=0.668, P=0.036; r=0.814,
P=0.007)

2.4 50 KOA BH UG A R R

PRSI E 52 M KOA B35 9l Ji A R A AH G R &=
(P>0.05) ; 4Fib=65 % A2 H RIS  RTEAR 51
FREEHR L L-1B S 1/ JIL-1 S35 3 5  MMP-13

F3 AEK-LAHKKOA £EH IL-18.IL-1 . MMP-13
IKFE [(¥+s),pg/mL]
Table 3 Levels of IL-13, IL-1 and MMP-13 in KOA
patients with different K-L grades [ (x+s) , pg/mL ]

MRl n IL-1B IL-1 MMP-3
D%4 34 70.26x10.96 110.68+33.56  120.11+23.57
M2 47  86.64+14.41°  130.58+36.16°  141.37+38.69°
V&4 32 113.65+22.45"%  149.73+43.47%  166.19+41.23"

F1{H 59.700 8.880 13.770

P1E <0.001 <0.001 <0.001

W5 TR LR, P<0.05; 5 94 L5, °P<0.05.,

SH B O I KOA HB 38 TS A KL AY I ST
K2 (P<0.05), W4,
3 iTig

KOA J& FHCEA NS a0 1 1 2R A
SR FEIAEIZIGTE 65 % LA NBER KGR LN
0% o IRV OB AR R SR i
GOREFCE T B B A SRR AR 14 T AR
TEAaH A R | 2R R E KAt 2 e DT H I BT B4
X KOA FHAIZ W JHY7 e o TS 1) DG4

KOA 11 % 1 P B8 W 1 L Rt = s e 1
ok S P RO U IS R B 9 I A T o 3 22 4 i P
T MR, T MRS =, B AR A T R s ok i
KOA ML RAEFEFR KT, X — E M IE A e & T3
ERBEIR , (11715 KOA HEJR g™, L-18 HiGfk
(18 A A R I 2 15 B B 3, T 0 o A i
JoT R 1SR B B, T BT IR . A
F5T 7R L-1B J& KOA & i 72 b 5 5 22 ) RE
A BRAE SCHER A IL-1 7R I H A
EE D TR AR R BOM B 3R Gk A
£, MMP-13 &2—Fh AL H 7, B ZFAYsL
N7, T Ao I S B I A IR SR L, S
5O HCE R R . A SO A B, L-1B8 \IL-1
MMP-13 7E KOA B35 I35 H Y Rk K1 B 2 5 T

R4 ®IKOABEWMEARMBXER
Table 4 Related factors affecting the poor prognosis of KOA patients

s LGNS ZHNE B
OR fH 95% CI PH OR fH 95% CI PIH
AR () (265 vs <65) 1.254 1.113~1.513 0.012 1.536 1.304~1.895 0.031

PEBI B vs 1) 1.356 0.892~3.081 0.869

AR (AT vs T0) 1.369 1.277~1.897 0.019 1.352 1.214~1.883 0.028
A5 R (5 vs J2) 1.254 1.544~1.972 0.033 1.458 1.300~1.705 0.045
L-1B (5 1w vs 1IEH) 1.365 1.357~1.867 0.025 1.563 1.252~1.874 0.040
IL-1 (B3 B e vs IE %) 1.654 1.587~1.975 0.007 1.458 1.329~1.771 0.017
MMP-13 (53 880 55 vs 1IE37) 1.425 1.352~1.884 0.012 1.364 1.266~1.790 0.026
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FT4.TPOAD Jz TgAb I £ iy s P ple 15 5 0l R % Pk
HRIRIPR &S T i

g PR IR

[ E] BB BHIiee Wi iR R &R (FT4) FUR B S PP IR (TPOAD) | HUIR i Bk 2
AR (TgAb) 5648 75 3P 5 FOIR IR 2595 (TN BB PE RS . A3k 201948 1 H &
2021 4F 4 T BHOGRIR 22 Be 42 32 1697 (19 35 1 FH R 0 2 b g s 3 i A e Pk 2 () R e T ) s 38 60 f3]
DR RS R IO R o MR PR 0 T DT A B AT 40 BT, LA I 4L I FT4 . TPOAD |
TgAb ¥ FE LUK bl 2 280, &R k4L TPOAD  TgAb R KT R R4, FT4 W AR T R
PR , 22 76 Geit 2 2 L (P<0.05) . PIAH BT MEE 15 KD LA 25 5 G 25 1 L (P>0.05) o R4
B L RSB R R T R, 2 5 A 50T F B X (P<0.05) o 323 TAERHE 4
(ROC) 73 #f1 i 7R , FT4., TPOAD . TgAb it 7 it AR Bk 5 46 i) TN R 3% P 19 Bl % | ##EW%%U%
94.29% . 88.33% , I £~ 1H FX (AUC) K 0.913, Y B 48 H°H 0.826 (95%CI: 0.837~0.961) (P<0.05) , &5+
FT4 . TPOAD . TgAb 5 £ 48 75 B i i A5 6) TN BLRE 1R EL AT %58 25 4 Ife IR S S A1 llmf“#jT%%%%é’aml
TG AR DL SRS BRGNS 1 TN B, R R BOERRIGYT , s B s .

[SE5BiR]  FURARZS T ; RSN 5 Ve DUm i R 4R ;. FOR IR A Ak eI s HOAR IR BR 7R
PR s 875 S 1A

Value of FT4, TPOAb and TgAb combined with ultrasound elastography in the differen-
tial diagnosis of benign and malignant thyroid nodules

HAN Peng', HU Guiqin®’, WANG Shuyan'*

(1. Sunshine Union Hospital, Weifang, Shandong, China, 261042; 2. Zhucheng People’s Hospital, Wei-
fang, Shandong, China, 262200 )

[ABSTRACT] Objective To explore the value of free tetraiodothyronine (FT4 ), thyroid peroxidase
antibody (TPOAb) and thyroglobulin antibody (TgAb) combined with ultrasound elastography in differential
diagnosis of benign and malignant thyroid nodules (TN). Methods Thirty-five patients with malignant thy-
roid nodules (malignant group) and 60 patients with benign thyroid nodules (benign group) treated in Sun-
shine Union Hospital from January 2019 to April 2021 were selected. Electronic medical records of the two
groups were collected and analyzed. The concentrations of serum FT4, TPOAb and TgAb, and ultrasound elas-
tography parameters in the two groups were compared. Results The concentrations of serum TPOAb and
TgAb in the malignant group were higher than those in the benign group, and the concentration of FT4 was
lower than that in the benign group, with statistically significant differences (P<0.05). Nodules of the two
groups were similar in size (P>0.05), but the strain rate in the malignant group was higher than that in the be-
nign group, with statistically significant differences (P<0.05). The receiver operating characteristic curve

(ROC) analysis showed that the sensitivity, specificity and area under curve (AUC) of the combination of
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FT4, TPOAb, TgAb, and ultrasound elastography in differential diagnosis of benign and malignant TNs were

94.29% , 88.33% ,

and 0.913, with Youden index of 0.826 (95% CI: 0.837~0.961). Conclusion FT4,

TPOAb and TgAb combined with ultrasound elastography has a high differential diagnostic value for benign

and malignant thyroid TNs in clinical practice. Clinically, serum indicators can be combined with ultrasonic

elastography to diagnose benign and malignant TNs, thereby guiding treatment and improving the prognosis.

[KEY WORDS ]
antibody ; Thyroglobulin antibody ; Ultrasound elastography

FFIR 5 45 95 (Thyroid nodule , TN) &% WL 9 Y
O3 RGP , KR TEIE T AR A 1 3R
H 20%~70% , Horp oGS5 5 5%~15%"" . TN R
MM R BNRYT O R e 4 e S I A
SCHERS AR LU SRR RE AN [R] S AR A
AT e B8 AR 2 B a kb 19 R B A B JF B
PR B AT 2 A B 2 S HUIR Bt A Ak ) il
P& (Thyroid peroxidaseantibody, TPOAb) J&— Fl
Z 5 HURIR SR A BGOSR B, B T HORIR A &
GPEEDUIR, AT IR R D g™ AR AR R
i 4& (Thyroglobulin antibody, TgAb) 3 J& H R i
H SR, DL PR b5 2 35 /K1 34 AT Sz e F AR
HRIIRE , 2 RS B B IR BRI 1 5 e AR o Il
T8 U 9 DO AL IR )5 24 2 (Free of four iodine a glan-
dularacid , FT4) /& 8 2 i HUIR BR IR, DL 2B 2K
HEA MG, P B i e R B D RRAR A, A
MF 5% 4 X K% TN B8 3 19 88 7 52 AR 58 kL DL &
FT4  TPOAD . TgAb Ifil 7% ¥ BE #4743 #7 , 4] W7 HXT
PR IR 4557 RO S 0Ia, BRE a0 R

1 W&EEFHE

1.1 RS

FEEL 2019 4F 1 H 2021 4F 4 F T BHOG A2
B H2 32 VR YT 1 35 191 HHODR B X 1 e R 1 o ek
2, [R) s B[R] B 48 60 48] FEOIR R R PR 25 1 i i
J R . AR UE : DI R GOR 583 ; Qi 7 5
PE RS R U7 5 B0 2 B85 A5 FOIR IR B 988 112
Wrbr o™, H 200 BRAG I AR 2 o HERRPRIE . OF H
RIRFA L @F A HAL G R 5m; @K I
JE & 1 AT 52 0 FTA (500 o P4 — Mo op) HL A
ER LGB L (P>0.05), A M, WE 1,
AWFFY 4 B PR 2E AR B 23 5L Sl i, 52 30K 1
FIm OB MR E
1.2 Jrik
1.2 MM A A

K 2 DIREF (B A 12 Wi (FF 37 M30) 17

Thyroid nodule; Benign and malignant; Free tetraiodothyronine; Thyroid peroxidase

x1 MABRE—MEBBOLE (n(%), (v£s5)]
Table 1 Comparison of general data between the two groups

of patients [n(%), (x+s) ]
B [ERE34E

AL (n=35) (n=60) it P
5 11(31.43) 17(28.33)
P 53] (f4) 7 24(68.57) 43(71.67) 0.102  0.750
ot (4F) 2.30£0.44  245+0.57 1.34 0.183
() 51.3024.90 52.17+4.39 0.893 0.374
RPEZS A s 8(13.33)
i o 15(25.00)
Rk 7(11.67)
HAh 5(8.33)

6

SELE ISR FLICRE 31(88.57)
JEWCHRIE 10(28.57)
BEkEE 7(20.00)
RIMLIE 10(28.57)
HoAth 2(5.71)

P SR AR, BB BOF- BN, 38 5 8 S0 A
DX TRIRHE G 00 J , S0 4R Sk 7 S8 8 B Bl L S L
TN DU SO JE A SUHA T4, R 136 HE 2~4, 18
LA TSR R T R %8, RAERAE TR
1.2.2  SLPER AR R L AE I

I FH 7 A8 6 A 5 D RE , 2 i L X 2 B
JE BB 1E Y 2H 20 Sk %R [X 35 (Region of interest,
ROI) , 43 510 & HL 0 A b Al . L By AR R EL (=
Jo L T 2 2R 10 AR T YA/ 7 DX Sl
RO BE . P EIEAG R 0~4 2 RIS,
0 4 5728 DX BRTE S A3 M, X 2 o 21
51 43 728 LA Bl X 2 2 5 2 3 - o 78 X35
s ey, JE RIS 05 3 43 - 8 78 DX B oy i (0 B
g, HA mRZ 0 54 53 s A28 IXBCH 65, Wl I
U e AR R
1.2.3 [ FEAnfain

RN B K A Y A IS I A JE i 5.0
mL, 2 B0 R 2R R E . R R
PEA VLG TPOAD K2 TgAb, il & 43 ik [ 5%
MBS AR A B R L b g S A B A
Al R4 A s AR HT A (DL 5E 2 ) K0 1L v FT4
W R G i A R A BR A R AR
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1.3 Gt

KT SPSS 20.0 Geit#R Ak BB . THEBORE
PLn(%) % AT K tHE SR (k £5) R0R
7oK %e . RS20 TAEFRE 4k (The receiver
operating characteristic curve, ROC) 43 ¥7 IfiL 15 FT4,
TPOAb  TgAb HK73 8 A i AR S 00 TN R
MSEE . Pl P<0.05 K22 5 BA G 75 L.

2 &R

2.1 PR NG TR 4R LA
SEVEL] 1 1LY TPOAD |, TgAb ¥k 45 F Rk
AL FTA MR T RVEA, 2 R A G5 L (P<
0.05). WF 2.
%2 FESHMBERERILE ()
Table 2 Comparison of serum indexes between the two

groups of patients (x+s)

%) n TPOAb(IU/mL)  TgAb(IU/mL)  FT4(pmol/L)
Ak 35 40.29+5.60 126.04+11.57 13.89+3.44
KA 60 23.47+4.88 70.65+8.91 15.30+3.18
tHE 15.341 26.133 2.023
P1E <0.001 <0.001 0.046

2.2 PHLHL A S SR R S B
WA N AR ILVER T REH, ZRA5R

T X (P<0.05) . PHALERF 25T HAR R/ L

BESTGITE L (P>0.05), W3,

x3 MABEFBFEUERESHILER (x+5)
Table 3 Comparison of ultrasound elastography parameters

between the two groups of patients (x +s)

2 5] n T HAEK/Nem) WA HE(%)
PiA il 35 1.27+0.31 3.98+1.00
SRR 60 1.36+0.43 1.54+0.48

18 1.084 16.036

P1H 0.281 <0.001

2.3 FT4,TPOAb TgAb 7 gk sLAR BRI L) K
AN FE PR R

ROC 73#H7 75 , FT4 . TPOAb . TgAb . # 7 i
BRI A SE 5 TN RO i R e 5 40 o
94.29% .88.33% , I £ T AL (AUC) 4 0.913, 2%
18504 0.826(P<0.05), W4 K1,

3 it

W AR A7 R T DA S AT AR 3 > 15 A B2, TN
KIRFRBAEM , B2 R T AR A2
JCHR S, A T S s ek P I 7 i B L AR 5 A

&4 FT4.TPOAb.TgAb BRI R R AT R EX &1
i ER AR B R R
Table 4 FT4, TPOAb, TgAb, ultrasound elastography
alone and in combination to detect benign and malignant

thyroid nodules
U P 2%

B2 (%) (%) 1% AUC  95% CI Py
FT4 5143  61.67 0.131 0.565 0.460~0.667 <0.001
TPOAb 62.86  71.67 0.345 0.673 0.569~0.765 <0.001
TgAb 68.57 81.67 0.502 0.751 0.652~0.834 <0.001

S 82.86  93.33 0.762 0.881 0.798~0.938 <0.001
i il 04.29 88.33 0.826 0.913 0.837~0.961 <0.001
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5

»
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B 1 ROC #h&
Figure 1 ROC curve
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B Y TN KB REUE R0 5k
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Relationship between serum ECP, ICAM-1 and eotaxin levels in patients with allergic
rhinitis and their disease state and symptoms

LI Hongjuan'*, ZHANG Ke', CAI Wenjie®

(1. Department of Otolaryngology, Anyang Sixth People’s Hospital, Anyang, Henan, China, 455000; 2. De-
partment of Clinical Laboratory, Anyang Regional Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To analyze the relationship between serum eosinophil cationic protein
(ECP), intercellular adhesion molecule-1 (ICAM-1) and eosinophil chemokine (Eotaxin) levels and disease
states and symptoms in allergic rhinitis (AR) patients. Methods The clinical data of 156 AR patients admit-
ted to the outpatient clinic of our hospital from January 2020 to April 2022 were analyzed, 83 healthy people
who underwent physical examination in our hospital during the same period were selected as the control group.
The levels of ECP, ICAM-1 and eotaxin and AR patients with different disease states and symptom scores
were compared between the two groups. Pearson was used to analyze the correlation between the levels of
ECP, ICAM-1 and eotaxin and the clinical symptoms of AR. Results The levels of ECP, ICAM-1 and eotax-
in in the AR group were significantly higher than those in the control group, and the difference was statistically
significant (r=42.075, 11.083, 42.243, P<0.05). The levels of ECP, ICAM-1 and eotaxin in the persistent
AR group were significantly higher than those in the intermittent AR group, and the difference was statistically
significant (=41.409, 8.596, 10.294, P<0.05). Comparison of ECP, ICAM-1 and eotaxin levels in AR pa-

tients with different symptom scores: 0~2 group <3~4 group<=5 group, the difference was statistically signifi-
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cant (F=794.36, 42.50, 124.72, P<0.05). The correlation results showed that the levels of ECP, ICAM-1
and eotaxin were negatively correlated with the SFAR score of patients with intermittent AR and were positive-
ly correlated with the SFAR score of patients with persistent AR (P<0.05). Conclusion Serum ECP, ICAM-

1 and eotaxin levels are highly expressed in AR patients, and there is a certain correlation with their disease

state and symptoms.
[KEY WORDS |

mokine Eotaxin; Disease state
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i Th2 2 il 3 18 2 S0 B SOt 3K+ 45
Z 51 1 BAR S N, LW R MRk 41 fifd (Eosino-
phils, EOS) A= 11 | 1% 1k 55 A 32 2L B2 FRAE ™
& % 21 it BH 25 -7 2% 1 (Eosinophil cationic protein,
ECP) . 40 ifd ] % B 4> 7 - 1 (Intercellular adhesion
molecule-1,ICAM-1) M #41k X F Eotaxin 25 [H 15
EOS J#liE 1 Jh LA e BRI R . S AR
W], Th1/Th2 2% i \BOS 7£ A8 by P 5 i i Jre v B
HEEAEN A5 AR FRZRAS AR v K 153
B, AT IS AT AR BB AYIR R PORE, 215
1 WF5E ECP . ICAM-1 & Eotaxin 7K - 7£ A &) 15
FAY AR BAE TP IERIR IR EiRTEAR S AR 9R
R CRE IR B9 A 6, LT ECP L ICAM-1 M
Eotaxin 7K-F-7E AR Z H A I R 2 S

1 RS

1.1 — R

SHTARBE 2020 4F 1 H 2022 4F 4 AT 12006
) 156 17 AR SEE WG IRGERE, b B 72 4], %
P 84161, EHAEIS (42.18+3.19) % ; (R B 48 50O
(22.36+1.14) kg/m?; FFEE 1 AR H & 87 9], [A] Bk i
AR B 69 19], 4 156 1] AR FE YA AR 41, 55 [F]
13 MR A e A 7 fi R A 11 83 44 ft B2 1 S ko
WAl 1 35 4, Lotk 48 i, P4 471 (43.54+4.12)
LR RSO (23.11+1.16 ) kg/m®, PHZHPER
RIS AR OR 22 RS L (P>0.05) .

9y AbRiE . D2 AR G2 Wibr e ; @ B ik
S IV R S e BR AR 25 R O B ikt
WITCht ey R 2T s @R FEFIE  JF B
B o HEBRARIE : ORI O 55 NE 25 R
W QSR NSRBI DA B R
PG s R R SRR IR ARE  JCIR B & AR IR

Allergic rhinitis ; Eosinophil cationic protein; Intercellular adhesion molecule-1; Che-

9T . AHFT B 42 B B e B2 B 2t
1.2 ik
1.2.1  Ifilif ECP.ICAM-1 } Eotaxin 7K *F-#5l]

T =2 ISl UM 41 32 462 3 3 mL A1 JE] e ik o,
A — M2, 3 000 r/min A3 B0 10
min, B0 2 R 8 em, 438 F 2N, H 10E & T
Eppendorf & 1, & T =80 CIIR IR IR 7 . R BRI S
P3E % FfF 246 ECP . ICAM-1 & Eotaxin 7K , i
G rh 26 [ R&D 2> Al $E 43t o S5 A5 R A 44 IR
WA SV BHAT . I a R FHBEARUAE 450 nm )
K45 L OD fH . 4% bR ifEY) ¥ B2 S OD fH it
A R PR O T £ 1) 2 P el 0 A = KA i OD AR
AR B R AR SR B R DA 5, B T DA
mn BRI . DA EBRAERI R Rl — 2 48 w1
1.2.2 AR PRI

FEEEME AR IR & AR 10 R >4 /R S e >4
JE (FE2 AR 41, n=69) ; [A]BUPE AR iR & A2 K
<4 d/JE SR <4 J ([ AR 4 ,n=87) .
1.2.3 SERITES

K H AR i MR 3T 43 (Score for allergic rhinitis,
SFAR) P4k AR 1 , V- FE M | S FE TR
W S R PEDUANT H £ T B 1~3 43, AR E
SFAR 1V 43 # AR i3 73 0~2 43 21 (n=50) , 3~4
23 (n=58) ,=5 4120 (n=48) .

1.3 Giitsorik

A5 R F SPSS 22.0 J A 43T , T EC9E R
Phn(%) =R A7 ¢ K. THaEsORL () filiids
WAL BIAT ¢ K6, Z2 4 RIAT )7 240 5% ; ECP  ICAM-1
M Eotaxin 7K F 5 AR Hi# SFAR PF43 41 5 11 2% H
Pearson 74T 5 L P<0.05 NZERAH G H2¢E L,

2 #R

2.1 W4 ECP.ICAM-1 }% Eotaxin /K He ¢
AR 2H ECP .ICAM-1 & Eotaxin 7K -3 1] i 55
TXTHRA, 2R A g2 L (P<0.05), W1,



BNTEWi SR Tl 20224E8 7 45144 4581 T Mol Diagn Ther, August 2022, Vol. 14 No. 8 - 1373 -

%1 WLHEECP.ICAM-1 % Eotaxin K FELEE (v+s)
Table 1 Comparison of ECP, ICAM-1 and Eotaxin levels

between the two groups (x+s)

% n  ECP(ng/mL) ICAM-1(ng/mL) Eotaxin(pg/mL)
X4 83 265.45+25.14 5.97+1.21 89.44+10.52
ARZH 156 456.04+111.09 7.26%+2.52 170.02+18.08

tH 15.408 4.377 37.362

Pl <0.001 <0.001 <0.001
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EEB (vs)
Table 2 Comparison of ECP, ICAM-1 and Eotaxin levels in

AR patients with different disease states (x +s)
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(ng/mL) (ng/mL) (pg/mL)
A ERE AR 4] 87 362.81+31.32 581129  156.96+9.12
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Table 3 Comparison of ECP, ICAM-1 and Eotaxin levels in

AR patients with different symptom scores (x+s)
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Table 4 Correlation analysis of ECP, ICAM-1 and Eotaxin
levels and SFAR score in AR patients
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FESEELT SOD-1,S0D-1 FHUEE LT VILIP-1, PIBAK ROC 2k F AR 0.911, f 57 BT
HOM G . VILIP-1>586.51 pg/mL . SOD-1>6.25 wg/L “h 5% WA #i 23 SU50E % A B 30 ST f5 B X 2 (P<0.05) .
ftu», HE B3 Z40E 8 5 113 VILIP-1, son-nj@?ﬂﬁi%i Wi 5 00 I 5 TE A2, T RES 59 it
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Expression and clinical significance of serum VILIP -1 and SOD -1 in patients with
schizophrenia

MA Shujun'*, LIN Yubo', WU Yinge®, JI Xiaobin', ZHENG Wenhua'

(1. Department of Psychiatry, the Fourth People’s Hospital of Shantou, Shantou, Guangdong, China, 515041 ;
2. Department of Laboratory Medicine, the First Affiliated Hospital of Shantou University, Guangdong, China,
515041)

[ABSTRACT] Objective To explore the expression of serum visinin-like protein-1 (VILIP-1) and
superoxide dismutase - 1 (SOD - 1) in patients with schizophrenia and explore their clinical significance.
Methods ~ Sixty - five patients with schizophrenia (disease group) diagnosed in this hospital and 65 healthy
people (healthy group) who received physical examination in this hospital during the same period were selected
as the research objects. Enzyme-linked immunosorbent assay was used to detect levels of serum VILIP-1, SOD-1,
and procalcitonin (PCT), Pearson method was used to analyze the relationship between serum levels of VIILIP-1,
SOD-1 and PCT levels in patients with schizophrenia and the correlation between the two. The area under the
ROC curve was used to evaluate the value of VILIP-1 and SOD-1 in diagnosing schizophrenia, multivariate
Logistic regression was used to analyze the risk factors that affected the occurrence of schizophrenia. Results
The serum levels of VILIP-1, SOD-1 and PCT in the disease group were higher than those in the healthy group,
and the difference was statistically significant (P<0.05). Serum VILIP-1, SOD-1, and PCT expressions were
positively correlated with BPRS total score, hostility, activation, thinking disorder, lack of energy, anxiety,

and depression scores (P<0.05). The expression levels of serum VILIP-1 and SOD-1 in patients with
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schizophrenia were positively correlated with PCT (7=0.643, 0.557, P<0.05). The areas under the ROC curve
of serum VILIP-1 and SOD-1 levels were 0.773 and 0.712, respectively. The specificity of VILIP-1 was better
than that of SOD-1, and the sensitivity of SOD-1 was better than that of VILIP-1. The area under the ROC
curve of the combined detection of the two was 0.911, and the specificity was better than that of the single
detection. VILIP-1>586.51 pg/mL and SOD-1>6.25 pg/L were independent risk factors for schizophrenia (P<

0.05). Conclusion

The serum levels of VILIP -1 and SOD -1 are highly expressed in patients with

schizophrenia, and both of which are positively correlated with inflammation. They may be involved in disease

progression. They are independent risk factors affecting the occurrence of schizophrenia and may be potential

indicators for the diagnosis of schizophrenia.
[KEY WORDS |
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Bk = 12 WkG 4> 2408 B 5 Sk, SRS RS
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Table 1 Comparison of basic data between 2 groups (x +s)

ZH 5 n B AR ()
P2 65 30/35 50.26%5.21
fREREZH 65 28/37 50.78+5.34
iy i 0.125 0.562

P1a 0.724 0.575

1.2 PPARE ™ E R

LA i BH RS #1091 € 1= 2 (The Brief Psychiatric
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2.1 VILIP-1,SOD-1.PCT 7E 45 # /3 ZL4E H 34 1L
RS
PG AL I G VILIP-1,SOD-1,PCT /K - i T
A, 2 A Gt L (P<0.05), W32,
%2 VILIP-1.SOD-1.PCT ERE#H A REREMLFERH
RiE (x+£s)
Expression of VILIP-1, SOD-1 and PCT in serum

of patients with schizophrenia (x+s)

Table 2

#H3%)  n VILIP-1(pg/mL) SOD-1(pg/L) PCT(ng/mL)
PIRA 65  642.53+112.78 6.85+1.95 0.25+0.06
R4 65 532.74288.69 6.14+1.79 0.19+0.02

tE 6.169 2.163 7.649

P 0.000 0.032 0.000

2.2 [fili# VILIP-1,SOD-1.PCT % ik /K5 BPRS
TR M AH S

Il ¥ VILIP-1,SOD-1.PCT # ik 5 BPRS i
O3 EOW M O R AR AS B
AR WPE 3 P 5 B A5G (P<0.05) . WL 3,
%3 MI§ VILIP-1,SOD-1,PCT &% 7k F 5 BPRS Bk

iEPS

Table 3 Correlation between serum VILIP-1, SOD-1, PCT

expression levels and BPRS scale

VILIP-1 SOD-1 PCT
i H P4 (pg/mL) (pg/l) (ng/mL)
8 P rfH P A PE

BPRS £.4)  50.64+6.73 0.824 0.002 0.821 0.025 0.713 0.021

Wb rE 12.75%3.54 0.711 0.007  0.759 0.036 0.947 0.031
PO 7.69+2.45 0.645 0.015 0.707 0.042 0.716 0.043
BYERERT 9.43+2.11  0.863 0.027 0.916 0.038 0.811 0.002
=G 9.56+£2.23 0.754 0.022 0.779 0.031 0.862 0.005
BEIEIIAE  7.45%1.79  0.789 0.004 0.674 0.018 0.937 0.016

2.3 iy VILIP-1.SOD-1 ik /K 5 PCT (1 4H
Ktk

Pearson AH &P K 56 70 1 45 S B R, R #4234
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EAHSE(r=0.643,0.557,P<0.05) . WK1,
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B 1 I VILIP-1.SOD-1 5 PCT Rik K4
Figure 1 Correlation between serum VILIP-1,SOD-1 and

PCT expression

2.4 |filif VILIP-1,SOD-1 2 Wrks #4324 14 18

221 ROC Hh 4k i@/ IiLiE VILIP-1,SOD-1 M
BA R ROC #h4e T A 0.911, K¢ 53 B IIL T
PRI (P<0.05) . WLFE4 & 3,

R4 IMiE VILIP-1,SOD-1 ik 7K 12 W #5 1 5 2 9E B9
ROC HIZL &R
Table 4 ROC curve results of serum VILIP-1 and SOD-1

expression levels in the diagnosis of schizophrenia

. e SR Sk 2%
b W AUC 0" W) 95HCT ey

VILIP-1 586.51 pg/mL 0.773 72.31
SOD-1 625 pg/L  0.712 89.23
BeAR 0.6257
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Table 5 Multivariate Logistic regression analysis of factors

Figure 1

affecting the occurrence of schizophrenia

iy Bl SEfH Wald{§ OR{H 95% CI  P{H
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LDL-C 47 F A, THE AR OC R EORYY J MR 25, I AR 8 H i =K \LDL-C M4E R AT 0 4l b . &R
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Application of three low-density lipoprotein calculation formulas in blood lipid big data
assessment

FAN Gaowei, JIA Angi, ZHANG Shunli*

(Department of Clinical Laboratory, Beijing Chao - Yang Hospital, Capital Medical University, Beijing,
China, 100020)

[ABSTRACT] Objective To explore the applicability of LDL-C equations in the Chinese population,
this study evaluates the concordance of three LDL-C equations with direct LDL-C in a large Chinese population.
Methods We collected a retrospective 62990 lipid profiles. The calculated LDL-C by the Friedewald, Martin/
Hopkins, and Sampson equations was compared with the LDL-C measured by a direct homogenous method.
The correlation coefficient and root mean squared error was calculated. Subgroup analyses were stratified by
triglycerides (TG) , LDL-C, and age. Results A curve correlation exists between age and lipid parameters.
There is a significant difference between the direct LDL-C and calculated LDL-C (P<0.05). The Sampson
equation showed more agreement with direct LDL - C in the total subjects and those with low LDL -C or
hypertriglyceridemia. The equations with the highest concordance with direct LDL - C varied in subgroups
stratified by TG, LDL-C, and age. Conclusions Age and other lipid parameters should be considered when
choosing an LDL-C equation when direct LDL-C is unavailable.

[KEY WORDS ] low-density lipoprotein cholesterol ; equation; blood lipid

1M 7 K %5 B2 5 25 11 (low - density lipoprotein HXFh i L TS B R 2, RE AL 2%
cholesterol, LDL-C ) J2&[» Ifil 45 5 95 & 9 1) — /)~ 2 T LERAE, 2t 2% 07, a8 H TR MG IR &
AR ER " BRI LDL-C AKFal jdi b i IR o 1972 4%, Friedewald 2% A Hi AR 45 61
I K RS AR B T- 2R 0 A, 1fiL % 7 LDL-C [ (total cholesterol, TC) | H il = fig (triglycer-
B PG B A IR NME ides, TG) 75 % B Jig 25 11 (high- density lipopro-

178 LDL-C M 5E 2 2% ik e #.07%,  tein, HDL) {5 LDL-C 1155 /A =X (i Fx A Frie-
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dewald 2 3 , El LDL-C (mg/dL)=(TC-HDL-TG/
5)"', Friedewald AR TG SR S HE H
(very low-density lipoprotein cholesterol, VLDL-C )
PR [ R AAE A g e, B
A — i Wl KA I . (HiZ A X 5 2 3 TG/
VLDL-C A RIFZM , 24 TG 7 45 8¢ LDL-C &
AR HT, {l B Friedewald 28 20H% {6 A LDL-C &
L JES BT 2R H e A A5 LDL-C
" ", 5 Friedewald A A, X #2501
>k FI [ %€ i) TG/VLDL-C Wi, HF TG/VLDL-C
A TEAS [R) R A7 A 22 5, PRI 26 20 FP 7
AFABL R IR A 107 J BIR A o

Martin 55 A T° 2013 4F 3% HI A 1% 16 19 TG/
VLDL-C A 1% LDL-C % & , i) TC-HDL-TG/
(A~ PE1E R TG/VLDL-C LAl ) ™ o 5 WL FR R
Martin/Hopkins 23y 3 . 76/ [6] A 8 56 iE 2% 2R 5%
B , Martin/Hopkins 2 ZC /) 5 4 £ T Friedewald
A {H Martin/Hopkins 23 30 7E 5 TG AFE
RO UERA PR 221 2020 4, Sampson 55 A K F 7]
A B9 s 37 — 1~ LDL-C & 20 (18 #K Sampson 24
X)L ARTE TG AHE 0y fE 6 M = T Martin/
Hopkins 23 0 Fl Friedewald 23 3",

FIFHAEAL IO L3 9 LDL-C #E 7 424G
DB 7 AR BRI o BB o R T LT,
R AR o BT LDL-C A=A RAIE , HA
— & MITERATE , H T2 D E S e = i &
115 LDL-C, {H Friedewald, Martin/Hopkins /1
Sampson A =CAR R IE T RIS AFE IR L7 1Y, 1 o
oA E A B3E PV M A TRl . A, B
FERI, AR SZ BRSO 52 > NS R
A SCHRAR S LDL-C 28 A Rl Be A AR
PEo AW F 2 H AR LE D L H AL Friede-
wald , Martin/Hopkins il Sampson — Fft /A ={ 11 &
LDL-C 5 F #2005 WA LDL-C 4 &1, 32 br
X = LDL-C A AEA IR B 2R 1

1 MefA*®

1.1 W4

AR5 BH S B W 4E 2016 4F 1 H A1 12 H )y
iz AP EE 62 990 13 i ARG 45 S (TC, TG,
HDL, LDL-C) , H i 55 % 5 47.62% , %« P£
52.37% , AEH AR N 56 % . ZWTIE A BEAS TR Z
B2t (2022-F1-16) .

1.2 A

JIE A 0 9 4 5225 1 8~12 h 5 b BCR k afn., -
7E 2 h ik 2R SR T 2.0, 3 500 r/min &0 15
min (B02FERR 8 cm) BRI . R HITEE Sie-
mens P []F ADVIA 2400 % 4> [ 3h 4= b 5 B (i
FrmAEKEI . TC, TG, HDL Al LDL-C i ) K 15 e
mn BRPET T8 |l & HBCE AR . TR R 5
A LD U 50T 64 KRG 5 HE A T 1.28%~2.01% , (K T
I 5] [ 5 0 &1 525 & 11 (National Cholesterol Ed-
ucation Program, NCEP ) ZE R [l o A5 56 ARk 5L 56
ZE 50 S T8 23 1 PR A 36 v L 3 i e PR A
g O AU = ) B, s i
1.3 Geil2#ortr

% H GraphPad Prism 8 (GraphPad Software
Inc., San Diego, CA, USA) A 78R 4347 ; Bt 7okl
FEE RTINS , F HECR ] K56 , AR5 RS
A AT Z K56 5 TR n(% ) 2R 5 K H Pearson
B TAISEME T s LA P<0.05 NERA G X

2 #R
2.1 TC.TG.HDL #1 LDL-C 7K E-AEA [FAF# X Bt
B 43 A1 15 15

MUNT 50 &, TC 7K T Bifi 45 A1 05 43 i
11, JFAE 40~50 % SITKIE(E ; 8 50 %, B AF %
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Changes of serum HMGBI1, caspase9 and IL-10 levels in patients with ureteral calculi
complicated by infection

LUO Zijing, WANG Lei, GAO Jingyu, XU Zhe, REN Lingyun, WANG Zhao*

(Department of Urology, the First Hospital of Hebei Medical University, Shijiazhuang, Hebei, China,
050031)

[ABSTRACT] Objective To investigate the significance of changes in serum high mobility group
protein B1 (HMGB1), cysteine aspartate protease 9 (Caspase9) , and interleukin-10 (IL-10) levels in patients
with ureteral calculi complicated by infection. Methods One hundred and eight patients with ureteral stones
complicated by infection admitted to the Department of Urology, First Hospital of Hebei Medical University
from January 2019 to January 2022 were selected as the observation group, and another 50 patients with simple
ureteral stones uncomplicated by infection in the same period were selected as the control group. The changes of
serum HMGBI, caspase9 and IL-10 levels in the two groups were detected and analyzed. Results Serum
HMGBI, caspase9, and IL-10 levels in the observation group were higher than those in the control group, and
the differences were statistically significant (P<0.05). The risk of concurrent infection in patients with high

levels of serum HMGBI1, caspase9, and IL-10 was 4.124 times, 3.277 times, and 4.001 times that of those
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with low levels (P<0.05). On the 7th day after operation, the levels of serum HMGB1, Caspase9 and IL-10 in

patients with urosepsis were higher than those in patients without, and the differences were statistically

significant (P<0.05). The ROC curves of serum HMGBI, caspase9, and IL-10 levels at 7 days after surgery

were drawn to predict the prognosis of patients with ureteral stones complicated by infection.The combined

prediction AUC of each indicator was 0.916, which was more valuable than individual prediction (P<0.05).

Conclusion

Serum HMGBI1, caspase9, and IL - 10 levels are elevated in patients with ureteral stones

complicated by infection, and their levels increased gradually with the aggravation of infection and disease

progression. Clinical detection of their levels is helpful for predicting infection and urinary sepsis risk, and

provide a basis for clinical work.
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TN R
1.4 Giiteirik

K SPSS 22.0 it # B F AT it ab B, 3
HTORERH (x+5) TR, AR FU AT e K06, Z2 41 1]
LR 5 2286 56 5 THECSOBER FH n (%) 320K, 47
2 BB 5 FOI BR324 TAEHR-E ROC) i1 42
A3 5 T RS 45 A R O R IR G I R RR K
B, LLP<0.05 KR ZERA G EE L,

2 H#R

2.1 P4L17E HMGBI . Caspase9 . IL-10 7K 45
MELLH 1ML HMGB1 . Caspase9 IL-10 7K -4 %t
B2, 2R A G L (P<0.05) . WL 1,
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*£1 FAIME HMGBI . Caspase9 IL-10 K FELLEE (x+5)
Table 1 Comparison of serum HMGB1, caspase9 and IL-10

levels between the two groups (x+s)

R3 KESRRERFERSESRE MFEHMGBI,
Caspase9.IL-10 7K F L& (x+5)
Table 3 Comparison of serum HMGB1, caspase9 and IL-10

levels between patients with and without urogenic sepsis (x+s)

%] n  HMGBI1(pg/mL) Caspase9(ng/mL) IL-10(ng/L)
UEE 108 39.74+9.89 0.6420.21 77.37+13.65 ke 4l on RET RIE1d RIET7d
XARAL 50 22.58+7.13 0.3720.10 30.29£7.42 %A 18 401251012 47.84+1531° 49.19+20.14"
t{H 11.008 8.638 22.850 HMGB1 R%/E 90 39.6629.72 45.69+13.22° 30.27+10.07*
PE <0.001 <0.001 <0.001 (pg/mL)  tff 0.182 0.613 5.979
P1E 0.856 0.541 <0.001
2.2 [fiL{ HMGBI1 . Caspase9 . IL-10 7K X i bR 45 %/E 18 0.66:0.15  0.75:020°  0.80£0.25"
T R I o R i I T Caspase9 K&E 90 0.6420.20 0.742018"  045:0.13"
(ng/mL) tfA 0.402 0.211 8.711
DL %% 20 55 %6 BE 2 1l 3% HMGBI | Caspase9 P 0.689 0.833 <0.001

IL-10 7K 215 (31.16 pg/mL.0.51 ng/mL . 53.83
ng/L) i 53 AR K 5ok o B . g
HMGBI . Caspase9 . IL-10 /&5 7K - 5 % 3f & gL K
W R AIG JK SF #4124, 3.277, 4.001 5 (P<
0.05), W32,

2.3 kKA H K EA R EMEE SR H NG
HMGB1 ,Caspase9 ,IL-10 /K- Hb %

B G AR KA RIR PR ERAE B AT AR5 1 d
Ili.3% HMGBI1 , Caspase9 . IL-10 /K- Fo#5% , 22 % 50
TR X (P>0.05) o RJG 7 d, K PREE I#EAE
1% HMGB1 Caspase9  IL-10 7K P-4 4 % Az
T, ERAGE X (P<0.05) . W33,

2.4 HMGBI ., Caspase9 . IL-10 X % JR 4 4% 11 7 %
JRRGL BB PRURAE e RE A S0 411

DR AR PR e B R PH A, R R AR R B
2R J5 7 d 1fiLi HMGBL . Caspase9  IL-10 7K F-Fi
DNy R4S 238 Ay O i IR e £ 38 R R Pk R 5 11 ROC
M2k, & T8 bR B Fi AUC 4 0.815.0.816.0.819,
BCA I AUC 0916, W4 &1,

2 7% HMGB1.Caspase9.IL- 10 K EX MR EE A EEH LB LTRE

KA 18 78.12£12.15 85.84+13.06" 90.22+12.52

IL-10 k&4 90 77.22+10.58 83.02+13.25° 50.14210.26®
(pgL)  tif 0.321 0.826 11.915
P1E 0.749 0.411 <0.001

o S5ARMHEE, P<0.05; 5K 1.d HEL, P<0.05,

100 = W
— HMGB1
80 — Caspase9
= —IL-10
& s
B 60 iSEniil]
& 40
20

0 20 40 60 80 100
100-45-5 £ (%)

1 ROC #i%k
Figure 1 ROC curve

3 it

VE R LA K i A7 7E 19 41 i 4% DNA 45 &
F, HMGB1 X 2 il B2 AE AR FE G K2 2 R B
IFER o ARWFFE b ULE 4L I 7E HMGB1 /K F-
25 T B4, $28 HMGB1 K BT & 5k 'k
Ao FERN R AEIR AT, HMGB1 1] i 1% 1L 4 5

G82m [(n(%) |

Table 2  Effect of serum HMGB1, caspase9 and IL-10 levels on the risk of infection in patients with ureteral calculi [n(%) ]

4151 i HMGB1 Caspase9 IL-10
K (n=101) A (n=57)  FKFE(n=98) MAKF(n=60) FHKFE(rn=99) MLKF(n=59)
TG 108 95(87.96) 13(12.04) 91(84.26) 17(15.74) 94.(87.04.) 14(12.96)
ARG 4 50 6(12.00) 44.(88.00) 7(14.00) 43(86.00) 5(10.00) 45(90.00)
RR(95% CI) {4 4.124(2.552~6.666) 3.277(2.183~4.919) 4.001(2.527~6.337)
UfH 5.202 4.761 5.238
PAi <0.001 <0.001 <0.001

%4 HMGBI1.Caspase9. IL-10 S H R & & A FH & B R EERFEERSE/NTNNE

Table 4 diagnostic value of HMGB1, caspase9 and IL-10 in urinary sepsis in patients with ureteral calculi complicated with infection

iy AUC 95% CI Z53 ARWTE HURE (%) T (%) P
HMGB1 0.815 0.729~0.883 4.533 39.63 pg/mL 72.22 86.67 <0.001
Caspase9 0.816 0.730~0.884 5.069 0.73 ng/mL 83.33 77.78 <0.001

IL-10 0.819 0.733~0.886 5.089 79.01 pg/L 88.89 68.89 <0.001
A T 0.916 0.847~0.961 15.596 94.44 86.67 <0.001
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4 e 3= sh B E IR IR AR Ik B b, 25 Rl RS
2 20 B T B AR AN, ST AH DGR S e Sl i R
ZRINE K TR, 2 5 s RGeS R i
— A WF5E AT LA T HMGBI 5 7K - H 35 9 42 Jlj
IRV AT KT 58 1) 41240 1% , B 7 i ARG ) 1f, 3
HMGB1 /K-, 7] &G 12 W MR o7 3 1 2 %K
i . HMGBI1 7 I F54E 12 Wi S 1 2EAl v % 1
P B Z8 G R FEUE 5L, BCAS BF 92 o0 i & AR SR
I A PRIGVE e 329 HMGB1 7K, & 1 & A R T
i B AE B # HMGB1 KV B 44 & , HMGB1 /K-
T i 5 IR IR M B 5 R B V)

P by v U O T B ) OC B AR 1, Cas-
pase9 v T~ 241 JfL I T 17 = % = 38 B 0K s 0
e, Z 5T, —WCTFRiIF R IIA G
JRYLHF 5T F5 TR v B U8 12 25 1 Caspase9 i
ETE AW A MEL A 1L Caspase9 7K -1
WA TR, 5 B 45 R — 3, H Caspase9
o 7K B O R B g U R AR K P B 3.277
%, 7047 UL B Caspase9 7K Tt 55 2 55 i IR 45 45
Fe RGBT . SR R WAk IR
TE: e B3 RE FR 3 1LY Caspase9 7K - T ok & A= i
H , #&7R Caspase9 i J&EHUTE 2 5 I YL g 1 18722
R FEUE S, 4 A 8 18 [ % 2ok BE TS 5 A I
BEUIFAIC S RRBE I ST SN A2 i T J G B0
B LAl o A A JER e i 2 A0 LS 8 a5 T Cas-
pase9 B , VAR AE E AN A TR A SR AE 2 R
i SN, I 17 1 e

IL-10 = 2AF F o # fil Se e  fil  72  3d i 2
55900 T bR U 4 L 5 S N A T 48 A 1 2
g AHIF AT O AR AL I Y TL-10 ZKSF-BH & &
XfIREH , 5 S B4R SR A5 R — 2, HIL-10
IR 883 I i KUK S K B 3 4.001 %, 48
7N IL-10 7K T T RE 5 R A7 G . LR T
GRS, R N BT R A T 32 A1 58 PR 43 WA 52 i)
KAERERL, IL-10 KPRl 2 T, HH = A HT R AVEH
[, TR LA S e Dfig . A, ASBI ST o0
FLLH e M PR UG M BT S IR IL-10 7K i85 TR
KA RN LG TL-10 /KSF | 55 Iy B 2 1
JEA Ko ArAT IR, R RE = T A R A 45 AT
RIBGY | FRE IR IR, LA 32 ) e 55 oy IR 2
T, KA R AR A BRI, BUF LR R 5 1k 4 B R
i SN K o 95 ) fE B i, 1S 0 PR VR 14 e B E
KA AR

ASBIF 5 45 2R 0 B il g 1 5 0 e 1 A
HMGBI1 | Caspase9 . IL-10 ¥ 5 i P 7 & #a .
#=H ROC 4k, & ¥ HMGBI1 . Caspase9 . IL-10 B &
I B PR e F50E F9 AUC K 0.916, 388456 b B0
T ARE = o 3BT, AT BE A& B T Caspase i it
240 B R T A AR R LR S IE B, R AL AR
HMGB1 542 58 TR, K RAE A Buid FEREIL
FER IR ATH R, B 5 BT R A B P
I3 Wb IL-10 JK-FBEZ Thi , =3 Z AAFfE—E A K
P, BB TN ALCRE B 5

g5 B PTIR R A S5 0 O0F KOG B TS
HMGBI . Caspase9 , IL-10 7K ¥ F} & , H B E 4%
L 1 S A K S A T v A e i DA A
HOKA- A BT P00 R K B 5 e B i KU

5% 3Lk

(1] a0, XSk, m /s, 55 f RS BB W 20 S i AR IR
I R A S AR PR M RE IVAE I PRAFTE [T ], BV BE 2 A
2021,50(8) :945-948.

(2] SKEBEME,VEWE, ZEWe4, 45 X0 T 48 B I IR0 R A5 245 40
G IT G BT R e [T ] I PR BE %% TR, 2021, 28
(12) : 1603-1604.

(3]  FZe, i, Wit an, 55 WoBE £ Bl S
i DR A SR N SRR T i DR A S A A AR B O™
JER o e 7 1M E (Y97 A L [T ). MR EE 2, 2021, 42(2)
270-272.

(4] Tl g%, 2 404, 45 . UFP-101 % e aE 0 K B0 2 fiE
Kt liE HMGB1 \ TLR-4 25 [ R IK R 520 [ 1], i [/ 2 48 2
Feii, 2020,40(23) : 5022-5026.

(5] 30, BWAR OB s 7 BR 45 & FR OGS e 2 I 45 9 1 40
MO s2 IR L3 ], ) PHBE R R 2440, 2021,38(9) 0 1723-
1727.

[6]  Golebski K, Layhadi JA, Sahiner U, et al. Induction of IL-10-
producing type 2 innate lymphoid cells by allergen immuno-
therapy is associated with clinical response [J]. Immunity,
2021,54(2):291-307.

[7]  Lasky JA, Fuloria J, Morrison ME, et al. Design and Ratio-
nale of a Randomized, Double-Blind, Placebo - Controlled,
Phase 2/3 Study Evaluating Dociparstat in Acute Lung Injury
Associated with Severe COVID-19[J]. Adv Ther, 2021, 38
(1):782-791.

[8] Shan H, Zhang X, Lin ZM, et al. Effects of mild hypother-
mia on serum HMGBI of brain-dead donors and its impact on
kidney transplantation recipients [J]. Medicine (Baltimore) ,
2020,99(22) : e20425.

(o]  H¥wk,ZEi4, =, % . HMGB-1.S100B 5 RAGE % I
3 P A543 AR I AN R U i (L LT ). oy izl S
HIF AR, 2022,14(2) : 201-204+209.

(T#% 1393 W)



BNTEWi SR Tl 20224E8 7 45144 4581 T Mol Diagn Ther, August 2022, Vol. 14 No. 8

1389 -

IMA .LP-a Y5 Stanford A Y =ghlhicJe ) 22k AR G
% £

XA AR A ED KA

[ E] B HirBumBife s A (IMA) SN 5 A -a(LP-a) 5 Stanford A % 5 g ik )2
Jik9E (SAAD) B & ARG WU AHDCHE . Ak X R4 B RHES BE 2010 4 1 % 12 H 326 #5532 £ 8l ik F
A% SAAD JBF PEATHT . ARJGXF SAAD H BT 2 4F , KRR Bl 1] 45 I AE TR 43 4236 20 276 1]
FFET2H 50 1], Lb%5 0 4 B 25 1 TR 28 R I 3 IMA (LP-a /K F-25 5. SR JH 2[RI % Logistic [F]J#E 5143 #r
SAAD HERGHEA R Gk FZ . #1772 HAERE (ROC) 2387, PPAN 1ML IMA | LP-a % Fil 5 (14 15
MME. R SEGAME, LTI IMA (LP-a K FETHE , 2 38 5243 L (P<0.05) . 4
(OR=2.825,P=0.009) , RF['EFHEAR K (OR=4.162, P=0.012) , D- — 51K (OR=6.206, P=0.002) . IfiL 1/ IMA
JKE-(OR=3.112 , P<0.001) . Ifi.7# LP-a /KF-(OR =5.412, P = 0.005) Jy SAAD 8 # 1: B SE T~ 1Y 4 57 1 & 1A
., Y IMA R AW N 76.78 KU/ L B, 2 W SAAD RJ5 k£ A HFET: AUC H 0.754 (95% CI
0.612~0.831) , RELE N 61.32% , 55 571 84.51 % ;5 IfL 7 LP-a 7K V- Fe AW/ 118.52 mmol/L, 1ML LP-a
2 B SAAD A J5 & A= 4 I FE T- B9 AUC 9 0.747 (95% CI 0.679~0.813) , 7 L 1 62.35% , ¥ 5
82.17% . Wi B A2 W SAAD RJ5 & 4 4 HFET-#Y AUC 4 0.892 (95%CI 0.847~0.927) , R H & N
86.74% , FE 51 80.02% . 58 ILTE IMA \LP-a /K F-JH 5 55 SAAD & ARG FET-HAT B i iE A Gk, 4
Ji T 2% SRR HLAE A 150 (A 57 BUI AR 29 o

[EiE]  FahhkIe)Z; BumBmir &N ; Mg A-a; kg

The relationship between IMA , Ip-a and prognosis of Stanford type A aortic dissection
aneurysm

LIU Jianhua'*, JIANG Wei', YAN Xiaoging', WU Gang®

(1. The Second Department of Extracorporeal Circulation, Henan Chest Hospital, Zhengzhou, Henan, China,
450008 ; 2. Department of Cardiac Surgery, Henan Chest Hospital , Zhengzhou, Henan, China, 450008 )

[ABSTRACT ] Objective To investigate the correlation between ischemia modified albumin (IMA ),
serum lipoprotein-a (Ip-a) and the prognosis of patients with Stanford type A aortic dissecting aneurysm
(Saad). Methods 326 Saad patients who underwent continuous aortic surgery from January to December
2019 were analyzed. The patients with Saad were followed up for 2 years. According to the probability of all-
cause death during the follow-up period, they were divided into 276 cases in the survival group and 50 cases in
the death group. The clinical data and serum IMA and Ip-a levels of the two groups were compared. Multivari-
ate logistic regression model was used to analyze the risk factors of poor prognosis in Saad patients. The sub-
jects” operating characteristics (ROC) were analyzed to evaluate the prognostic value of serum IMA and Ip-a.
Results Compared with the survival group, the levels of serum IMA and Ip-a in the death group increased
(P<0.05). Age (OR=2.825, P=0.009) , poor preoperative renal perfusion (OR=4.162, P=0.012) , D-Dimer
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(OR=6.206, P=0.002) , serum IMA level (OR=3.112, P<0.001) , serum Ip-a level (OR=5.412, P=0.005)
were identified as independent risk factors for in-hospital death in Saad patients. When the optimal cutoff value
of serum IMA was 76.78 Ku/L, the AUC of diagnosis of all-cause death after Saad was 0.754 (95% CI 0.612-
0.831) , the sensitivity was 61.32% , and the specificity was 84.51% ; The optimal cutoff value of serum Ip-a
level was 118.52 mmol/L. the AUC of serum Ip-a in diagnosing all-cause death after Saad was 0.747 (95%CI
0.679-0.813) , the sensitivity was 62.35% , and the specificity was 82.17%. The AUC of all-cause death after
Saad was 0.892 (95%CI 0.847-0.927 ) , the sensitivity was 86.74% , and the specificity was 80.02%. Conclu-

sion  The increase of serum IMA and Ip-a levels has a significant positive correlation with the long-term

death of Saad patients, which can be considered as an independent prognostic marker in the future

[KEY WORDS | Aortic dissection; Ischemia modified albumin; Serum lipoprotein-a; Aneurysm

Stanford A %I 3 3 ik ¥ )22 )i Jlk & ( Stanford type
A aortic dissection aneurysm, SAAD) J&—Fl IX| 5 )
O M , B 2 TR 26" IR R F I IR
FEIN A M T FR A AL, SRR R SR R A
ME, AN S HAYTAT H k 2 Bk 0 T s AR
iE, U HE A A S EET . IGIRXT T SAAD FER
HAINEFFEARIGYY , )R45 SAAD 16T B R 182 i ek
i, FAR BRI R G ARG A BEIE T R ) & ik
22% , BLA, SAAD J& —Ff B A 32 Bl ik A
I3 S BRI |, BMITTE e BER AR S Ak
TR KBRS . SAAD MG PR IS 25 5 22 AR K,
HEAH I XURS: 53 )22 25 iF — 20 5 ma B3R Y7 D3k (i an
TR LR A BE S5 259697 . iR
o BE A B T GE SAAD B KTS . [RIk, F40)
W HERR KU 3 2R Pl SAAD AR JR TR A —E
Wi . ABFFE ik 326 1 3 81 IkF AR 1 SAAD, 5
SF B i & i 1 & 1 (Ischemia modified albumin;
IMA ) . Ifil % J§ & F1-a(Serum lipoprotein-a, LP-a) 5
SAAD S AR FUE ARG

1 BREFE

1.1 X%

PEH 2019 4F 1 212 H 326 ] T 55 4 Mk =
B St 3h ik TR 1Y SAAD BE HEATHFSE . A
FRUEUN T - T BE 4170 EAH SR 2= R A
It 28k A 45 R 53 A2 Wi o SAAD : K 35 12 Wi i
HE A R 2P 32 B0 ke J2 2 i 0 3l B R
AL 24 (CT) WIEAA12, B ™ &
(4 R S 2 S I O AR I DR AR @
AR RTTE ARSI R, TC AT AT 28 BT
3 QWA B ik P8 (B s Jomk 11, B sl k34 el
FEAE L . HEBRPRUE : OF RS FEPIET- 1Y B3
QG I ol 2505 J 3 5 B IR BB A 58 1

Ho @M A BB AT YN 28 RIE
PR B TR L IR AEFE R R F B ke )2 . AR
(IR EERy L et = I i NN L5 B N 1 R 2 oy g
Z G o, BE K R B I R .
1.2 Wk
1.2.1 Fdllicsk

A B s 35 AR 3 AR [ 97 45 B 91— e
ST AR A E R B (BMI) (WA s e I
W5 PR . CKD | BEAE: 32 20 Ik 2 4848 AR (BEAT 0 JIE
FAR S %5 R g = MR (R A 400 b
H = Ee IR E R SRR O R R
LY 5 D- K hs-CRP | [F) A1 F B4 1R 0
WUILES 2 1 . Lp(a) IMA %5) . &% 2 T AR W] |
Wi e VEFPBKRE C0R T FE Sk EAR A L
Ol FE B IKE T ARSI TRE A5
1.2.2  SLEE R

Ji A B E B 12 h 5, 35 R BRI
25 JE KA 2 mL, IEAE 1 /N E TR R DL 3 500 1
min 2.0 10 min(EL024428 10 cm) , RBUALE , 1L 7
20y o 1R [ 4 A A A3 BT ASCR N 1
SRR R . B — I TE-80 KA AEAR RS, T
AE Pl IMA FI LP-PLA2 7K°F, K% FH ELISA 46
IM3% Lp-PLA2, i & Tt st U A AR A A
1.2.3 MWFRA A

FITA 2 & 94T CTA Kl £ sh ke 2, AR Al
HEEAN Rt CTA B2, WE B E & gk sz e )2
L, B ABEREYTE 248, B EUE B 3 2021 4F
12 51 H o 5 S FIBET 45 5 I PR M B
SO RE IS TR OB IEE . B AR
EfF Sk =07 Ni1ch - = U ;R N | R (3001 A A 1
JiE O LB IR FE | B R RS O L I TE IR
1.3 GEib2ebr

KA1 SPSS 21.0 Gt 8T 51T 2440 b7, 11
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YRR A (R 2s) 2R, R A o K50, THECROBEA
[n(%) ]3R5 , R YR . R Z & Logistic
[ YA 76 A A P g JRUS: L X [R] (95%
CD), LAHfi e 4 BB T i b 7 B 7. P<0.05
PN BA G

2 #R

2.1 SAAD & BIG IREFE
ST G HAE b, BE TS 4 A9 I 1 IMA (LP-a /K
-5 2 TE B (P<0.05) o AE T 414 i ¥k (P<

0.05), JET-HHRATEEE A S (E LR
eGFR< 60 mL/min/m®) [#) & = 3R i 35 i T A A7 4
(P<0.05) . Ifil ¥ D- — R4k | [7] 78 2 B 24 R | hs-
CRP .. LIS & R R BEAE SR T4 I 3
BT A4 (P<0.05) . 2R 484K A R AEFE T4
i E BEAR(P<0.05) o F71E 4 i I s (36.2% ) W AR
BTSN B ILE(8.7% )X TAET- 4 (66.0% .
38.0% ) (P<0.05) . F AW} [E] . CPB K[ , ACC
B )  HCA B[] 76 58 T~ 41 2 88 K (P<0.05) o
MR,

R1 SAAD BEMIGKRIFME [(x+s5),n(%)]

Table 1 clinical characteristics of Saad patients [ ( x+s),n(%) ]

WiH AR i G (n=276 ) FET-41 (n=50) . PiE
N FVERAE () 49.2+6.4 55.8 £6.3 6.725 0.000
5 232 (84.1) 39((78.0) 1108 0.203
@ 44.(15.9) 11(22.0)
Joa e I 100 (36.2) 33(66.0) 15.531 0.000
W R 15 (5.4) 1(2.0) 1.070 0.301
CKD 25(9.1) 1(2.0) 2.873 0.090
WEAE 32 B ik AR AR 28(10.1) 1(2.0) 3.465 0.063
BEAE O ETF- AR 9(3.3) 1(2.0) 0.226 0.634
WG K 104 (37.7) 16 (32.0) 0.587 0.443
I R KR 2 FAME] (h) 8.5+3.2 8.7+3.4 0.403 0.687
W 455 1 (mmHg ) 125.5+10.8 126.1+12.4 0.353 0.724
&7 5K (mmHg) 72.629.4 71.9£10.1 0.478 0.632
LR (WK /min) 80.5+3.2 79.8+3.3 1.417 0.158
T+ gk A% (mm) 42.8+1.5 43.1%1.7 0.204
ARETEETEA R (%) 24(8.7) 19 (38.0) 31.747 0.000
IR RE B (kg / m?) 28.2+4.7 27.9+5.1 0.682
N BE S S 6 2 A A JRZ (P 7%, IQR) (mmol/L) 6.6+1.3 7.19+1.2 2.986 0.003
HAfi (FPAz%k,IQR) (1077L) 13.9+0.9 14.0+0.8 0.735 0.463
%8s (P72, IQR) (mmol/L) 5.6£1.5 6.2+1.7 2.548 0.011
H b =8 (47 8, IQR ) (mmol/L) 1.620.7 1.7+0.8 0.909 0.364
JIF [ 5 (24, IQR ) (mmol/L ) 4.4+1.3 4.6+1.2 1.012 0.312
T 2 B g 2 11 (P %0, TQR ) (mmol/L) 1.240.4 1.1+0.4 1.627 0.105
5% BE R #6 11 (P %, QR , mmol/L ) 3.4+0.6 3.3+0.7 1.056 0.292
YR R (P4, IQR) (g/L) 3.5+0.9 3.1+0.8 2.939 0.004
D-RAR ({7 40,IQR ) (mg/L) 245.7+78.2 313.8+80.2 5.634 0.000
hs-CRP (1%, IQR ) (mg/dL ) 1.1320.9 2.1620.9 7.446 0.000
[i] 20 2 e 22 (7 %%, TQR ) (mmol/L ) 11.5+2.7 15.62.5 0.988 0.000
LUV E H (ng/L) 2.13+0.9 3.16+0.9 7.446 0.000
AR B, ik e 1, 24.(8.7) 2 (4.0) 1.272 0.259
AR Bk Z R 91 (33.0) 15(30.0) 0.170 0.680
TR 104 (37.7) 17(34.0) 0.246 0.620
eGFR< 60ml/min/m® 25 (9.1) 29 (58.0) 73.367 0.000
FohhkEFARIH 5 EHAR 184(66.7) 35 (70.0) 0.213 0.754
S E AR 83(30.1) 13(26.0) 0.338 0.561
Tt E Ik E AR 40(14.5) 8(16.0) 0.077 0.782
F AR B (min) 406.78+89.3 540.7+92.3 9.707 0.000
CPB H¥[#] (min) 195.6+76.4 238.3+81.2 3.601 0.000
ACC H}[a] (min ) 141.7+54.2 166.5+55.8 2.964 0.000
HCA I [] (min) 20.7+5.2 36.8+5.1 20.203 0.000
Lp(a)(mmol/L) 89.49+32.17 121.49+30.12 6.535 0.000
IMA (KU/L) 63.16+8.09 89.25+8.11 20.975 0.000
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2.2 EFMKIEARTIG A K50 R & Logistic
[l AL 53 B

B 177 2 4F , MR 4 Bl 1 30 (] 42 R BB T AR 43 R A7
TG4 276 BIRIBET-41 50 ] . LA F kR ZAR )G 3%
4 RIFE T R R 6 8 BRI 3 P<0.05 IR
H AR, 220 ROC 1R, A8 n e KR8 48504
HIMLYE IMA L LP-a 7K - 1 d5c £ 43 18 (43 518
76.78 KU/ L .118.52 mmol/L) , WK 1., ZHZE 4
PFres R IR AR ORFTE#EE A R D-Z R i
1 IMA JKF i3 LP-a 7K F 4 SAAD (845 13 B st
oS fER R & . Wk 2,

100 1
— M5 IMA
801 — IfiLi LP-a
. — PIHA
=
2 00+
=

40 4

20 4
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1-FESeE

B 1 & IMA.LP-a K FiZHT SAAD RERELEET
BIROC #i &
Figure 1 ROC curve of serum IMA and Ip-a levels in the

diagnosis of all-cause death after Saad

R2 EFRRERBERRHFIEE Logistic [ )31
B4R
Table 2 logistic regression analysis of factors affecting the poor
prognosis of aortic dissection

WiH B Wald{ OR{H
AR 1075 8175 2825
D- R fK 1.881  7.973  6.206
RETEH#ERNR 1937 12,693 4.162
M IMA K- 1.917 11201 3.112
M5 LP-a/KF  1.876 8256  5.412

95% CI PiE
1.016~6.382  0.009
4.172~9.310  0.002
3.017~6.325  0.012
2.002~5.233  <0.001
3.189~7.567  0.005

2.3 Il IMA \LP-a /K- F- e AL il

2 IME IMA BBy 76.78 KU/ L i, 2
B SAAD AR Ji5 &L 4 BT AUC 4 0.754(95% CI
0.612~0.831) , R & N 61.32% , ¥ 5
84.51 % ; Il ¥ LP-a 7K °F i fF #K Wi {5 o 118.52
mmol/L , Ifi. 7 LP-a i2 Wi SAAD &K J5 & 4= 4 [N 3¢
T AUC N 0.747 (95% CI 0.679~0.813) , 7 i
JE N 62.35% , 45 S ME82.17% . Wi E B AL W
SAAD AR J5 &4 H LT B AUC 4 0.892 (95%
CI 0.847~0.927) , R & h 86.74% , ¥ 5 1k
80.02% ., W3,

*3 M5 IMA.LP-a K EREEHEE

Table 3 optimal cutoff values of serum IMA and Ip-a levels

RIGEE FRFIE
(%) (%)
Mg IMA 2H 0.754 0.612~0.831 <0.001  61.32 8451
1L LP-ai2Wr  0.747 0.679~0.813 <0.001  62.35 82.17
WiEIA 0.892 0.847~0.927 <0.001  86.74  80.02

i H AUC  95% CI P1E

3 it

S RIS Wk B st i SRR AT B AR &
B Y ZE T XURS: , {5 1 T Stanford A Y 3= 3 fik ke )2 3l
kIR I FE 8, FARBAE R 4%, L BOZR BB E T
B2 FARGIMFAER A IE R, Fi, T#
B AR JE R AESE T a R N & IF 45 T B
AR T, R AR AR S5 e SR By 5 S
RAE KRB C LUE T 4 Y br & 9 7 w0
SAAD P VERT R = % Z AR &9 (e HL AL 5
BN % S R AR ) I R G, LTI SAAD
RIGHTHERPES . AR A T SAAD &
EARFRT SEZ MR, 458K, 1l
1 D- RAK L7 IMA K- | I LP-a 38 55 K AR
B N KA EA i SAAD AR5 4 RAE T KU,
$& 7R 7E i PR AR T 2R I SAAD B8 35 IV I i
D- ZRAK ML IMA JKF- (LT LP-a K-, AR
HI BRSO, A Ab B, DAMGE B E S . (EAE
SR, TE SAAD BE T, D-“RIEI AR BT A,
I, D- R AT BEAN REA: i fE SAAD AR5 Bl
FIR A= bR 5, A i — P BESE SAAD %
W D- IRV AR AL, LR LTS T A

M A& 16 1 & [ (ischemia modified albumin |,
IMA) 7£ 2 % 5 Ik 25 & 1E (Acute coronary syn-
drome, ACS) . 28 J¢ 5w 4R 3l ik - A i ¥ (percutane-
ous coronary intervention, PCI) A J& Al i 4 0> AL
9o S B I PR B TR AT UL, IMA A Ry
I 37t 98 /A1 il 12 X 48k ) ROS 1 £k , ROS 7 X 1 25
F N sl i AT B, S 30 IMA KA al, Btk
375 7 IMA 7K 79 e A2 R A Sy Fo0 00 e ot 1 453 4 1)
PR, Manini " BFSEIE , A 75 U/m L AE
0 IMA LT K F- (411 S, IMA F5000 EAS R
A BURAE R 80% 5 i — D58 & B, #4 IMA HX
A WIS H 1(Troponin I, Tnl) H:[E] L0 AEA B 535
4, AU E B T, U B A 2 B T L Bk A
IMA 7EFU.CMEA RS a2 CE K Lp-a &
— PR R B, BFES B, 1H Lp-a ZEAR Y 9
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kA )

BRSO TREIE? HAMS EF*

(# E] H# HR AT (NGS) HATE WIS VLT 2547 5 748 T B 0 i B8 28 5 187 H
M. FiE  #EH2016 459 Ak rg EEBEEIS Y 1 60 fiti B £ 3, R FH NGS AR Mz i — 2
AR JEIRYT I R IS D S8 AR I L, 43 BT 10 ek [mT By 7 2ok AR Ok BEAT A AR O SRk AT A2 T B
GEER A5 G ST T 0 R )18 AT EGFR-L858R $UR 578 , — £k T AE s JE ¥ M) 18 7 I 4k & T790M
GRAL BTSRRI IR T TR R S 1T NGS &, 1 Uk & BLEE WL 1% EGFR T790M-G796S-1.858R Al
T790M-G796del-L858R M it & A3 it 25 5848 , YA I7 7 S8 PR S W24 Ak + DUARCBRLe , A8 R I e o
it RARICTH L 2R G AL PR PRI, FEUCHE G | 342 I R R 400 B T A 2 AL AR R
JEEERYT I ICHE T NGS 7 AR PR ) £ 257 i 00 il i 20 T 25 Wl e 4 AR i rp e 3 VR .

[$EIR] Ml s AT AR )e s Iases ; Dlfkrdp

Osimertinib-resistant advanced lung adenocarcinoma caused by rare EGFR mutation :

a case report and literature review

JIAO Zhaoshuang', ZHANG Hanfei’, ZHENG Dapeng®, WANG Ping'*

(1. Department of Pathology , Zhongnan Hospital of Wuhan University , Wuhan , Hubei, China, 430071 ;
2. Department of Radiology , Zhongnan Hospital of Wuhan University , Wuhan, Hubei, China, 430071 ;
3. Department of Radiation and Medical Oncology , Zhongnan Hospital of Wuhan University, Wuhan, Hubei,
China, 430071)

[ABSTRACT] Objection To explore the application of NGS technology in monitoring rare resistance
mutation and guiding the treatment of advanced NSCLC patient. Method A patient with advanced lung adeno-
carcinoma who came to Zhongnan Hospital in September 2016 was selected. NGS technology was used to mon-
itor the gene mutation status of the patient after the second line osimertinib treatment progress. The case data
was analyzed to review the treatment process, and the existing relevant literature Review summary. Result
The patient was initially diagnosed as advanced NSCLC with EGFR-L858R sensitive mutation. After first line
gefitinib targeted treatment, she was detected with secondary T790M mutation from cfDNA in plasma. NGS
detection was performed after progression again, finding a rare EGFR T790M-G796S - L853R and T790M -
G796del-L858R double clone resistance mutations for the first time. The treatment scheme was adjusted to dual-
drug chemotherapy + bevacizumab, and she is now in stable condition. Conclusion The resistance mecha-
nism of Osimertinib is diverse and the clinical treatment is difficult. Secondary biopsy and repeated blood mo-
lecular typing are the key to understand the resistance mechanism and guide the follow-up treatment. Because
of its unique advantages, NGS technology plays an important role in resistance monitoring and whole process
management of patients with advanced lung adenocarcinoma.

[KEY WORDS| NSCLC; NGS; Osimertinib; Cis mutation; Bevacizumab
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B [ 9 10 5 R RN BE T A J 45 2
A2 o W IBIEE /N L it 9% (Non - small-cell Lung
Cancer, NSCLC) f 45 v, 3R 2 A= K K+ 32 4 (Epi-
dermal Growth Factor Receptor, EGFR) {5875 K 5,
7 40%~55% (H: A £ 90% 4 19DEL 5 L858R) " ; 5
T4 AT AH L, 1% 22 1R 0 410 1) 1) (Tyrosine ki-
nase inhibitor, TKD) /5[50 [m] 3597 i 3% 2E K #5717
EGFR U578 B30 NSCLC H# B9 A 773] , [al it
AR AR IS U A 2 TR KA . EGFR-
L858R ZE7% i i ) NSCLC 2 i 1% — 18 EGFR-
TKUIAYT fa it i, B4k & T790M Z8 75 = B4
B OIRES AR TR A ) ™ (BATIAS Pl 3 S b 27
HEARAREMY 24 . A JeIRdT e i R i 245411
il Z 8, 45 EGFR U FNAEMOR M, © R0y 22
{45 EGFRABMR (RAZA1G) | S5 MGB AR 000G , N IA&
13 , b Rz -8 ¥4 4k (Epithelial-mesenchymal tran-
sition, EMT) , ZH 4124544k SO S IR Al & 55, R T
YR A A IR TR A3 R R R T AR R
(Next Generation Sequencing, NGS) A9 46 il F 5 /&
RHE ., HTT, IR A e i R S R WL 24467
JR C797S A (2915 14% )", W 2WFFEN 1 TER
P RIS C797S 7 2 4B EGFR-G796S 2875
HIEEA A . AT B RONES S 2R AR e i 24
Ji 1 B EGFR T790M - G796S - L858R £ T790M -
G796del-L858R X ra e = () & A i 25 528 1Y
G Sl e £ 1 ), BRI R

1 RS

1.1 kIR

PEHL 2016 4F 9 H >k th g BE B 2 IT 0012 S
oI R ) BB L B R E ot R 68 %
A3 B U R A7 il g AR G A R DR AR 0 B B ) 3R
J7, Hi2 T &l Bk e
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KR 7] 4 (£ H5¢ PCR %) \FFPE A% R 2 BUR,
7 Ex K i 25 DNA 48 BOR50) & (1] SCFE A BB
R A, P E ), A2k EGFR . KRAS . BRAF .
PIK3CA ALK \ROS1 F& [H 28 7% ki M 3 7] & M il &
AT A (A i AR SOR B e A R 7]
JL i) . TTF-1.Ki-67, ALK, Ber-EP4, CD147 ,
CK20.CK5/6 .CK7 . MOC31 ., NapsinA P63 . VILLIN
Pt N BEHUR a2 S AE B AR A RA

A, EJE ), PD-L1 $if4k (22C3, Merck & Co.,
Inc., 2[H), 4 HshfeEd b a{ (Leica BOND-
Max, Leica 2~ /], 2 ) , 4 { 2l G e 41 1k Je 4%
(DAKO Link 48 -5, Agilent A 7, 5[ ) , 7 e i
PCR X (Mx3000p, Agilent /A 7] , 3£ [ ) ,DA8600 FE A
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1.3 kil gy ik
1.3.1 JRHZH

A F8 3 WK e R IS A R AR YR 10% 1Y
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R R4 A sh e e ik e R T e e 4l 214k
S fn, g FES T S G0 5 2H Ak 45 S 05 2 el o
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TKI HURAT 25, LL K T790M 20INS 25 25 057 15
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1 (R a4k 3R SRR RS 2. faied]
fb45 5 . ALK (lung) (-), Ber-EP4 (+), CD147 (-),
CK20 (-), CK5/6 (=), CK7 (=), Ki-67 (+, 30%),
MOC31 (+), NapsinA (+), P63 (=), TTF-1 (+),
VILLIN (=), 12Wr 1 il e tE ARk L 255655 |
SIS b B4 T3N2ML VI, T pg B B BRR)
1T EGFR R #: 1 (ARMS-PCR -6 ) , 45 B4R
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po, qd) ¥ a)yAYT , WIE PR R B E A CT BRI 1E
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AR AN [ L el AR IR R NV b N RPN AT
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C
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F G
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A LD RIS A B2 M il 58 (HE X 200) 5 B JE & TTE-1 71 v 41 % 38 B (IHCX200) 5 C . F 4 Ki-67 78 #0713
K43 518 30% 40% 38 [APE (THC % 200) ; G 7 PD-L1 7 88 40 it A~ 32 35 (TPS #F43<1% ) (IHCx200) .,
E1 #Mig RBXREFRERBIEFISH

Figure 1 Pathological diagnosis of lung biopsy at the first time and again
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Figure 2 CT findings of the chest during treatment
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20.20% ) ; Horp T790M Fil G796S . G796del 14 g i X
A%, T 2021 4F 2 H HFIRATARST G 00 8 A2 1
TR IT (5 35 il 28 800 mg+ 23 15411 100 mg, &4k 7T
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A C
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ARMS PCR V-5
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2021.5. M#S CT 7 b B oWl e A2 4k, Ak Tr
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G796del

EGFR Exon 2 0

NGS V&

T A IR IS K 4 44T EGFR 2828 K6 1 7% L858R 7% 5 B W IV cfDNA EGFR %€ 78 K il /R T790M-L858R 2878 3 C iy Wik K 2l 4147
NGS ¥l 7% 777 EGFR T790M-G796S-L858R Fl T790M-G796del-L858R W 7t 4 & 4 it 2 58 7% .,
B3 AGIRAMEESEERKNLER

Figure 3 The results of genetic testing in this patient with advanced lung adenocarcinoma
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Clinical features and prognostic risk factors of HBV-ACLF invasive pulmonary fungal in-
fection

LI Xuandan'*, LI Caizhong', TANG Yongjie', CAI Xiaoyang', WANG Shengcheng®

(1. Respiratory Medicine, Danzhou People’s Hospital, Danzhou, Hainan, China, 571700; 2. Infectious Dis-
ease Department, Danzhou People’s Hospital, Danzhou, Hainan, China, 571700)

[ABSTRACT] Objective To investigate the clinical features and prognostic risk factors of invasive
pulmonary fungal infection in patients with chronic acute liver failure (HBV-ACLF) associated with hepatitis
B. Methods A total of 247 HBV-ACLF patients admitted to Danzhou People’s Hospital were selected as the
research objects, and they were divided into the non-infection group (n=184) and the infection group (n=63)
according to whether the patients had invasive pulmonary fungal infection. The strains of the infection group
were analyzed, and the risk factors affecting the occurrence of invasive pulmonary fungal infection were dis-
cussed. The patients in the infection group were followed up for 1 year and were divided into a survival group
and a death group according to whether they survived or not, to explore the risk factors affecting the prognosis
of the patients. Results A total of 71 strains were isolated from 63 infected patients, among which Candida
albicans was the main strain (45.07% ). Multivariate Logistic regression analysis showed that long-term use of
broad-spectrum antibiotics, invasive procedures, MELD score = 29.14 and TBIL = 334.29 pmol/L were inde-
pendent risk factors for invasive pulmonary fungal infection. During the 1-year follow-up, a total of 23 patients

died. Multivariate Logistic regression analysis showed that invasive procedures, MELD score = 32.06 and
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TBIL = 471.09 pmol/L. were independent risk factors for death in patients with HBV-ACLF invasive pulmo-

nary fungal infection. Conclusion Patients with HBV-ACLF invasive pulmonary fungal infection are mainly

infected with Candida albicans. Prognosis should be paid attention to patients with HBV-ACLF invasive pulmo-

nary fungal infection with invasive procedures, MELD score and high TBIL level.
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Table 1 Distribution of pathogenic bacteria
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Table 5 Logistic regression analysis of risk factors affecting

the prognosis of patients
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P4 T B B A K AT 1(IGF-1) M & e S IR LG (NSE) K. &R 1RIT 2 J8e P
MR TPEL , 22 54 G5 X (=4.440, P<0.05) . 1437 2 A5 W 2H rh BEF AR 43 NIHSS 3745
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18 IGF-1 7K V- Y10 i 3% & , 1M 7% NSE /K248 b BAIS , FLIRYT 2 J8S 78 EE 410 7% IGF-1 /K F-BH &8 & T4
B2, 1ML 7E NSE K BARFPE R4, 2 A G248 L (P 3<0.05) . 1697 3 N H G, PB4 S R Af
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Effect of intravascular intervention combined with tongnaoyin in the treatment of acute

cerebral infarction

JIA Zhiqing'*, FAN Yuxiang®, JIA Jinyao’, LIU Xiao'

(1. Department of Neurology, Xingyang People’s Hospital, Zhengzhou, Henan, China, 450100; 2. Depart-
ment of Neurology, the First People’s Hospital of Zhengzhou, Henan, Zhengzhou, China, 450004; 3. Depart-
ment of Rehabilitation Medicine, Xingyang People’s Hospital, Zhengzhou, Henan, China, 450100; 4. De-
partment of General Surgery District 1, The First Affiliated Hospital of Henan University of Technology , Jiao-
zhuo, Henan, China, 454001)

[ABSTRACT] Objective To investigate the effect of intravascular intervention combined with tongnao-
yin in the treatment of acute cerebral infarction (ACI). Methods A total of 86 eligible ACI patients admitted to
Xingyang People’s Hospital from June 2017 to June 2021 were selected and divided into two groups: Western
medicine group (n=43) and Chinese and Western medicine group (n=43) according to the random number table
method. In the Western medicine group, intravascular interventional therapy was performed, and in the TCM
combined Western medicine group, Tongnao drink was added on the basis of the Western medicine group. The
efficacy of the two groups was evaluated after 2 weeks of treatment and the prognosis of 3 months after treat-
ment, the TCM syndrome score, National Institute of Health stroke scale (NIHSS) score, serum insulin-like
growth factor 1 (IGF-1) and neuron-specific enolase (NSE) levels were compared before and after treatment. Re-
sults After 2 weeks of treatment, the total effective rate of the Traditional Chinese and Western medicine group

was better than that of the Western medicine group, and the difference was statistically significant (¥°=4.440, P<
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0.05). After 2 weeks of treatment, TCM syndrome scores and NIHSS scores in the two groups were lower than
those before treatment, and after 2 weeks of treatment, the TCM and Western medicine group were lower than
those in the Western medicine group, and the difference was statistically significant (P<0.05). After 2 weeks of
treatment, the levels of serum IGF-1 in the two groups were significantly increased, and the levels of serum NSE
were significantly decreased. After 2 weeks of treatment, the level of serum IGF-1 in the Traditional Chinese and
Western medicine group was significantly higher than that in the Western medicine group, and the serum NSE
level was significantly lower than that in the Western medicine group. The differences were statistical signifi-
cance (P<0.05). After 3 months of treatment, the good prognosis rate in the Chinese and Western medicine
group was higher than that in the Western medicine group, and the difference was statistically significant (=
4.715, P<0.05). Conclusion The effect of intravascular intervention combined with Tongnao Yin for ACI pa-

tients is better, which can significantly reduce the symptoms of Traditional Chinese medicine and nerve function

damage, effectively regulate the serum IGF-1 and NSE levels, and significantly improve the prognosis.
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CD,".CD,".CD,"/CD," .IFN-vy } IgE 7K ; 43 #f CD,* .CD," .CD,"/CD," . IFN-vy J IgE 575 i 7E &5 % H L
VitD [ SEME . S8R #5341 25(OH)D /K- .CD,' .CD," .CD,'/CD;" .IFN-vy 7K V-4 %F B 411G, TeE /K P-4
SRR, 22 A GiitoF i X (P<0.05) . 2403, 28 ] VitD 1E % , 43 7] VitD A L, 24 71 VitD = .
CD,".CD,".CD,/CD;* . IEN-vy 7K - Fe %5 : VitD 1E % ZH>VitD 7 £ 4>VitD Bt Z 41 , IgE /K Fe &« VitD 1E%
A <VitD N E<VItD $Z 41, 22 F 34 G122 L (P<0.05) o Spearman FI& 5 M s , 78 1 54 48 1
JL VitD 5 CD;",CD,".CD,"/CD;" . IFN-y /K2 IEFHC, 5 IgE K F R M AHE (P <0.05), £i8 CD,'.
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Relationship between T lymphocyte subsets, IFN-+v and IgE levels and VitD in allergic
rhinitis

LIN Hongyan'*, SHANG Hongkun®, PAN Liping'

(1. Department of Otolaryngology, Anyang Sixth People’s Hospital, Anyang, Henan, China, 455000; 2. Depart-
ment of Otolaryngology, Anyang Hospital of Traditional Chinese Medicine, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To investigate the relationship between the levels of T lymphocyte subsets ,
interferon y (IFN-vy) and immunoglobulin E (IgE) and vitamin D (VitD) in allergic rhinitis. Methods 95
children with allergic rhinitis admitted to the Sixth People’s Hospital of Anyang City from May 2016 to May
2021 were selected as the study group, and 87 healthy children who underwent physical examinations during
the same period were selected as the control group. The levels of 25(OH)D in the two groups were compared ;
the levels of CD;", CD,", CD,"/CD;", IFN-+v and IgE were compared in each group. The correlation between
CD;", CD,", CD,"/CD;", IFN-vy and IgE and VitD in children with allergic rhinitis was analyzed. Results The
level of 25(0OH)D, CD,", CD,", CD,"/CD;", and IFN-v in the study group were lower than those in the con-
trol group, and the level of IgE was higher than that in the control group, and the differences were statistically
significant (P<0.05). According to statistics, 28 cases of VitD were normal, 43 cases of VitD decrease, and
24 cases of VitD deficiency. Comparison of CD;", CD,", CD,"/CDs", IFN-v levels: normal VitD group > VitD
insufficiency group > vitamin D deficiency group, comparison of IgE levels: normal vitamin D group <vita-

min D insufficiency group <vitamin D Deficiency group, and the differences were statistically significant (P<
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0.05). Spearman correlation analysis showed that VitD in allergic rhinitis patients was positively correlated
with the levels of CD;", CD,", CD,"/CD;", and IFN-v, and was negatively correlated with the level of IgE (P<
0.05). Conclusion The levels of CD;*, CD,", CD,"/CD;", IFN-v, and IgE were correlated with VitD in pa-

tients with allergic rhinitis, and VitD has a good immunoregulatory effect. Supplementing with VitD can help

improve the immune function of children.
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70 NP S A SR I DR b UL B I S
MNARTE 5 R AR 2 AERy SF S B
AR AL Y Ve SR PRI S, BB R B IE A
E N AN RE NN Y i QR E I 155 9 e s 284
23 IR B Bl IR | % 25 R I AR TR Ok TiE 2 A
Pt PRE RS, v AR R B AR R R Y
9 8%~24% , H bt #5 IR EE 0 AR Ak, | 30 SLAF AR [y M 5
R YRR Fe Al 2 BB G e A B RETRE AR
I M B AR T A i BIL L g S 8 A T A L (B AT 9
7S, 29 112 B IO P B R R R W B , 24 3/4. )
Wi f8 25 A7 7E AR o VR S G I, HL W W [F] 4E 4= & D
(Vitamin D, VitD ) il = JiE £F7E — & AHOCHE , T i T
S b RN ASCIE B A 3% L IR T AR ) e L
TR A Ay S — B, SO A S 4 0 A2 0 1 S 4R [
VitD Z [HFAAE— BB R T, AR A P B R
T Itk U 40 L P AF 148 % v (Interferon v, IFN-v) &
P8 Bk 8 1 E(Immunoglobulin E, IgE ) 7K ¥ 5 VitD
B RFATHRIE, AR E W T .

1 BREFE

1.1 EARTR

PEHL 2016 4F 5 H % 2021 4F 5 H 25
N BB B Sif 9 A8 1 S 4% A8 L 95 335 R BiF 5
a4, Hop 5 52 ], 4 43 ], 4F i F- 1 (8.68+1.05)
%o AR HE: QT A BILA A G 8ok &R
W 2Ir e M ) P A 2 Wi bR T QI IR 45 7
T G} 56 % 5 (3728 1 Jit Bz R 3 45 SR R BEPE o HE
B b 1« OFF 7™ B IR YL 3 5 77 76 3% M i g s
IV ZR GEP 5 A Ho i 72 Ge 95 w1 914 A
WEIRIT A s @H AT A r 8y 2 R s & A BE i
6 I~ H N FH VitD #h FE36 97 &

5y 125 T[] s ) B R A ft R A R 1) £ B L EE 87
SAE R . Horh B 56 44, 4 31 44, X AERR
(7.94+1.27) % . L —MEHRF LA 2E S5 TS it
B (P>0.05), HA A k. ASHESE 2B 5 2442
PR Dot E T I, 2208 W N B 285 I TR
= v

Allergic rhinitis; IgE level; VitD; T lymphocyte subsets; IFN-vy

12 ik
WFSELH T A BERT Xk BRZE o (A 24 H AR 5 mL

FEKIML A . 145 8.0 (3 000 r/min, 10 min, r=10
cm) Ji BB 3 W, SR P TG I A 95 W 3 0 E 25
(OH)D IFN-v, #zil a0 B At 5t shoAZ S0 A= WA TR
NI B SR FH A0RE i3 S LU A2 TgE , Al iU
A ) AR PR R R AR 1 48R A C
2 L 53 BT SRS T 9k T2 48 i 2B (CD," .CDL' .CDs')
K-, T3 CDL/CDyT HUAE, A ICF ) o &
EBARGRA G SEEE . A #ErE Ll i+
RN GUHEAT R0 R T A BRI e A5 0 )
FikAT .
1.3 WELIE R

O Xt Eb A 5T 41 5 X R 41 25 (OH) D, CD; ",
CD,".CD,"/CD;" .IFN-vy & IgE /K- ; @A #5745 pj :
B 8L VitD KN [F 43 3 41, VitD 1E# N
25 (0H) =25 ng/mL, VitD A & & 15 ng/mL<25
(OH)D<25 ng/mL, VitD #i = & 25(OH) D<15 ng/
mL"', 3%} 3 41 CD,*.CD," .CD,"/CD," .IFN-vy
IgE 7K F ; @43 #7 CD,* .CD," .CD,"/CD;" . IFN-vy }
IgE 578 WP & 48 8L VitD BYAH G
1.4 Gite#rik

K SPSS 22.0 #RAFGE 1T oM, 2 B R i
(x+s) T, 4LIA] HLAEAT e K56, 241 1A] Ui AT F A
¥ ;R Spearman 434 CD;* .CD," ,CD,"/CD;" . IFN-y
K TgE 578 [ M 5 4 g8 L VitD A G | IF 24l
S AL DL P<0.05 RoR 22 A git2rm X

2 #R

2.1 £ 25(OH)D.CD3".CD4".CD4*/CD8" . IFN-y
J1gE K s

f5¢4 25(OH)D .CD;* .CD," .CD,"/CD;" . IFN-y
I BRZAAIG, TgE K Ao B o, 22 R 39
Giiterm L (P<0.05), WK1,
2.2 AN[A VitD 7KFAR i S AR )L CD3Y . CDA” |
CD4'/CD8" . IFN-vy % IgE /K- 45

24811, 28 4 VitD 1IEH , 43 {4 VitD A~ 2 , 24



DTeW SR 2022458 H 51434

HE8l T Mol Diagn Ther, August 2022, Vol. 14 No. 8

+ 1409 -

x1

#4H 25(0OH)D.CD3*,CD4",CD4"/CD8" \IFN-y B IgE 7K ELb 8k (k+5)

Table 1 Comparison of the levels of 25(OH)D, CD3", CD4", CD4"/CD8", IFN-v and IgE between the study group and the

control group (x+s)

4 5] n 25(0OH)D(ng/mL) CDs' (%) CD/ (%) CD,"/CDy IFN—v(pg/mL) IgE(IU/mL)
WAl 95 19.806.51 47.72+5.35 55.62+6.34 1.02+0.30 31.25+4.57 312.59+127.19
Xt A2 87 34.62+4.50 57.25+5.80 67.59+6.67 1.50+0.16 46.33+2.70 87.16x12.41

tHE - 17.708 11.531 12.41 13.291 26.789 16.456

P - <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

i VitD it = . CD,".CD," .CD,/CD," .IFN-y /KF It
B VitD IEH 4>VitD AR 4>VitD it = 41, IgE 7K

L VitD 1E B 4 <VitD A R 4 <VitD $ = 4,
2P E X (P<0.05), W2,

K2 AR VID KFEZFHEEXEILCD3.CD4’,CD4'/CD8  IFN-y B IgE K FLL B (x+5)
Table 2 Comparison of CD3", CD4", CD4/CD8", IFN-vy and IgE levels in patients with allergic rhinitis with different VitD

levels (x+s)

20 51 n CD;" (%) CD./ (%) CD,'/CDy’ IFN—+y(pg/mL) IgE(IU/mL)
VitD 1EH# 24 28 51.07+4.71 60.64+4.82 1.32+0.18 35.43£2.41 164.73£43.51
VitD A 4 43 48.52+4.23° 56.24%4.53" 1.0420.15° 31.97+2.49° 317.74+54.92
VitD filt = 41 24 42.38+3.69° 48.65+4.17" 0.63+0.10" 25.08+2.26" 475.87+62.49"

F1H 28.394 45.899 140.284 122.364 215.434

P1H <0.001 <0.001 <0.001 <0.001 <0.001

5 VitD IE% 4 R, P<0.05;° 5 VitD A R4 AR, P<0.05.,

2.3 43¥r CD3".CD4" .CD4'/CD8" . IFN-vy % IgE 5
A5 WP £ 4 HUL VitD AR G 1

Spearman #1 % 43 #71 .7~ , CD,* . CD,* . CD,"/
CDy" . IFN-vy 7K 578 i P 85 % B L VitD 2 1E A 56
(P<0.05) , IgE 7K -5 48 i P . 5% fBUL VitD &2 17 A
K(P<0.05), WFE3 K1,

3 itip

A P 6 UL LR JER AL
PRI AR R, P 1gB A S RBAUIGIT S| & |
VR B O P e eI S AR T B
BIFGE 1% SR 4548 LG e I ABAE F (B it o

RN R R AR — o QIR e Ah A8 N
SR EA R RS AR T UAE2G , BL
Gyt RN BEREAR S e L R B
VitD J& T B EEE AT AE ), 1 25(OH) D /& VitD
RN FEEAAAERIE R, H 25(0H)D 78 ML ik
FEBE A B B AR e M, T A AU B AR Y
VitD [ &, RS B, VitD S 5 8LK R &
PEPE T, HEWOIE S5 2R i & A ¢, R
= H BRI AW R, BFIT A 25
(OH) D 7K -3 % BRZAIG , X 1T B2 T AR L4 ih
BYHA R VitD A 2 30CE 5 40 B DG B SEAS 2 BT
B, MR T VitD A6 Sl R G0 AEZ R E AR,

%3 CD3'.CD4'.CD4’/CD8'.IFN-y & IgE 5 8K £ )L VitD KX 517
Table 3 Correlation analysis of CD3", CD4", CD4"/CD8", IFN-y and IgE and VitD in patients with allergic rhinitis

& CD, CD,’ CD,/CDy FN—y IoE
- r P r{& P1a r{8 P1a r{8 P1E r{i P1a
25(0OH) D 0.553 <0.001 0.655 <0.001 0.803 <0.001 0.792 <0.001 —0.855 <0.001

D=

0 RERDEFH g

g 45 P 855 ¢
5 : 50 E

35 . 45 0.7

600
ROZ1E=0.733
500

o 400

300

200

RO 0307 R 0,440 ReHE=0.679 R0 651
30 & 10 g 05 S 20 A 100
5 10 15 20 25 30 5 10 15 20 25 30 5 10 15 20 25 30 5 10 15 20 25 30 5 10 15 20 25 30
25(0H) A 25(0H) B 25(0H) c 25(0H) D 25(0H) E

Ay CD3" 5245 1 i 4 FEUL VitD IR G HEAH DGRBS &L 5 B ol CDAT 528 hi 4 5 9 SR UL VitD IAHDCHERS K] C o CDA'/CD8’ 5748 iy 1
E R EIL VItD AHSCPERU R D 2l IEN-y 578 B 5% 8L VitD BAHSCHERURIEL; E O 1gB 528N 5 4 UL VieD BRI G HEBus
E 1 CD3'.CD4'.CD4'/CD8'.IFN-y % IgE 5357 B 4 B L VitD FItE £ S 4
Figure 1 Correlation analysis of CD3", CD4", CD4"/CD8", IFN-v and IgE and VitD in patients with allergic rhinitis
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AT —E R R,
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KR R IR R 20 L AN IgE, T 5 63K 1Y) TgE ] 4
TR T RYARZS N 1) A 5 e AR o 5 4% o
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VSD 9y 1250 e A LS8 e i i LTS IL- 1o . VEGF J
SOD /K P55 M

g Gyl iRk x5

(# Z] BB P VSD Y7kl @ o AT JE M ek 58 2 1 A - Lo (IL-1a0) M0 4 R A K HF
(VEGF) M8 E ALY AL i (SOD) K2 . 775k 1EEL 20194F 5 H 2 2021 4F 5 H b B B 2 = [
J& EEBECTR 1 e S AT e 3 03 191 AR AT 515 40 A FSE AL (8 FVEFAT+VSD R n=47) Rk BRZ (FE2k
GITIEIARYT ,n=46) o X HE AL RS T80 ARG I IRFE AR R F 7K [IL-1o IR SR FE H F-a (TNF-a)
HAE-6(IL-6) | \VEGF M AL A 7 [SOD N [ (MDA) |, &R WHtdlinyr BA 5% (93.62%)
XTHEZH (82.61% ) 1R , 25 A Geit =8 L (P<0.05) . IR 4] Wexner 2 VAS W53 5% FEZH /D, A1 T A s 1]
B AR, 26 R IR Gt L (P<0.05) . WiZHAR )G IL-1a . TNF-o . IL-6 . MDA JKF-#4 R % , VEGF .SOD
HKOEY L TE, DI 4l B i, W2 LA 25 A B4 L (P<0.05) , 518 W AT e FR 2 R L VSD
BRI R, BEA RO R G L9 WL RE , D P R, 4 A i ), FLA] A AR AR IL- 1o  TNF-a
Je IL-6 7K -, 1458 VEGF (2635, 875 SOD MDA /K-, A F|F B H RS IKE , 1 PRI H A5 ] WL

[kgiR] SO LM ; VSDEAR; IL-1a; VEGF; SOD

Effects of VSD therapy on serum IL-1a, VEGF and SOD levels in patients with high
perianal abscess

JIANG Wenfeng'*, MA Kai', TAN Linling', LIU Fang’

(1. Department of Anorectal, the Third Affiliated Hospital of Chengdu Medical College, Pidu District People’s
Hospital, Chengdu, Sichuan, China, 611730; 2. Department of Anorectal Integration of Traditional Chinese
and Western Medicine, Affiliated Hospital of North Sichuan Medical College, Nanchong, Sichuan, China,
637000)

[ABSTRACT] Objective To investigate the effects of VSD therapy on the serum levels of Interleukin
-la (IL-1a) , vascular endothelial growth factor (VEGF) and superoxide dismutase (SOD) in patients with
high perianal abscess. Methods 93 patients with high perianal abscess admitted to the Third Affiliated Hospi-
tal of Chengdu Medical College from May 2019 to May 2021 were analyzed, and according to the treatment,
they were divided into the study group (internal mouth closure+VSD technique, n=47) and the control group
(hanging thread drainage therapy, n=46). The clinical efficacy, postoperative clinical indicators, inflammato-
ry factor levels [IL-1a, Tumor necrosis factor-o (TNF-a) , Interleukin-6 (IL-6) ], VEGF, and oxidative
stress factors [ SOD, Malondialdehyde (MDA ) | were compared between the two groups. Results The total
effective rate of treatment in the study group (93.62% ) was higher than that in the control group (82.61% ) ,
and the difference was statistically significant (P<0.05). The Wexner and VAS scores in the study group were
lower than those in the control group, and the wound healing time in the study group was shorter than that in

the control group, and the differences were statistically significant (P<0.05). The levels of IL-1a, TNF-«,

AEFA w9 g Tt & A e AR A (16P]130)

A AL 1 RARE F R 5 =M B [ B - s AR T FRAR K AR E Fe i A, v )il R AR 611730
2NAEFRWEER Y &ELSSIHFA, @, & x 637000
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IL-6 and MDA in each group decreased after operation, and among which the study group was the most signifi-

cant (P<0.05). Conclusion VSD technology is effective in the treatment of patients with high perianal ab-

scess, which can effectively enhance sphincter function, relieve pain, shorten healing time, and can effective-

ly reduce the levels of IL-1a, TNF-a and IL-6, enhance the expression of VEGF, and regulate the levels of

SOD and MDA. it is beneficial to the postoperative recovery of patients, and the clinical application prospect

is considerable.

[KEY WORDS ] High perianal abscess; VSD technique ; IL-1a; VEGF; SOD

JIT T e ek Ay R g A0 R 858 kg i UL B — 2958
PR RTE R T LS 5 W 28 40 AT ik
Jib o R TR B B 52 T 43 Sk s AR AT i
e, JEG v s 7 Uk e B Ay DL 2 R b 7 T
ATHE LA o FR TR T e A AE T 1 J) Bl i b
B LH AU BRI X T R A7 I ] M b i 8 DT 5 1
IGIT, DA I N P E R 5 0 ot St HE D
B2 e % AT AAR R S ) 38 T i ol 2R M s g
An ik A BRAE NG R 5 T R M i 77 =X
BREA RGBSR 8 ) i iR AT TG 29 0L
SRV h e Ny INN BT - BN a2 12 ]
It (Vacuum sealing drainage , VSD) £ K Ay i1 LE4F Jij
FET W2 iR, ol Bl e B HE S A
Z AN T B BR ], L RE s A1) 1 -5 20 AR 0 4 ik
AR . AL VSD J7 X iy o7 AL & e i £8 2
1ML 2 -1a(Interleukin-1a, IL-1a) ML N B2 A=
K [ ¥ (Vascular endothelial growth factor, VEGF)
N A AW 15 AL i (Superoxide dismutase, SOD) 7K
RS AT oA, RS AR

1 ABSHE

1.1 — R

YEHL 2019 4F 5 H & 2021 4F 5 H #8 E B 46
=i = e Wi B4 v 7 T T e i R 3 03 8], AR B
BEIRIT AN 53 AW 41 (P9 E 1+ VSD
FAR , n=47) T B (HEZ 51 i IE IR YT, n=46) .
HAiF s 405 35 1, L& 12 4], 4R L (43.28+
527)% o XA B 33 ], &£ 13 B, F ¥ 4E R
(45.49+5.87) % . AbRiE: QA B & 2K
T R T A e 2B Fe B ) bR i s @45 1822k
A R T R s DAE AR e A B 16 7 I IR
TR e o HEBRARUE . OFFFE A EH O T VE %
HEPELFTIE ; QA T iR Lt ; @BRE A7 7E
25 UG B s @ A T E A MR AR O
TG @O FAENT T F RS 5 . AL B} LA 2=
SLGE 7 L (P>0.05) , fEAEA] FL#c ik . ASHF

RABE R AR Z B it id o, 2 iXE T8
AR =
1.2 Jrik
1.21 RI7 Ik

X HREAH : RIBGEEZR S| AR YT o e S H A
U 3L

WEIELH R EUN D B A +VSD BORIGYT . TR
HLZ% 3 cm DA b7 B, BB e J 0 17 1 JE A A — 3K
YR 4K 3 em, FE A MR IS 4 W0 HERR |
PR3 B 1S N (] B, B BR IR FEZH 2, >R FOBUAEUK st
R kI, FRAE N B I A8 S R AV
TR G i 445 = AT PN T B R N R CE VSD
R AR M i DR /N B TR O, S 2 R e O
B [ J K2 37 B EORG  ,  4 — WA, HEiE B
F e B IR TR sl
1.2.2 K5k

TR TORET 5 2 R Rk I 5 mL, 7 LA
B0 (3 000 t/min, 10 min, r=10 cm) Ji5 B F ¥5 K,
TRAFT-60CHr o SR TR S 2 W BEHEAS I TL- 1
VEGF. 98 3K %F [N T - o (Tumor necrosis factor,
TNF-a ) . A4 Z-6(Interleukin-6, IL-6 ) 7K, i85 &
W bR R A IR A T o SR R g A
I SOD JK-F-, 12070 & W F BRI 36 AR W) TR A IR
Ao SR AT 22 R A I P — 18 (Malondi-
aldehyde , MDA ) /K-~ , 1200 & I i 45 A= YRk
BARAT] . R ™ ks e IR U A T
1.3 WMEHEIR

Ils RTT R WAL BT 5E 4 A R A
TETH 2K 5 A 850 B AR AT A, o) W 05T, AR
SR RETE € v RN NN 2 N 19 Qe T UL R A
Upie AT DL 2250 I SRR R A, A 0K
= (R RO LEEIX100% . @A 5 i RAE 5 £
&AL T D68 PIm O0 S B Tvn 5 e o AT 2D
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K SPSS 22.0 GeiH R\ T ge T3 br , - ot
BERH (7 £5) 2R AT e K590 THECRORER F n(%) %
TNLAT PR s L P<0.05 AR HA G FE L,

2 HR

2.1 PIIGIRY TR LA
W 5T ALl PRIB YT B8 RO 93.62% , K R4
N 82.61% , WFFE A It RIGYT B A R BN FRAH 15y
ERAGIFE L (P<0.05), WE1,
1 FAKKFREE (1(%)]

Table 1 Comparison of clinical efficacy between 2 groups

(n(%)]

2H 51 n T2 B Toxk BAEBCR
WHSReH 47 31(65.96) 13(27.66) 3(6.38)  44(93.62)
XHRLH 46 22(47.83) 16(34.78) 8(17.39) 38(82.61)
1 1E 4.180
P 0.041

2.2 PRSI RS b HLER
W5 4H Wexner Sz VAS PE4r 80 AR /D A T
AL IR BR 2, 25 S ¥ G i T S (P<
0.05), W32,
x2 FWHARBIRKIEREE (vs)
Table 2 Comparison of postoperative clinical indicators

between the two groups (x +s)

A5 n Wexner P43 (43) VAS ¥F4r (43) BT A5 B 1E] (d)

2.3 M4 IL-1a - TNF-a & IL-6 7K - H %
S5ARHH L, ARG IL-1a . TNF-a & IL-6
KR B, Horp IR oR gl B ol i 35, PR Lb e 2
SAGIFE L (P<0.05), W3,
2.4 4] VEGF.SOD MDA /K H. 45
5RATAHEE , T4 AR J5 VEGF K SOD /K -1
FTE, MDA K2R [, o DL g A e o
PWIZH L 25 A it L (P<0.05) . W3R 4.
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#%.(93.62 EXF HE 21 1y (82.61 GRS
XTHRZ 46 3.67+0.42 5.63£0.71 41.36%5.07 #(93.62% ) OV HE AL i (82.61% ), th BL AT WL 1N
{8 15.467 16.710 18.041 H A VSD BB L T TIL R RO E
Pt <001 <001 <0001 B K GREEFTTAE R G T A
R3 WAIL-1a.TNF-o B IL-6 KFELLE (x+5)
Table 3 Comparison of IL-1a, TNF-a and IL-6 levels between the two groups (x+s)
_ IL-1a(pg/mL) TNF-a(ng/L) IL-6(ng/L)
H n s - N - - -
ENill N el A AT ARG
e 47 262.18+4.38  59.46+3.56° 191.56%25.27 103.46%15.19* 163.59+10.37 92.48+8.26*
Xf 20 46 260.64+4.57  84.34+3.91° 186.30+24.68 139.77+18.47* 159.8610.25 115.48+7.65*
tH 1.660 32.099 1.015 10.364 1.744 13.924
Pl 0.101 <0.001 0.313 <0.001 0.085 <0.001
T SRR AL, P<0.05,
%4 TiZH VEGF.SOD MDA 7K Etb 4 (x+s)
Table 4 Comparison of VEGF, SOD and MDA levels between the two groups (x+s)
- VEGF(g/L) SOD(U/mL) MDA ( wmol/mL)
Eikj n N - = S v S
AT N ARH N AT VN
WF5ELH 47 78.64+15.36 181.46+26.35° 75.46+8.48 132.27+12.58° 7.46+0.51 4.32+0.40°
XJ AR ZH 46 82.49+16.41 161.48+22.76" 77.52+8.63 117.49+10.63° 7.28+0.49 5.84+0.43"
1l 1.168 3.910 1.161 6.113 1.735 17.655
P 0.246 <0.001 0.249 <0.001 0.086 <0.001

SRR T A, P<0.05,



-+ 1414 - NTEW SRS 202248 A

H1aE B8 I Mol Diagn Ther, August 2022, Vol. 14 No. 8

i, T BB VSD ARG R8T N4k
FEA N PEAT , R 2045 L L 40 3, I %4
HARUE T AT THE 2 LT R Y 5248 1] B AR S5 SR IR
TEY A8 &t 5 B RIS , i ROs R
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HIRFS LT 2 % R W o TL- oo A S BHLAAR 26 4 46
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miR-375 I YAP1 1555 g difield2 2L ke i ALkl
WEsE

frim Mg wEr

[(# ZE] BH HiTmiR-375 X E TS MR TR SORELR . Ak BEE2019 41
H %2021 4F 1 AR R T A P B T SUEARTA AR B3 50 61, IO bR 4120 Jass 2 As . SR
SEINHEGAE B R A T S A TN ZH 2 Ji552H 4] miR-375 F1 YAPI (13335 , Pearson 28 P AR DGHE: , 3143
Wi 365 5 5 SRR EA SN R . (RIMESE HeLa 0L, 43S X HRZH (NC) \miR-375 #2711 240
(miR-375 mimic) . YAP1 #112H (shYAP1) \miR-375+Y API #l#|2H (sh-miR-375+sh-YAP1) ; ZHMLT 4 12 28ik
IR (Transwell) AN 40 AR A= 2514 5 40 ARSI R AN 4 3B R Pk 5 85 P B (Western blot) Kl 4520 1 iz [8] 78
AL (EMT) MG E FURBTE I . DOLE MR L RIE miR-375 5 YAP (Ul tE, &R HHEHas
miR-375 FIMILTIAFH AL, YAP] Fikh | FIa st 4, Z 56 5112 % L (P<0.05) ; Pearson 4T i 7
miR-375 5 YAP1 2 FUA X (P<0.05) . miR-375 Fl YAP1 mRNA Fik7EA 41415542 FIGO 4 bk .45
HRBRAAES A L (P<0.05) . miR-375 1A 54 YAPL (W35G , i85 (22240 i i 2/ (P<
0.05). £51® miR-375 AL G A AT YAPL i EMT A5G A, ETm ] & S A paT i (=248 .

[X#i7]] miR-375; YAPL; B &AM ; 228 i

Mechanism of miR-375 targeting YAP1 to regulate the invasion and migration of cervi-
cal cancer cells

HE Xiaoli, LIN Beibei, FAN Xing*

(Department of Gynecology, Changsha Maternal and Child Health Care Hospital, Hunan Normal University ,
Changsha, Hunan, China, 410007)

[ABSTRACT ] Objective To investigate the effect of miR-375 on invasion and migration of cervical
cancer cells and its regulatory mechanism. Methods From January 2019 to January 2021, 50 patients with
cervical cancer underwent radical mastectomy in Changsha Maternal and Child Health Hospital were selected ,
and tumor tissue and paracancerous tissue samples were collected. The correlation between mir-375 and YAP1
expression and clinical pathological parameters of cervical cancer was analyzed by Pearson. HelLa cells were
cultured in vitro and divided into blank control group (NC), miR-375 agonist group (miR-375 mimic), YAP1
inhibitory group (shYAP1), and miR-375 +YAP] inhibitory group (SH-miR-375 + SH-YAP1). Cell invasion
assay (Transwell) was used to detect cell invasion activity. Cell migration activity was detected by cell scratch
assay. Western blot was used to detect the expression of epithelial-mesenchymal transiton (EMT) related pro-
teins in each group. The luciferase system verified the targeting of miR-375 and YAPI. Results miR-375 ex-
pression in cervical cancer tissues was lower than that in adjacent tissues, and YAP] expression was higher
than that in adjacent tissues with statistically significant differences (P<0.05). Pearson analysis showed that
miR-375 was negatively correlated with YAP1 (P<0.05). The mRNA expressions of miR-375 and YAPI were
statistically significant in different histological grades, FIGO stages and lymph node metastasis (P<0.05). Af-

EAFR ks T ARRERR (202105011187) ;% d b ki § AL 2R B (kq2014016)
A H4s 1 T8 R W Ky W da g R e da — A, i, K 410007
*BAEAEH S8, E-mail : 578278486@qq.com
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ter mir-375 overexpression and inhibition of YAP1 expression, the number of migrating and invading cells was

significantly reduced (P<0.05). Conclusion MiR-375 can inhibit the migration and invasion of cervical can-

cer cells by negatively regulating YAP1 and inhibiting EMT-related proteins.

[KEY WORDS |

B SR S — PR WL R T AR R S
TERE G i, LR R M AE T R BB AE LT
B, oh 2 M 0 AR A R R T E BRI T
RNA (microRNA , miRNA ) & — 2K K £ 5 19~25 4
KA MR I/ T AE g i RNA , 8Nk 2 5L H ik
IR MR 2 BFSE R , miRNAs 2 5
7GR IR Y e e R R R B Rk b JRE A g A )
TBITHUHEFR™ . YAPL J& Hippo 15 53 {5 il 2 30
53, i 1A #1% Hippo/MST1-2 4§ . Savl 45 &4 |
LATS1/2 A PN 1 3 Bl 20 106 B vy - 4 g 46 4 e
9% 2 W, LATS1/2 3 i X B Jg 5 300 il 78, i
YAP1 A3 EUs HE K ) D fig , 3 YAPL ik Al GE il
Sk B S0 FE IR YT AR B . miR-375 7E B S
S SARIR DY Ok SR AR A $E R LA T RE AR AE S
St 2 DAY &0, {8 H AT miR -375 2 15 18 1 80 i)
YAPL ¥ 5 5 20000 40 M () AR W 22 AT R i R B
), A SO 3 R 1T miR-375 #E A YAPL ¥ 5
S0 AN AR 22 B AL, B AE R I IR 12 W K A
AT B SR PR R 1) . HRIEANT .

1 ARSI

1.1 — KGR

L2019 4F 1 7 & 2021 48 1 J £ KT ia4)
TAEBEA TS BURHIA AL 50 ], BRI LHEL
TR LA, B FIFER (58.2729.57) % . 44
bt : OFF G CE U2 W 516795 /8 (R IR )
HET SR ISR IE , H 2 B IL o IR R M e 3
I s QAT R HABIbIRE s @TCWNEIPIRE M o HEBR
Pdl « I R B TR S B 1 75 B AN e B3, I A 3
BORML S SR A g A O AR iR 43 1
(Federation of Gynecology and Obstetrics, FIGO)
8o AW R KD TS B BEfC B2 D1 25
A, H¥ 2 s s m 2
1.2 ik
1.2.1 AL S5 H LR A K miR-375 71 YAPI
ik

HUbR A B8 5 5 20 3%, 12 000 rpm 55 3 B .0 15
min ( B.0>2E42 10 ecm) . TRIzol 35 & (b 3T & 4R

MFiR-375; YAPI; Cervical cancer cell ; Invasion; Migration

A YA BRA ) $2E B RNA, mRNA Fl mi-
croRNA 19 )z ¥% 5% 43 51| {f H PrimeScript™ RT Mas-
ter Mix (TaKaRa, H74<) I miScript Reverse Tran-
scription Kit (Qiagen, {8 ). {# | Mastercycler®
nexus X2 (Eppendorf, 12 [E ) ¥ 17 5L B 2% 6 i 1 2
4 W #% /2 W (Real - time fluorescence quantitative
polymerase chain reaction technology , qRT-PCR ) #f
I, I %0F:95C,155,60C,60s,72C,40 s,
AT 35 MEH . 2724 Ty vk A PR , IF 4300 LA
GAPDH 1£ }1 1211 miR-375 Al YAPI mRNA #
XFRIRAK. SIYPHIILER 1,

*1 5957
Table 1  Primer sequences
HFE igdl
Forward : 5'-ACACTCCAGCTGGGTAGCACCATCT
miR-375 GAAATC-3'
Reverse: 5'-CTCAACTGGTGTCGTGGA-3'
YAPI Forward: 5'-CTACTACCATTCCCCAGCCG-3'
Reverse: 5'-CTACTACCATTCCCCAGCCG-3’
GAPDH Forward: 5'-TGCACCACCAACTGCTTAG-3

Reverse: 5'-GATGCAGGGATGATGTTC-3’

1.2.2 ZUeREsF

B S M R Hela W A EIEA TAY) TR,
ARIMRFARAF o F A0 LAE & A 10% 864 17
(Sigma-Aldrich, St. Louis, 3¢[E ) 100 U/mL 7 #
# 100 mg/mL 55 % 2 ) RPMI 1640 (Gibco, Rock-
ville, J&[E)KFFREP & T 37C 5% CO, (T
J5 14 40 B 5% 3245 (Thermo Fisher Scientific, 3 &)
R, R OGRS R A A T S
1.2.3  4ifiafL e sy

2 2 BB 3107 H2 0 41 A, 75 240 M Rl 5 i 80%
B, 2o 8 L R IR U0 1Y B L &2 B MO 1A, 7%
Yudi il G 48 h 5, 56 W AMOW SR SO R 1 .
ARG , e & Ptk DMEM 85 5% W 0k 17 0 ik, 15
FNF AR B4 M s B . 3845 miR-miR-375 4
M . shYAP1 4 jifd . miR-375+YAP1 40 fifd . [a] i i%
23 4 %} B (normal control , NC)ZH , T L& #LES 7% .
1.2.4 2 A o) i e A 00 41 AT AL T

THALZNAE RS B LR e U i dn i &)
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FEFDT 6 FLAR P, Uk H AR A0 NG B I3 5 sl
IR AR L T BT o FLBUIE Fidsic, 20 3 FRYR S
0.12.24.48 h #4118 , A photoshop % {F 1= K1l I 5
RIS R AR e el — SRR
1.25 T4 Z2 I H AR (Transwell) 45 1 21
P A2 28 T

B SRR S AR /N 1) 24 FLARAL I
A 500 pL & 10% FBS 55 575 , FBS 1 Jy#atk 4
FIESUNM TR, BB E i e B
Tk Tl R AT S R R A S R e A &
NEW,E TR RN SR 36 he 4% 2R
F R Y5 YA P T S 10 min, 45 2R VA TR G4 €5 5 min,
BEBLE B 10 A HLET , T8O 24451 40 BT 4 A 4
1.2.6 5B EN (Western blot) S5 AG I 45 2 [ J7
[8] 3¢ i %% 1t (Epithelial - Mesenchymal Transiton,
EMT ) #HOCHR R INTH I

¥ I EMT #H 2% B -catenin , Snail , Twist , E-cad-
herin . Vimentin [ 3R A 15 00 . 5 4140 i1 FH PBS &
VE 3 U, I B A1 O ) ) %) 20 e 2R g
A7 BV R I, 100C22 7 5 min, 55 5 85 51T
SDS-PAGE #¢ [l H ik 73 #5 I ¥ #% = PVDF JiE I .
28 5% BSA 1] 1 h J5 N A AR (9 — 3, 4C it
BT S5 A BRAR o S A W bR aC B e, &R
BEE 1.5 h, A R G e B B BB AN 17 g O
MG K AR T AR XS ik &
1.2.7  POLEM RS RIE miR-375 5 YAP1 1950
[i] P

3 YAPL 9 3'UTR X35 52725 , 8 H 5 mimic
F1 mimic control #5444 A HCT116 4HfE 4555 24 h,
We 2 B3E A 75 wL/AL B R G SR 3 IF A
75 wL/AFLHL & & 1) Luciferase JIE%) , %237 10 min,
22 G RE R AR A 72 SEGAE 5 A 75 pL/ALHC 4
i Stop regent, 537 10 min, M E 25 C1H
1.3 Sil2#Irik

I FH] SPSS 16.0 F A 73 B ik B4 , 18 BB
H (x +5) %78, 1T t Ki 5 5 Pearson 43 #T miR-375 5
YAPL FKIXAIFRAE , 5370 H miR-375 5 YAPL &ik
5B SR IR AR B SN OC R, LA P<0.05 2 5
At L

2 #R

2.1 miR-375.YAPI FEikF# L&
555 AU, miR-375 7R 4141 k&

K, YAPL fEE A b m Rk, ZR AR FE X
(P<0.05), W2 F1,
%2 miR-375.YAPl RIEELLE (x+s)

Table 2 Comparison of miR-375 and YAP] expression

levels (x+s)

il n miR-375 YAPL
I 50 0.58+0.11 4.76+0.68
U A 50 3.58+0.87 0.47+0.09
18 24.190 44.225
P{E <0.001 <0.001
lﬂ' P<0.001

%0000000®

o = N oW
YAP1 mRNA
- N W e »

HEMAL AL WERAL  BHAL
Bl miR-375.YAP1 EEHERESHANRIEELILR
Figure 1 Comparison of Mir-375 and YAP1 expression

ﬂ

mir-375 relative expression

levels in cervical cancer tissues and adjacent tissues

2.2 miR-375 1 YAP1 mRNA 5 & %5 20 2L () A1
Kotk

Pearson 73 #7 fib 75 miR-375 F1 YAP1 mRNA 7¢
B S 4 2P B R G (r.=—0.973, P<0.001) .
2.3 miR-375 Fll YAP1 mRNA ik 55 8 I IR
S SR C R

miR-375 A1 YAPImRNA 7 A [R] 20 21 24 53 2
FIGO 73 ik 25 7 4 ) ik 22 R A Gt B X
(P<0.05), WL#%3,
2.4 20 AR IR S0 G A0 A A T RS 3

24 h .48 h i} miR-375mimic .shYAP1 4 i1 1T #%
K T NC 1 sh-miR-375+sh-YAPI , 2% A 4512
= (P<0.05), WK 2,
2.5  Transwell /|N% S5 A I 241 ffd 19 4= 28 33 1

24 h miR-375 mimic .shYAP1 4 Jifl (= 22 %t 1
A% T NC il sh-miR-375+sh-YAP1 , 25 54 4i 2%
7 Y (P<0.05) ;miR-375 mimic .shY AP1 4 il {225k
B2 RS L (P>0.05) ,NC Fl sh-miR-375+
sh- YAPL 4 il {7 28 % it 22 S L 4 i 3 L (P>
0.05), WKl 3,
2.6 Western blot {4 il il EMT #H ¢ & [ ik
5L

miR-375 mimic ,shYAPI il ffi B-catenin , Snail
Twist . E-cadherin . Vimentin 2 1 3% 15 B 5 B A%
T NC Hl sh-miR-375+sh-YAP1, 22 A 45 127 75 L
(P<0.05). UL 4,
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%3 miR-3757F1 YAP] mRNA RiZ 5 EHEIEKFEZFMENEXER (v2s)

Table 3 Relationship between miR-375 and YAP1 mRNA expression and clinicopathological features of cervical cancer (x+s)

Il AR LA AE G n miR-375 t1H P{a YAP1 18 P1a
() =60 21 0.35+0.02 1.745 0.087 3.63+0.29 0.125 0.901
<60 29 0.36+0.02 3.62+0.27
HERAEE G1+G2 18 0.5420.03 49.451 <0.001 3.24+0.21 10.188 <0.001
G3 32 0.19+0.02 4.12+0.33
FIGO 4311 I+ 111 30 0.55+0.05 33.920 <0.001 3.04+0.23 15.999 <0.001
1| i3 20 0.15+0.02 4.35+0.35
WUZEIETRE =1/2 18 0.36+0.03 1.734 0.089 3.61+0.21 0.487 0.628
<12 32 0.35+0.01 3.65+0.31
WAy & 30 0.21+0.02 31.167 <0.001 4.23+0.24 14.376 <0.001
& 20 0.43+0.03 3.11+0.31
P B4 S g 45 0.3620.02 1.095 0.279 3.64+0.27 0.235 0.815
i3 5 0.35+0.01 3.61+0.28
NC e R oV R &
0Oh x%«
— — — = [ INe
12h ) = B miR-375 mimic
ain i1 - E ] Brcatenin m; % 15 - :Kﬁg?ysh—mm
| | Snail - g
B i R
e i 4 4 ———
8 8 Vimentin %
%‘ i? GapDH I —— £ .
_% _E w\g\\\“ & < & &
3 E ’ o

¥ 5 NC M I P<0.05, "5 sh-miR-375+sh-YAP1 #H [t P<0.05.
B2 ZHAE%IRSLIEH N Hela AR HI TR E M

Figure 2  Cell scratch assay for migration activity of Hela

cells
NC miR-375 mimic
- 150
5
b
g
2 100
3
shYAP1 sh-miR-375+sh-YAP1 @ 50
z
g
E]

a5 NC Mt P<0.05,b 5 sh-miR-375+sh-YAP1 A Ht P<0.05,
3 Transwell 2l Hela ZBREHI1EZE

Figure 3 Invasion of Hela cells detected by Transwell

2.7 WEHOCEBE A R T miR-375 5 YAPL
L) G R

miR-29a [ &4 WT 3’UTR B YAP1 B %%
REEEE , (EARFRARS 4T Mut 3'UTR /) YAP1 [/ 5¢
JCEBFEE. WK 5,

3 itig

A Y 25 FL 42 7% miR-375 75 5 F 14 & A K
KB R A EERHEEN . -2 a5 LR
miR-375 TE & SV 40 il &= rh 1 R K 28N

a5 NCHi L P<0.05, b 5 sh-miR-375+sh-YAP1 #f Lt P<0.05,

4 Western blot j£4& il Hela 28 Bl B-catenin | Snail , Twist,
E-cadherin. Vimentin R i&

Figure 4 Expression of 3-catenin, Snail, Twist, e-cadherin

and Vimentin in Hela cells detected by Western blot

A Predicted consequential pairing of target region (top)

and mIRNA (bottom)
Position 1683-1689 0f YAP1 3 UTR §' ...GAGUAUUUUUUARAGGAACARAA. . .

hsa-miR-375 ¥ AGUGOGCUCGGCUNGCUUGUUY
s Hela Il NC
B £ -~ 9 miR-375 mimic
z a
g
g L0
g
3
k)
= 05
2
g
3
2 00
YAPI-MUT YAPI-WT

7 : (A)miR-375 55 YAP1 3"UTR [X 40 Fi ] (¥ 45 4 375 5 (B) miR-
375 SHBAER Y APL (5 4 AR I UL TR IS 45
5 MEABRAWLER
Figure 5 Results of double luciferase test

SRR L, HIREAERESE Y —E, miR-375 15 & #i
I TP AFTE S IR R IA © 19 3 Z2 T 5EIE S , Bayra-
moglu 55 e AR B i AR 58, BT i
B8 i) 2 57 DXL SPL 410V s 200 B 1) 30 B R 280 7
Morel 25" BF5E % I8 miR-375 i 1 3 55 1 E6 5 A
AT 441 N B #5095 HPV16 40 i 3 5 =2 28 72
h T b2 B miR-375 YE B U AN MR 28 T RS
VR L 3 3 2 A 1B Pk 2 B e B )
WEJG , 4 RIR SC 3045 8 /R 24 h .48 h i miR-375
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mimic . shYAP1 2 ffd i #% Z Ik T NC 21 Fl sh-miR-
375+sh-YAP1; Transwell 3£ 56 2% 3 g /K , miR-375
mimic . shY AP1 4 it {7 28 & ik T NC 1 sh-miR-
375+sh-YAP1, i 33k miR-375 RJ A5 R il e 29
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Analysis of Apo-B, Hcy, Apo-A in predicting the efficacy and survival of chronic heart
failure

WANG Lilan*, LIU Hui, WANG Yijun, QIN Xiaomin

(Department of Cardiology, South Wannan Rehabilitation Hospital, The Fifth People’s Hospital of Wuhu,
Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To investigate the value of apolipoprotein B (Apo-B) , homocysteine
(Hcy) , and apolipoprotein A (Apo-A) in predicting the efficacy and survival of chronic heart failure (CHF).
Methods 144 patients with CHF from February 2018 to November 2021 in the Department of Cardiology,
the Fifth People’s Hospital of Wuhu City, Anhui Province, were selected as the study group, all of whom re-
ceived anti-heart failure treatment, and another 98 healthy physical examiners were included as the control
group. The serum Apo-B, Hcy, Apo-A levels of effective (70 significant, 45 effective) and ineffective pa-
tients and the control group before and after treatment were measured in the study group, and the Pearson cor-
relation coefficient model was used to analyze the serum indicators and anti-heart failure effect, and the subject
operating characteristic (ROC) curve and Kaplan-Meyer curve (K-M) were used to analyze the serum indica-
tors and anti-heart failure effect and survival rate. The relationship between serum indices and anti-heart failure
effect and survival rate was analyzed using ROC curve and Kaplan-Meyer curve (K-M). Results Serum Apo-
B, Hcy, and Apo-A levels were higher in effective and ineffective patients in the study group than those in the

control group before treatment, and the difference was statistically significant (P<0.05). Serum Apo-B, Hcy,
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and Apo-A levels were lower in effective patients than in ineffective patients in the study group after 2 weeks

and 4 weeks of treatment, and the difference was greater than in ineffective patients, and the difference was sta-

tistically significant (P<0.05). Serum Apo-B, Hcy, and Apo-A levels in CHF patients were negatively correlat-
ed with the effect of anti-heart failure (P<0.05). The AUC of the three differences combined to predict the inef-

fectiveness of anti-heart failure treatment was 0.911 (95% CI: 0.852-0.952), which was better than the indepen-

dent prediction. The survival rate of patients with high levels of serum Apo-B, Hcy and Apo-A was lower than

that of patients with low levels of Apo-B, Hcy and Apo-A (P<0.05). Conclusion The high expression of Apo-B,

Hcy, and Apo-A in patients with heart failure is associated with the anti-heart failure effect, and the combined

detection is beneficial to predict the anti-heart failure effect and guide the follow-up treatment.

[KEY WORDS |
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Table 1 Blood indices before and after treatment in patients

with different effect in the study group (x+s)

FFE

. X 21
WiH B3 TRk (n=08) F/ifd PiE
(n=115)  (n=29)
Apo-B(g/L)

YAIT T 1.85£0.31 2.00£0.35 1.02+0.22 273.514 0.000
VW2 G 1.55+0.32  1.92+0.41 5243 0.000
VWIFARE  1.14+0.14 1.83+0.18 22.325 0.000

VAIT ARG 2 0.7120.12  0.170.04 23.846 0.000
Hcy (pumol/L)

bEpagin] 24.36+4.11 25.29+4.68 17.71+3.46 88.687 0.000
VWIT 2 G 21.12+3.38 24.05+4.42 3.907 0.000
WWIY ARG 19.37+3.65 23.54+4.03 5.383  0.000

ZH 4.99+0.34 1.7520.15 50.002 0.000
Apo-A(g/L)

bEp i) 1.47£0.33  1.52+0.29 0.77+0.15 207.672 0.000
WIY2R)E 1312028 1.50+0.34 3.123  0.000
WIT ARG 0.89+0.15 1.4820.31 14.758 0.000

YAIT ARG 220 0.5820.12  0.04+0.03 23.986 0.000

2.2 CHF & G A& 48 br 590 1 3R~ A
Kot

CHF H # IfiL 3 Apo-B.Hcy . Apo-A 7K F 5
O I ERROR R A (P<0.05) . W3R 2,

%2 CHF Z2ENBFEERSRONTERREXME
Table 2 Correlation between blood indices and anti-heart

failure effect in patients with heart failure
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r PE rfH PHE rE PHE

it

Pl I REWAUR -0.612 <0.001 —0.631 <0.001 -0.588 <0.05
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UL IR IT AR AUC M 0.911 (95%CI : 0.852~

0.952) , B AR F B T (P<0.05) . W3R 3 &1,

®3 MFSEREERN CHF BE BTN
Table 3 Prediction of therapeutic effect of CHF patients by

the difference of serum indicators

B U 5 B2 P

fiiks - AUC (%) (%)

95% CI

Apo-B Z1l  0.796 0.727~0.858 <0.65 g/L. 82.76 62.61 <0.001
Apo-A Z{H  0.805 0.730~0.866 <0.59 g/L. 93.10 57.39 <0.001

Hey Ml 0.726 0.645~0.797 <4.99 g/ 79.31 58.26 <0.001
—H 2ZHEA 0.911 0.852~0.952 86.21 86.96 <0.001
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Figure 1 ROC curve of the difference of each index of blood
to predict the efficacy of treatment in patients with heart

failure
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Figure 2 Survival curve
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XTI KB DE T 98 (RA) B 1 sh AT I 2 2 Ml . 73E LA 2019 451 F 52020 4212 A
S K 27 B T8 8 M Hr s B B2 I Y 106 31 28 KR M S 1T 56 B S LB AL, I AR 4 RA P29 1% Bl 5 4
(DAS28) 43 J i 1 B BE & B B ARG 3h B =N AR R B L M E R AR R AP T4 .
PATRIYT 50 44 fat J3E 1A e 25 Ry %o B A o G0 79 4 B R SR A [R) 0 106 Bh BE S IR & % 5 Ol /3% RF | Anti-
CCP #i /& I ESR /K F-, {ii Fi| Spearman #H 3¢ 73 #7 RE . Anti-CCP 4044 K2 ESR 7K -5 26 XG44 0G5 98 I 1%
B FGYY 5 A & ARG, 98 1 ROC 2k 73 H7 RF | Anti-CCP ${A& \ESR /K- KA K X497 5 2
R, SR UIZEH B 1Y RE, Anti-CCP FL /K & ESR /K V-0 W 8 & T X BA 4, 22 o Gt
B (P<0.05) o 8 A [) 9905 175 2l B WL Z 20 43 Ry v 1% 20 B 24 5] vp i Bl B 54 ) AR Bl B 28 i
RF ., Anti-CCP #7144 & ESR /K-« i1 8l 4 > % 2 B 4 >389 a4, 25 A S22 L (P<0.05) . 106
BT, R 16 4], ARG K90 B, AR KA E ) RRF ., Anti-CCP {4 K ESR 7K VW] WA T &
4, ERA LT ERE X (PY<0.05) . Spearman H1 4T i 7R WL 4 £ 34 1) RF . Anti-CCP $i/4 % ESR /K-
L9mih sl (2 kB BB A OE T (P $5<0.05) . DL RF ., Anti-CCP Hif& & ESR & A5 fk #E57r
ROC 7%l RF , Anti-CCP Hii {4 \ESR I A FNNIAYT 5 &= & 2k T HIFUR 0.635.0.662,0.698 ,0.825, &
# RF . Anti-CCP Hii {4 & ESR XHiRY7 J5 E kB —E MM . 45i RF.Anti-CCP LAk K ESR /K52
DTS R BRI G I B I A7 AF — 22 WA DG, 6 FR B 16 3 BE N TS B & — 5 RIS (8o

[3£$83A] RF; Anti-CCPHL{A; ESR; ZE KM 4

Evaluation of RF, anti-CCP antibody and ESR in RA disease activity and recurrence af-
ter treatment

XIAO Hua'*, LIANG Yonggang', ZHANG Shujuan', XIE Linsen', FENG Lixin*

(1. Department of Clinical Laboratory, Zhengzhou Central Hospital, Zhengzhou University, Zhengzhou,
Henan, China, 450007 ; 2. Department of Rheumatology, Zhengzhou Central Hospital, Zhengzhou Universi-
ty, Zhengzhou, Henan, China, 450007)

[ABSTRACT ] Objective To investigate the evaluation value of rheumatoid factor (RF), anti-cyclic
citrullinate peptide antibody (anti-CCP) and erythrocyte sedimentation rate (ESR) levels on disease activity
and recurrence of rheumatoid arthritis (RA) after treatment. Methods A total of 106 patients with rheuma-
toid arthritis admitted to Zhengzhou Central Hospital affiliated to Zhengzhou University from January 2019 to
December 2020 were selected as the observation group, and were divided into three subgroups according to
RA activity index (DAS28) , high activity, moderate activity and low activity, and two subgroups according

to recurrence and non-recurrence. Fifty healthy subjects were selected as the control group. The levels of RF,
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anti-CCP antibody and ESR in patients with different disease activity and relapse were detected in the two groups
and observation group. Spearman correlation analysis was used to analyze the correlation between RF, anti-CCP
antibody and ESR levels on the activity of rheumatoid arthritis disease and relapse after treatment. ROC curve
was used to analyze the prediction value of RF, anti-CCP antibody and ESR levels and combined detection for re-
currence after treatment. Results The levels of RF, anti-CCP antibody and ESR in observation group were sig-
nificantly higher than those in control group, the differences were statistically significant (P<0.05). The obser-
vation group was divided into 24 cases with high activity, 54 cases with moderate activity and 28 cases with low
activity according to different disease activity. The levels of RF, anti- CCP antibody and ESR in high activity
group > medium activity group > light activity group were statistically significant (P<0.05). Of the 106 patients,
16 relapsed and 90 did not. The levels of RRF, anti-CCP antibody and ESR in the non-recurrence group were sig-
nificantly lower than those in the recurrence group, and the differences were statistically significant (P<0.05).
Spearman correlation analysis showed that RF, anti-CCP antibody and ESR levels were significantly correlated
with disease activity and recurrence in the observation group ( P<0.05). The ROC analysis model was established
based on the changes of RF, anti- CCP antibody and ESR content of patients. The areas under the recurrence
curve predicted by RF, anti-CCP antibody, ESR and their combination after treatment were0.635.0.662.,0.698
0.825. RF, anti-CCP antibody and ESR have certain predictive value for recurrence after treatment. Conclu-

sion The levels of RF, anti-CCP antibody and ESR are correlated with the disease activity of rheumatoid arthri-

tis, which has certain evaluation value for patients’ disease activity and prognosis and recurrence.
[KEY WORDS| RF; Anti-ccp antibody; ESR; rheumatoid arthritis

R G5 4 ( rheumatoid arthritis, RA) N
MEYER DL RPEI R E 02 5 RGN,
ZRTFEHEPFELEY BV BR RA KW
5t R GRfE R AEMOC, R E 2RI
TR/ 2O ARV R, S E ]
FHEOCT WY LY tekEis . U N R ALK (Ant
-cyclic citrullaminopeptide , CCP) 1A & LA & i i)
WAL N &= R 2 Ko PR B RA S S B B4t
PRS2 I R R T W I RA 95 17 AR Ol Y 48
Fro ZFEXIE AT (Rheumatoid factor, RF )21 IR
B2 B2 KR APE G R FE bR . £L 40 B TR
K (erythrocyte sedimentation Rate, ESR) A 21 4ff Jify
ERUE R R N TE B B b AR ik s, 2 H
TG PR I2 B RA BB 2K . ARDF 50 434
RF ., Anti-CCP #i{A& \ESR 7KV 35 1995800 1% 20 B
AL KRB E KO, B 1ER TS RF . Anti-CCP
UK B ESR 7K V-5 RA B9 1 8l BE FIR YT R 2 &
AR DG, Sy REC3E 1A 9 9 0 T RITIR DR 00U F 5 42
2% O HRE DT,

1 ARSI

1.1 ImRBOR

FEHL 2019 4F 1 A 3 2020 4= 12 F I K2~ B
JaE BN H e = BE IR 1Y 106 151128 IR 5617 % R
BB, A FR A D2 PRI2 Wk 28 KR

PEXTRIGEE" . QF =18 X MWEE . HBE
P : O A TR K EER T IREA LM S
H 5 Qf REMELBRIE 2 KL LA
SR L R R S LA 1 B S e MR S KT s A
PN ; OMEA TR WIMITFARY , A#%
it RA REIRIT MR s @A T 4 Ik 503 i LI
() 2o M R s BT R UL, I PR R S 9B AN 42 11 £
H o VEIUE A A B B 2 R I 5 AR 4 JR A 1Y)
A M BIAHVC LAY 50 24 ft R AAAS 35 VE ot B2,
Y AN UE : D JCE KB 1 BB 5 @ JE 5T i
R o HEBRBRUE : O TR AN R R ;@
KA Al A R ks A S R Ay B . 1
o, WSR2 55 M 31 i L &tk 75 ), AR N
(42.5112.26) %, V- 3444 5 1 15 %5 (23.55+£1.96)
kg/m?; Xt BB R B M 16 44 Lotk 34 4, SR
9 (40.98+13.58) %, F- 4 4 5t 4k 48 % (24.01 +
2.14)kg/m’, WL — ML BEORH LA 22 R R G T
S(P>0.05) o AHF5E 2 B BE e BL2E 2% 5y 241t
HEF K RAN R E.
1.2 Wk
1.2.1 RF.Anti-CCP Hi{A& & ESR /K
FREZIAN G A G R HEREBRE TR
#bkim 3 mL, M IT4F 2 mL, 34 5 mL &k i & T
—WRMEESRMENF, LL10 cm M ELFEE, 3
500 r/min &5.0> 10 min J5 435 ML , T A A 27E
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2 h NINAE SEEE L I3 RE 7K ST ™ 4% i BR 25 XU A
T ) (iR S rh A R A R D 4,
it FH B 95 375 559 LU vk AT A DU 5 13 Anti-CCP 471
A KT P s e HEATT A T 22 P R e ) 3t e (R
YIS e A= 4 03 A R W) #8444k
R TE PEAT I 5E s ESR /KPR 8 K] VITAL
MONITOR-100 4 F g LT3 A 7l 5 o
1.2.2 PRI N ET BT

VIR 15 B O RA ¥R 16 21148 %X (disease ac-
tivity score 28, DAS28) , AR #& H& Jf 5 17 54 (Tender
joint count, TIC) | JJf i 5 75 %X (swollen joint count,
SIC) . C JZ I %& 1 (c-Reactive Protein) 5 ESR &
100 mm ¥ JF #1058 455 L A5 R (visualanaloguescale,
VAS100 mm) i1 5 DAS28., H.r1, 24 2.6<DAS28-
CRP<3.2 NG BN E ; 24 3.2<DAS28-CRP<5.1
HUE BB 24 DAS28-CRP>5.1 b i 1 8l i 24
DAS28-CRP<2.6 FI| & by %59k 22 itk , I 4l st 6 WL 55¢
AT d . W32 BT — AR il SR A
RN, BV AR 2 2021 4F 12 H
1.3 SitEhik

K F G812 5 SPSS17.0 X K8 47 b 3,
HA AR RS PR 48 #X . RF | Anti-CCP $i {& 2 ESR
KL R (R £5) s, P IE] L BAT ¢
R 56 5 22 21 0] 1 L3 0 FH O 22 0 b7, it — 25 P
Fb 35 1 FH SNK - K5 55 5 >R BU Spearman A 5 43 #7
RF . Anti-CCP $i {4 }2 ESR 5 RA ¥ 17 1% zh & K34
IP IR E R AR XEE . DL RE ., Anti-CCP $ii/& & ESR
TE O, LB E R R RIS
2244 Z AR F TAREE 2 (ROC #h<R) , 8 ih <k
T, PAP<0.05 #m S A SRR L.

2 &R

2.1 W4l RF.Anti-CCP J/i{& Jz ESR /K- Hu 45
WM 2% 4 RF |, Anti-CCP #7114 &% ESR 7K °F B &
w25 A S E L (P<0.05) . UL
=1,
1 MZARF,Anti-CCP HiF R ESR /K FLLE (xxs)
Table 1 Comparison of RF, anti-CCP antibody and ESR

levels between the two groups (x+s)

%]  n  RFE(U/mL) Anti-CCP#ifA(U/mL) ESR( mm/h)
WEZL 106 135.53+40.12 12.97+3.16 28.29+4.38
XFHRZ 50 5.35%2.02 1.60£0.31 8.86x1.75
tHH 22.891 25.342 30.209
PiE <0.001 <0.001 <0.001

2.2 BAFEANFPENG S RF  Anti-CCP Hi 14 1
ESR 7KV LA

FRIEAS TRV TG Sl R ISR LH 70 25 146 Bl B 24
B g B EE 5441 ARG BB 28 5] . RF, Anti-CCP
Ptk e ESR 7KV« 15 17 o)) B 21 > h i 3 B 4 >0 3
FEA, 2R 2ZERA G EE L (P<0.05), W2,

®2 BENEEREZNER RE, Anti-CCP #ifk % ESR
KT (xxs)
Table 2 Comparison of RF, anti-CCP antibody and ESR

levels in patients with different disease activity levels (x+s)

Anti-CCP $i {4 ESR

PRIEENE n RF(U/mL)

(U/mL) (mm/h)
EEEIEE 24 185.65248.30 16.8024.58  38.70%5.56
IREHE 54 130.88£39.61°  13.18#4.05°  27.67+4.87°
{RIGEShEE 28 101.54+22.18"  9.24+2.85"  20.56+3.35"
F{H 32.186 24.388 97.391
P1E <0.001 <0.001 <0.001

TE s S TR B AR, P 3<0.05 5 5 & S R LL AL, °P 341<0.05,

2.3 ¥ RF ., Anti-CCP P& & ESR /K 5 F 9k
TG Bl KR YT IR B R WA

106 1] {3, 52 & 10 16 4], & & & 1 90 ],
HA & L0 H 15.00% , K E LK) 4 84.91% ., KK
K 1K) RF ., Anti-CCP 344 & ESR & 2 0] i
MFEEMN, ZEREFASITFEL(PH<
0.05), W#%3,

®3 BEEXERERHRF, Anti-CCP Hifh K ESR /K F
RIELEZ (x£5)
Table 3 Comparison of RF, anti-CCP antibody and ESR

levels between recurrent and non-recurrent patients (x +s)

HREM n 4 H(%) RF(KUL) Anti-CCPHifk  ESR

(U/mL) (mm/h)
% 16 1509 191.21+40.25 14.70£2.63  37.97+5.53
REKR 90 8491 125.63+23.31 12.65+2.19  26.57+4.21
18 9.145 3.345 9.496
P1E <0.001 <0.05 <0.001

2.4 4 RF ., Anti-CCP Hi{& & ESR 7K -5 % 9 1
SR a2 R AR

% Spearman FH ¢ B s, LA 4 F 3 RF
Anti-CCP 4K & ESR /K V-5 59 17 20 B 52 1EAH G
(r=0.325.0.288.0.367, P #<0.05) ; £ % RF . Anti-
CCP itk S ESR /K15 (B E 10T G i 8k S 1EAH
*:(r=0.532.0.486.0.549, P 1J<0.05) ,
2.5 M RF ., Anti-CCP #i1& . ESR 7K & Bt & il
MIXHEIT 5 2 2 WA E

ROC HH£& 43 #7145 S i 78 RF . Anti-CCP Hi /4 |
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9 0.635.0.662.0.698 ,0.825 , 7 43 51 K 0.601
0.622. 0.647. 0.787, ¥F 5 J& 0.686. 0.722. 0.755.
0.793, #fE B BE 7 0.654. 0.633 . 0.651 ., 0.760, H #
RF ., Anti-CCP #{{4& . ESR /K- K 64 B 697 5 &2
RIE—EE. WK1,

1.0
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- Anti-CCP Hiifk
s ESR
0.6 £ — Ba
# I — Reference line
E g4

0.8 e

02{t

0 02 04 06 08 10
L-RESR

B 1 #£3#F RF.Anti-CCP #i{k (ESR 7K F R EX & TG 7
FEE &K ROC #%
Figure 1 ROC curves of RF, anti-CCP antibody and ESR
levels and their combination in predicting relapse after

treatment
3 itig
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EAMZIRA B AR IE R RS T B 4R
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(8 E] B SIiomBmEE AR EIEA S S a8 55 ALB i . TWEAK .CTGF &
CysC/AKFIKFR, FHiE FEH20104F 1 A % 2020 4F 5 7 31 )l d i o 2 B Ui A (o1 FR 6 B s B 3 153
(IR g WL 2., 3 JBC [ S0 A A P e N 5% 30 24 VS (R BR 4, % R IR R AL (BUN) , I JLIEF (Ser) , AR
C (CysC) , &0 [ 5 (TC) , = Wk H i (TG) , I 7 ¥& & A (ALB) . 098 3K F8 #E 8 1 055 5 5 I 7
(TWEAK) . 454 HZUVE R K (CTGF) 45 bn AT Al e . 855 153 19 DN 835 Hh B e 42 44 8 141]
17 5.23% B EE 20 6], 15 13.07% 9 SR 56 11, 7 36.6% . BABH W 2 69 4], (5 54.1% ; DN B 3% K[
T 2 IE 250 v A S R AN 9 B G k| L B R . BUN . Ser . CysC \TC . TG Fl CTGF #8 b3 7E A& HE4H . B g i |
AT R T SRS L B PR R A D20 1 T, 22 5 G it 8 L(P<0.05) . ALB . TWEAK #5 br 78 B i
PRI IR SO L B PH O R A D T R, 25 B ST R L (P<0.05) ; logisitic [ 19 4B i
/K, BUN, Scr, CysC . TC ., TG . ALB . TWEAK F1 CTGF J& 4 i #5515 955 H g 114 2t 57 5% i [R5 (P<0.05) 5
Spearman FEAH I/ 8 , FUFIER 5 BUN , Ser . CysC \ TC .\ TG #1 CTG 2 1IEM X A, 5 ALB . TWEAK
EHRAMXIER(P<0.05), 458 DN MBS A HER , B 2R 32 22 R BN B R R — S S P R —
S —BH B . DN FPEEEAY 5 BUN . Ser, CysC . TC . TG .ALB . TWEAK il CTGF 4 — & # 54 1k ,
A R I PR DN HI B 1% AT 5 T SR A4

[EiE] B hEIERL; B II6E; TWEAK

Relationship between different TCM certificate types and renal function, serum ALB,
blood lipids, TWEAK, CTGF, and CysC levels in patients with diabetic nephropathy
ZHANG Yuhua*, LI Shenghai, WANG Cainian, ZHAO Yue, ZHU Xiaolin, DONG Dawen

(Department of Endocrinology , Wuwei Hosipital of Traditional Chinese Medicine, Wuwei, Gansu, China,
733000)

[ABSTRACT] Objective To explore the relationship between different TCM syndrome types and
renal function, serum ALB, blood lipids, TWEAK, CTGF and CysC levels in patients with diabetic nephropa-
thy. Methods From January 2019 to May 2020, 153 patients with diabetic nephropathy admitted to Wuwei
Hospital of Traditional Chinese Medicine were selected as the observation group, and 30 healthy persons who
underwent physical examination during the same period were selected as the healthy group.) , cystatin C
(CysC), total cholesterol (TC), triacylglycerol (TG), serum albumin (ALB), tumor necrosis weak inducer
of apoptosis (TWEAK) , connective tissue growth factor (CTGF) , etc. indicators for comparison. Results
Among the 153 DN patients, 8 cases of yin deficiency and heat, accounting for 5.23%, 20 cases of gi and yin
deficiency, accounting for 13.07% , 56 cases of spleen and kidney qi deficiency, accounting for 36.6% , and

69 cases of yin and yang deficiency, accounting for 54.1% ; Among the syndrome types, deficiency of spleen
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and kidney qi and deficiency of both yin and yang accounted for the highest proportion. The indexes of BUN,
Scr, CysC, TC, TG and CTGEF increased gradually among the healthy group, yin deficiency, dryness and
heat, qi and yin deficiency, spleen and kidney qi deficiency, and yin and yang deficiency groups, and the dif-
ference was statistically significant (P<0.05). The indexes of ALB and TWEAK decreased gradually among
the yin deficiency, dryness and heat, qi and yin deficiency, spleen and kidney qi deficiency, and yin and
yang deficiency groups, and the difference was statistically significant (P<0.05). Logisitic regression analysis
showed that BUN, Scr, CysC, TC, TG, ALB, TWEAK and CTGF were independent influencing factors of
diabetic nephropathy (P<0.05) ; Spearman rank correlation analysis showed that the main syndrome type was
positively correlated with BUN, Scr, CysC, TC, TG and CTG, and was positively correlated with ALB,
TWEAK were negatively correlated (P<0.05). Conclusion DN With the progression of disease stages, TCM
syndromes are mainly manifested as yin deficiency, dryness and heat-qi and yin deficiency-spleen and kidney
qi deficiency-yin and yang deficiency. The TCM syndrome types of DN have a certain correlation with BUN,
Scr, CysC, TC, TG, ALB, TWEAK and CTGF, which can provide a basis for the judgment, treatment and

prognosis of clinical DN.

[KEY WORDS ] Diabetic nephropathy ; Traditional Chinese medicine certificate type ; Renal function ;

TWEAK

B JR 95 ' % (diabetic nephropathy, DN) i #
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1 ARSI

1.1 — gk
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() A BEACTA (AR R B s R 3 153 B Sl L8 4
Horp B R AR 8 91, B 5 4, Lotk 3 4, AR S SE 1Y
(51.67+8.65) % , Ji F2F- 1) (4.67£1.65) 4F ; B
R 20 91, 51 15 B, Lok 5 B, AR T2 (51.86+
7.95) % TR (4.6720.65 ) 4F ; i< 1 56 141,
FBE 37, 2 19 B, AR - 34 (50.94+7.65) %7
Joa P2 V-1 (4.43£1.65) 4F 5 B BH 9 i 69 #41], 55 14 46
3], otk 23 4], AT 44 (52.73+8.50) %7, Ji 2 -
(3.98+1.65) 4 ; 126 W [F] Hi A A vy £ Je A\ 5% 30 3 4
A FREZH , W ZE A5 2 M 1) A A5 — TRk ] PL A
2R TG FE L (P>0.05)
1.2 I AHEBRbRUE

A bR fE . D2 B DN B3 DL 2558 25116 IR
WFFEHE 5 R (A7) )R v A v B 2 2 25 B
G343 R AT OB PR B 9 12 Wt BEIE 43 Y R P73
PR GRAT 5 28D AR A, e A 5324 ]
i N W 5 T T L = R0 o 11 A 2 5
E s @Il R %R 583 @B TN FI DI 5 ; @3
BEUUE M ; HEBRbriE . O/ I EHEYEE ;@K
A HAb F IR T REA B ; B4 4 4140
@DFEIFARE MBS RE O FLERBI a4, Fr
AR Gk KA W&, S E RS P2
Tt
1.3 Ry ik

R4 A BI04 38 R 2 T i ik UL L 2 000
r/min . #5.0> 10 min (=8 cm) 5 BUMIE , % A sh 4=
Ak 43 B ASUA: I PR 25 & (usea nitrogen; BUN) , IfiL L
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fif (serum creatinine; Scr) , Bt 1 & C (cystatinC;
CysC) , & I [# % (total cholesterol ; TC) , = it H i
(triacylglycerol ; TG) , Ifil % V&5 25 1 (serum albumin ;
ALB) ; 2R FH UL AR 2 0 Tl 15¢ 4 93 W% i 32 Cen-
zyme linked immunosorbent assay ; ELISA ) , i 7] &
H T B A= D R RS /) A o B ) A6
Ji 98 S8 FE A 98 T 4 55 175 = I F- (Weak inducer of
tumor necrosis-like apoptosis; TWEAK ) ¢ & ; QUK
B2 % 2 24 h R &, B0 (1 500 tlTin) 15
min, B V5V 2 mL, SR A AUHT A4 e 0 il 556 0 58 T
B (EUSA, &G0 & 0 B U L4 TR A
BEL 2N E)) A 0 PR W 45 45 2 404 K A F- (connective
tissue growth factor; CTGF) 1% & .
1.4 GEitEink

Bl bR SPSS 25.0 B, TR Wk (R £5)
TR, Z 20 8] e BCR HI R R J7 22504, 2K H Lo-
gistic [81 5 43 BB i s B i B 1 52 i) R 3% 5 >R

Spearman FkAH &

R,
2 #R

21 A B E AR EEIER Y

WRE22H £ 153 1], AN [) v ik U v B
SR8, 5 5.23% KBAPE 20 41, 4 13.07% i
B 56 B, 15 36.6% BHBH P K 69 #l, 15 54.1%;
DN 835 AN [R) Hp = E Y w50 <R R BE 9
et o
2.2 DN K[| BEER 5 5256 28 FR AR K ¢ R

55 fif B 44 A e, BUN ., Scr, CysC ., TC . TG i
CTGF F8 R 1 P A A8 B R ALY AR L B B

PR AL E) 2 T, 22 R A G E L (P<

0.05) . ALB.TWEAK 1§ #5 76 1 j J # <  #
BE SR B PH R AL IR R R, 2 R A G
P2 L (P<0.05), W1,

AT DL P<0.05 2% A Giit

&1 DNAFPEIEERSLEEHRTHXR (x2s)

Table 1 Relationship between different Chinese medicine certificate types of DN and laboratory indicators (x +s)
H%]  n BUN(mmol/L) Scr(wmol/L) CysC(mg/L) TC(mmol/L) TG(mmol/L) ALB(g/L) TWEAK(pg-mL™") CTGF(ng/mL)
fEEZH 30 4.25%1.57 55.45x10.46 0.81+0.18 3.52+1.23 1.05£0.47  45.65+5.06 560.21£150.48 34.5249.23
B ek 8 4.53+2.35 61.38+£10.32 0.92+0.28 4.75+1.41 2.03x1.05  40.38+3.32 485.42+191.38 84.75x£10.41
SEAWIHE 20 7.61+2.38 79.15x12.26 1.68+0.27 5.02x1.33 2.21£1.38  31.15£2.26  421.68x170.37 231.42+28.33
S 56 13.92+3.28 327.45+14.21 3.51+0.78 5.25x1.36 242+1.28  24.35%2.61 398.61+137.38 457.15+42.26
BHEHPHHE 69 20.25+4.47 436.15£19.66  5.53+0.85 5.78+0.82 2.81x1.58  20.45+2.46 350.78+90.57 783.22+98.63
F1a 91.969 3014.063 128.628 8.57 7.343 199.087 10.143 737.173
PAE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

2.3 5N DN B BRI Z I ER Logistics MIH5 T
N R b A St 2 e fsbn, B 1E
BUN. Scr,CysC.TC.TG.ALB ., TWEAK #1 CTGF
AR, BEBREIRNEEHITZHR
logisitic [ 4 43#7, 45 R .75 , BUN , Ser . CysC .\ TC
TG .ALB . TWEAK , CTGF J& 5 i A £ 3 HUJ (19
SRR (P<0.05) ., W#E 2,

2.4 DN & E RS UE RS 5056 2= F5 bR 0 A G 1
G3Hr

DN i & 3 IEUF AU 5 5560 % 48 b 10 40 6
Bt , Spearman Fk A &0 M1 Wox, FUEUER 5
BUN , Scr, CysC . TC . TG Il CTG £ IE XK &,
5 ALB.TWEAK % ffi 1 ¢ & & (P<0.05) . ML
#* 3.

R 2 N DN EE BRI L EE Logistics B 34347

Table 2 Multivariate Logistics regression analysis that affected the disease of DN patients

TN B SE.fi Wald {5 A OR fii 95% CI Py
BUN -1.486 845.061 0 1 0.226 -0.138~0.117 <0.001
Ser -0.158 226.075 0 1 0.854 0.010~0.052 <0.001
CysC —47.671 15283.234 0 1 0.000 ~0.864~0.534 <0.001
TC 11.451 4020.427 0 1 94037.108 —0.438~0.279 <0.001
TG 9.129 2859.981 0 1 0221.548 -0.296~0.243 <0.001
ALB -1.508 665.286 0 1 0.221 -0.334~-0.061 <0.001
TWEAK -0.036 17.681 0 1 0.965 ~0.004~0.002 <0.001
CTGF 0.555 72.235 0 1 1.743 -0.001~0.012 <0.001
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*3 DNHEFIEXRIERSIHERRIBEXES T
Table 3 Correlation analysis of DN TCM master certificate

types and laboratory indicators

B A A S AW LS B3 I 3 K
r PE rEH PE rE PE rE PE

G

BUN 0.052 0.784 0.657 <0.001 0.780 <0.001 0.742 <0.001
Scr  0.200 0.289 0.712 <0.001 0.779 <0.001 0.742 <0.001
CysC 0218 0.274 0.863 <0.001 0.780 <0.001 0.742 <0.001
TC 0.331 0.074 0.427 0.005 0.447 <0.001 0.642 <0.001
TG 0.444 0.014 0.382 0.013 0.487 <0.001 0.480 <0.001
ALB -0.470 0.009 —0.842 <0.001 —0.779 <0.001 —0.742 <0.001
TWEAK -0.279 0.136 —0.441 0.004 —0.413 <0.001 —0.535 <0.001
CTGF 0.766 <0.001 0.865 <0.001 0.779 <0.001 0.742 <0.001

3 itip

DN J2 4k & T W PR Jog 14 JE 46 3, S0 PR B¢
UL AN R A N E DR R AE 2 — , R R EUR A AL
TR EE RN Z — "0 JTARR, DN 5L £
K, 1 — B DN AR 3, B 5 B Y 65 R A
AR R LR BN 2 — B IS A R RS
PRI ZSPEDONG o TR B e E L 2
PR 51 7L R AU T B A MR 2 Y F
FEHRE B G R R B RO BT iR o i s
AT ML B ] AR 5 R T A A D R
R DR R HE I FE o LLR 1 O 3 R
B DI RE R bn SR 0 540 AR A ] LA B
B o HKBEIE T AN RE SR AR IR O A SR RY
KA WANRESE @GR B Y BRI 5E
ST IR TR — 25 P BRI B A B RO 1 i Y
EH S T BERIRYT YR HER B HRIE , BHIER R, 1)
TE RIVR AR W s € SR, ] EORIA , IE DT
AN BB A N vy B ARG IR B A
PREGIHSTOLF B H A o i ARSCRR b OC T B P
' B IA TR 22 20 18 X T 6 i 15 2 T v s RS IR Y
Fld AN E 4 100 AL 5 W DR ' A B R AL . A
X iy 4 SCHR A AT 5 A B, R 3 BR 5N B IR
o 0 0 T P, DRI ELAT T e g ) — S84 A
AL B R D A, i (55, i 5 AR B el ) A4
e B PR [ BH R 3h 2 R AL, O ELRE
R BH AL A AR 14 R A0, 7 A R R A B4
e TR AR R AT A BRI, DN &
TR SF T T KT T N T A,
HE A AT IEA G, Z RS R, B A A .
DN Jp5 BAL I Je Z2 5, (B LB A 31 i B A A

Jifi LCHE ) VB Z TR B R B S e il
(B) VB =W JE VS o B BN RZ
A EITIATCEE A HEES B A, e TR
B2 BFH . DN FEAR LR SURAS AR SE, A 4
BACBH I TR R DL R R AR bR S R AT
PR RN, P9 AN [ % J B B, e AL EE AN T
A B AL, D AR R 58 L L TH TR H
AP BRAFEA, B4 S PR FLBE AR K R e e, ZLIR
AR R Y T FECE T . BTS2
ML VA1 Ry« <09 9 e — 9] 4t S B — B BH 9 e — ATk
WAL, A ST 25 2R 5 b B v i B AR AT, i
MAVE B 7 BT, B 0 17 10 & R, B K 1Y B ) g
BHEAL, BT RETE AR L 2 B L . HLRH
B4 1001 R I0L 375 46 bR ALB i Fifi 35 58 305 155 B I
Po— B P R — R — B PH R A
TWEAK b — Rl B9 208 K7, J& T I 36 A
F (tumor necrosis factor; TNF) #8 % J& i i &,
TWEAK Fl 2 32 1k Fnld 78 & JJE A7 76 F1 3K 35
TWEAK F1 Fnl4 > J5 645 P9 7E 59 B 4H i A0 240 1
2. TWEAK J& & Ef —Fh 2 D) R A% 241 ik (55,
W TWEAK 7 Bh T 5 Ik 20 At 4 i fa 1k R 710 20 3s
] DA 2 B /NS A0 I R 38 B, A R SE 25 A 75
SN /NVE A IH T4 . TWEAK K218
PR B RS AN B TS 1 — TR AR Db st
CTGF J2& 15 4t M AL 5T 5 53 A A S 22531, ik
W2 T B T B A B AR R B B A e At . A AR
UL, LA P R 206 B /N R IS4 i L b 2 44 e
TRV 0 J50 BT 2 40 it 55 1T A3 /D i ) CTGF, 24
Wi PRI R8T 1 B s A2 B, B JIE CTGF & iA 7K F-
B I F 55, CTGF LA™ P38 i B /N ek i HE
RSN, BIFFE BI04 DN B3 1f3% CTGE /K F-FF
LTIk, B IE CTGF F i K- BN &, i 2% CT-
GF Tt 5 | B /R et 22 (1) 98 ik CTGF K B i ey i
43 WA 1) CTGF #4253 8UR CTGF Fh i (1) 5 22 )i
o X DN & FEEUEAY 5 5200 & R AR 1 AH G 43
Mr @7~ , EAEIE % 5 BUN, Ser., CysC. TC. TG I
CTG R IFHH% K%, 5 ALB. TWEAK & 145 %
., X5EW T DN #&H EIERIS BUN  Scr.CysC,
TC.TG.ALB . TWEAK Fl CTGF 2§52 55 2 45 bR IE 1
—ERIAHOCYE . H H T HEA /D R bl oA
WA H— P R A w22 , i TR i T 2
HIX 2ty CRFEA B RILEE | LLE— 20 B
DN N [rl 534 v BEUE A 5 52 50 & FR BRI A G 1
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TC . TG . ALB ., TWEAK #il CTGF A3 — & # &1,
AR I R DN HIW I IR 97 A i B AR 3
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K JE] 7k R 40 M HIF-1a %) CA B8 6 2 1197 80
PEAL O

WRE EARY RAT EZH!

(7 E] B/ HICHMNE Mk B A & o075 5 - 1o (HIF-1a) ¥R EUEIE (CA) B # S 8h
TIFFROMTEA B, F3E YEH 2019 4F 5 A % 2021 4F 8 H R 5T 111X o 2 B OA I AR B0 B
102 4 BFFE T 42, % 1 5- %8 HEBR 1% 2 G 3 1 (ALA-PDT) X T A 8B 5 3473807 . MIEERE 3N A
TBIT R A A (n=70) 5 TR (n=32) o A5 W0 I % b P 41 28 2368 97 1 I A9 &1 J) i bk 4 40 i
CD4".CD8" . H #& 4451 (NK) 21 Jif Lt A & HIF-1a 7K, 322 1 ROC MR 53-#1 1 ik $8 br % AR BB i 2 &
B TIPSV M . R A AALIRIT RS A E I CDAT  NK 41 e {8 35 = T e 4, 4ME i
CD8" 4l fitd EEAEL A HIF- 1o 7K (R T IORAL, 22 55 A Bi % 3 L (P<0.05) . £ Logistic [81J5 447 &k
7~ ,CD4" (=513, 0R=1.670) .CD8"( $=0.306 , OR=1.358) \HIF-1a( f=0.894, OR=2.445) /& ALA-PDT J74%
Ak 7 540 R 25 (P<0.05) . ROC 14k 7R , #ME Ifl. CD4* .CD8 Fl HIF-1a = # WA KM, i ALA-PDT
TR R AUC M 0.907 , fUR% M 5 S0 510 93.75% .83.33% , A T BA—A& I (P<0.05) . £51 Wil
FLRAIME UL CDA* . CD8' ik EL 41 Al FUAH  HIF- 1o 7K DA KR IT i 82 o B s AR L, SR B IR /B & ALA-
PDT J7 %A — 7 W 0 A {8

[EER]  REPURIE; 5- 2L mOGs) J1; WA ; BEs 2T

Evaluation value of peripheral blood lymphocytes and HIF-1a on photodynamic efficacy
in patients with CA

YAO Yonghui', WANG Fawu’*, SHEN Yuanji®, WANG Qin'

(1. Department of Dermatology , Pukou Hospital of Traditional Chinese Medicine, Nanjing, Jiangsu, China,
210000; 2. Department of Urology, Nanjing Pukou Hospital of Traditional Chinese Medicine, Nanjing, Jiang-
su, China, 210000)

[ABSTRACT] Objective To explore the evaluation value of peripheral blood lymphocytes and hy-
poxia-inducible factor-la (HIF-1a) on photodynamic efficacy in patients with condyloma acuminatum (CA).
Methods A total of 102 patients with condyloma acuminatum admitted to Nanjing Pukou District Traditional
Chinese Medicine Hospital from May 2019 to August 2021 were selected as the research subjects, and all pa-
tients were treated with 5-aminolevulinic acid photodynamic (ALA-PDT). According to the treatment effect af-
ter 3 months, the patients were divided into an effective group (n=70) and an ineffective group (n=32). The
peripheral blood lymphocyte CD4*, CD8", natural killer (NK) cell ratio and HIF-1a levels of the two groups
of patients before and after treatment were detected and compared, and the ROC curve was drawn to analyze
the evaluation value of the above indicators on the photodynamic efficacy of patients with condyloma acumina-
tum. Results The ratio of peripheral blood CD4" and NK cells in the effective group before and after treat-
ment was higher than that in the ineffective group, and the peripheral blood CD8" cell ratio and HIF-1a level

AAT R T Tt A6 % R B (Z201612)
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in the effective group before and after treatment were lower than those in the ineffective group, and the difference

was statistically significant (P<0.05). Multivariate Logistic regression analysis showed that CD4" (=513, OR=
1.670), CD8" (B=0.306, OR=1.358), HIF-1a (=0.894, OR=2.445) were the independent influencing factors
for the efficacy of ALA-PDT (P<0.05). The ROC curve showed that the combined detection of CD4", CD8" and
HIF- 1o in peripheral blood had an AUC of 0.907 to predict the efficacy of ALA-PDT, and the sensitivity and
specificity were 93.75% and 83.33% , respectively, which were better than single detection (P<0.05). Conclu-

sion Baseline peripheral blood CD4*, CD8" lymphocyte ratio, HIF-1a level and dynamic changes during treat-

ment have certain predictive value for the efficacy of ALA-PDT in patients with condyloma acuminatum.

[KEY WORDS ]

poxia inducible factor

BN Y — o UL AL R, 2R
N #3k 983 9% % (human papilloma virus,, HPV ) Ji& J¢
AT 2 BRAE AR B R AL R . i T 514 HPV 1Y
NEATICARAP I PR 42 iy, 2 40 XU 55 38 75% , fifi 1
T BR A AR A8 A SR BT I Ay RIS 384 i 509
REIBYE LR RE 108 (2 R R, R R B i
9 B A T o ™ E R 52 R RO
8l 7197 % (5-aminolevulinic acid-photodynamic ther-
apy , ALA-PDT) /& H Hil i /7 AR B Rt i) 1 2275 53X
Z—, HRE B L BRPER A 05 B HPV W Im R M
RGN R A R R BRI B R . AR
I RO 58 A 30 IR S e T fiE | At 3 7 5 i A
HAETERBINEYE ) A R R R K ol B AR
FH o A I 98 5 8 A bk 8 48 A LU AE | k45 =
F-1a (hypoxia inducible factor-1, HIF-1a )5 2241
MYE ALA-PDT {RITRCR KRB AHIC T anfay
SR X A7 R 35 5 97 SO B R o >
D, PR AR SCE FE SR A1 il bk T 48 i 2 1 448 i
I Z AR B YE B A OB 197 A PEASG A (8, IR
fRIBWT o

1 XM&5FHE

1.1 R4

FEHL 2019 4F 5 H %2 2021 4F 8 A R a1 1 IX
S B Sz BRBHIRCIR 1 2 58 P £8 3 102 151 R A 5%
XI5, % H ALA-PDT % T f1 B8 # #4697, 3 ™A
Jo AR R IR ROR o A AU (n=70) 5 o
(n=32) . PIANRE: OFF A (CRBUBIEIGIR 2T 5
BTG 6 B ) S BERTIE 12 W bR v I 22 s PR g B2
G2 @ ARBUEHE; O R & T 4B
HBEZ K s @ B E G I E R A . HEBR bR
OA I HAh 7 B Gz g sk AL ; @B #f
ZRGYN , MECR S 04 2%, TTIE RS iF

Condyloma acuminatum; 5-aminolevulinic acid photodynamic; Lymphocytes; hy-

58 Qi — A H W2l R i el 5 iR s @A Jf
BRI AT WNRAE 5 (USRI St FLIY 21 5 ©
PEARALL T IEN T E SN . P — B0k
e, 22 IEGe i L (P>0.05) , WAk 1. AR5
ZErE R 1 X P BE B BE A T S Bt IR

K1 WHMEBER [(vxs),n(%)]
Table 1 Comparison of general data between two groups
[(x£s5),n(%)]

% 4 7%l 4
ik 050 GES et p
() 64.52+5.17  63.74+4.87  0.720 0.473
P53 % 41(58.57) 18(56.25) 0.049 0.826
& 29(41.43) 14(44.75)

() 2.43+0.85 2.68+0.76 1423 0.158
B BIZE 18(25.71)  8(25.00)  0.750 0.453
AT JE 23(32.86) 7(21.88)

)= 20(28.57) 10(31.25)

HAh 9(12.86)  7(21.88)

REN Y Y 31(44.29) 15(46.87)  0.060 0.807
Z%(>1) 39(55.71) 17(53.13)

1.2 F¥k

1.2 Koy ik

I3 T B ABER H R 3 IR TT 45 1 5 1 =
KAEFTA B 2 BRI 10 mL, 73 A &8 BrEs
AR IR A1 E T = IR F# & 30 min, 3 000 r/min
£ 10 min (B0 42 10 em) J5H 2 00 , (747
T—20CUKF HFFM . R FH FACSCalibur Ji 2041 it
(€ B BD 2y Wl ) & fiir 45 B 3 A8 A il CD4
CD8 * I B 440 i SV AF 119 7 43 LU o SR FH R B 328 W%
SEIG A ELISA 050 & ( 1 #h s i e a5 A FR
28 E]) I E I E HIF-1a 7K
1.2.2 JRITITIE

XF B R A AT I S S L R
T R S F B ALA # R L 1 i 20% ALA BT i 75
R, TR R ik T 2 WS 2 50 TR T R R L
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FBl 2 cm Y [, 2040 L 98 kL RS 40, O FH i A [
5o 3 hJE KN 635 nm [ ALA-PDT OGIAYT
ASCHE St e B33 407 30 min, AR 98 HR 3 T A2 1 0 1
R4 32 0 S5 KM H0 D% AR M2 150 mW, MR8 O
BE A /N KBRS BsF [0] 31 55 00O BB A SRR i, Lk
(60~100) Jem®, IRI7HEE—I, H 3K,
1.2.3  JTPRLHIE Tk

RIT S AE X B E BT 3 A MBI IE R R
HIRITROR B RGO o TR e 52 42 ¥h
B BB RIS BR RN 100% H AR B2 & s 30 5 B
PEARIE BRZ 50%~99% H AR E K « i BRACR K A%
RIE bR R <50% BN K o B 50 28 bk S 4y
B B B 3L 70 BN A G B T RAUR KA H
I 32 19 A TG4
1.3 Stk

K J SPSS Statistics 21 4t i 2% # A% #F 47 43
Bro tHEBERILL (R 2s) R, R K050 1 E R
B n (%) 2R, R K g, S J%0REER HTRL R
. >R ROC 25t & fa bz Wi i1, i 2k
T BUE (AUC) 9 lb B8R FHAE S 5k 55, DL P<
0.05 FZERAGIFE L,

2 H#HR

2.1 W4IRYT R SME I CD4* .CD8* \NK 1A
A HIF-10 7K o

ARG YT A A A E I CDAT  NK 48 il L {8
Yiv TR, A E 1 CD8* 4 g L A HIF-1a
KER T RN, ZRA LI E X (P<

0.05), WLFE2,
2.2 ALA-PDTJTRUNZ AR HT

Z [H 2 Logistic [F1H43#H7 ik 78 , CD4"( =0.513,
OR=1.670) .CD8'(=0.306,0R=1.358) \HIF-1a( =
0.894, OR=2.445) J& ALA-PDT J7 & f) 1 57 5% Wi
£(P<0.05), W3,

%3 ALA-PDT f7 3 % E & Logistic B35 #7

Table 3 Multivariate Logistic Regression Analysis of
ALA-PDT Efficacy

WWKNZE  BMEH SEfE Waldfi OR{H 95%CI  P{i
CD4" 0513 0217 5589  1.670 1.254~1.871 0.036
CD8" 0306 0.114 7.205 1.358 1.085~1.659 0.015
HIF-la  0.894 0.367 5934 2445 2.023~3.316 0.030
NK 2359 1472 2568  10.580 8.102~11.487 0.218

2.3 AN I CD4" . CD8" 1 HIF-1a 7K ¥ X} ALA-
PDT J7 R PEAS A

ROC 4k E7R , 4N 1fi. CD4" .CD8" il HIF-1a
= H AR, T ALA-PDT J7 8% N A 3L
AUC 24 0.907, BUBME RS54 3120 0.938..0.833,
T BA—H60 (P<0.05) ., W4 181,

1.0

0.8 — CD4"+CD8'+IL-4
- CD4
=06 - CD8'
& HIF-1a
E o4 - BH%

0.2

0 02 04 06 08 10
1455

B 1 ROC HZHE
Figure 1 ROC curve

k2 WABITAIESMNEMND CDA' CD8' \NK LB HIF-1a K FELEE (2 £5)
Table 2 Comparison of peripheral blood CD4+, CD8+, NK ratio andHIF-1a levels before and after treatment between the two

groups (x+s)

1 u CD4" (%) CD8'(%) HIF-la(ng /L) NK (%)
WITH I WITH itk WITH e ori ik
e 70 37.58+2.43 38.85+3.06 31.41x1.52 30.15+1.78 0.38+0.12 0.21+0.06° 7.96+0.88  10.67+0.60"
JCREH 32 32.25+2.21 36.42+2.55" 39.87x2.02 35.68£1.79° 0.47x0.14 0.30£0.08° 6.59+1.13  8.31£0.53°
tfH 10.566 3.911 23.447 14.534 3.333 6.310 6.657 19.094
P{H <0.001 <0.001 <0.001 <0.001 0.001 <0.001 <0.001 <0.001

i SRIRYT T A, P<0.05,

4 HMAEIM CDA',CD8'F1 HIF-1a 7K F 3¢ ALA-PDT F7 & B B
Table 4 The evaluation value of peripheral blood CD4*, CD8" and HIF-1« levels on the efficacy of ALA-PDT

=Ty AUC 95% CI L R FRS P
cD4* 0.842 0.758~0.931 36.57% 0.887 0.876 <0.001
CcDs' 0.757 0.669~0.807 33.67% 0.864 0.818 <0.001
HIF-1a 0.749 0.684~0.851 0.28 ng/L 0.845 0.833 <0.001
CD4'+CD8"+HIF-1a 0.907 0.863~0.975 36.57%+33.67%+0.28 ng/L. 0.938 0.833 <0.001
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3 g

ORBHINBIE S HPV B YL 5 R R 5 R M ML 1
P, SRR L TC B SR, RS 3~6 1 g
S B2 PR S o SRBLIRYEE LA o7 AR 2
oY A SR AU ] AR A A i 1 DX
JER S L, ] B R R SR IR ST A AR A s Ek
By, HOIFARE AR O B Al A Y sk e
AF H ot R SSCHE AR RIS o iR T O U
YR YY (HOE RO RS A B 25 45 L (1
M LUTE B HPV W I R G b, 6 A~ A 2k F
ik 69%"' . ALA-PDT HHI) iz F FAREUEIE IR
I7 , 5- Hk L BEA R ( 5-aminolevulinic acid , 5-ALA)
Jey ¥ I FH T e DXk, T 3 45 1 R A ok X3 Y
Ik JE VAR A0, FE AR R 5-ALA B Ak o B RO
RO P i S bR IXC, 7R R U DG AR AS  77 2E R
LR SAM A I, SEURA X AR T R
B, , T ] ] 1 5 A SR A it T2 40

G PRAF 5T R W B )RR T 2 F BUR &
FEYR YL HPV 19 G5, T bk T840 it A 28 5 IX -]
DB 4 MBI 1) S e D REIR 50 o T bk B4 400 i 2
—REFES 5 [ B R EGN ) G R 40, 7E 4k
FEOLR G BERRAS T S e N85 0 200 T R 5 )k
YR T R AE AR . DudE R B, SRR
HEAH b, 2R B0 8 3 418 il CD4-Fil CD4.*/CD8*
BRI /0 1 CD8 ™ i 34 i, R R BRI B T
PR AN BE SRSl . ARBFIE R B, A RALR YT G
JEAME I CDA™  NK 4 i Fe A 2 5 FJo sk 4L, B 3L
HIAIT R G AN E I CD8* 40 il L A7 S5 T ok 4
X AT HE 2 PR A O 2 8 3 e i Ry R S 5 T RE A7 B
P06, CD8* 41 it 4709 B A& 1 22 21 B B4 ], CD4+
YN AR REINH HPV A K, B3 Tk
21 6 ) B3 7K SF- 32 3 B SR AR, T 9k L 40 ST A 2R
iy, B 38 i ALA-PDT 3697 $ eI 250 Bk, (H
FEARBE ST B e YIRe, R k. b
Ah, NP NK 40 HAT U0 1E 5 L5 5 2 240 i
(IRE T, TE MR N HoA S % W D) B, NK 4
FRL3E P T 68 T S SO PN T R R 0 R B e A
RIERGYHRE T T . M ISR A AR I
NK 4 A 55 B 2/ T A3 3502, IR 8 M e 4 7
% . K, W6 YT H e D) RE 2% A I SR B e SR
M7 RN . A A AR R BRI R
TE3E 3207 1 I 20 it S /K OF- 5 50 B & 22 IR AT

EF VIR, SARMF 45 R AT . E A5
WR™M, ALA-PDT gt [n) & % T i HPV J& L2
21, FEAE AN NG Ak R B SRR 1 JE IR R IX
LR T AR 2E RN, 51 % Y 20 ifd 1)
RS T . REUB PP A P K iz
F B B Bl AR R P AR R B R | T HITF- 1o 7R R X6
S 4R S 7 P G B R T TR, 0 g A o R
AR EY) . HIF-1o 36 P 1) 98 0T 68 2 % H
FE R A 5 A R A A O A R R e R
R AHEIE A SCALIR YT RIS HIF-1a K- 354K
TR, 55X B TR 4 R — 2
A 5T 4 F1 & 1 CDA* . CD8* #l HIF-1ao = F B4
K s, T30 ALA-PDT 37 %¢ A 2L 5 AUC Ky
0.907, W] UL Zh 2 M54 ME 1 CD4* . CD8* ik I 4 Jfd
FCAE CHIF-1a AKSF AR Ak, A F Il IR B2 0l S %
BT AE R

ZE R 3 R I e BRI R IR YT R
A1 JE I CDA* , CD8" Itk B 41 ifd HeAH  HIF-1a 7K - -
WGy R v ) 3h A48 4L, AT T ALA-PDT iR
7 AT YT R, SRR R BRI T RO A R 4
T —ERTEX,

5% UK
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I miR-126 . IGF-1 7K P~ 55 5% bk 93 g W\ £S5 g 15,
A A ARG Tk

REEY PEET MeR' FEM R At

[ ZE] H#® WM/ RNA-126(miR-126) | JHE & HFEA K F-1 (IGF-1) 5 85 /R 9% (DM) Ri 1
RN BRI ER . Fik EI20174F 11 A 2 2021 4F 3 7 T M B 25 K2R Y& e ih
J7 1) DM Hif 30 A HE 673 6], L 451 8 R R 71 I/ S DM RS P AL, 25 WA 2R TS A8 4 81 lE
DM Hii I B A AL, TR 3 S8 PR B4 I R A5 A B B2 ke DM i U)E A 143 A IR MG 295 i B R 4L R s /i
S5 S A 41 5 55 e BRI Bk 1E 2 140 B4R Rk BB 4, L rp 4t i A 29 BV R IE# B 4L, Jeak B
A 111 BIER IE 3 TR A o K324 M7 miR-126 \IGE-1 357K, 204 0 5 AH DGt K % DM B 2%
B RZEME ., &R ML miR-126 . IGF-1 ZRik/K - LA : DM Hi B A 41>DM Fi i JC 8 R 41>1EH
BAY>IER LA ALY, 2745125 X (P<0.05) . DM ATHLE A 24150 MK G451 5 R 4L (22 ) Fls G
S5 B R (49 1)) , 0 FE 45 1 B P 4R 35 13 miR-126 IGF-1 2236 /K V- i TAR G4 W B 4, % 56 5
T2 X (P<0.05) . DM i 125 1% B A B 17 ' miR-126 5 IGF-1 35 /K - 52 1IE A2 (r=0.447, P<
0.05) - 1L miR-126 BX 45 IGF-1 12 W7 DM Hif 19125 17 5. R i it 42T T AR W]l 8 TP 25 S 2 7 (P<0.05) .
£5i¢  miR-126 IGF-1 ¢ DM Fi {45 7 8 A L7 vh s 263k, YT /R s Wih i A B 46 s

[(#iF] U RNA-126; S FAEAKEF-1; BT 450 8 R

Correlation between serum miR-126 and IGF-1 levels and the incidence of colon polyps
in prediabetic population

ZHANG Huihui'®, YE Meixia®, DENG Jinfeng*, LI Xinnan', CHEN Yun', ZHONG Yinqin'*

[ 1. Department of Endocrinology, Shenzhen Hospital (Futian), Guangzhou University of Traditional Chinese
Medicine, Shenzhen, Guangdong, China, 518034 ; 2. Department of Nursing, Integrated Traditional Chinese
and Western Medicine, Sixth Clinical Medical College, Guangzhou University of Traditional Chinese Medi-
cine, Shenzhen, Guangdong, China, 518034; 3. Department of Nursing, Shenzhen Hospital (Futian) ,
Guangzhou University of Traditional Chinese Medicine, Shenzhen, Guangdong, China, 518034; 4. Depart-
ment of Cardiovascular Diseases, Shenzhen Hospital (Futian), Guangzhou University of Traditional Chinese
Medicine,, Shenzhen, Guangdong, China, 518034 ]

[ABSTRACT] Objective To observe the relationship between microRNA-126 (miR-126) and insulin-
like growth factor-1 (IGF-1) and the incidence of colonic polyps in prediabetes mellitus (DM) population.
Methods A total of 673 patients with pre-DM treated in Shenzhen Hospital Guangzhou University of Tradi-
tional Chinese Medicine from November 2017 to March 2021 were selected, including 71 patients with colonic
polyps as the pre DM polyp group and 81 patients without lesions of colonic mucosa as the pre-DM polyp free

group, according to the clinical characteristics and pathological results of polyps, the pre DM polyps were divid-

KEeRA ) RATFESD AR B (20211338)

Ve s 1. MNP ESBXFRIERGER)AH, ) &, IR 518034
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ed into low-risk colonic polyps group (22 cases) and high-risk colonic polyps group (49 cases). Another 140
cases with normal glucose tolerance in the same period were selected as the control group, including 29 cases of
colonic polyps as the normal polyp group and 111 cases without colonic polyps as the normal polyp free group.
The expression levels of serum miR-126 and IGF-1 were detected, and the correlation between them was ana-
lyzed, as well as the diagnostic value of colonic polyps in pre-DM. Results Comparison of serum miR-126
and IGF-1 expression levels: pre-DM polyp group > pre-DM polyp free group > normal polyp group > normal
polyp free group, the difference was statistically significant (P<0.05). The expression levels of serum miR-126
and IGF-1 in high-risk colonic polyps group were significantly higher than those in low-risk colonic polyps
group, the difference was statistically significant (P<0.05). The expression levels of miR-126 and IGF-1 in se-
rum of patients with colonic polyps in pre-DM were positively correlated (r=0.447, P<0.05). The area under

the curve of serum miR-126 combined with IGF-1 in the diagnosis of pre-DM colonic polyps was significantly

higher than that of both alone (P<0.05). Conclusions MiR-126 and IGF-1 are highly expressed in the serum

of colonic polyps in the pre-DM stage, which can be used as indicators for the diagnosis of colonic polyps.
[KEY WORDS] MicroRNA-126; Insulin like growth factor-1; Prediabetes mellitus ; Colonic polyp

25 W 5 TR T DA 5 B i S0 T 5 S B s 1Y)
SRR A, 7 AR B o B TS AT S BR S 45 i B
TR, 30 A R AR R B A R AL . BB IR
J% (diabetes mellitus, DM ) {ij 3 A B 100 {8 4% 1F %
N AHM AT 1012 DM BIFRIE , 28 ATEA Y
75 5 R A J Ry 2 FRUWE R , T EL B A5 I 1 XU
FEXT o HRTIA R K 2 802 W g 2 th 25
i S, PR AR ik, TR IR A4 35F DM i 99 B e %
SRR IR AR A bR, R R BT VIR ZS I B A,
Xif B if DM R 9 8 25 W i A HL A B S
8 & B0 1 %4 DM I8 I & E 85 135 7/ RNA-
126 (miR-126) FiLFEAR"' . J) A BT BRI R
FE A K A1 1 (Insulin-like Growth Factor-1,IGF-1)
PRI ER (55 RS E AL DM KA R
2z —", T miR-126.IGF-1 5 DM i i A Bf
IR S50 BRI 56 R A T 20 WA, DR e A 5%
3 ISR I 13 miR-126 5 IGF-1 3236 7K, 35
P55 DM RiTHA A BESS I B R & I O &R, LA
S 6 DM T EESS i B TR K 12 W 1) 7
PE NI 125 BR A i 52

1 BREFE

1.1 RS

PEEL 2017 4E 11 A 2 2021 4E 3 A T M=
2R 2RI B BE N 43 W BHA YT 19 673 15 DM HiT I
S R e O A R 2 RUR e e O
FE))PHLRE P 185 51 245 g v 1 i) DM s 8
R B R 5T B 4 4 W B G A A A 169 1], H e
88 151 2% iz 765 S A8 v A Hh 245 i 8 TR | 3 T B4R

“ DM HI S A, 45 10 26 IR 0 22 3 81 il/E A
DM Hij A TG 2 A4 o ] 31 328 I A o Jis 5 v
A RIS 28 75 g 11 IR 2 i i+ 3 36 I
SRR B R 140 IR T IR, bRt 2
[ 5 A 20 BIE R E SN AL, TCEs I B 111 5
YERTEH ICE N . DM R ABEN AR ifE . D%
JI& 1M1 % =6.1 mmol/L {H<7.0 mmol/L 5% J5 2 /NA}
1L §%=7.8 mmol/L {H<11.1 mmol/L; QW & w5, B
PSP TE L BRI A RS INA LS . HEBRARE
e ML O R T 55 5 45 0 1 s ol 5 Ot 4
PN R B s IR | A AF R KA 2T
Ho AR AR E AR RS, 32
HYEF MG REA
1.2 F2EGH 51

WG S & (175 . KR116) 14 [ Jbmt KA A=
{64 BR 23 7] ; Prime Script™ RT reagent Kit ( Perfect
Real Time) (4% %5 : RRO37A) }% Trizol i 7| (575
IMS12279) ¥ i H 4% TaKaRa 23 7 ; 5L 98 6 38
## PCR (Quantitative Real-time PCR, qRT-PCR ) 1%
(#1'5 : MiniAmp) I { FE3R K HE/RBHEE (D A7
PR 2% 7] ; Human IGF-1 i B 4 5 W B 7 (enzyme-
linked immunosorbent assay , ELISA ) kit (HAKATA,
HH-82-1)1 H F AL Rk A A R A FRA ]
1.3 W57k
1.3.1  MUIEFEARRE

JI A 32N R 25 1 >8 h, 34 T35 IR R AR Dk i
3 mL, B T B4 T, 3 500 t/min # .0 15 min,
B0 AR 15 em, WU W #R A< T Eppendrof
B, F-20COKFELRAAREI
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1.3.2 I miR-126 FHXF 321k B E

K qRT-PCR | %2 Ifil 35 miR - 126 A X} & ik
o M—20CUKAE I I FEAS, Trizol 371 H2 1L
M7 B RNA, SFINBETUE R 4 e, FH 75% PR R4
T A 100 pL DEPC /K , & Fir 5 RNA 45
SERERE o i BRGS0 A A ] A0 RNA 3 5f
4 cDNA, J= ¥ &5 F-20CH- 17, qRT-PCR ) (J2
I & Z& 10 uL) : cDNA £l 4 pL, 2xSYBR Green
PCR Master Mix 5 pL, [ U544 0.5 pLo I
16 A R A BR A ml AR, R IES 14, DA
U6 HNZ, P51, RVA:95T 2814 5 min,
PEFR 17K ;95C 10 5,607 20 5,72C 20 s, JHFR 38 1K,
FIFH qQRT-PCRAGHATREIN . HRAJ A5 AEAS T35 Cef,
SKFH 2225 miR-126 AN A .

&1 qRT-PCR 5|#1FF %!
Table 1 gRT-PCR primer sequences

A EmS#(5-3") Rm5#(5-3")
U6 ATTGGAACGATACAGAGAA-  GGAACGCTTCAC-
GATT GAATTTG
miR-126 ACAGTTCTCTCGTACCGTGA-  AAAGGTTGATCT-
i} GTAAT GCTCTCTCTCTC

1.3.3  IfiL{ IGF-1 £k /K&

K HI ELISA 346 I i A 32380 1L H IGF-1 1Y
BRIV B ™ s e R G e B A 7
1.4 455 8 RIS K& o2k

e oD R N BE S R T A A A
ARG A 5 5[] B A7 2 TR T ARG 88 s A 326 o L 2
i . s B R EAR, SA 2N AR EHRE
R ERIE R RIEE R IR RE S DL
WRELZE IR B RN LE R E=3 1
AR ) o BE R A AN AT (380 g% B R g5 # A (sk) B
R ELAE=1 em ] FVIRAE B P [E B <3 AN F(ER)
AEA = B A A R (550 AR Z5 R RN (B50) B A
EAR<1 em]'. #EU0H DM i 18 R4 53 ke
) NSNS R Ny R 77D SN EAE S

1.5 Giit=Eart

e HI SPSS 21.0 BCPFHEATSE AL B, R B
LG ) 5  DTALIEIR T ¢ 46050, 2401 R JH )y 2%
F RS, 1 18] A 22 53 0t — 2 R ] LSD-1 Ko 3 5 TH4K
GERLL n (%) 27 R ¢ K s % H Pearson 351
7 DM #9145 3 4 P4 #8411 3 ' miR-126 , IGF-1
F K A 421 ROC 43 HT 135 miR-
126 IGF-1 3 14 /KP4 DM i ) 45 1 £, 14 %95 (1)
W 2T B RAT Z 8050 . 1L P<0.05
HASATGI#TE L

2 #ZR

2.1 K WHORER

MVEZER & 11 INEE S8 N VN T 8 L [ ) B
BMES LG22 X (P>0.05), EW LEARHAYE
TEH R P2 25 IO L 25 S e g it i L (P>
0.05) , DM Hij ] JC 5. A 2 . DM Hif 1.5, P 41 =5 i 1.
Wi TIEH JCE W4 5 1E % B R 4L, DM T 1 5 A
M T DM AT C BN, Z5 WA ZRI=E X
(P<0.05), W#%2,
2.2 UL I i miR-126 \IGF-1 215 /K b4

I %% miR-126 . IGF-1 %% ik 7K °F L %2 . DM i
18 A 2 >DM Hif 1 JC B A 4 > E B R 4> 0E
WIEXERYA, Z5A %8 X (P<0.05), I
%3,

%3 M4AME miR-126,IGF-1 Rk K F LI (x£s)

Table 3 Comparison of serum miR-126 and IGF-1

expression levels between the 4 groups (x+s)

4151 n miR-126 IGF-1(mg/L)
oW E: 111 17.86+3.68 161.36+36.93
IEH B R4 29 22.49+6.08" 205.11+44.65"
DM HiiHIC B A4 81 27.3526.11"  236.97+56.84"
DM fif i 8 A4 71 40.02+£8.53™  247.30+69.28™
F1a 197.183 50.296
P{H <0.001 <0.001

W HIE R TG E A I, P<0.05; 5 1E 3 B A4 L # , 'P<0.05;
5 DM A JC B A L, P<0.05.,

F2 —REBLE [(x+5),n(%)]
Table 2 Comparison of general data [ (x+s),n(%) ]

205 n Wi AR (%) TR (kg/m?) 25 W 1% (mmol/L) W maL
N WSk 111 61/50 52.6629.20 22.94+3.51 4.86+0.69 25(22.52)
1B B R4 29 21/8 51.37+8.35 23.45+3.23 4.81x0.72 9(31.03)
DM Tif il 76 B A4 81 43/38 51.80+8.04 23.86+2.90 5.69+0.57" 20(24.69)
DM il & A4l 71 40/31 53.59+11.07 24.07+3.48 5.830.48% 19(26.76)
2IF1E 3.481 0.629 2.071 53.357 1.048
PiE 0.323 0.597 0.104 <0.001 0.790

e SIEH JCE AL, P<0.05; 5 1E % BN 4 LA, P<0.05; 15 DM FilJo 8 R tb 5, <P<0.05.
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2.3 L& . =45 S R4 T miR-126  IGF-1
Eony, S A E

R A 2 PR B e AR A s, DA B s B4 2R o DM
R E AL AR E 25 1 8 R 4 (22 i) Al i e
il B R (49 B]) . SIS A B R 4 AR I
miR-126 . IGF-1 Kk /K- T s B A4, 22
A SR L (P<0.05) . WL 4,

R4 RE.SRLEHESAAME mR-126.IGF-1 RiX
KERILLE (x+5)
Table 4 Comparison of serum miR-126 and IGF-1 expression

levels between low-risk and high-risk colon polyp groups (xs)

4151 n miR-126 IGF-1(mg/L)
1RG4 B N4 22 32.72+7.00 218.18+55.95
mfazin B A 49 43.30+9.22 260.38+75.27

tH 4.791 2.351

P <0.001 0.022

2.4 DM RIZE S A B ILIE § miR-126 IGF-1
FRIKHIAA A

Pearson %5 2 ik 7~ , DM R #H 45 iz L PR B89 ML
7 1 miR-126 15 IGF-1 % ik K F 2 IE M ¢ (=
0.447,P<0.05)
2.5 i i miR-126 .IGF-1 % ik %] DM Rii {1457 &
W2 fE

ROC i 7% , 1L 7% miR-126 4 IGF-1 121
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Table 5 The diagnostic value of serum miR-126 and IGF-1
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febr  AUC  IGSHMEH  REUE FERE 9% cl PiA
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Figure 1 The diagnostic value of serum miR-126 and IGF-1

expression in colonic polyps in pre DM
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BRI R Logistic [B1H 4047 520 35 OSP R % A I FE G P 25 s ROC #I 2k /M 17 25-(OH)-D
SOST /K2 Wi 4FE CKD #.3 OSP M ; LM 2H Morse 2813 F-A 12 3% (MES ) $¥-4) ; Pearson AH G443
Hr i3 25(OH)D . SOST 7KF- 5 & 4F: CKD & BRBEI XS Z Bl AH G, 53R OSP AL E G IFH IR &
A N SOST 7K F-HH G i T4 BRZH , A [m] #5452 BMD LT 25-(OH)-D #4 5 FA% T %5 M40 , 22 F 394
Siit5 2 SL(P<0.05) ; Logistic Z3MHT 7% L1 25-(OH)-D 7K ERE A . SOST 7K - Fh 55 34 Jy 4 CKD g3 3F:
%% OSP 12 Wi ity ik 57 [ 2% (P<0.05) 5 IfiL ¥ 25-(OH)-D 1 SOST /K - BX 4 il Il % 41 CKD % % 4= OSP 1
AUC 4 0.870(P<0.05) ; OSP 20 MFS 17432 (65.13+3.24) 43, B 5 &5 T-3E OSP ZH 119 (41.05+2.98) 4%, = " H
Gt X (P<0.05) ; 224F CKD ##4 MFS ¥4 5 13 25-(OH)-D 7K -2 i 35 A1 56 (r=0.512, P<0.05) ,
57 SOST 7K -5t i AR (r=-0.327, P<0.05) . £51&  ZAFMSPE S BT &85 003 25 F24EE 2R D Al
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Relationship between 25 (OH) D, SOST levels and OSP, falls risk in elderly patients
with CKD

ZHANG Li', ZHAO Qian' * , JIA Yingjie', MAO Hui', NIAN Haoran', HAN Xue', JIANG Hanwei',
ZHANG Xiujuan®

(1. Department of Nephrology ; 2. Department of Respiratory Medicine, Chengde Central Hospital, Chengde,
Hebei, China, 067000)

[ABSTRACT ] Objective To explore the relationship between serum 25-hydroxyvitamin D[ 25(OH)
D], sclerostin (SOST) levels and osteoporosis (OSP) , falls risk in elderly patients with chronic kidney dis-
ease (CKD). Methods A total of 120 patients confirmed with CKD in Chengde Central Hospital were en-
rolled. According to presence or absence of OSP, they were divided into OSP group (n=33) and non-OSP
group (n=87). Univariate analysis of OSP was conducted. The risk factors of OSP and falls were analyzed by
Logistic regression analysis. The diagnostic value of serum 25-(OH)-D and SOST in OSP was analyzed by
ROC curves. The score of Morse Fall Assessment Scale (MFS) between the two groups was compared. The
correlation between serum 25-(OH)-D, SOST levels and falls risk was analyzed by Pearson correlation analy-
sis. Results The incidence of diabetes and level of serum SOST in OSP group were significantly higher than

those in control group, while BMD and serum 25-(OH )-D at different sites were significantly lower than those
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in control group (P<0.05). Logistic regression analysis showed that decreased 25- (OH) -D and increased
SOST were independent factors of OSP (P<0.05). AUC of serum 25-(OH)-D combined with SOST for pre-
dicting OSP was 0.870 (P<0.05). MFS score in OSP group was significantly higher than that in non-OSP
group [ (65.13£3.24) points vs (41.05+2.98) points ] (P<0.05). MFS score was significantly positively corre-
lated with level of serum 25-(OH)-D (r=0.512, P<0.05), while significantly negatively correlated with level
of serum SOST (r=—-0.327, P<0.05). Conclusion The expressions of serum 25-(OH)-D and SOST are ab-
normal in elderly patients with CKD. Serum 25-(OH)-D and SOST can be applied as independent risk factors

of osteoporosis.
[KEY WORDS |
Risk of fall
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®1 ZECKDBEREOSPHBEERNM [n(%) xxs]
Table 1  Univariate analysis of OSP in elderly patients with

CKD [n(%) ,x+s]

titi o) gy 2 P
() 69.32+1.17  68.94x1.05 1.715  0.089
P 5 18(54.55)  52(59.77) 0269  0.604
& 15(45.45)  35(40.23)
BMI(Kg/m?®) 22564241 2315247 1.716  0.242
HIFRE  miE 21(65.62) 61(70.11) 0220  0.639
IR IR 22(66.67) 40(45.98)  4.101  0.043
1= IR 15(4545)  27(31.03) 2187  0.139
Ca(mmol/L) 2.46+0.19  2.35+0.34  1.754  0.082
P(mmol/L) 2.15+0.38  2.08+0.35  0.955  0.341
iPTH (ng/L) 41.73+11.17 37.25+11.73 1.892  0.061
BMD(g-cm?®)L,., 0.71+0.08  1.1420.06  31.856 <0.001
J i 3 0.65+0.12  0.89+0.07 13.577 <0.001
NCER 0.64£0.05  1.03£0.11 29264 <0.001
25-(OH)-D(pg/L)  23.91x13.05 33.56x12.93 3.641  <0.001
SOST (ng/mL) 15.38+1.47 11.72+1.29 13.347 <0.001
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Table 2 Multivariate analysis of OSP in elderly patients

with CKD

bR BIH SEfH Wald y’{ ORfH 95% CI  Pf{H

GIFBERAE 0.715 0447 2559 2.044 0.851~4.909 0.110
Ca 0.702 0463 2299 2018 0.814~5.000 0.130
BMD  0.675 0436 2397  1.964 0.836~4.616 0.122
25-(OH)-D 0.624 0282  4.806  1.866 1.074~3.244 0.027
SOST  0.651 0.321  4.354  1.917 1.040~3.534 0.038
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Table 3 ROC characteristics of serum 25-(OH)-D and
SOST levels in the diagnosis of OSP in elderly patients with
CKD
MG F48HR AUC BURE FeR)¥ fnfEiR 95% cl PE
25-(OH)-D 0.801 0.636 0.942 0.056 0.691~0.911 <0.001

SOST  0.706 0.576  0.793  0.053 0.603~0.810 <0.001
AT 0870 0.758  0.897  0.044  0.784~0.957 <0.001
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Figure 1 ROC curves of serum 25-(OH)-D and SOST
levels in the diagnosis of OSP in elderly patients with CKD
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A 4 7 AR 2 LR 02 Sy iR Y o- M 2 1Y) 370 191 JBE R R ST R G MR o R R 1 3 R iR B H R R] 43
H-alaa, (- Jao, -al-a) - /-a Fl- -—-FE PO, S AT H038 B B 2e T - b3 H 3 0 IR 2 Bl , 22 323
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ANTA] o FE PR B BB IR 2E S AU S IE W W IR LA, 2 RA SR B L (P<0.05) o fil ARG
MCV>83.8 fl Jt MCH>27.6 pg. #2814~ o FE#H , MCV 7F 74.9~83.8 fl Z [8] , MCH 7 23.8~27.6 pg Z
M, Bk 24 o FEHFH, MCV 7E 62.9~74.9 fl Z 8], MCH 1E 18.7~23.8 pg Z 1], #lt2k 34> o L FH ,MCV
/NTF 62,9 fI, MCH /NTF 18.7 pg, B 4F RDW >18.8% . ZEi MCV Fl MCH 243 5% % 5] o B [H e 25 Kbt
HIFE IR , AT 425 IX A3 AN TR B (9 352 - 3B 2 o
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Iagnostic value of hematological parameter cutoff values for different deletion «-thalasse-
mias

WEI Songxiao, PAN Meixiu*, MAI Yingying , LI Fengyuan, QIN Weiling, LI Dan, CHEN Xiuqin,
LIANG Wei

(Department of Laboratory Medicine, Wuzhou Red Cross Hospital, Wuzhou, Guangxi, China, 543000)

[ABSTRACT] Objective To analyze the hematological phenotypic characteristics of different deletion
types a- thalassemia and to compare the relationship between the degree of small cell and low hemoglobin and
the number of affected a- globin genes. To explore the screening value of hematological parameters (RBC .,
HGB .MCV . MCH ,MCHC and RDW) for different amounts of o- thalassemia. Methods A total of 370 pa-
tients with deletional o-thalassaemia who were genetically diagnosed in our hospital from April 2017 to April
2020 were selected as the research objects. /aa, -a/-a), - -/-a and - -/-- a total of four groups, the hematologi-
cal data of patients with confirmed deletion a-thalassaemia were analyzed, and the receiver operating character-
istic (ROC) curve was drawn , to determine the optimal cut-off value of hematological parameters of «-thalas-
semia missing different o gene numbers, and to analyze the screening value of hematological indexes in missing
o -thalassaemia. Results The deletion type - thalassemia geno type was the most common with SEA/aa
(61.62% ). Compared with the normal control group, the hematological parameters of patients with deletion of
different a gene numbers were significantly different (P<0.05). MCV > 83.8 fl and MCH >27.6 pg in healthy
population. The MCV ranged from 74.9 to 83.8 fl, and the MCH ranged from 23.8 to 27.6 pg for those who

KA. ;B IeER | HF2 5% RM(220190727)
Ve B ds FEN T+ FARERARA, &, 45 M 543000
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lacked one a gene. For those who lacked two o genes, the MCV ranged from 62.9 to 74.9 fl, and the MCH
ranged from 18.7 to 23.8 pg. For those with deletion of 3 o genes, the MCV was less than 62.9 fl, the MCH was
less than 18.7 pg, and the RDW was >18.8%. Conclusion MCV and MCH are effective indicators to identify

the number of o gene deletions, and can preliminarily distinguish different subtypes of deletion a- thalassemia.

[KEY WORDS |

o- M P IM (- %Y, - thalassemia )22
St bR DL B RS AR, ZBUR T a 2R
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Table 1  Genotypic distribution and composition ratio of

missing a-thalassemia

LAY B (n) I (%)
- aa 49 13.24
-a"laa 34 9.19
oo 228 61.62
-t -t 6 1.62
-t -a? 2 0.54
-t -a? 1 0.27
S 37 10.00
-SEA Lt 13 3.52
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MCV . MCH I MCHC ¥ . % & T (- a/oc) 41 ,
RDW | 5 1K T (-a/ac) 4, 2 54 Bt 27 75 X

(P<0.05) . (--/-a) A1) MCV \MCH . MCHC {Hi . %
M5 F (-ovfovor) 4 A (~~fxer, -ou/-o) 4, T RDW {5 1]

BT Calac)H | (--/lao, -al-a) H , Z 5 A 51T+
B X (P<0.05) (/e -a/-00 )4 RBC \HGB .MCV ,
MCH Fl MCHC & % % T (-a/ac) 41, 22 5 A 4t
227 X (P<0.05) .

F2 EEWNRAGRELE EERHEHNBEMRFZSHLE (+5)

Tablel 2 Comparison of haematological parameters of patients with different number o missing genes in normal control group (x+s)

4151 n RBC( 107 /L) HGB(g/dL) MCV({L) MCH(pg) MCHC(g/dL) RDW(%)
1E % %) A 67 4.71+0.57 13.83£1.61 87.50+3.48 20.37+1.14 33.58+0.84 12.77£0.60
-a/o 83 4.66+0.86 11.94£2.50" 79.80+7.00° 25.66+3.06° 32.09+1.98° 14.93+4.44°
-/~ Fll--/oex 237 5.450.93" 11.43£1.97" 67.46+5.55" 20.94+2.36" 31.22+1.34" 15.7542.72"
—/-at 50 5.081.08™ 8.68+1.56™ 58.83+7.49" 17.28+1.91" 20.47+1.42" 23.66+4.51"
FH 22.85 64.95 337.52 362.56 87.47 123.33
PH 0.022 0.010 0.001 0.029 <0.001 <0.001

IR BRALA L *P<0.05 ;5 5 -a/aa AU HE,°P<0.05 ;5 5 (—-/aa, -a/-a) A H, ©P<0.05,

2.3 K FZHO R R B o BRI RS 48
Sz Wi i

Ph ao/aa 418575, 45 10K 2= S 508 512 Wi
-/ B PEREFE AR L FE 3, K 1. Hifr MCV Al
MCH 1 il £ F 1 1 (AUC) ¥ K T 0.8 (P<0.05)
MCV<83.8 fl }x MCH <27.6 pg 7E X 7} ao/oxor 2H il
-o/ace B2 WAL RE 3 R, B M 3K 3] 84.3% K
88.0% , Fr S VE 45k 88.1% M 95.5% ., W33,

3 MBEFLSHIT ac/aoa B(IFEAE) 5-o/ac HEISET
&
Table 3 The value of hematological parameters in

differential diagnosis between ac/ac and o/ groups

(P<0.05) . MCV 7E #% b7 fH 2 74.9 1. MCH W
23.8 pg B, A DA% U 4l X 43 - o/ o ZH AN (--/ax , -t/
—o) A, B 3K B 92.8% M 96.6% , 4 A ik F
86.7% ;% 88.0%

F4 MBEFBEI-o/oa B (FBRE) 5 (/oo -o/-0) HE
LN E
Table 4 The value of hematological parameters in

differential diagnosis of a/aa group (control group) and aa .

-a/-a) group

S5 HWHE Uk (%) FredE(%) AUC  P{H
RBC(10”/L) >5.03 73.4 72.3 0.768 <0.001
HGB(g/dL) <114 50.2 72.3 0.605  0.005
MCV(fL) <749 92.8 86.7 0.915 <0.001
MCH(pg) <238 96.6 88.0 0.914  <0.001
MCHC(g/dL) <32.3 82.3 57.8 0.709 <0.001
RDW (%) >14 86.9 68.7 0.789 <0.001

ZH HE UM (%) $5591E(%) AUC PIA
RBC(10%L) <3.48 10.8 0.480 0.674
HGB(g/dL) <124 55.4 79.1 0.725 <0.001

MCV(fL) <83.8 84.3 88.1 0.895 <0.001
MCH(pg) <276 88.0 95.5 0.947 <0.001
MCHC(g/dL) <325 51.8 91.0 0.775 <0.001
RDW (%) >13.3 60.2 82.1 0.775 <0.001

E1 m&FSE ac/ac 8(HRE) 5-c/ac BEIZENME
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Figure 2 The value of hematological parameters in

differential diagnosis of a/aa group (control group) and

( aa.-a/-a) group
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3] 100% , ¥ 51 K 92.0% , AUC N 0.957 ; HGB 7E
TERRTE S~ 9.8 g/dL MCV 4 62.9 fl MCH Jy 18.7
pg & MCHC Jy 30.2 g/dL I, X 4319 4 it S o
ALK F] 74.0%~90.0% , 554 K 80.2%~93.7% .

x5 MFEFESHE(/oa-al-a) (FFEA)S(-/-«)HH
E5ISE N E
Table 5 Value of hematological parameters in differential

diagnosis of (-/aa ,-a/-a) (control) and (-/a)) groups

28 HE BURE(%) FetkE(%) AUC PH

RBC(10%L)  >5.34 64.0 58.2 0.621 0.003
HGB(g/dL) <9.8 90.0 84.0 0.894 <0.001
MCV(fL) <629 74.0 83.5 0.845 <0.001
MCH(pg) <18.7 83.0 93.7 0.914 <0.001
MCHC(g/dL)  <30.2 74.0 80.2 0.817 <0.001
RDW (%) >18.8 100 92.0 0.957 <0.001
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Figure 3 Value of hematological parameters in differential

diagnosis of (-/aa .-a/-a) (control) and (-/a)) groups
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o o ol £ FY e 2R OPE R R R S PR A R 45 X E B TR o dPCR A PCR 2 I 1 8 Bl 73 10K i 57

HY BN 7353, 78 AT PCR 978 I, A% R 4% DU RO A8 A A 20 A AL IE | e, S5 BRARR e J3E AR i 160 246 X
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Advances in the application of digital polymerase chain reaction in laboratory diagnosis

LIU Yanan', ZHANG Tong®, ZHAO Guogiang®, WEI Fengxiang'**

(1. School of Basic Medicine, Jiamusi University, Jiamusi, Heilongjiang, China, 154007; 2. School of

Clinical Medicine, Jiamusi University, Jiamusi, Heilongjiang, China, 154007; 3. Central Experiment of

Shenzhen Longgang Maternal and Child Health Hospital, Shenzhen, Guangdong, China, 518174

[ABSTRACT]

analysis technique with a high sensitivity and specificity , and independent of standard curve developed after real-

Digital Polymerase chain reaction (dPCR) is an absolute quantitative nucleic acid

time quantitative polymerase chain reaction. The PCR reaction system of dPCR is divided into many
independent reaction molecular pools, where PCR amplification is performed, and the nucleic acid copy
number is corrected according to Poisson distribution. Finally, the absolute quantitative analysis of low
concentration samples is achieved. In recent years, based on the development of microfluidic technology, the
accuracy and specificity of dPCR detection technology have been significantly improved. This paper introduces
the principle of dPCR technology in detail, and expounds its application and technology development in clinical
disease diagnosis.

[KEY WORDS ] Digital PCR; Absolute quantitative ; The liquid biopsy

FI 1983 4 PCR X — i fifr P AR HE A DK, i
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K AR B GRI T AHEAX A B (JCYJ20180305125647151)
M. AR K FEABE SR, LA, 4 AN 154007
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AR H, Xof $ g [ B8 At R 7K P HAT AR v ) 4
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B S IS Ml . A SO 45 T e it JLAE dPCR 4%
ARTEAG 6 A ) 07 FH HE J R 3

1 BAREREMEE

dPCR J& 454 T 1448 PCR 1 B35 1 45 1 A1
SR 9O i PCR UE A 22 1t 19 RR IR & Je 1 >k 1
% =fAPCR £ AR [F4% 58 PCR A It , dPCR 3
T X S N AR R AT o3 B B B K LT RO Y
AR ZR 43 B BT RO BNl ST S AR R L BT
H5E R 7 3K ot 43 B 3k 2 b g A o0 R BRABDIRAS TR
BAME T &A1 F IR B, 3 52 1)
J& X R R HE AT VORAF S IR I A,
TARA S A BT AR A F MR B . BE T
A AIA, dPCR 2253 2y 3 Flr: B (4 0 PCR
(microfluidic digital PCR, mdPCR) . ¥ 1% ¥t
PCR (droplet digital PCR, ddPCR) #il ;& F % 5
PCR (chip digital PCR, ¢dPCR) ., 514 %R Y-
WHRA G, dPCR AT ZEN S5 AR 1
8 (cycle threshold, CT ) Flfx i ik , dPCR 4" 1%
BORARRE M S5 5L, v DL 4 X IR 4y T2 i
ARk MY OB T R 45 R - B0 8 B PCR LR
B RN 2 3% SCR T b 2 ) i AR B BE B 1 48 B (the
digital MIQE guidelines: minimum information for
publication of quantitative digital PCR experiments ,
dMIQE) "', fifi dPCR 1% 52 5 77 1k B bR 4k, 52505
S5 T SEE RME AR AT AR = Y, dPCR AR 7E
FE DA G AR R 8 DRSO S A I L B A A
N Bt S PR ot A A B ) A T AR B T
I

2 JdPCREFAREKRIEHRIRA

2.1 dPCR 7E M i 58 FZ Wy 1 i) v

dPCR $¢ AR HA7 m R AR s Mo M i e e
TERCEEFEAS BRI Hh A B AR . AR AN
A S BRE AR A% TR 1 A T R 2 2, 34 B8 2% I 1 e
TAPRAEY) AR REAE o 1 s A A
O PR A% R O B R 20 i DNA U IMZ R A% R
SEHAE RTINS

FEZCPERE R I 3297, R 40 it 35 R 28
AR 2 L T AR AR Y RNA YT AR . Rausch 45
Wh & T —Fh 7 AL ddPCR 46 I 1% 3+ ——“double
drop-off” (DDO-ddPCR) , 1] LA#:ll H #5 DNA 431
) A R 48 2 28 A DX e A S PR AR AR, AT

T8 AR i 1 LA B g A I . SEEGUERH , DDO-ddP-
CR A5 0 5 A7 %5 35 1 — S0t A R 0% F% DDO-
ddPCR JFH T4 I 1fi 2 97 25 DNA W] LLi2 Wy 2P 58
R, DI e S T VR RO PR b
I Y1) B BRI R0, DL R A S T A R A
UM BE PR 28 AR o ER X R 7 vk A I PRGE A T
B AR B T R A 5 R B

T W Y PRV 55 52 Z A A v R DU A 1R T i
“RE A AR HE 7 AR A ARSI X S R ) Bk
i . A 5T W] miRNA [ 3235 7K 7 F1 DNA H &
RS M kAt R BEH VI LR, Fung
S5 R ] ddPCR 2 AR S f A6 0 Sk 390940 it R 240 it 9
B R R P 9 PAXS . EDNRB il DCC 1 5L
LR, B K HBE AL 19 IE 5 DNA ¥ 76 B &
0.01% , REARA I ¥ B2 1 B, 4 7575 SR k(5
55 g A A 1 T AR S X I, AT 4R
R R . ddPCR S A TN HE S AR 43T b i A
PRI A 46 (22 1 S 5 0 4 B S k3 AT LY
H AR o0 1 547 46 %) 2 22 10 AN 75 BN S 25 b o 2k
2. A Z I B [A]EARGI Z2 43 AR BT R
X G R 2 B B FIAE R AR
dPCR AJ DL 7 1 | 7 4k 52 55, {H /& dPCR [W] B A
W Z R AR oy F R R, T
ARG 7 , Li 262 i ddPCR %5 & 96 Sl fL AT
KT —Fpal LA i A 221 miRNAs A1 DNA H
AR ED o H T LR A ddPCR AN 47 A
Af LA Rt EE A R R B e 1 15 ) miRNAs Fil
14 4~ DNA F LA A7 o o 38 3 SE 3G 3E B, S fL Al
ddPCR FZ A AT L vy 8 £ A 0 5 2t £ 98 AR i 2% v
Z oy AR B B R RS R . DL AR
5 2 B 7 AIGFE bR vk 32 11 52 2 BE AR | ddPCR 7E B
P tmbn B O T LA I AT A, Sk ek e i A
S WA T EZ A H AR S HE
2.2 dPCR 7E/~HIIZ W (1) i

& G 10 77 T2 W 30 3 2 5 2 o R % i
9B HUREIEAT I, X b4 A SCRAE IR 25 2 %t iR
L A, 22 303 7= 1 KUB: 3% K . dPCR AT LA
S BEAA I A 3 B G JL DNA SEAT RS B0 204, 1)
2 AT AR R AR A, & —Fh a4 IREE
W = RIZ W E AR

Caswell Z5" X 1fil ¢ i 25 DNA #4117 ddPCR
K, DL AL BE AR GCK B HNFAA 78 544 ) 25 37
FLA, B F) H Bayesian MCMC M R 43 BB AU 25 &
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ddPCR £ ds FIG Lo £ e wiul i LS AY 3%
T 5 B RTAUH 56%~T72% HER 26 (1488 75 445 12 7
DB 2R 35t A% BR R DR 95 1 G L35 DR R A L, R
I A P O T A AR R B | E B B TR s 4T R
E R LA ARS8 B Hp LA AR 53 9 38 1

M PRAR 56 PR A B R AR 3 T R KRR R
Ji& | RER 22 (14 1fe PR RN RHF i SR S DRI 8 i o, (1
J& dPCR £ R HVH H AT AR HLA . 7E 80% LA
A BTN HPA-Ta HT 2 5 | R iR
DL A A L) ol B 928 ot /0N A 9 /0 i 178 Ji P e
Mammasse 257 F1) ] ddPCR 47 AR [a] i 47 388 Py Fp 1fir
AN IR R G TN ) i )L HPA J& KR BT A5 i L
AT A L IR A 2 P o DN A sl 2 i 9 8] 2 56 [R] 75
BT 2 R 2E 0 AR 5 06 ) A5 B B0 UF . SEER 25 RE
57, ddPCR & —Fh R A ER 224 R ATER I
J5 i, AT AT AG L /AR BT SR R 4 R A BT
PUIAT KRS () 2243, s 7= i . Vodicka 58
I3 BT LA SE I 9¢ Y € B PCR A0 5 A1 dAPCR
:7E RAD Jif JLIG B 56 PR 43 50 o i) 107 1 245 2
7 : ddPCR [ #ERf 14 5 52 2 5 1 PCR AH Y, (A
2 R 5 5500 M B, ddPCR AXFE
A TAEH NAERTSE R o 783 PR 43 BRI 7 1 , ddP-
CR 7 DLXHEEIA G L1 25 DNA f6 805 2547 6 1
N 0 e, AR MR, DI I B 2 2 SR g T
AEME R 21 Fe A1

dPCR AR AL AT LK b TR0 I PR 4378, 5
et RGBSR RGN A58 T2 N . B BE
P L ZE 45 4iE (spinal muscular atrophy, SMA ) 7F #r 4
JLH 9 & R 2 K 1:3 900~1: 16 000, Noemi
ZE2F F ddPCR J7 A8 1 530 44 (34 T 1Lk rhig
B2 eAFIE FEH 1 (spinal motor neurons-1,SMN1 )
B % F1 SMIN2 ¥ D1 A A2 AR, JF [W] B I € SMINT
SMN2 Fl#% W #% IR #F PAMRP30k Da W JE 3k i | >4
¥ UL =1 SMN1 B, #tE 7 N RIHIE UK (R] S 5 2 52
B AR S R E<71% . KU 12 5] SMA PH P FE A 1)
HECRE A AN A S 34 100% , dAPCR 5 % R i
RS PETR 5 T SMA BT AR L0 A R 2k AR R
BME
2.3 dPCR 7E5 B Kl A5 697 J 1 14 g FH

I B 2 I e A 2 1 e T R I B
RSB P TG FA KA C . Rutsaert 552
43 %] FHl dPCR H1 RT-qPCR A6 i 55 75 2% = 28 1k, W
W3 e e itk Jig o 45 R /R 5 RT-qPCR AH L,

dPCR HE % X 1% R 47 1oy 72 50 P8 A 000 R of 318 3 i
T E A e 2, ] DL AL RE S A7 78 AR B
B, Bl dPCR FAR M & e, BAR AT g L
VIR EEIT S G2 WO AT s s A I T

YA R U AT e R ) 52 o B B 1 v (] A
4 3 DNA (covalently closed circular DNA, cccD-
NA) , 2 H[lr HBV J& &3 @ A H 45™ . Bao 58
FIH dPCR 43 R DL o it #24 5th BRI XUEE DNA 8
s, R A2 T AN A P RS B 5 1) HBY cccDNA
KRR A, 54 PCR )7 E:A4H L, dPCR J5
Fo ARG 0 v 2 AR 1 000 % . dPCR K K4 55
cccDNA K iy SR ARy S, ] FH T 0 e A 5%
i) cccDNA #l1 il 5]

HPV ¥ 8 2k i 2 W B R AR B2 e
R AR HPV 3 PR 8 7 9 75 28k 8 ks %o 93 300
RS K R B L F . Malin 45 F ] ddPCR X
K I Tl 3] 5 A7 i A 2H 2R ET S50 40 b 2R R AR
() DNA #7582 2 i 4007, Lhi 2 55 HPV L Al
A HPV YL (4 i 22 18] 9 1 300 Y 22 57, 45
7R ddPCR A LA =y 72 B0 b 46 % 7 & K [F] HPV
PR Y A 95 B 28, ddPCR AT RE Jili o T 00 92 95 1k
B R AT R T H

TS T A S P A% T R A T T i B R 4 o
L Al A T R O (HUE A RIA AR
Bl 98 e B TR L T SARS-CoV-2 £ &, Al
FE TG 0 45 SRR B L G 257 118 R 8 1 vk
Yy, Bl , A RGE R 5 RT-qPCR AH F , dPCR 7E
il SARS-CoV -2 {1 5 2 it Jy 1A b /s 4 B vy 1Y)
SRORE AR S Sun 252 Mg ] dPCR 3 AR X
Il PR A2 & 87 e il 8 A8 3 2 A SARS-CoV-2,
ST AR B B AR AR R T RO . SRR
RT-gPCR #{ I, dPCR %} SARS-CoV-2 B Ll FE A Fll
e R A AS (14 A 5 8 B A B s ) U L O
T KWL B RNA #5 DUEU 24k . 51548 PCR
FHEE, 7E SARS-CoV-2 & & FEAS FIR B4 DL S0 B
F14) L BT U B P R SR L FE AR v, IPCR A i B LR
Ful2-0! - dPCR XF SARS-CoV-2 5 HoAth 1 58 555 i
A G0 385 368 Yt Je 7 B HAt N I T R 1 1 48 31
R AR R

25 L Pk, dPCR HAT 15 4 S 1k A ey R 1Y
F5 1., 5 RT-qPCR M Eb , 1% 45 AR 1 = B 0 Je o i
SAATRE RE  r SRR MR, TSR A H
B P 91 B KA AT B3 14 1 o 3 T AR T LA
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T I PR A2 ) 2 S0 2 i A 3612 W7 LA K L i
A AR A S 3 T R AR S R A s A i 5
FAAERY S 2P E v A R P 91 S A

3 INEERE

dPCR AR 52 M, W ) (H R A
TE— S8 FRATAR I O R 8% 1 dPCR AR 1652
FNHMIGAE TS Y i 2 v AR PE RS . @24 B I 4%
T3l BT I B (R RIDIR S B B e R A K
FEREAR , BT ATT 2R AAR B 73, LA R XA AR +f
ekl Re 1. QM E 15458 PCR, dPCR 1) BLA
E LS. @EA RN NS LA S R A
— AR, SR T SE PR oh B8 H A 2 A K
24U b A R AR, B DR s . A
T &7 dPCR B HERR M 38 HYE , SRANAF A 2
IO B JCAE S0 5 N AT b o A I, P AT A
5% 2 (8] 1) S b AL A o FLYR AT LA 4k dPCR
FEARERAE T35, H v o #0000 A A it D S 06
B A8 F P, 4 b SOk I 96 SEFLAR 256 11k
FeAEL AR, 205 NGS WP S PR R R
LR ARG AP RN G . B 5, dPCR # AR
M AE AR 583 | 36 FH 07 B i ok, 5 A
RO 7R 1 285 o Ry 5 %%, AR dPCR 7R SERATF
GRS FH T 2 A SR I
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