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ZHF i W A0 R rh e Rk S R A R AR R OGBRE R T R T . HIF dl SRR N T (HER) S5 5 4

G W2 AL 0956 5%, WA % ccRCC KA R JE M Z M2 AT 0 o AR SCEBEFISE HIF 35 9 %

ccRCC AT T RALRIHEAT LR , DU E— A0 WA HO0T BRI 2 27 BB (B B0 I RTS8 A
[RE8iA] FrE Wi ; R4 5 RS BETTr ; B

Research advance in the molecular mechanisms of hypoxic - inducible factor regulating
the progression of renal clear cell carcinoma

CHEN Yanping'*, WU Guo'*, MA Mengdan'*, YANG Yubin'*, CHEN Wei'*

(1. Institute of Translational Medicine , the First Affiliated Hospital of Shenzhen University , Shenzhen Second
People’ s Hospital, Shenzhen, Guangdong, China, 518036; 2. Department of Pharmacy, Shantou University
School of Medicine, Shantou, Guangdong, China, 515041)

[ABSTRACT]

in the urinary system. Hypoxia-inducible factor (HIF) is highly expressed in most renal clear cell carcinomas

Clear cell renal cell carcinoma (ccRCC) is one of the most common malignant tumors

and is a key regulator of tumor growth. HIF mediates the transcription of multiple downstream target genes by
binding to the hypoxia response element (HER) , thereby regulating the occurrence, development, and

various biological behaviors of ccRCC. This review focuses on the regulation and mechanism of HIF gene on

ccRCC, to clarify its scientific value to basic medicine and its guiding role in clinical research.

[KEY WORDS]

Regulation and mechanism
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1 ccRCC WY& BRI

ccRCC K& H T WU Ik, 1A $E s 2549, 5%
G2 BB L s BB, N & 5 1B
A R A Ay — e I AR A5 2 A B v Ao
ccRCC M Hil 5 52 Z2 I R R, A0 45 Bl KN (IR3E
FREBE L TNM 43R 55 WFSE ccRCC & I tILEE
DL B 5 M P28 ASACA B T SR B A 30 7 ik
$& 5 ccRCC B B AF 16 %, b ] LL#E 57 IF 56 38
ccRCC M TG 43 7 R 48, X I IR IG YT BA B2
HFE .

ccRCC i HAT % B M F 5 o I IR 1
B AR BR M E DIBR AR AR F A F AR
i E KA YR IT 55 07 IR IT SR ANEE . HIF FER ]
YE IR YT ccRCC WA R A5, H AT ) HIF 21
(149 255 ) AE I DR N BOAS  0e F 3 97 380R
I, R ATZ 38 HIF F0 OG 8 123 56 R K HE 1) 25 )
I A B HAE FH HL I X ccRCC 1Y 1 R 29T 2 X
HLR,

2 HIFEH

HIF % fth ) 25 4 £, 45 HIF-1 HIF-2 } HIF-3,
SHEYE o WA B A R IR LS, o T
FHE TR MRS T A L P AR SOV B KT Y 32 R T
3L, B W LN L 5, 7 o WAL R B IZ Ak
FITE DL T 5 HAE B I — R IR A4l N &
PR SEBOEVE R

SR 2 R A A 25 T R HIF-1a 5
HIF-2a J& ccRCC iy 21 i i 1 1G4 24 455 1Y) o 22
YEF R, X ccRCC 1 %4 % J A M AE H o
I SR 5 KT I 52 B4 2R W, HIF-1 o0 2 22 8 200
P it 2o A 1T HIF-200 P8 35 B8 22 AR R B &
A DA BRSO 56 TR B e SR s 2 1 o E R
NN 14 5 YL {4 {K | (Von Hippel-Lindau , VHL ) X{
S FE PSS T I HIF-1a 76 ccRCC R 2 30198 1)
fig , 1Ml HIF-2a & #5428 VE ', {0 o A BF 52 1E B
FEJR & M ccRCC /)N B 5 Bl RS A 98 A5 780 rf HIF- 1o
Xof B JRE I B 06 21, PR K HIF-1a X ccRCC FY 14
PN LA FF iE— 2P B0 HIE . O¢F HIF-3a fE
FHAIL I B 55 3820, HoAE ccRCC HP (1) 55 S5 40T 1%
P 14 R B IE 52, HIF-3ociil 33 5 HIF-18 /Y 5% 4+ 1
454 V845 HIF-1o F1 HIF-20 B I RE , B AR
S5 SRR SRR I 1 7
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Figure 1 The regulation mechanism of HIFa-VHL oxygen

sensitive signaling pathways at different oxygen levels

AR AT, pVHL BURIIF45 6 il 22 % 72 5k
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Figure 2 HIF gene transcription level regulation signaling

pathways
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Preliminary study of test indexes and imaging features to predict microvascular invasion
of hepatocellular carcinoma
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[ABSTRACT] Objective To explore the application value of test indexes and imaging features in
predicting microvascular invasion of hepatocellular carcinoma. Methods A total of 119 patients who
underwent hepatectomy in Shunde Hospital of Southern Medical University from January 2019 to December
2021 were selected as the research subjects. They were divided into the MVI positive group (49 cases) and the
MVI negative group (70 cases) according to the microvascular invasion (MVI) of the surgical and pathological
results. All patients underwent preoperative magnetic resonance imaging (MRI) examination to analyze the
influencing factors of microvascular invasion of hepatocellular carcinoma. Results There were statistically
significant differences in NLR, PT, liver segment affected by tumor, imaging morphology, mosaic sign,
necrosis, hemorrhage, DWI appearance, peritumoral enhancement, intratumoral artery, coronary

enhancement, HBP peritumoral low signal, and tumor diameter between the two groups (P<0.05). Logistic
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regression analysis showed that increased NLR level, low PT, liver segments with tumor accumulation, and

long tumor diameter were independent influencing factors for predicting MVI in hepatocellular carcinoma (P<

0.05). The ROC curve showed that the HBP peritumoral hypointensity had the greatest diagnostic performance

for MVI in hepatocellular carcinoma, and the area under the curve was 0.809. Conclusion Clinically, the

MVI status of patients with hepatocellular carcinoma can be judged by combined examinations such as NLR,

PT, accumulated liver segments of the tumor, and tumor diameter.

[KEY WORDS] Test index; Imaging symbol; Hepatocellular carcinoma; Microvascular invasion
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Table 1 Comparison of relevant indicators between the two

groups of patients [n(%), (x+s) |
MVIFHPEL4]  MVIFAPE4]

A (n=48) (n=71) XM P
51 0.365 0.545
5 45(93.7) 63(88.7)
”© 3(6.3) 8(11.3)
A 56.50£11.55  58.07+10.82  0.755 0.451
AST 52.68+49.01  39.76x23.80 1913 0.058
NLR 3.45+4.41 2.15£1.00  —2.034 0.042
PT 11.92+0.80 12.67#2.87  1.762  0.008
fibvgea 88 K 1 T B 4.201 0.040
0 22(45.8) 46(64.7)
1 26(54.2) 25(35.3)
g kbR R 3.714 0.053
0 24.(50.0) 48(67.6)
1 24.(50.0) 23(32.4)
B 6.455 0.011
Fu 17(35.4) 42(59.1)
N FALI 31(64.6) 29(40.9)
L BETTAF 15.713 <0.001
H 36(75.0) 27(38.1)
7o 12(25.0) 44.(61.9)
7Y 17.248 <0.001
el 31(64.5) 18(25.4)
7o 17(35.5) 53(74.6)
i 11.746 <0.001
i 22(45.8) 12(17.0)
" 26(54.2) 59(83.0)
DWI £ 4.399  0.035
Y5 s 27(56.2) 53(74.7)
A E S 21(43.8) 18(25.3)
Eile A mEee 8.404 0.003
H 37(77.0) 36(50.8)
Jo 11(23.0) 35(49.29)
I8 N 3 ik 6.853  0.008
el 29(60.4) 26(36.6)
T 19(39.6) 45(63.4)
TR R L 8.083  0.004
i 31(64.5) 27(38.0)
o 17(35.5) 44(62.0)
HBP %% JEIR 5 5 11.946 <0.001
1 28(58.3) 19(26.7)
T 20(41.7) 52(73.3)
ADC 1022.31+266.72 1028.54+234.25 0.134 0.893
g H A% (mm) 64.3131.06  35.10+20.75  6.154 <0.001

BRI /> HCC Y & J& 3% HCC 1Y S A I
PRACR ) S5 . MV HCC HATE T ARG B A 1Y
M7 fE B R 22—, A SR 9E 8w, AF7E MVI 1)
HCC B H X MVI B E M E KR & 4457, F
A BEAG AT 2 FIWE MV B St (H% G A 8 T4
BERAE B E G ER R, L, RATA SR 50
SRR FISAAR G FR AT T MV L, JE K A A
), BRAI AT e S A v A A o e HA LR
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R 2 EIMTIATLEAEE MVI BY Logistic BlJ3 4347

Table 2 Logistic regression analysis of influence prediction

of liver MVI

N % B S-E{Waldfli ORI  95% CI P
NLP -0.337 0.166 4.097 0.714 0.515~0.988 0.043
PT 0.570 0274 4.331 1.768 1.033~3.025 0.037
fih9ig 2R IFEE 3.058 0.970  9.945 21.278 3.179~142.48 0.002
I -0.150 0.561 0.072 0.861 0.286~2.584 0.789
OFEfiE —0.810 0.679 1421 0445 0.117~1.879 0.233
/N -0.304 0.782 0.151 0.738 0.159~3.416 0.698
i -0.721 0.675 1.143 0.486 0.129~1.825 0.285
DWIFEM  -0.176 0.605 0.085 0.838 0.256~2.745 0.771
ANk 0623 0736 0.717 1.865 0.440~7.889 0.397
SERERAL —0.591 0719 0.676 0.554 0.135~7.889 0.411

HBP & AL {55 -1.677 0.723 5.377 0.187 0.045~0.771 0.020
& 142 —0.060 0.017 11.794 0.942 0.910~12.457 0.001

F3 ISR R R TUN X FUN AT 4 AR iE MV 912 BT
R HE
Table 3 Diagnostic efficacy of test indicators and image

prediction in predicting liver MVI

EASES AUC Wil U P 95%CI
NLP 0.607 293 0417 0829 0.501~0.713
PT 0473 1165 0729 0429 0.369~0.577

Jibdgd Z2HAAFBE 0592 050 0.542  0.643  0.487~0.697
HBPJERMR(ES 0809 0.50  0.583  0.729 0.732~0.885
JibRE B AR 0.656 39.65 0.792  0.743 0.554~0.758

1.0
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Figure 1 ROC curve
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[REIA] Mg TR RS0

Evaluation of the applicability of national reference materials for thalassaemia nucleic ac-
id detection to single-molecule sequencing reagents

YU Ting, HU Zebin, HUANG Jie*, SUN Nan*

(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT] Objective To evaluate the applicability of the national reference for nucleic acid
detection of thalassemia (Lot: 360014 - 201701) as a reagent for single - molecule sequencing. Methods
According to the industry standard of o/@-thalassemia gene typing detection kit of (YY/T 1527-2017), and the
requirements of the national reference product manual, the applicability research items of accuracy, specificity
and detection limit were determined. We collected thalassemia gene detection kits and amplified the long
fragment of the target region in the national reference, connected the connector at both ends of the long fragment
of the target DNA, removed the non-cyclic fragment with digestive enzyme, and constructed the dumbbell -
shaped library. The constructed dumbbell-shaped library was combined with sequencing primers and enzymes to
perform single -molecule sequencing in the SMRTCell nanopore of the gene sequencer Sequel® II CNDx. The
sequenced gene sequence was compared with the reference gene sequence, and the biological information
software was used to determine whether the test results were consistent with the expected results of the national
reference. Results The kit can accurately detect the national positive reference materials of the corresponding
genotype within the range. No mutations were detected in both the negative reference materials and the positive
reference materials which were outside the range. The detection limit was not higher than 3 ng/pL. Conclusion

The national reference for thalassemia nucleic acid detection can be used to evaluate the performance of

A2 A B R EEH X (2018YFC1002400)

A A B R 25 A AT LR, AL 100050

*iBAEAEE S A, E-mail : jhuang5522@126.com; 4%, E-mail : sunnan0725@yeah.net
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thalassemia gene detection kit based on single - molecule sequencing. This study expands the scope of

application of the national reference and promotes the standardization of thalassemia gene detection Kits.

[KEY WORDS] Thalassemia; Single molecule sequencing technology ; National Reference Material
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Figure 1 The detection principle of thalassemia gene

detection kit (single molecule sequencing ) kit
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Table 1  Accuracy results of thalassemia gene detection kit (single molecule sequencing method )

‘ _— - . ) ) ol ) . N ‘A
B SE/(%L%r;mo 4 2( 7'/Za)tlo 3 7( 7;}a)tlo TH?{I%_ gatlo W"(F T%fe;tlo @%z; Rl (ﬁtlii?gg)rzi%o) A R
YSH2015-0002 0.00 0.04 0.08 0.36 99.52 /oo 46 CD26(GAG>AAG) 24
YSH2015-0003 0.06 0.18 0.20 0.20 99.35 /oo 49 28(A>G)Je A
YSH2015-0004  46.11 0.00 0.06 0.12 53.71 --SEA/ax 44 IVS-II-654 (C>T) 24 &
YSH2015-0005  46.65 0.03 0.11 0.06 53.15 --SEA/a <20 N
YSH2015-0006  49.88 0.00 50.03 0.06 0.04  --SEA/-a3.7 <20 N
YSH2015-0007 0.14 0.07 42.19 0.21 57.39 -a3.7/ao <20 N
YSH2015-0008 0.12 0.12 0.10 0.17 99.49 oo 49 IVS-I-1(G>T) 44
YSH2015-0010 0.02 0.15 0.07 0.20 99.56 /oo 42 CD71/72(+A) 424
YSH2015-0011 0.00 0.09 0.11 0.00 99.80 ao/ao 53 CD17(AAG>TAG)Z: 4
YSH2015-0012 0.00 0.02 0.09 0.06 99.83 /oo 35 Hb QS 744
YSH2015-0013 0.00 0.02 0.24 0.02 99.72 /oo 40 Cap+40-43(-AAAC) 244
YSH2015-0014 0.00 0.04 0.04 0.49 99.42 /oo 50 CD43(GAG>TAG)Z+ 4
YSH2015-0015 0.03 0.03 0.22 0.03 99.69 /oo 49 Initiation codon( ATG>AGG ) 424
YSH2015-0017 0.02 0.05 0.07 0.03 99.83 /oo <20 N
YSH2015-0018 0.00 0.04 0.09 0.09 99.79 /oo 34 CD41/42(-TTCT) 244
YSH2015-0019 0.00 48.52 0.05 0.02 51.41 -ad.2/ oo <20 N
YSH2015-0020 0.00 0.09 0.09 0.04 99.78 /o 56 CD27/28(+C) 244
YSH2015-0021 0.00 0.05 0.12 0.08 99.75 ao/o 46 Hb CS 44
YSH2015-0022 0.00 0.05 0.08 0.21 99.66 oo 38 Hb Westmead 24 &
YSH2015-0023 0.02 0.07 0.07 0.21 99.63 /oo <20 N
YSH2015-0024 0.00 0.04 0.08 0.06 99.82 /oo 45 29(A>G) A
YSH2015-0027 0.00 0.07 0.00 0.41 99.52 /oo 99 CD41/42(-TTCT) 4l
YSH2015-0028 0.00 0.20 0.06 0.35 99.40 /oo 52 CD14/15(+G) 244
YSH2015-0029 0.05 0.27 0.12 0.59 98.96 /oo <20 N
YSH2015-0030 0.03 99.07 0.03 0.88 0.00 ~ad.2/-ad.2 37 IVS-11-654 (C>T) 4 &
YSH2015-0031  47.18 0.11 0.02 0.21 52.48 --SEA/a 100 IVS-II-654(C>T) 4li &
YSH2015-0033 0.00 0.04 0.00 55.12 4484  --THAVo«a <20 N
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Table 2  Specific results of thalassemia gene detection kit (single molecule sequencing method )

o) SEA_ratio 4.2 ratio 3.7 ratio THAI ratio WT_ratio T2 A6 0 Mutati(?n ratio oA RG]
(%) (%) (%) (%) (%) ZE IR (alt_ratio) (%) P
YSH2015-0000 0.00 0.05 0.40 0.08 99.47 ao/aa <20 N
YSH2015-0001 0.00 0.20 0.15 0.23 99.42 ao/aa <20 N
YSH2015-0009 0.00 0.00 0.17 0.23 99.60 ao/aa <20 N
YSH2015-0026 0.00 0.09 0.16 0.21 99.53 ao/aa <20 N
YSH2015-0032 0.00 0.02 0.11 0.36 99.52 ao/aa <20 N

®3 BN ERGMNRKTE (RS FFE)KQNRER

Table 3 Detection limit results of thalassemia gene detection kit (single molecule sequencing method )

N SEA_ratio 4.2_ratio 3.7_ratio THAI_ratio WT_ratio il Mutation ratio Ly N

T L A A i il bl RREENER
YSH2015-0002 0.00 0.36 0.00 0.49 99.16 aa/ao 54 CD26(GAG>AAG ) 424
YSH2015-0003 0.00 0.05 0.03 0.47 99.45 aa/ao 48 28(A>G) 44
YSH2015-0004  51.62 0.04 0.05 0.00 48.28 —-SEA/aax 45 IVS-1-654 (C>T) 4 &5
YSH2015-0005  52.32 0.01 0.09 0.00 47.58 —-SEA/aa <20 N
YSH2015-0006  39.82 0.00 60.10 0.00 0.08  --SEA/-a3.7 <20 N
YSH2015-0007 0.00 0.03 35.54 0.03 64.39 -a3.7/aa <20 N
YSH2015-0008 0.03 0.06 0.09 0.46 99.36 aa/ao 47 IVS-I-1(G>T) 2245
YSH2015-0010 0.00 0.09 0.06 0.48 99.38 aa/ao 48 CD7U/72(+A) Z 4
YSH2015-0011 0.00 0.12 0.07 0.34 99.47 aa/ao 53 CD17(AAG>TAG )24
YSH2015-0012 0.00 0.22 0.19 0.56 99.04 aa/ao 36 Hb QS 244
YSH2015-0013 0.00 0.21 0.00 0.30 99.49 aa/ao 41 Cap+40-43 (-AAAC) 244
YSH2015-0014 0.00 0.09 0.24 0.15 99.51 aa/ao 51 CD43(GAG>TAG ) 44
YSH2015-0015 0.00 0.50 0.12 0.29 99.09 aa/oa 51 Initiation codon (ATG>AGG ) 244
YSH2015-0017 0.00 0.07 0.14 0.36 99.43 aa/ao <20 N
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YSH2015-0024 0.00 0.07 0.13 0.61 99.20 aa/ao 46 29(A>G) et
YSH2015-0027 0.00 0.02 0.00 0.61 99.37 aa/oa 99 CD41/42(-TTCT) 4li &
YSH2015-0028 0.00 0.05 0.16 0.37 99.43 aa/ao 51 CD14/15(+G) 24
YSH2015-0029 0.00 0.07 0.12 0.30 99.51 aa/aa <20 N
YSH2015-0030 0.00 98.79 0.07 1.10 0.04  -a42/-ad2 43 IVS-11-654 (C>T) 42 &
YSH2015-0031 26.00 0.00 0.11 0.24 73.65 --SEA/aax 100 IVS-11-654 (C>T) 4li &
YSH2015-0033 0.00 0.03 0.07 54.48 4541  --THAVaa <20 N
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(# Z] BA BT mnEF I 0F R A 3(PTX-3) (A48 15 (FIB ) BX 5 Geneva 1143
Xof il g5 A 5 Al A0 A A JERE (PTE) B2 Wi . F73%  #EH20204F 1 H % 2022 4F 1 H & B As M 0 =
BEUSIA (4 52 ) ili s & 3 PTE B34 1 & 3F PTE 41, 75 R IUSIA 19 52 91 fili s o & 5 PTE [RFHAE Aok
4 FF PTE 4 . A6 3T be 45 W6 20 1l 3 %8 1 B T \PTX-3 .FIB }% Geneva ¥E4% , % U2 iR TAERF £
(ROC) ik 73 #r L3R 48 b5 X il 5 IF PTE B2 Wi (8, R TS 3R J2 2 IR Logistic [A1JH AL 73K 52 1)
filifg i & A9 PTERIER N E . &8R4 JF PTE 4Ll i %1 X 1 I \PTX-3 .FIB & Geneva P43 5 F
REIHPTEH , 2 A L1145 X (1=4.3780.8.432 . 11.075 . 12.555, P<0.05) ; LK 25/ Hr 4t W B, s B
27 TNM 43 ARY7 \D-RAK M08 1 5 i SR 3 F & PTE A % (P<0.05) ; Logistic [B1J3 4347 7
I35 eI F- I PTX-3 \FIB ,Geneva -4 Jig BEZR L TNM 4380 ALY \D- 3R | L4185 1135 Ry i fili
P 3 I 2 PTE A7 MG 6 8 £ (P<0.05) 5 H ROC 42 AT %0, I Sk 1M P9 7 I \PTX-3 \FIB Bt & Geneva
V1312 Wi it 968 9 & PTE 19 AUC & 0.914, i T DU 3% F 2 W7 19 0.748 . 0.753 . 0.745 . 0.763 (P<0.05) .
536 i It &% PTE 3% L34 BRI K 1 10 . PTX-3 ,FIB /K 5 Th i #a 3, B E A 505 (9 Geneva 147,
DY T4 % il I & PTE BLAT — & 2 i ..

(8RR ] e I imAeie 289 ; BRI I ; 1F B3R EE M 3 £F4E4E )5 ; Geneva P47

Diagnostic value of coagulation factor Il , PTX-3 and FIB combined with Geneva score

in lung cancer complicated with pulmonary thromboembolism

ZHANG Miao*, WANG Maoyu, LI Juanjuan, HUO Mingchang, LI Chao

(Department of Respiratory Medicine, Qingdao Jiaozhou Central Hospital, Qingdao, Shandong, China,
266300)

[ABSTRACT] Objective To explore the diagnostic value of serum coagulation factor Il , pentraxin 3
(PTX - 3) and fibrinogen (FIB) combined with Geneva score for lung cancer combined with pulmonary
thromboembolism (PTE). Methods A total of 52 patients with lung cancer and PTE admitted to Jiaozhou
Central Hospital, Qingdao, were enrolled as the PTE group between January 2020 and January 2022, while
other 52 lung cancer patients without PTE during the same period were enrolled as the non-PTE group. The
serum coagulation factor [l , PTX -3, FIB and Geneva score between the two groups were compared. The
diagnostic value of the above indicators for lung cancer combined with PTE was analyzed by ROC curves. The
risk factors of PTE were analyzed by univariate and multivariate Logistic regression. Results The serum
coagulation factor Il , PTX-3, FIB and Geneva score in the PTE group were higher than those in the non-PTE
group (t=4.3780, 8.432, 11.075, 12.555, P<0.05). The results of univariate analysis showed that pathological
type, TNM staging, chemotherapy, D-dimer and hemoglobin were related to PTE in patients with lung cancer

(P<0.05). Logistic regression analysis showed that serum coagulation factor lll , PTX-3, FIB, Geneva score,
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pathological type, TNM staging, chemotherapy, D-dimer and hemoglobin were independent risk factors for
PTE (P<0.05). ROC curves analysis showed that the AUC of serum coagulation factor Il , PTX-3 and FIB
combined with Geneva score in the diagnosis of lung cancer complicated with PTE was 0.914, which was
higher than that of the four alone diagnosis (0.748, 0.753, 0.745, 0.763) (P<0.05). Conclusion The serum
levels of coagulation factor Ill , PTX-3 and FIB in patients with lung cancer complicated with PTE tended to

increase, and they had a higher Geneva score. The combination of the four has certain diagnostic value for lung

cancer complicated with PTE.

[KEY WORDS] Lung cancer; PTE; Coagulation factor Il ; PTX-3; FIB; Geneva score
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HE 5% RETEAARREA X, Geneva P53
A S AT A R TR AR S S R, XTI AR A
FEIZ W TAEHA BOAE " o PR I 77 5 i R+
I .PTX-3.FIB %4 Geneva PE4r % fili i B2 & )1 &
PTE W2 Wi d, Bl & 4R

1 #RE5FZE

1.1 — ek

PEHL 2020 4F 1 H % 2022 48 1 A 3 517 e
O BE BEMSIA 1Y 52 il i A 9 PTE & VE B & IF
PTE 41, 55 BURACIA 19 52 191 fili 8 K & 7 PTE &
FNE ARG I PTE 4. AN ASRUE : D2 Wrbr
WERF A O R PRI 2 7 BV ) 7, T e 2
WAL 12 s @PTE 2 Wi 745 & (il A8 # 2E5E 1298 5
TG ), I 4 L2 )2 MRE CT it sh ik i 5 5012
QAR AZ P ML/ IR R A BUBEIRTT s @I IR %
BEERE . HEBRARE : DA Il 3 ik i 18 44 BH 2
PERT RS 5 A% 3 @46 I Stk i 18 M ik e g
I3« 1 B D RE P o R A Il VR R S LA
I R 2 s QX 1 s R i, Tk AT 2 )2 1B iE

CT fili 8 Wk 15 5% % 5 @FL A A7 42 2 s @UT PR 1k
AL % ; @& I 2k O IIUESE At il ks &
fiE C2PE I A PR & s OGS RS HEE NS
JPEBE . BE SIS ERE R, AMRE
= BEAe B2 51 ik
1.2 ik
1.2.1 Bkl

SRURCSEIE ISP e 3 I (N Nl
O O SN E AT S i3S R ]
A TNM 703 FR Aby7 D- Ak 21 8
A IR R FORE
1.2.2  HEif - I PTX-3 . FIB /K P46

SRAE T BE A IR R K 4 mL, 43 5 1K S
B A-80CHEERAE,0.13 mol/L MIZRANLL 9:1 $1
%, 3 000 r/min 50> 10 min (B5.0 242 10 cm) , F
JFFI R 761 8¢ 55 A6 0 1fi 2% FIB 7K 5F- 52 000 r/min 5.0
20 min (0248 10 em) 2R FHBGER G052 W BFH2 4G
M EE MR 71 . PTX-3 /K. FIBiHI &M H T3
] JE 7 JR A2 W7 AT P BE ol ]t 2 ] S A A 10T
PTX-3 i &0 A T Fifi R A A B A
1.2.3 Geneva PFrprifE

WPEEIT IR Geneva W43 i R VF4r R4 4F
15>65 4 (143 ) T Jo U bk fi i B2 5l 7K ik (1
43) VAN B (1 43) I (1 43 ) (0% 75~94
YW/min (143 ) LR =95 Y /min (2 43 ) 16 sl 1 b3
(143) 1A HWBEIEFAR 7)) BRIk
1A A (deep venous thrombosis, DVT) o¥, PTE ¥
$1(143) o BITHR Geneva PE43r E 8 ¥ % F — 4y
H¥E AR5 0~2 4 A I R PTE Al REME /N, 15
5323 S I R PTE AT REME R .
1.3 Sk

K H SPSS 20.0 Gei2# 8k A4 A7 558 73 B 5 4
BIEB AT RO DL (R +5) o, 400 LA AT
ARSI THECR R n (%) Fow , LI L AT 2 K6
B 5 SR FH B 2 2 £ R & Logistic [0 Y455 43 M7 5



BT SIHRYT 4 20224610 7 #5144 451041 J Mol Diagn Ther, October 2022, Vol. 14 No. 10 - 1657 -

i) fili g £8 0T & PTE MAG R I &= 5 R 3238 T
VERHIE T ZE (ROC) St 26N i X (AUC) 4347 1L i
#E I 1 1 PTX-3 . FIB B & Geneva 143 X ili 2
B H I & PTE W2 W (8 ; DL P<0.05 H 22 R A 48

S-S
2 #R

2.1 P Im g &M A I \PTX-3 .FIB } Geneva
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& Jf PTE 4 1fiL v &€ i 5~ 11 . PTX-3 \FIB J%
Geneva W m T ARG IFPTEA ,, ZERA G
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F1 WAMNFRMETFI.PTX-3.FIB X% Geneva i 5
PEER (v £s)
Table 1 Comparison of serum coagulation factor Il , PTX-3,
FIB and Geneva scores between the two groups (xs)

4151 BEMAFI PTX-3 FIB  Geneva
(ng/L) (ng/mL) (g/L) FF53(47)
AIFPTEZ 52 539.19+120.87 6.19£1.02 4.67+0.95 3.24+0.63
KAEIFPTEA 52 443.36x101.42 4.75+0.69 2.83+0.73 1.95+0.39

i 4.3 780 8.432 11.075  12.555

P 0.000 0.000 0.000 0.000

2.2 s filidi B O & PTE B 5K 3R 40

LR Z AT A R R PR TNM 433 |
67 D- R AR 218 5 i B I & PTE A1
XK (P<0.05), W32,
2.3 syl B I & PTE 1Y Z2 K = 00

Logistic [A] I 43 M & 75, ML 3 &€ 1l PR+ 1
PTX-3 .FIB . Geneva ¥ 43  Jjig BEZS 7 TNM 433 |
fBI7 D- AR L MLET R 3 5 il R IR R
PTE M7 FE 1 2 (P<0.05) . L3 3,
2.4 Mg EEN T T . PTX-3 . FIB B4 Geneva 7
43Xt B35 1 & PTE B2 Wi (B

1L Y7 8% 1 7 T . PTX-3 . FIB B% 4 Geneva 1T
432 Wiitises 3 & PTE % AUC 4 0.914, {5 T DU 8
M2 W 0 0.748.0.753 . 0.745 . 0.763 (P<0.05) . L
Fa HE1,

3 it

Jir 82 e R VR T SR Rl R B 3 b R Y
I Wl S bR, R R Y R R I SE T
AU i 2 2 ol AR R A B 7 I E, 2 il
T R DLIFAAE , By 5 2 R O T v KA gl bk g
JE, S hn e B F LT KU . PTE B BAE fiv i

F2 HFEEEHFALPTEMBERERSM (%), (v+s) ]
Table 2 Univariate analysis on the influencing factors of

PTE in patients with lung cancer [n(%), (x+s) ]

" S O
AN ES neh PTE# /i PAH
(n=52) -
(n=52)
- HE 34(65.38)  31(59.62) 0.369 0.543
ok 18(34.62) 21(40.38)
(L) 59.36+5.24 58.21+5.73 1.068 0.288
TR AL (kg/m?) 22.64+1.37 22.23+1.24 1.600 0.113
T H 23(44.23)  20(38.46) 0.357 0.550
¥ 29(55.77)  32(61.54)
velitd A 19(36.54) 24(46.15) 0.991 0.319
o 33(63.46) 28(53.85)
Wi s (mmHg ) 127.65+8.03 129.01+7.81 0.876 0.383
&3k K (mmHg) 80.13£5.26 78.61+4.95 1.518 0.132
P ﬁ 6(11.54)  8(15.38)  0.330 0.566
I 46(88.46) 44(84.62)
T s 41(78.85) 27(51.92) 8.327 0.004
e 11(21.15)  25(48.08)
TNM 351 [~ 20(3846) 31(59.62) 4.656 0.031
’ M~V 32(6.54) 21(40.38)
FA = 15(28.85)  19(36.54) 0.699 0.403
i 37(71.15)  33(63.46)
s pis 22(42.31) 12(23.08) 4.370 0.037
! i 30(57.69) 40(76.92)
_ <500 17(32.69) 30(57.69) 6.561 0.010
D-—RE(eL) S0 3506731) 22(42.31)
<140 19(36.54) 37(71.15) 12.536 0.000
MAFEWL) 0 33(6346) 15(28.85)

x3 HMAEEEHFLZPTEMSARSHN
Table 3 Multivariate analysis on the influencing factors of

PTE in patients with lung cancer

ERIS B1H SEH Wald ¥ OR 95% CI Pl

BEIMMA T 0.631 0.186 11.509 1.879 1.305~2.706 0.001
PTX-3 0.759 0.232 10.703 2.136 1.356~3.366 0.001
FIB 0.817 0.258 10.028 2264 1.365~3.753 0.002

Geneva PE4F  0.895 0.309 8.389 2447 1.336~4.485 0.004

FRHIZEE 0.724 0214 11446 2.063 1.356~3.138 0.000

TNM M 0.602 0.163 13.640 1.826 1.326~2.513 0.000
1byy 0.668 0.201 11.045 1.950 1.315~2.892 0.001

D-—H& 0743 0234 10.082 2.102 1.329~3.326 0.002

MLTHEE 0856 0.294 8.596 2.368 1.331~4.213  0.004

®4 MFEEDEF I PTX-3.FIB Bk & Geneva 43 Xt
fifi % & 7 & PTE M2 BT B
Table 4 Diagnostic value of serum coagulation factor III' ,
PTX-3, FIB combined with Geneva score for PTE in

patients with lung cancer

i8R AUC  95% CI HMWHE R s P

BRI F M 0.748 0.654~0.828 486.88 ng/L 0.635 0.789  <0.05
PTX-3  0.753 0.658~0.832 5.41 ng/mL 0.904 0.654 <0.05
FIB  0.745 0.651~0.826 3.62¢/L  0.712 0.712 <0.05
Geneva P43 0.763 0.670~0.841  2.694F  0.577 0.827 <0.05
TFBA 0.914 0.843~0.960 0.846 0.865 <0.05
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Figure 1 ROC curves of serum coagulation factor Il ,
PTX-3, FIB combined with Geneva score in the
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U320 1 i 7%, sdLDL-C (OR=3.212) . Annexin A2 (OR=2.522) .Hcy (OR=8.750) j& AIS 2 % %l 3 ik BE He
B Mk gl Sy 52 e [ R (P<0.05) . ROC 14k 43 #7 {8 7% , Hey . sdLDL-C ., Annexin A2 XI i ) AUC 43l
7 0.862 ., 0.837 . 0.795, F| Wi AIS & 2 20 3l bk B B £ 22 M 00 URBE R 55 FE 7 51 R 86.4% | 84.8% ;
83.1% .81.8%;79.7% .81.8% ., #5it Hill sdLDL-C . Annexin A2 Hcy X} AIS £ & & 5l bk BE e 1 v 1
F By HAT EEANE

(XA kBt S BKRES ; /NI 2 1035 B AR 2R P IR s BESER AR 1 5[] 28 e 2 R

The evaluation value of sdLDL-C, Annexin A2 and Hcy in the assessment of carotid
plaque stability in patients with AIS

GAO Yongchao, LIU Xiaowen, WANG Xiaoyu, WANG Shaolan*

(Department of Neurology, the Second Affiliated Hospital of Hebei North University, Zhangjiakou, Hebei,
China, 075000)

[ABSTRACT] Objective To investigate the effect of small dense Low-Density Lipoprotein (sdLLDL-
C), Annexin A2 and homocysteine (Hcy) on carotid plaques in patients with acute ischemic stroke (AIS)
evaluation. Methods A total of 92 patients with AIS in the Second Affiliated Hospital of Hebei Northern
University from August 2019 to February 2022 were selected as the research subjects. According to the imaging
results of carotid plaques, they were divided into stable plaque group (n=33) and unstable plaque group (n=
59). Another 30 healthy subjects were selected as the healthy group during the same period. The serum levels of
sdLDL-C, Annexin A2 and Hcy in the three groups were detected and compared, and the ROC curve was
drawn to analyze the evaluation value of the above indicators for carotid plaque stability in patients with AIS.
Results The levels of sdLDL-C, Annexin A2 and Hcy: unstable plaque group > stable plaque group > healthy
group, the difference was statistically significant (F=179.585.23.468 ., 66.324,, P<0.05). Multivariate Logistic
regression analysis showed that sdLDL-C (OR=3.212), Annexin A2(OR=2.522), and Hcy (OR=8.750) were
independent influencing factors of carotid plaque stability in AIS patients (P<0.05). ROC curve analysis
showed that the AUCs corresponding to Hecy, sdLDL - C and Annexin A2 were 0.862, 0.837 and 0.795,

AR A A A HIT AR B (20200497)
s Ak W B = E AP 2 R —4F, 7Tk, 5k 5 2 075000
*i@AEAEE . £V 2, E-mail : 303066984@qq.com
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respectively, and the sensitivity and specificity for judging the stability of carotid plaque in patients with AIS
were 86.4% and 84.8% ; 81.8% ; 79.7% , 81.8%. Conclusion The detection of sdLDL-C, Annexin A2 and
Hcy is of great value in judging the stability of carotid plaques in patients with AIS.

[KEY WORDS] Acute ischemic stroke; Carotid plaque; sdLDL-C; Annexin A2; Homocysteine
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%1 3%HsdLDL-C.Annexin A2 Hcy 7K F L% (x+s)
Table 1 Comparison of the levels of sdLDL-C, Annexin A2

and Hcy among the three groups (x +s)

5 " sdLDL-C Annexin A2 Hcy
(mmol /L) (ng /L) (pwmol/L)
AEEERHRA 59  1.55+0.34° 2.53+0.71°  22.48+4.15
FaERTH 33 1.32+0.28° 2.27+0.65°  18.32+4.37%
it 30 0.3620.11 1.58+0.32 11.27+4.68
FiA 179.585 23.468 66.324
P& <0.001 <0.001 <0.001

T SR L3, 'P<0.05; 5 ANER B BEE 4 L85, "P<0.05

A7 #E538T, 45 7R, sdLDL-C , Annexin A2 . Hey
I ALS [ SN B BEBRASE P A9 Ik 2R M P 3R (P<
0.05), W2,

Fz2 AIS BEIBNBKPEIEZE M 2 E = Logistic
1353 #r
Table 2 Multivariate logistic regression analysis of carotid

plaque stability in patients with AIS

EWKNZE  pME S.EfE Wald OR{H 95% CI P1E

sdLDL-C  1.167 0.432 7.298 3.212
Annexin A2 0.925 0.408 5.140 2.522
Hcy 2.169 0.874 6.159 8.750

2.263~4.581 0.007
1.854~3.307  0.023
7.119~9.652 0.013

2.3 sdLDL-C.Annexin A2 Hcy %} AIS £ # il 5]
IOk BESRAS R T A PEAS AN (B

ROC [ £& 43 #7 2.7~ , Hey . sdLDL-C , Annexin
A2 Xt 1 ) AUC 43 511 4 0.862,0.837,0.795, F| K7
AIS B 20180 [k BB R M 19 SRR B e 5 B o )
9 86.4% .84.8% ;83.1% .81.8% ;79.7% .81.8% , UL
#*3. K1,

%3 sdLDL-C.Annexin A2 Hey 3T AIS B3 S5 Bk BT R
RESEMIEGNE
Table 3 Evaluation value of sdLDL-C, Annexin A2 and
Hey on carotid plaque stability in patients with AIS

s AUC  95% CI W BURE RS P

Hey  0.862(0.813~0.945) 21.33 wmol/L 0.864 0.848 <0.001
sdLDL-C 0.837 (0.763~0.927) 1.41 mmol/L 0.831 0.818 <0.001
Annexin A20.795 (0.652~0.806) 2.45ng/L  0.797 0.818 <0.001
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0.6 sdLDL-C
=} ZH%
F 04
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1-HE5E

B 1 sdLDL-C.Annexin A2.Hcy ) ROC B2k

Figure 1 ROC curves of sdLDL-C . Annexin A2 ,Hcy
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The mechanism of chemokine CXCL7 promoting colorectal cancer proliferation, migra-
tion and invasion through angiogenesis pathway

CHENG Gang', LI Dongpeng®, ZHANG Huapeng', LIU Hua', SUN Feng’, LIANG Hai', LI Longhai™

(1. Department oncology, Bozhou Hospital Affiliated to Anhui Medical University, Bozhou, Anhui, China,
236800; 2. Pathology department, Bozhou Hospital Affiliated to Anhui Medical University, Bozhou, Anhui,
China, 236800; 3. Clinical Laboratory, Bozhou Hospital Affiliated to Anhui Medical University, Bozhou,
Anhui, China, 236800; 4. Clinical Pharmacy Center, Bozhou Hospital Affiliated to Anhui Medical University,
Bozhou, Anhui, China, 236800; 5. Science and Education Section, Bozhou Hospital Affiliated to Anhui
Medical University, Bozhou, Anhui, China, 236800)

[ABSTRACT] Objective To explore the relationship between the effect of chemokine CXCL7 on the
proliferation, metastasis and invasion of CRC cells and angiogenesis, and to clarify the molecular mechanism of
CXCL7 promoting the development of CRC. Methods The high and low expression CRC cell lines were
screened by qPCR and ELISA as the research objects. The effect of CXCL7 on the proliferation of colorectal

cancer cells was determined by CCK-8, EdU staining and plate colony formation assay. Flow cytometry was

KEARA .

EEY

EMFAHEE X F AR B (bzzd2020012)

L. G AR 5 W 2 R e B A, &

2. HHMEAKFWEZMN ERBIEA, Z#, E M 236800
3. %
4. %
5.

=

, % 1 236800

%
%

E
Yo

BEAKFWEE N ERARA, 2, Z M 236800
BEHXFWIEZMNERIE RS S P, 28, M 236800
ZHEA R SRR SN ERAHA S8, E M 236800
*BAZAEH  Z R, E-mail : 3578664100@qq.com

B



- 1664 - BTEWIEIGITAGE 2022410 4 45144 %5103 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

used to detect the cycle and cell apoptosis. The effect of CXCL7 on the migration ability of colorectal cancer cells
was determined by cell scratch assay; the effect of CXCL7 on the invasion ability of colorectal cancer cells was
determined by transwell assay. ELISA kit was used to measure the level of VEGF in the culture supernatant, and
Western blot analysis was used to detect the expression level of vascular endothelial growth factor receptor
(VEGF-R). Results  The absorbance comparison of each group at 48 h and 72 h in cell proliferation experiment:
CXCLY7 interference group > NC group > blank control group, the difference was statistically significant (F=
7.567, 17.475, P<0.05). Comparison of the number of migrating and invasive cells in transwell experiment:
CXCL7 interference group > blank control group > NC group, the difference was statistically significant (P<
0.05). After 6h of treatment with CRC cells, the results showed that only a few tubules were formed in the blank
control group and the NC group, while many tubules with a network structure were formed in the CXCL7
interference group. The number of lumens formed: CXCL7 interference group > NC group > blank control group,
the difference was statistically significant (F=155.272, P<0.05). The VEGF level and VEGF - R positive
expression rate: CXCL7 interference group>NCgroup, the difference was statistically significant (1=15.504, y’=
6.050, P<0.05). Conclusion The chemokine CXCL7 can regulate the tumor microenvironment and promote

tumor angiogenesis, thereby assisting the proliferation, metastasis and invasion of colorectal cancer cells.
[KEY WORDS] Chemokine CXCL7; Angiogenesis; Colorectal cancer; Cell proliferation; Cell migration
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Relationship between Mir - 221/222 and ERa expression and tamoxifen sensitivity in
breast cancer
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[ABSTRACT] Objective To investigate the relationship between Mir-221/222 and clinicopathology
of breast cancer, and whether it is involved in the regulation of ERa and affects the sensitivity of tamoxifen
(TAM). Methods A retrospective analysis was performed on 104 cases of invasive ductal carcinoma of breast
and its adjacent tissues surgically resected from January 2019 to December 2021 in Shijiazhuang Maternal and
Child Health Care Hospital. The expression levels of Mir-221/222 in the carcinoma tissues and corresponding

adjacent tissues were detected by real-time fluorescence quantitative PCR (qPCR) with stem ring primers. The
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expression of ERa was detected by immunohistochemistry, and the relationship between Mir-221/222 and ERa
expression was analyzed. MCF -7 cells were transfected with blank reagent, Mir - 221 inhibitor, Mir - 222
inhibitor and Mir-221/222 inhibitor. After transfection, all MCF-7 cells were treated with TAM 5 pg/mL for
culture and proliferation inhibition rate and apoptosis rate were detected. Results The expression of Mir-221/
222 in breast cancer tissues was significantly higher than that in adjacent tissues (1=17.541, P<0.05; r=12.911,
P<0.05). The expression level of Mir-221/222 in ER-a negative group and PR negative group was significantly
higher than that in the positive group (r=7.039, P<0.05; t=5.357, P<0.05). The expression level of Mir-221/
222 in HER-2 positive group was significantly higher than that in the negative group (#=9.827, P<0.05). The
expression of triple negative subtype was significantly higher than that of HER-2 overexpression, Luminal A
and Luminal B1 breast cancer (F=23.127, P<0.05). The cell proliferation inhibition rate and cell apoptosis rate
of Mir-221/222 inhibition group at 24 and 48 h after transfection were significantly higher than those of blank
control group, Mir-221 inhibition group and Mir-222 inhibition group (F=19.736, P<0.05; F=36.091, P<

0.05). Conclusion

The level of Mir - 221/222 is correlated with the expression of ERa in patients with

adenocarcinoma, and Mir-221/222 could affect the sensitivity of breast cancer cells to TAM.

[KEY WORDS | Breast cancer; Estrogen receptor -a; RNA; Tamoxifen; Sensitivity
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g B, PBS HETHEL, B0 5 a2 B TEA
Binding Buffer 7% 4 it , fK X il A V-FTTC5uL
PI 10 pL et . £ % T RIS 5 min DL L
Jei Aot PR O K 2 B A SR 00 A4 L R T %
1.5 Gl #orik

ARBFTER HGE 24504 SPSS 24.0 X4 17
AR FR HHEORER I (R +5) R A7 1 K656 s Z 4] e

BRI R 5 220 M kK56, gk — A Wi HL &
KH LSD-t #5856, L P<0.05 WESAG2FE .

2 #R
2.1 miR-221/222 7E 3| NI 4 20 K i 55 2H 40 )
PR KFHe

miR-221/222 7€ ZL I ) 2 187K (4.32+
0.88) . (3.46x0.85) B fi 155 T A8 N7 9 55 FL Mg 2 21
(2.32+0.76) . (2.15+0.59) , 2 73 LA G i %2 X
(P<0.05). WL 1,
9.0 i 9.07 I *
o]

2 6.0 )
.
S

= 301 +* %:
L 15t * -3

0

mir-221 expression
w s
o v
mir-221 expression

breast cancer para-carcinoma breast cancer para-carcinoma
tissue tissue tissue tissue

B 1 miR-221/222 IR EAAREZHEAFHRIZE
K EEL %

Figure 1 Comparison of the expression levels of Mir-221/

222 in breast cancer tissues and adjacent tissues

2.2 miR-221/222 5F BRI 2R A OC:

miR- 221/222 i k7K V- 7E ER-o F 3k 1 |
PR R IE PP 4 W & T IR A, 2R A 4
T2 X (P<0.05) . miR-221/222 () 1k K 78
Her-2 KA HM R E & THIEA, 2R A5 E X
(P<0.05) o T = FIPE5r W8 ) 3238 W 3 3 T
Her-2 555 6358 luminal A & luminal B1 % FL B8 ,
ZRA G ERE L (P<0.05) ;miR-221/222 [ k7K
V5 BE AR TNM /06 C(P>0.05), WL 1,

F1 ZLIREALR B miR-221/222 RIEKFE S KFIBIEFRAMERE (v+s)

Table 1 Expression level of Mir-221/222 in breast cancer tissues and clinicopathological indicators Correlation (x +s)

5 BLFR AR n miR-221 A%} 2635 /K - Flt {8 P1iH miR-222 A XF 2 35 K - FIt {8 P

AEHS =50 38 4.16+0.65 0.856 0.394 4.45+0.58 1.922 0.057
<50 66 4.28+0.71 4.20+0.67

TNM 4+ 1) 16 4.11+0.76 2.586 0.080 3.52+0.85 1.939 0.149
I3t 58 4.25+1.03 3.84+0.72
|| i3 30 4.69+0.98 4.05+1.12

ERa ik [AYE 32 4.88+1.05 4936  <0.001 4.51+1.23 7.039  <0.001
FHE 72 3.92+0.85 3.13+0.75

PR %k B 44, 4.70+1.06 3.723  <0.001 4.26+0.97 5.357  <0.001
[H 60 4.01x0.83 3.3420.78

Her-2 %3k A 58 4.16+1.25 3414  <0.001 3.31+0.75 0.827  <0.001
FH 44 4.96+1.06 4.88+0.86

T3 luminal A 13 3.52+0.81 10.243  <0.001 3.20+0.63 23.127  <0.001
luminal B 44 3.99+0.76 3.67+0.54
Her-2 i A1 30 4.51+0.97 4.35+0.65
=GR 17 4.98+0.72 4.76+0.74
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2.3 5L AN B HE B A R LA

FERE Y 2448 h 1945 4H A 200 Ji 338 2 0 )R e
8, 2R WA SR L (P<0.05) ; E— L P
BN, miR-221 M 4 5 % A L YL 5 24 .48 h
2 3 B AR R LA, 22 R TSI L (P<
0.05) ; miR-222 il 415 miR-221 411 | 4 5% 4 )5
2448 h 4R LG FE AN K R LR, 2 RY TS HEE
SL(P>0.05) ; miR-221/222 1| 40 %% Y J5 24 .48 h
Y R T B0 AR B W TR =, 2 R IA
GiiteFE L (P<0.05), W2,

F2 FAMMBERIGEMEIELEE (v£5)
Table 2 Comparison of proliferation inhibition rates among

all groups (x+s)

215 24 h 5 B 48h )5
75 [ R4 6 3.62+0.79 22.86+2.33
miR-221 il 4 6 3.81+0.84 23.06+2.95
miR-222 il 4 6 3.75+0.80 24.82+3.50
miR-221/222 il 21 6 6.88+1.03"™  45.07+7.13™
FiE 19.736 36.091
P <0.001 <0.001

523 PO BB A, *P<0.05; 5 miR-221 #1240 4, °P<0.05;
5 miR-222 il 4l L5, <P<0.05,

2.4 FKAAMMIHT R LE

EEULIS 24 48 h A ANIETH TR iR, 25
A G 2E 5 L (P<0.05) 5 F— 2 1 L%, miR-
221 2 5% AL EE YL J5 24,48 h IR 1%
Hei, 22 S gt 8 L (P>0.05) ; miR-222 f1J
205 miR-221 PHIZH 5L YL )5 24 .48 h ZHHL P T
R, 25 TE 0 FE X (P>0.05) ; miR-221/
222 M AL )5 24 48 h P TR & T H A
=4, ERYA G EE L (P<0.05) ., W3R 3,

®3 HAMBEMATERLER (vxs)

Table 3 Comparison of apoptosis rates in each group (x+s)

2H 5] n yeoan)g  FEY48hn
25 H X AL 6 5.84+1.96 46.65+7.62
miR-221 I il 41 6 6.02+2.05 48.36+8.32
miR-222 | 41 6 6.28+1.88 47.86+8.47
miR-221/222 ik 4H 6 8.86+1.67"  74.33+6.90™
F1a 3.36 17.46
P{a 0.039 <0.001

525 X IR F AL, P<0.05 5 5 miR-221 I 20 4%, "P<0.05;
5 miR-222 #iifil 41 Fe % ,<P<0.05,

3 it

SRR 2 T 573 L PR 2 R 23 e ) — ol
ALVERR , R e T LR L B, T U

PR A a2 4 . FLIRIE VR N ME T R MO 1
Jisee | 55 9 ZR KO- 2 VI AH OC , ERac B2 PR 35 09 ¢
PRIIREEE (1, X FLIRE 1 B K R R — e iy
FEF™, % ERa A1 PR 43 15 15 50 % 1 7L I e )
R RITEREA —EME XL TEMRER,
miRNA 7] DL o 8 4 g 40 i & A G RS LR 28
LM SR FE R (R e 3k, DU 52 o 26 1 e B 1 i
25 H miRNA 76 IE 5 FUIR A ZURZLIE A 2 Y
FORAFE—E 225, 78 miRNA 5 7L 1
RN R IBAT G BV O,

AHIF 5T 45 2675 , miR-221/222 78 LI 95 41 41
w4 2% 3k KO- 35 B I v T R R 55 FLIR A1 4
miRNA A LU R A8 T2 PR 40 i FE 1 [K 5 4 Fl Fas
e AR FE A, A 8 T3 A S A SE T, AT
S| IR 40 3 R, SO bR 2k [ T LA
A AT A4 200 R B S She i e e A 6 % [l s,
fE_ VI P B2 A KR A(VEGE-A) #35M,
AR A iR 2 20 PN A A, in bR e 20 i A 4
K&, AMEPE R 6509 miR-221/222 A {45 0 41 i)
HAFE /AL FOXO3 & A A il LUIAHI G1/S 40
P27 HYZeik R, AT MCF-7 40t G1/S #5675 K
YIS . miRNA FEVE N LIS & A EH 2 %
M ] 25, miRNA {9 3% 1K 55 5 FL IR 10 55 2 27
TEHA —EKER . FEARDFSE H miR-221/222 55
IRIKF7E ERa ik B PR 3k B MR 41 15 1 25 0
TP HEFEIA4 , miR-221/222 B35 /K F-7F Her-2
IR B 5 i T PR 7E = I B TR Rk
=T Her-2 13 315!  luminal A & luminal B1 ¥,
Jif95 . ER 437 ERo T ERB PN T, 2L g 200 i
ERa 1 ERB 4 3R 3K 7K 387 2563 i 240 L 1% 185 5
FEA— B 2R, ERB AT A1 ] 7L A 08 20 i A
ERo JU) AT 1 2L B 98 40 M () 34 58> . miR-221/222
(2R K- 7E R 3k BAPE 4 Atk i3 T BH R4,
PR miR-221/222 % 5 ERa ik, ¥ ER-a ik
VR VR, 5 2 T LR B R R AR R
H miR-221/222 A 3 52 T JA 40 i K715 5 % 4 il
PR 1 R 2 RO P R P o PR 1B, AT
PO A0 e A S 1, I3 Ao 0 1) ol i il P 5K ) B
VR0 /2 1 it B 3 B (o L T A I AT A 3R
TR, 52 e L M e A B A R 2R AR L IR Ik
miR-221/222 7 — [ R L e h R h 5= o

L AR 1 A U 2 A T, FLIR T Y R
45 ERa B VI ™, H 7L AR H miR-221/222
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R, 5B EM R R -5, WR, M
miR-221/222 1] #4 Jii1 ER-« [ 40 L % TAM 1 %
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Wi i 7 EV71 BRI CA16 %Y IgM B I 30 £
N IRENLS

RS PHR #YE ARE

[ ZE] B# 0 TR0 (b4 Lok 0 g T8 % 8 71 8 (EVT1) R 5= 47 95 3 Ale Y
(CA16)IgM HL A I i) £ A0 RS 285 BE Rae Mk M vk U B PR ol R M . ik S
32 E I RS 50 AR AL Fp 2 (CLST) AH S SO FIAR I, XAl G756 55 A6 Y TgM HTRAR 277 & (R Sk
1627 %561 ) (CAL6 IgM CMIA) FIZE G EE 71 B IgM Fi A8 3285 & (CREWORLAL 27 & 56 ) (EVTL IgM
CMIA) HAT /3 HTPERETTAN . RS20 LARRRIE th 2 9F-fh CAle IgM CMIA K& EV71 IgM CMIA 52 |-
TR G A MR A A %, B8R CAL6 IgM CMIA HE NS5 CV Hy 1.10% 1 1.63% , 1 (i) K 25
B CV H 5.70%~7.20% , EV71 IgM CMIA it N RS % B CV A 2.80% Fil 1.59% , 1 [A] K5 % B CV 4 2.91%~
4.49% , RGN AFE ME R AT I PRISIE 5 T 12 P09 A (L S8 T 445 440 -5 i 3 9 B AR T 1) Ao D A 1)
e B 0 ACRR S I 3 X CAL6 IgM CMIA 1 EV71 IgM CMIA {1946 I 45 5 JE 52 ), AN TEAE A8 U o
CA16 IgM CMIA F1 EV71 IgM CMIA 55 ) = 77 06 G328 10 RS 3 51 19 B4 15 38 430 0 96.4.% F11 98.9%
it ET WL KOk R AR R 71 7 IgM BT AR S AR B AT 75 A16 8 1M HLiARKE IR
FIGHA RIS B ALEAS e, 50 BRI Hotk R AT, 38 I RO B R A (1 AG I

[X$EiE] EV71IgM; CAl6 IgM; b k0t dritkhe

Analytical performance of enterovirus EV71 and CA16 IgM antibody detection Kits
HE Shuizhen*, YAN Lizhen, SHI Shaoxin, ZHONG Qiurong
(Department of Laboratory Medicine,, Xiamen Haicang Hospital, Xiamen, Fujian, China, 361000)

[ABSTRACT] Objective To evaluate the precision, stability and methodological comparison of
enterovirus 71 (EV71) and coxsackievirus A16 (CA16) ) IgM antibody detection kits based on magnetic
particle chemiluminescence, and to evaluate their clinical application value. Methods The analytical
performance of IgM antibody detection kit for detecting both coxsackievirus A16 and enterovirus 71 though
magnetic particle chemiluminescence immunoassay, for short CA16 IgM CMIA and EV71 IgM CMIA, was
evaluated according to the relevant documents and standards of the American Society for Clinical Laboratory
Standardization Institute (CLSI). The coincidence rates of CA16 IgM CMIA and EV71 IgM CMIA with ELISA
kits were evaluated by receiver operating characteristic curve. Results The intra-assay precision CV of CA16
IgM CMIA were 1.10% and 1.63% , and its intermediate precision CV ranged from 5.70% to 7.20% . In
addition, for EV71 IgM CMIA, the intra-assay precision CV were 2.80% and 1.59% , and its intermediate
precision CV ranged from 2.91% to 4.49% . The kits show excellent stability on-board. High - concentration
antibody - specific sera from other pathogens with clinical symptoms similar to hand-foot-and-mouth disease or
pathogen structure similar to enterovirus had no effect on the detection results of CA16 IgM CMIA and EV71
IgM CMIA, and there was no cross reaction. The total coincidence rates of CA16 IgM CMIA and EV71 IgM
CMIA with the marketed ELISA kits were 96.4% and 98.9% , respectively. Conclusion The enterovirus 71

AemA AT ESF AR R A A (3052220194091)
M A BT s ERAR IS AE, AR 2, JE T 361000
*BAZAEE ATKP | E-mail : szhe@xmu.edu.cn
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IgM antibody detection kit and the coxsackie virus A16 IgM antibody detection kit based on magnetic particle

chemiluminescence have good precision and airborne stability, and have good performance compared with the

marketed ELISA reagents. It is suitable for the detection of large-scale clinical samples.
[KEY WORDS] EV71 IgM; CA16 IgM; Chemiluminescence; Analytical performance

F J& 0 %% (Hand, foot and mouth disease,
HFMD ) j& — i B 5 8 5 | S 9 A8 Je P9, 5 % L
TILENE WEE" ., WiEWK T 71 % (Enterovi-
rus 71, EV71) 14 % 25 %5 8 A16 %! (Coxsackievi-
rus A16,CA16) J&F- /& 715 55 5 U 1) 505 s JRLAR
Horr EVT1 2 510 R0 151 v A O B B0 e
JEAR™ N 20 tH202 90 4EAC T 4R, EVT1 76 I P Hb
X EKFHENREBX L SFETHRT AT,
2008-2017 4F, 4 [ F & 1 Bl 5 &R N
134.59/10 J7' . & FR AU &)y L Ao ft i v
BT AR K A0 T L i R A O B4R I A
FY L CPARE L EEYRHNREH ", IgM
S BT A SRR ) U AR VR 928 1 25 v B L B
PP, AT VR B 1 2 Wi 48 5 . AR 4 v A
NERFEFEER DA TERES(TFRED
W27 16 mE (2018 4F W) )12 W 1L« 7 I IR 2
o 191 S At L, P 00 3 A OG0 1gM BT A BH
Al E CH R Y . RO JF R CAle IgM FI
EV71 IgM HiiAR B BCA I, 7] LA F 2 TR 2
Wr e W 3BT BRI ST I EVTL IgM
F CA16 IgM 14 A I 5L A7 76 2 1 I R o7 FH A4 8L
A 5% X B T4k 2 K K I i 3 A B 71 7
TgM T 119 38 551) 8 ARG D0 A |5 405 75 A16 B IgM
U B & AT A BT RE VRO, RS IR IR
;A A

1 #RERE

1.1
111 F S5

4 [ b ROCHPE 5T X Caris200 (JE T 1L
LR AR A BRA ] ) s DEM-3 B P AR AL (b 5
5 o BT A A A B A ) 5 L BCIE R B o K AR
ZD-600 (FL M 5 KALES A FRAF]) ; B4R 1Y Sunrise
(Tecan Austria GmBH) ; & | '] J7 #YLFi =¥ R E
B2\ E B 04 i S 2 71 0 TgM P iAs it ) &
(REOREAL 2 & 61 ) (EVT1 IgM CMIA ) FiIA % 4
I 1 A16 AU TgM TS I 57 & (R ok Ak = &
%) (CA16 IgM CMIA) 5 bt 7 Z8 A= 4 24\ e 4y

A B A 1 1B 7 71 B TgM B AR )
a CPEREDR B 75 W B 3 ) AT 6% 21 i 2 A16 28 TgM 3t
PRI 3R] G (IBC S e M R )

1.2 ik
1.2 HrERerEm
1.2.1.1 FEE M S 0836 1 E IR 5L 5 % bR i

{1k 13 25 (Clinical and Laboratory Standards Institute ,
CLSD) AHIESCH™, 7 2 7 #1227 5 CV1 il
CV2 £ 10 ¥, 115 48 55 2 $4 (coefficient of varia-
tion, CV) , LAULAE AL RS 2 B o F B 4
RAEA R 1 5 5 A I — 3 5k BHAE A (P1) |
PHAEAS (P2) 55 PHEEAS (P3) Je— 13 B AEAS (NT)
PR, 2R 20 d, 256 H ] & ] AL S5 52 0
st T OV, AR g DR 6

1.2.1.2  HUERE TN KR e TS
Oy SAE PSR 1R 58 7T K 5514 K 5 21 K R
28 RN 3 B FHAEREA , i3 X 5565 0 K&k
JE FU A, AR AL AR E 1k

1.2.1.3 28 XN SR IE A E 5 2 1
39 AR T 359 JER 4 ) 5 i 3 75 4 3 ) SH g i
A, . 5B d 1gM (Tox IgM) . {3 IgM (FluA
IgM) . 2.9 IgM (FluB IgM) . A 2 Bl Vi J8s 75 IgM
(HPIVs IgM) AU i 3 IgM (RV IgM) | W fii 42 4]
P IgM(LP IgM) | E 4l i 5 IgM(CMV IgM) (FR
SR T 1 IgM (HSV-1 1gM) | 841098 15 9%6 75
1 # 1gM(HSV- 1T IgM) & M E IgM(RSV IgM) |
it 4¢ 7 JELAAR IgM (MP IgM) | ifi 8 4% 44 IgM (CP
IgM) .EB %% £ IgM (EBv IgM ) 14 5 ¥k Ji5 45 S Pkt
A I 75 FEAS , ff ] CA16 IgM CMIA F1 EV71 IgM
CMIA #E1TAEI

1214 RS SRR B A i Ale Al
TgM T A A ) 38 751 8 i E0G G 328 W B 35 ) A
CA16 IgM FH I By REAS 153 441, DL J% 438 {5 CAl6
IgM Sy [ H f fgt B fA K N BE AR AR | CA16 IgM
CMIA HEATREIN , B4 AH R AR ARG I %) FH % 4 G
(Relative luminous value , RLU) o X FH % #E A< F1 B
PEREA KGN RLU {H3E4T ROC k2007, 33+ 5
B LT A A%
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VEPR 2 i R T 71 B IgM B A4 A T ) £
(JBEF D6 #9315 ) K100 >4 EVTT IgM BH PR B RE AR 154
WA Kz 500 5] EVT1 TgM Sy BEH: Ao £t R A4 AG: A AR
A, HEVT1 1gM CMIA #E47Ra i, 38 45 FH N A A
R B RLU - X FH 4 A A 0 BH P A A K I RLU
{H#E1T ROC #2434, I3 5 B b il 5 i)
MIFF 6%

122 Stk

% Ffl WPS Office Excel ) Prism8 ¥} #1714
o307 5 HHECRORE L n 8% 2271 5 REREAS K RLU
JH Prism8 #£47 ROC Hi £k 224l .

2 H#HR

2.1 AR EE

CA16 IgM CMIA Il 7 55 52 P57 5l it RS
R CV 391 1.10% F1 1.63% , K658 55 BH
P 7SR P A A 1 o (DK 5 B CV S 5.70% ~
7.20% ; EV71 IgM CMIA il %€ & 1E 5 % i gt i
K% B CV 43 3l 2.80% F1 1.59% , K 58 | 55
FHASE AR R BH A A 1) [B) RS %% 52 CV 2R 2.91% ~
449% . WFR1.FE2,

R #HABBFEXRER (n=10)

Table 1 Test results of intra-assay precision (n=10)

miH kA Yifi(con)  ARifEZE CVI(%)
CAl6 IgM CV1 0.17 0.00 1.10
CV2 1.57 0.03 1.63
EV71 IgM CVl1 0.03 0.00 2.80
CV2 1.98 0.03 1.59

®2 PEBFEXBRER (n=40)

Table 2 Test results of intermediate precision (n=40)

iH FEAR PiE(COl)  #RifEZE CV(%)
CAl6 IgM N1 0.16 0.01 6.13
P1 1.21 0.07 5.70
P2 3.80 0.27 7.20
P3 6.89 0.45 6.57
EV71 IgM N1 0.04 0.00 4.03
P1 1.17 0.05 4.49
P2 3.04 0.09 2.91
P3 4.48 0.15 3.35

2.2 RIPLE AR E

1 A BL AR M 9 45 R R, CAL6 IgM
CMIA Fl1 EV71 IgM CMIA ) i 22 ¥ /N T £10% .,
W3,
2.3 XL

Tox IgM. FluA IgM . FluB IgM . HPIVs IgM

&3 CA161gM CMIA 1 EV71 IgM CMIA #lE e E 14
T (BE)
Table 3 On-board stability evaluation of CA16 IgM CMIA
and EV71 IgM CMIA (deviation)

- 8 day1 day7  dayl4  day2l day28
]
R ) e e () ()

CAl6 P1 -7.6 -4.8 -1.3 —4.2 -5.1
IgMCMIA P2 0.5 -3.8 -4.8 —0.4 73
P3 -3.2 -3.3 -3.3 0.0 -1.3

EV71 P1 3.3 —4.1 -3.4 -2.5 -9.4
IgMCMIA P2 5.4 -4.8 -5.3 -2.2 -6.7
P3 4.1 -3.5 -4.8 -3.7 =73

RV IgM.LP IgM.CMV IgM ., HSV-I IgM . HSV-II
IgM .RSV IgM .MP IgM . CP IgM .EBv IgM 1Y {5 v
JE R S PR IS FEAS AN 2210 CA16 IgM CMIA
I EV71 IgM CMIA ()4 45 5, S A7 78 28 X
Mo WL A4

F4 BRENEECHREEGEDTEZXREER
Table 4 Results of cross reaction with high concentration

antibody serum of other pathogens

CAl6 IgM CMIA  EV71 IgM CMIA

FEARZM  BEARE

Rt (%) Frsedk (%)

Tox IgM 5 100 100
HSV-11gM 5 100 100
HSV-II IgM 5 100 100
FluA IgM 5 100 100
FluB IgM 5 100 100
RV IgM 4 100 100
LP IgM 5 100 100
CMV IgM 4 100 100
RSV IgM 4 100 100
MP IgM 5 100 100
CP IgM 5 100 100
EBv IgM 5 100 100
HPIVs IgM 4 100 100

2.4 JiikcE LRt

LA % 23 95 55 Al6 IgM 780 KG T 70 & (i e
B E W B ) e 45 5, FH CAl6 1gM CMIA X [H
PEAE S R BA P RE A A ) RLU {7517 ROC #4843
B S5 R BIVERF G 30 96.1% , FIPERF & 30
96.6%. W35, ROC i<k Tk 0.9908, L) RLU
k243907 1E K Cut-off  , ¢ 5714 4 96.60% , R
M 96.08% ., LI 1a.

PR 9 B 71 50 TgM e ARG 375 6 (K
B g BE k) I E 45 3, H EVT1 1gM CMIA X [H
P A A R 1 A AR AG: I RLU {37847 ROC il £k 43
B S5 R R FHPERF G %R 100% , BIPERT & %0
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98.5% ., UL.Z% 6, ROC [k T 1 #1 K 0.9993, LI
RLU & 79533 E 4 Cut-off {5 , 5 T4~ 100.00% ,
FREEE R 98.53% ., WK1,

#5 CA16IgM CMIA AP & X

Table 5 Positive and negative coincidence rate of CA16

IgM CMIA
IR fa 928
L 2 S A PR (%
o 4ot GITE Wit ait ERG%)
BA: 147 15 162 96.1
[5Ric 6 423 429 96.6
ait 153 438 591 96.4

%6 EV71IgM CMIA BBPRA& X

Table 6 Positive and negative coincidence rate of EV71

IgM CMIA
fe sk i &iF BaE@)
FH: BA:
P 154 7 161 100.0
Y5k 0 470 470 98.5
A1t 154 477 631 98.9
CA16 IgM CMIA EV71 IgM CMIA
A 100 7= - B 100
80 i 80
£ 60 { = 60
fiid Y fiid
# 404 #0040 }
® 204 ® 20
7 el | -y
P - T T T
0 20 40 60 80 100 0 20 40 60 80 100
1-Rp 54 (%) 1-F¢ 50 (%)

B 1 CAl6IgM CMIA #1 EV71 IgM CMIA ROC B £k
Figure 1 Receiver operating characteristic curve of CA16
IgM CMIA and EV71 IgM CMIA

3 it

Ji7 385 2 1 5 192 W X I 0 1 B R AR
R, R R L S AIRE T T 2 F
(32 Wt 43 8 3 1717 SR B e Ao 900 97 4 it 28 DG i 2, L
A Ak T e AR SRk HET,
W XA RNA R K IgM $TiR ki
BT s By 5t #RAE 5 2% 1Y RNA R, IgM oA
o A A% AT B BRAE TR BR B T i I AN A
H T, %8 5% 7 EV71 IgM LK Fl CAl6 IgM Hi ik
B R I T 9 3 AT T I A 922 72 (Enzyme - linked
immunosorbent assay , ELISA ) , i 1A 4> 4 3% J2 Mt 1=
(Gold immunochromatographic assay, GICA) #1 1k
¢ & )t ¥ (Chemiluminescence immunoassay,
CLIA) ™" Jorp b2 R St vk A 52 4 faf 2R, A
A, R S ko R UL, A B TR & IR

R s, BRib =z 4, h FF 2 D5 K25
TR I 98 LA R At s 75 5 | R 19 ik R 4% (G B4l 5
W BE A0 MG 7 BB W RE SR ) N AE £, T
G2 HAE B0, PRI, w8 R S TG 38 SR Ay A
WAL A EZ, ] A ROk R iR 12 R 8 iR I
J&  BERIIR R

W EV71 IgM Hl CAl6 IgM RYIBA K6 45 Bl
TR 95 B0 J5 0 B AR, F T T 2 E s R LI
KB GHEETT BUGCEA EENRRE L. K
TF 5% JE T R IO A2 & Dk AT 5% 245 i 5 Ale Al
TIgM Fi ARG & Az w7 71 7 IgM P ikAs:
AR & HA KA RE 38 N I A2 W g ] K
TR R RIS W S W iR T AR ) S S
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B R B LM S H LR AN G . FLEgk A RE 50w
PR AR

FRE EMAT REE ITHAN

(# ZE] BHM PIREHEREILNEALS R AR G(esg) FLERMEH () ik 5Pk ™ E R
MM, FiE BRI 2020 4F 11 A % 2021 4F 11 H 76 BT B8 25 K< e 5 — B Be st ie e & 8L
60 1, 43 R B BE A AL, Wi R AT 20 6], UG A K 40 ], 38 W] B 7 A B fid e R A 58 L 50 44 4 1E 4o
SR FH TR ER G028 W RIS AS I ctsg /KA o SR Bt B 51 P BRI 14 2248 1T (APACHE 1) 14k
BIURTE M EARE RN LG EAEESr (PCIS) JLEIET-fE R For (PRISMO AL B LTS . R HIE
WA LG, B BE R A ctsg FRIB AT FHE U Rk KT T B, 22 54 403t 5 3 X (1=55.140 . 8.367, P<
0.05) . 5 0~15 40401k, >15 43 ctsg ik AV iy, 1 3B AT T I, 26 70 et 2438 3L (1=24.360 . 16.370,
P<0.05) . S5 ARRGHI L, UG 06 R &8 IL ctsg Rk KR, 1f 2k KT m, R A G R L (=
26.260, P<0.05) . ctsg 5 APACHE II 43 % 1F #1 56 (r=0.814, P=0.001) , If 5 APACHE II 434 fi 4 5¢ (r=-
0.786,P=0.001) . £5it ctsg M 7EEHE 5 LM PRk 2w, H kS L S5 1% M AR DU RS TS
AT — A, IR cisg M S 5 BRI R, X 2 5 ) LEE B R I RIZ I h B 2 X

[REI] IR HLEUEAM G; FLYE D W™ ERE

Correlation between serum cathepsin G, lactoferrin expression and disease severity in
children with osteomyelitis

LI Jiaxin', WANG Shuren®*, SHAN Zhitao®, WANG Tehasi"

(1. Graduate School of Heilongjiang University of Chinese Medicine, the Second Department of Osteology, the
First Affiliated Hospital of Heilongjiang University of Chinese Medicine, Heilongjiang, Harbin, China,
150000; 2. Department of Osteology, the First Affiliated Hospital of Heilongjiang University of Chinese
Medicine, Heilongjiang, Harbin, China, 150000; 3, The First Department of Bone Injury, Harbin Bone Injury
Hospital, Heilongjiang, Harbin, China, 150000; 4, Graduate School of Heilongjiang University of Chinese
Medicine, Harbin, Heilongjiang, Harbin, China, 150000)

[ABSTRACT] Objective To study the correlation between the expression of serum cathepsin G
(ctsg) and lactoferrin (LF) and the severity of osteomyelitis. Methods A total of 60 children with
osteomyelitis treated in the First Affiliated Hospital of Heilongjiang University of Traditional Chinese Medicine
from November 2020 to November 2021 were selected and divided into the osteomyelitis group, 20 patients
with good prognosis and 40 patients with poor prognosis. A total of 50 children in the hospital for health
examination during the same period were selected as the normal control group. The levels of ctsg and LF were
determined by an enzyme-linked immunosorbent assay. The acute physiology and chronic health status scoring

system (APACHE I ) was used, and the pediatric critical care score (PCIS) and the child death risk score

KA R ZAITAE B KRAF L4 (]]2020LH0766)

Vel ERTPEHRFHAAR , BAILTESRFWES — BERA =4, LA, RE 150000
2. ZRIILFEHRFEWES — ERE A, AT, A RE 150000
3.oh RIET R B R4 — A, B AT %A /R 150000
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(PRISM) were used. Results In the osteomyelitis group, the ctsg expression level was increased, and the LF

expression level was decreased, as compared with the control group (7=55.140,8.367, P<0.05). Compared with

0~15 points, the expression level of ctsg increased and the expression level of LF decreased in points > 15, the

difference was statistically significant (r=24.360,16.370, P<0.05). Compared with poor prognosis, the children

with good prognosis showed lower ctsg expression level and increased LF expression level, which was
statistically significant (r=26.260, P<0.05). ctsg was positively correlated with APACHE Il score (r=0.814, P=
0.001) , and LF was negatively correlated with APACHE Il score (r=—0.786, P=0.001). Conclusion The

expression of ctsg and LF is abnormal in the serum of children with osteomyelitis, and is correlated with the

severity of the disease and the patient prognosis. This shows that ctsg and LF are involved in the development of

osteomyelitis, which is of great significance to the clinical diagnosis of osteomyelitis in children.

[KEY WORDS |

BB S8 R PR T DL A — R e e B R
R I R 55 Ak B P 20 TR AR ZE LA I A6 30 , 52 il
HHENAE AL, JE— PR T RHE , — 3R iR
FE R A B XTSRS A TR Y R R IE A,
Ao T S B B SR L
H R BRI, — HIRIT A M, 2551
RGP AR P LE A K A=A
SN, LA S LR AR R AR RN T, R
SRR, FLEAE A (lactoferrin, If) 22114 [
B AR e A JE T AERES SR A RAEH 3
SR DU B P AL, R R AEH L 8
R S5 M R, CEA
GEUESE , 1F % BB 20 M 5 A — e AR VR
AR TAEFRER TR D, A2UEN
fif} G (Cathepsin G, ctsg) & 41 21 85 [ i 5 G rh (1)
B, EEAETE TR MR A I A | A% AR
L, 2 5500 D A B Aok AR, 7 20 i R K A D
YR T AZARBOE ik A S S5EMY . Hir
R EZER PR R TR A8 R B L TIR
I7 AL BLA AU RO 22 . A SC B TR B i
P LI ctsg If ik P ™ R E AU AH G,
LB BE R G RIS Wi LS s AR 3

1 WM&REFE

1.1 RS

FEHL 2020 4F 11 H 2 2021 4F 11 H 76 B e i
2 245 K27 B T 55— 15 B 5K 12 Y 1 i 8 F8 L 60 1]
SrREBERA, B 35 B, 2 25 B, T H4FE RS (6.18+
4.90) % , V-2 (5.2324.00) d, AR B HR AL
S TR R 30 ), i R RS 22 30 41, b4
UG KA 20 6], BUGAS K 40 1], SeBRIRH£E A
W ft B4R £8 L 50 44, 70 M IE R4, 55 25 B, % 25

Osteomyelitis; Cathepsin G; Lactoferrin; Disease severity

B, P (7.1324.85) % . HALPERI LB AR HE
L, ERTGIFE X (P>0.05) , A ] Hek .

ABRAE : BT A B LIAE G Crh A/ N LA R
A THOCT B RER HS WA R H R, AT B
ZBR JE AR, IR A RANEE DL A SR
WA 5 BT A L4285 CT MRIAS AT | I35 4 AL
12 AU B LR B AN 2B s W s, it
BEBEACHEZ: L os i Al HEBRARE a5 M B BE R R
JUs EE B L s R pl e i S8 L AR MM ST 2 BB L
BT AR R L IR AR O S A T H A
PRI e AR B PhRe R4 B L.
1.2 ik
1.2.1 Kol csg  1f 7K

PR 2 T 5% 6 G2 A B 2 Ok 25 i Bk O 5
mL, 7 # 3 000 rpm & 0> 10 min J5 & O 2 12
10 cm, &M R MIE o SR F B fo g5 W BHal e 4
) & Ko B2 17 0 R - ) IL VAR A4S 100 L i AR 7 1)
LR B 25 T, 55 1 L EUINARE Sl A BT R AL
R4, 37CHEE 90 min, A EFL NI, 1 T 7K
a1 AU AMER LF B HTR 0.1 mL, 7€ 37CHEE 60
min, JEEY) DU H BRI (TMS ) 25 LA I ; FE 2 1L
PR, LA 90 L PBS, 3231 1~2 min, i 2=
LA, T 7K 435 BEFLHOINA 90 L TMS, %
JiE 15~20 min; BALTIIA 90 pL TMS 2 11, B
Wt AR SR, 4 OO B I 4 450 mm 4b OD
{8, 53 H7 ctsg JF K- IR G2 Wiz Bt e 1) 4 fh
GEOINTI AR A A 9 T REAT BR S mIR AL
122 SVEERS 58 M@ ER I RS
(Acute physiology and chronic health status scoring
system II ,APACHE 1II )34

APACHE Il ¥ R4t £ 2GR 2tk B
2 (APS) I PEEHEIRBEIT /2, Horh APS 434 12
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WUE B, B =B 2 e sl 7148, >15
IYFORHBE NTERE, 15 70 LA RN B N AR .
1.2.3 TR IFAN

% J /& B - /3 (Pediatric Critical Illness Score,
PCIS, PCIS) " | JLEE AL T~ f& 5 ¥ 43 (Pediatric Risk
of Mortality , PRISM) " #¥fili &5-# & £ LT J5 , PCIS
TR FEALHE 8 N, K 4rH 80 43, UL il
B U8 B 5 5 k"™ 8, PRISM PF43 2434 100 4,
LA AR UL R S S 8 . PCIS 1143 80~
70 4%, PRISM P43 4 100-90 43 26 7 B LG B i
Ji5 3 PCIS $E43 0 <70 43, PRISM 143 <90 43 £ 7
BILAR UG .
1.3 Giileiabs

K F SPSS 20.0 # A #E AT 5 Hs Ab B . 1 R
B (x£5) 7R, AR HCECR ST REA ¢ K 55, AH
KR Pearson MO HT, P<0.05 22 7 A 50

NES-9'S
2 #R

21 HHEREILEIERLE ctsg M RIBKP LK

SIEH A, B3R A ctsg ik KT,
If RIEAKF T, 25 A 51T 2% 2 L (P<0.05) .
W1,

x1 BERBILSEEILE csg Jf RIXKFLLE (x+5)
Table 1 Comparison of CTSG and LF expression levels

between osteomyelitis children and normal children (x +s)

2 5] n ctsg(ng/mL) 1f(mg/mL )

EH A 50 32.25+12.36 7.90£2.18

BHERA 60 260.26+26.96 5.25+1.03
18 55.140 8.367
P 0.001 0.001

2.2 AN[A] APACHE Il 73 {8 i L ctsg | If k7K
b A

50-15 0 1A E , KT 15 434 ctsg ik /K
Fhim U RIBIKE TR, 2 58 501 2% L (p<
0.05), W2,

#z2 7A[E APACHE Il 431E ctsg. If RIEKTFELLE (x+s)
Table 2 Comparison of expression levels of CTSG and LF
in different APACHE i scores (x+s)

APACHE Il n ctsg(ng/mL) If(mg/mL)

0~15 43 22 188.90+10.11 7.60+1.10

>15 43 38 301.57+20.23 3.89+0.66
tH 24.360 16.370
P{H 0.001 0.001

2.3 AFEFE £ IL ctsg If FRIB K Heds

HARARBUSH L, 5L R 8L ctsg Rk KF-
FEAR, If RIKAAK VT m, ZRAG I E L (P<
0.05), W33,

x3 AEABFEIL ctsg fF RIEKFLRE (x+s)
Table 3 Comparison of CTSG and LF expression levels in

children with different prognoses (x +s)

APACHE Il n ctsg(ng/mL) If(mg/mL)
AR 40 321.71+30.37 4.02+0.89
It K15 20 137.36x10.63 7.71+1.26

18 26.260 13.130
P{H 0.001 0.001

2.4 HHER HIL ctsg If 7K V5 APACHE I 43 #f]
ek g

ctsg 5 APACHE Il 43 &2 1F # 3¢ (r=0.814, P=
0.001) ;1f 5 APACHE Il /3% i A 56 (r=—0.786 , P=
0.001). UL 1,

80 20

R 60 A &K 60

e g o 4

Iz . I

@) -5y T 20

< 20 P z

= : 0
0 _201 2 4 6 8
150 200 250 300 350 1f (mg/mL )

ctsg(ng/mL )

B 1 ctsg.If /KF5 APACHE [l 4% EE 3R

Figure 1 Comparison of correlation between CTSG,
LF levels and APACHE ii

3 it

HHER EEI N2 EAME T, SV ARl
i AN TE N B R LR B i BT 5 5 R EUR
T, FE B A L] oA KR RAES T o LA S A A
R, SR RGEEAL, RRAE SV R o 8
‘B T 2 B A T2 A BT B AT TR, P 2R 4
FEAE AL RBE AT A5 R B, RAEA
WL, 51k SR SO, 8Bl AR R AT 25
I, SRR RAETH R, (ER 1 B S R
FHRBFTE /R, B iR B 2 R PR D R ) S
AR, SR NN ZE 45 , & A AR A, X B A )
AE S ULAE 7 AR ™ AN 0 17 T B 2 S EUE
E KA M ST AT R A e A

I Ay —MAR LD BBk A & E H , BA YUR
B O R PRI VE T 4000 5 A 4 ™ A %o A
N3 E o P A R BEVE AT, ) s BE A 2 1 4
AT AR S HF BEA SR R AL b b 4



TSR AR

2022410 H  2F 144 5101 J Mol Diagn Ther, October 2022, Vol. 14 No. 10

+ 1679 -

LA AR AR SE G 1 VR BE B e (P s g H
PERL A B 3 ) 2%, $ R If 5 vk 20 s B A
I RPRRS R R i S fad R A — s r A
(G G IS < = e S R A s 7 BB e
246 5 [R) A L 30 A A1 ) S ARURR 3 AT, DT R 4 ] L
HAURZIMG s EAR SR SR R, B HER
BILUEAKPEM, R KT S S5 E8A R
Wi fE . >15 APACHE Il /0 {f 88 L If ik K F
R, R I K s R S BB R B L™ E R A
%o PG A R EIL I FR K, 2R BB R UL
o 17 ke e, FR LU ROt ke 2

ctsg VER—F s UL 22 RIS 1l X IL-18
TNF-o  IL-8 40 il 7 A TG K IEH , 2 5
GAE PTG o 25 ok A, HE I 2 H5 AR S ANt 52 )
AE o ctsg M 2 X AR A TS AZ 1R (PAR) N K ity
YA A SRS TN T, 2 #F PAR SZ R 76 AL, 3 ik
Wop AV 8 1T it 7 A 5 M L 2 5 0 1M - A LA B 5% I
N FEY AR SCHF G A5 R R EE RS A8 LI
B ctsg FIB AT &, P B R B L AR T
B ctsg KA K. MR B, MR B4
T (00 ] 2 R T R PR R R, R R
20 6 LA B A 2 X S A P A B ), S EOK
St 118 v MR 20 B B TR, AR B SRR, KR TR ™
A, RORE PR BV N E 0 AR AR SCRIF AR >15
APACHE Il 43 {88 L ctsg # ik /KF 2 & T,
ctsg KV 5HBER B ILRE EREA L, S 5%
R o ctsg Ik VB TG AL 23 BTG LA A% 40 i R] G
B 53 1 U TNF-o 55, PN 2 4 3 385 P 338 1 45 7
s Ty R B A A Sk P AR SCRIFSE R, TR AR
KL ctsg IR AKFEEAR, B ctsg 7K AY @ IR
M1 ¢ A8 LT o

g LT e E B R B JLILTE H, ctsg I B
FE S H L ctsg (If ik w8590 15 ™ R
PR ILTSE A B% R . B ULl Al csg If
7 F B 2 LA R I Y b BE A5 B R I
PRI , BT A I R IA T B 36 2 4 b A 50 il
N E

&% 3k

[1]  Funk SS, Copley LA. Acute hematogenous osteomyelitis in
children: pathogenesis, diagnosis, and treatment [J]. Orthop
Clin North Am, 2017,48(2) : 199-208.

[2]  Hinners J. Vertebral osteomyelitis and the role of imaging[J].
Radiol Technol, 2017,88(5) :519-535.

[10]

(11]

[12]

(13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

TEEHE , 250 MRI7E2 W LK B B 8 i T (LT ]
R AR AL 2%, 2019,25(3) :299-302.
SRESE sk 2k, B, AF L FLYR AR R A
FEIERELT] P EELE T, 2018,46(7):23-27.

FA KRR, S FUERE AR B R 20 I T A
FAMUEI [T ] RS BE2ABEAR , 2016,22(19) :2221-2223+2227.
RN R FLAEAL, A5 L 414UV R G AE B i 5
ST AN AR MHC- 1 3542 =5 B S0 X T AR YT 1 8
BAELT]. rhAep 2 B ARk, 2020,19(3) :217-223.
W4 D, BALYL, SR B, 45 L N S R /N L 2 P B
AT ], RN LM, 1997,18(4) :231-232.
TR . JAEFNEE LS H0 S MR AE fG T ) LA IR R A AR O
PERFFELT]. iR R, 2020,35(1) :75-77.

AEX TN, PV H . P o £ Lt SR A 4 32 W 1 B 45 1L
PCT PCIS P43 AHDGHELT ] s8R ¥ 5oL fbF, 2022, 40
(3):555-559.

REAEZ, o e, Bl P L EE S 9 (T 43 R s =1L s
HE T FE R P43 7 fi F R ILM R S BL LT ). b A UE LR
Zi, 2018,13(3) : 185-189.

Maffulli N, Papalia R, Zampogna B, et al. The management of
osteomyelitis in the adult[J]. Surgeon, 2016,14(6) : 345-360.
Wu ZQ, Zeng DL, Yao JL, et al. Research progress on diag-
nosis and treatment of chronic osteomyelitis [J]. Chin Med
SciJ, 2019,34(3) : 211-220.

T, RO, R, L S RS R T R IR
BEIH F-ou C- SRR I B A 3R -6 K F I B8 Ak B i SC
GINTLT ] B R AL R4, 2017,40(8) :1013-1015.
WHRF: B E VP, S FUBRR O = MR 5 5 1)
FEFTT A I i e AR ] &R, 2020,41(13)
141-147.

Watanabe A, Murakami H, Kakinuma S, et al. Association be-
tween bovine leukemia virus proviral load and severity of clini-
cal mastitis[ J]. J Vet Med Sci, 2019,81(10):1431-1437.
FDERT, AT, BEG . BRER X 2 Kk PR BRI 2 BT R Il R
HX[T). a2, 2018,29(12) :1144-1147.

S B, A0, A FLAREE B IL-1B B A K
4 M ST 4 41 i MMPs . COX -2, PGE2 7= A [ 5% iy
[J]. ZBIER I E 24, 2019,54(8) :1199-1204.

MR, 3241 % VR H R G 78 RAE PR NE & A & e Ak
BTt LT ] LA B2, 2017,57(21) :98-101.

P AT R A=, 32 4Lt PR A i 22 2R A 1 il S A ]
ML RAELT]. 25 B2 4, 2014,30(3) :314-317.
FHAWE R &, JH A Ay . PAR U0 A6 W8 Wi & AE AR AL
HIRIBFFEIE T ] LA BE2Y, 2018,58(32) :101-104.
Burgener SS, Leborgne NGF, Snipas SJ, et al. Cathepsin G
inhibition by serpinbl and serpinb6 prevents programmed ne-
crosis in neutrophils and monocytes and reduces GSDMD -
Driven inflammation [J]. Cell Rep, 2019, 27 (12) : 3646 -
3656.e5.

SRR AT, LSRRG AR (TR AT
HERELT]. [ElPr 1 BRAA 2508, 2019,46(2) :197-202.



1680 - BTEWIEIGITAGE 2022410 4 45144 %5103 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

. a
.’I,/a 3 e

WBC.RBC. Ucr {8528 1L 5 IR b AR AS R DR A 5548
1% &

AR x| &4

#h

\\\?34,

[ =] BE HIAGE(WBC) L1 (RBC) SR (Uer) F5H5 A5 16 15 IR AR AS AR [ 477 4%
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[EREE (4°C . 25C) 44T M BRE RN Z %% 1 h.2 h.3 h.4 h.5 h WBC.RBC . Ucr #5378 4L 5 00 , 437
SOREEIMCR, R AL 180 Gl B K 7 IRIEARAS , HEBRIELE (B RIS2 0, AN 546 % 0 18.33%
(33/180) , 5 M PRl 2 Ry SR FRBURE A 1 3240 3 A AN 2 CRAE FRIBGE Tt rp 52 2107 e sl gk g A 30 BT FH AR I
FREHREAR 2 AR ; SRR IRR A WBC RS2 IR | I B S5 A7 A PRI 5 4°C 25 CA I T &
6 PRBRAS i 5 [8]=3 h B, Uer 308 I [R]<3 h B3 TR, 28 A Ge 24 L (P<0.05) , H. 25CTH s i i
B8R T 4C, ZRA LR E X (1=29.049 ,29.681 ,29.598, P<0.05) ;4°C . 25C AT T &k R I FR A & i
[B]=3 h i}, RBC #H B[] <3 h 835 T B, 22 B GuiT25 3 L (P<0.05) , HL 25CREAIRIE BB Bk T 4T, 22
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Relationship between changes of WBC, RBC and Ucr indexes and different storage
conditions of urine specimens

LV Jinlong*, LIU Zhihua, LIAO Lin

(Department of Laboratory Medicine, the First People’s Hospital of Zhengzhou, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To investigate the relationship between changes of white blood cell
(WBC) , red blood cell (RBC) and urine creatinine (Ucr) indexes and different storage conditions of urine
samples. Methods 180 healthy subjects from our hospital from January 2021 to August 2021 were selected as
the research subjects. The middle urine samples were collected to analyze the factors affecting the urine sample
test results except temperature and time. Two parts were aliquoted, and the changes of WBC, RBC and Ucr
were measured immediately at different temperatures (4C,25C) for1h,2h, 3h,4h, 5h, and analyzed.
Save the relationship of the conditions. Results A total of 180 urine samples from healthy subjects were
excluded from temperature and time. The unqualified rate was 18.33% (33/180). The influencing factors were
improper preparation and urine collection before the urine samples were collected. In case of pollution or
infection, improper maintenance or improper operation of the instrument used for inspection, the specimen is
unclear; WBC in qualified urine specimens is not affected by storage conditions such as temperature and time ;
Under the conditions of 4C and 25°C, when the qualified urine samples were placed for more than 3 h, the Ucr

was significantly increased compared with the rest time of <3 h, and the difference was statistically significant

K AR B L TdH E A AR T B (2018062115)
Ve A5 N T — A BRE RARIRFE, 7 g, #5M 450000
*iBAE4E B4 K, E-mial : 306093418@qq.com
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(P<0.05) , and the increase range was obvious at 25C. Above 4C, the difference was statistically significant
(1=29.049, 29.681, 29.598, P<0.05); when the resting time of qualified urine samples at 4C and 25C was =3

h, RBC was less than resting time <3 h decreased significantly, and the difference was statistically significant

(P<0.05) , and the decrease at 25C was significantly greater than that at 4°C , and the difference was

statistically significant (¢=20.005, 11.627, 10.136, P<0.05) Conclusion The results of urine specimen test are

affected by various factors such as improper preparation, instrument and operation. The qualified urine

specimens change significantly with the storage time and temperature, and the RBC and Ucr levels change

significantly. Therefore, the test results are accurate. Degree, after sampling, should be completed within 3 h,

and try to save at 4C.
[KEY WORDS |
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Table 1 Factors affecting the test results of urine samples

[n(%)]
P NG H
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SR AL PRI I A v A2 3175 e R 12(6.67)
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AR, ZRTEGI#E X (PY>0.05), I
#2 K1,



-+ 1682 - ATEWEIRIT ARG 20224810 A

141

260 4T
25C

255

250

245

240
AN

\&2&* %\ %‘b

SRR

WBC Kl 25 (kA% B (4~/pL)

AN > >
& & &
&t e®
i)

1 WBC AR[E)iR A 5] B ) 4 i 25 4k e B 4 2k
Figure 1 Trend detection line chart of different temperatures
and times in W B C

2.3 Ucr .RBC A[WJ A [R] B[] A6 I 22 16 1

4C 25C AT B8 IR PR AS i B B (5] =3 h
BF, Uer 30 8 B Bf ] <3 h B E T+, 2R A5
B (P #<0.05), H 25°CTH &g i ok T 4T,
S G X (P 1<0.05) ;4C 2504
B8 PR VRBRAS B B I (] =3 h i, RBC %5 2 15 [i)
<3hBE TR, ZRA5%E L (P<0.05),
H25CHRARIRE M R K T4C, 2R A5 1H% X
X (P<0.05), WF3 K2,

3 itig

VR R I SRR A MR AN B AR, 7 iE
L2 W PR Z8 G99 12 W e o 4 R A, JHAG N e
B PR B R RGO B2 W 5357, DI, TR RS
)3 e TN 8 o A

FIAIT , F 151X bR AU A 00 5 4% £ AL 00 ) 6
KA 15 5, 2R MR AR A , S B
PRUEACAGIN™ 7 bR AL A v, TE B MR 2R

vad .
108 T Mol Diagn Ther, October 2022, Vol. 14 No. 10
1C 31 850 1T
25 z 25C
= 800
g
kel
; 750
@ 700
3 Q\\m\ IR PN A é Q@\\ I PN PR
S &S S S
el el

B2 Ucr RBC AERE AR EE TR &E
Figure 2 Trend line chart of different temperatures and times
of Ucrand RBC

R 2, T RERS MR 25 SR ARSI IR
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R ARG 48 #7444 WBC .RBC . Ucr . pH 1l . i %4
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s AR B 43 Bl P A7 IsF 0] (1% 4iE 4 320 7 AR AR AR
WBC M IR & BB ZHE b 2 — , H U 1 & I 2
P B VAN R G0 19 TR R AR, WBC T4
Wiz, WLF PREEAE 2R 2otk i A2
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Table 2 The change of WBC was detected at different temperature and time (x+s)

PRIFAME BUBERDZI (A~/pL)  #E 1 h(A/pl)  #E2h(/pl)  #E3h(A/pL)  FHEARC/pL) 5 h(A4/ul)
4C 250.10+£26.23 250.32+23.41 251.19+22.06 252.01+21.74 252.72+20.86 252.40+20.27
25C 252.22425.40 249.17+28.05 249.26+27.18 251.01+26.38 252.35+24.72 251.10+25.11
tHH 0.704 0.382 0.669 0.355 0.139 0.488
P1E 0.482 0.703 0.504 0.723 0.890 0.626

&3 Ucr.RBC NEIRE AR ERUIUERL (x+5)
Table 3 The change of Ucr RBC was detected at different temperature and time (x+s)

fbn AE AR BRERIZI (/L) BE L h(A/ul)  BE2h(A/pl)  BE3h(A/pL)  #EARC/pL)  FES5h(/pl)
4C 5.22+0.10 5.21+0.12 5.23x0.14 5.38+0.15™ 5.41+0.17% 5.52+0.20™
Uer 25C 5.24+0.13 5.22+0.15 5.25x0.17 5.96+0.19™ 6.13+0.24™ 6.36+0.28™
i 1.479 0.631 1.101 29.049 29.681 29.598
PIH 0.140 0.528 0.272 <0.001 <0.001 <0.001
4T 825.02+33.08 824.47+30.29 822.09+26.19 786.25+21.35" 745.37+£19.26™ 727.04+18.53"
RBC 25C 825.31+32.16 822.05+31.82 821.24+33.46 726.42+29.31" 712.28+28.63" 702.08+23.14
tE 0.076 0.668 0.243 20.005 11.627 10.136
PiH 0.939 0.505 0.809 <0.001 <0.001 <0.001

T SBURERNZ F 8, *P<0.05; 5 & 1 h FL#,"P<0.05; 5% & 2 h HLds, <P<0.05,
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Effects of neuroendoscopy-assisted transsphenoidal approach on the levels of PRL , HGH
and ACTh in pituitary tumors

LU Yan*, LIU Jingyun, ZHANG Renxiao

(Department of Neurosurgery, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To investigate the effect of neuroendoscope-assisted transnasal sphenoid sur-
gery for pituitary tumors on the levels of prolactin (PRL), growth hormone (HGH) and corticotropin (ACTH).
Methods 128 patients with pituitary tumors admitted to the First Affiliated Hospital of Zhengzhou University
from December 2019 to December 2021 were selected and divided into the control group (transsphenoid sinus
approach assisted by microscope) 67 cases and the observation group (neuroendoscopy assisted transsphenoidal
approach) 61 cases. The surgical indicators, tumor total resection rate, PRL, HGH and ACTh levels, symptom
relief rate and adverse surgical reactions were compared between the two groups. Results The operation time
in the observation group was longer than that in the control group, and the average postoperative hospital stay
was shorter than that in the control group, and the difference was statistically significant (P<0.05). There was
no significant difference in the amount of intraoperative bleeding between the two groups (P>0.05). The com-
plete resection rate of the observation group was 85.25% , which was higher than that of the control group,
65.67% , and the difference was statistically significant (P<0.05). After operation, the levels of PRL, HGH and
ACTh in the two groups decreased, and the observation group was lower than the control group, and the differ-

ence was statistically significant (P<0.05). The remission rate of vision loss, headache, and sexual dysfunction

AR B LA K RS A R R B (2019010026)
Ve A5 AR K 5 — B B [RAY 22 9, 7T &, #8 450000
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in the observation group were higher than those in the control group, and the difference was statistically signifi-

cant (P<0.05). There was no significant difference in the total incidence of adverse reactions between the two

groups (P>0.05). Conclusion

Neuroendoscopy-assisted transsphenoidal approach in the treatment of pituitary

tumors has a definite curative effect, and can more effectively promote the return of PRL, HGH and ACTh lev-

els to the normal range, which has good safety and broad clinical application prospects.
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TEARIF VIR 4% R 5 MRLB 2 , RJ5 48 h
PR MRI K & AR SR SE VIR, [l Z 58

R1 FMABE-MABLR [(n(%), (x+s) ]

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

P . EEENT S o e i
i 5 % ERey e R D
X RE 2 67 32(47.76) 35(52.24) 47.23+12.15 31(46.27) 36(53.73) 2.12+0.56
WL 61 29(47.54) 32(52.46) 47.88+12.33 28(45.90) 33(54.10) 2.20+0.54
2t 0.001 0.300 0.002 0.821
P1E 0.980 0.765 0.967 0.413
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SCRAESE A IBR
1.3.3 W4l PRL .HGH & ACTh /KF-

AR EHEF AR 1d LA 1d TFHRR8:00 %K
A IR DKM 4 mL, ##E 30 min J5 3 000 rpm &0
22425 10 em 43 &5 AL , 10 min J5 BOH AR AT o
K AR ORI PRL .HGH K2 ACTh 7K F-, i
FEr e BT AR A B AR AT PR Al . PRL IE
WEHAE N 2.1~22.7 ng/mL"Y s HGH 1EH S M/
F10 ng/mL"™ ; ACTh 1EH % (H h/INT 20 pmol/L,
1.3.4 JERZE

WL 2 f8 3 AR E R (R R Sk
DIfeRfT ) " RO
1.3.5 FARARKN

WLEE AL 8 ARG AN RN & AR O, 45
PROFIIE ACHLER AR | S i 55
1.4 Gt #orik

K SPSS 22.0 Ge A A7 Se 1404, AR
TR n(%) R AT YR, T FORER FH ( £5)
TR AT KI5 L) P<0.05 W E S EA G5 X,

2 HR

21 WAFARIEIR

WELH F-A I B K F X IR 21, AR5 18 B
BF A TR , 22 R gt 2r i L (P<0.05) , 9
HARP R, Z5 LRIFEE L (P>

F2 MAFARIERILE (vxs)
Table 2 Comparison of surgical indicators between the two

groups (x+s)

15 %E*HI‘FTJ A ARJE T AR H ]
(min) (mL) (d)
YR 67 78.56x15.85  76.25+16.96 10.26+4.25
WA 61 94.23+17.88  81.25+17.58 7.28+3.11
t1H 5.256 1.638 4.490
P{E <0.001 0.104 <0.001

23 151 (34.33% ) ; WEE 4 56 2 I% 52 41 (85.25% ) , AE
SEAYIBR o B (14.75%) . WA 5E 2 VIbR % & T
XHRZH , 2 RA G E L (F=6.525,P=0.011),
2.3 W4 PRL .HGH }2 ACTh /K°F b5

AR J5, P4l PRL .HGH K ACTh /K V-1 T %,
HOU AR T X B, 2 58 Gt 2% & X (P<
0.05), W% 3,
2.4 WA G RERGE AR AR

SRELIA T ) T 1% S 1 T B R A 2% A R 1
XTI, 2 R A ZEE L (P<0.05) . W3R 4.
25 WHFARA RN

PIZH AN BRI kAR R, 25 7 gt
=YX (P>0.05), WS,

®5 MEAFRARRMEE [n(%)]
Table 5 Comparison of adverse reactions of surgery

between two groups [1n(%) ]

U0 n DRARRE ARMUER  PUUBOR SR Hm B kAR

e XPHEZL 67 1(1.49) 1(1.49) 1(1.49) 1(1.49)  4(5.97)
0.05), W#2 N WMELH 61 0(0.00) 0(0.00) 2(3.28) 1(1.64)  3(4.92)
2.2 PIMIE YR P! 0.068
XoF FRZH 52 2 VT4 4411 (65.67% ) , AE 58 4 VIR P{H 0.794
*3 WHPRL.HGH X ACTh /K FEELE (x+5)
Table 3 Comparison of PRL, HGH and ACTh levels between the two groups (x+s)
. PRL (ng/mL) HGH (ng/mL) ACTh(pmol/L)
= n 5 ~, . DY N,
A H VN N NI N
X & 41 67 61.21+18.75 27.65+8.56" 18.4625.25 10.79+4.18° 42.96+8.15 21.09+5.12"
JUE=34i| 61 60.89+18.41 18.61+6.11° 18.97+5.56 7.56+3.26" 42.18+7.89 16.48+3.56°
A 0.097 6.816 4.841 0.549 5.860
Pl 0.923 <0.001 <0.001 0.584 <0.001
T SR LA, *P<0.05.
Fa BMREER(n(%)]
Table 4 Differences in remission rates [n(%) |
. 7T R ] ) e AT
— n YN S 57 N N2 S 57 AR YIN ~, 57
ATl N g3 NG P NE i ATl P NE g3
YRR 67 47(70.15)  20(29.85)  27(40.30) 59(88.06) 21(31.34) 38(56.72) 20(29.85) 12(17.91)  8(11.84)
M4 61 48(78.69) 12(19.67) 36(59.02) 57(93.44) 10(16.39) 47(77.05) 23(37.70)  7(11.48)  16(26.30)
Pl 4.476 5.917 4.279
Pl 0.034 0.015 0.039




BT SIHRYT 4 20224610 7 #5144 451041 J Mol Diagn Ther, October 2022, Vol. 14 No. 10 - 1687 -

3 it

AR 2 — P R 04 P P G A TR 2
xR IR AT A LR BREAY T BN ) AR R A
AR N B IR R AT AR Mo o) i ™
M o SR FHA R TR D5 RI6 9T TR, R R R
HOAIE TR ) OCHE . WUR A B AR
2N BT B T 4 B S A B R 35N BB A T
A SRR BNz AR B PR AR
Iy A A AR B TP R N R

P HUBE 28 SR MR S A B R TR 7 A o7 P 5
B, AR VIR kS be T2 ) 5 | e G5 s 2%
F A I 52 RVERON . PR N BE il B T 2 B
32 ABEAR VT VR T LS S 9 80, X i o
LR N RS Al E A A AN i) PR
B, W i oy OB RS, A R T dERER 5 8 | 1
REYIEH A BRIIRE " . AW SR B, WA
TR [ T X A, AR5 S 2448 B B 1) 8 %
HEH  AH PR i o o b3 22 S RS 3 L,
PRI B B T 2 S SR AR RGBT AR
BRMBEFAEMNFEERGHEL.

AHFE R, MR 2 VIR R TR, 5
BRI ARES R—B R E e )
I 23 0 v A i R BB T A IR T S5 R 2 TR
B2 i 32 AL X, R e TR BRI 8 s
MM HEAT FARBRAERT , 8 & LT Az B i G
ot e WM A, A R ER G 5 VIR R
ANHAE ) MR NERHET E RS AR T
PLEF B SRy ) ), H3 S SO L T R & 2.5 48,
55 TV AT S 7N A A A3 B | A L 8 i B ik
RN R Y R T WA TR R X, Bk
WERSTARESVIRE, M2 NGEHEIT 2
B RS A B AR T ARIR YT ROCR A

PRL . HGH }2 ACTh 3 J& 1A N 43 3 i) 55 22 3%
Fo WRAESCHRER A )98 28 208 20 o (R 0 3 A
R EREEHERRE, FARYIBRM H KETH
U TR Io3% P 96 & 2 1 [] i A 3 I 3R OK IR R IE
HOL OB SCHERRGE , 7F 2R R R B IS B PRL.
HGH Jz ACTh /K52 B B TR, AR5
gER R, 4L AR 5 PRL . HGH 5 ACTh 7/KF-#) R
R, HOW SR 241 T % B4, W28 41 H % PRL . HGH
K ACTh /K FERE B IEFEHN . FTUE 2
PR BT B T 28 S S I R T LT b oA e AR

A ME I E AT, R AT RE R « W AE F FARYLE
Z B, B e VIR AL, BE VAR A
HEEEL, M2 N BRI N 2 I S A AR Y
TS TF DUk ] D58 4 B g e X, AR v 5248 U
SR (AR R AR R B R KA B R

ARSCHFGE e B, R AL T B SRR PR
R i 15 27 fift 23 24 o 1k B AL, 3 W b 448 PN B il B
IR S YN SOERL e A )7 SN N
T, TR AT BE N b2 DN A A B T 4 B I S
ABERAR A VIR &, WA R RN SE
R 2 7 TG X A A AN R
N (PR AAE AR ILER AT AOR | i il ) & 2B 3
FRAIAE AR M AR AL B 2 22— ek s, w0l
[E S S e e d=

ZE LR NGB T 4 RS AR
TR RIS R D), AT {2 F PRL \HGH
ACTh 7KV A 3 1F # I, B2 PR, IR IR
N FH TS R

SE& 3k
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AT L 3% 452 AR 458 1 AL A g o 725 1l 5 ) 1% DL 558 I,
T FVIRT i 3% 214 1 S o0 Hir

FAR JEFE Bt BRSO BAR

[ E] B FRDH RS AR ERURE 25007 ] A8 v UTTEEE I PR 7 BVIURT i 2 2F 24 25 (4 &
T, Ak FEPLEL 2020 4F 11 A 2 2020 4F 12 T 5 DX e i sl B4R HR SE 1 40 ()
By 241 (400 mL/AY ) , FEAEIAIAY g %k BB 2H 55 ST 4H L 200 mL/AE 6 IR 2H SR F Qb B AR BRAERLAE ) (2015 )
R 0 (DT ) A5 VA 1T 06 i A1 7 5 S 560 20 R FH L 3l £ AR R VE AR ) (2019 i) 85 RILIBE V7 T2 1l 4544
DUUESE I o HAc WAL i 7 VIL(FVI) (£F 4 26 115 (Fib) & R A A% R . SR X IRdL 53908041
B FVILE 5 He 3R 22 57 04024 X (P>0.05) 5 5200 4] Fib & BB B/ T R4, 2 A ST 2B X (P<
0.05) ; B2 DUTEBE I F FVILS Fib A% R LA G248 L (P>0.05) . 2518 ARAEH il s £
ARAERVEIFL) (2019 J0) il 25 978 UTTE FVIIY Fib 4% R IFF A 235K, H Fib & 50w , (AR R .

[XEIR] RUUEENIEF; 25, B0k BRI, 2F4E8E A

New technical operating procedures for blood stations - preparation of cryoprecipitated
coagulation factor FVII and plasma fibers by centrifugation

HUANG Hualin*, LIU Weiping, FENG Ye, CHEN Jufen, PENG Jiliang

(Quality Control Department, Longgang District Central Blood Station, Shenzhen, Guangdong, China,
518172)

[ABSTRACT] Objective To investigate the feasibility of preparation of cryoprecipitate coagulation
factor FVill and plasma fibrinogen content by centrifugation in the new version of blood station technical
operation procedure. Methods Forty whole blood samples (400 mL/sample) collected from the Quality
Control Department of the Central Blood Station in Longgang District of Shenzhen from November 2020 to
December 2020 were randomly selected, and each bag was divided into the control group and the experimental
group, with 200 mL/ bag. In the control group, cryoprecipitate coagulation factor was prepared by the modified
centrifugation method (pressure sedimentation method) according to the Technical Operation Procedure of
Blood Station (2015 edition). In the experimental group, cryoprecipitate coagulation factor was prepared by
conventional floating method according to “Blood Station Technical Operation Procedures” (2019 edition ). The
content and qualified rate of coagulation factor VIl (F VIl ) and fibrinogen (Fib) were compared between the two
groups. Results There was no significant difference in F VIl content between the control group and the
experimental group (P>0.05). The Fib content in the experimental group was significantly higher than that in
the control group (P<0.05). There was no statistical significance in the pass rates of cryoprecipitate coagulation
factor FVII and Fib between the two groups (P>0.05). Conclusion The qualified rates of cryoprecipitate FVII
and Fib prepared according to the new edition of Technical Operating Procedures for Blood Stations (2019
edition) meet the requirements, and the content of Fib is high, which is worthy of promotion and application.

[KEY WORDS | Cryoprecipitate coagulation factor; Capacity; Centrifugation; Coagulation factor VI ;

Fibrinogen

AR B GRIN T RE R 2020 45 E 7 T A AR R B (LGKCYLWS2020121)
M S5 R Y TR R P fesE RAEA, SRR 518172
*AEATVEH SR, E-mail :1g202212342022@163.com



BT SIHRYT 4 20224610 7 #5144 451041 J Mol Diagn Ther, October 2022, Vol. 14 No. 10 - 1689 -

H FTE Im R b, Sy 30 G 1 L 3 5% 58 1% TR 2
FR i IS 0, 2R AT SR A A A R
LU VS A | B IR (EPNE AR e = O o [y
O oI TR CRE e KTE S — RITE I 5
A AL ) It /Nl L I VR DTESE) . ¥
DUVE & T MR AT AW, 28 6 UK R 1M S A IR TR 5%
PR AE B EATTTEY S . B AT R
R B 4 R 1k ) B L BIVRE T e VK R I3 (fresh
frozen plasma, FFP) 7E (4+2) CHf AR S FlAL 5,
— 254 B U UE AR I TP Ve ANV AR ) BT, AR
1 b PR VR &5 17T 8 o3 I o YR DTTEAE BRI 2
H A F-18CLA T ATRAE L 4R, 370KV Rl L ) BT
By o VA UUUE BE M PN B 92 A i A VI
(Coagulation factor VI, FVIL) | i 45 ¥ 1L /4 %5 PR -+
(von Willebrand factor, VwF) . £ 42 [ J5 (Fibrino-
gen, Fib)&E . PR Ly DivE BEim A7 2 ATV
PRl XA 21 4 25 1 ke = i R I A o 45 e
UiRe kTt g, [RE , AR B 07 et ™
HRG A ARSIy T, BRI

A0 RS 3k AR B AR AR ) (2019 B FLAE | 25
U0 ) £5 V2 DU UE B I IR 19 25 1 24 40~50 mL, 5
ot 3 AR LR ) (2015 R #Y 20~30 mL 42,
Pem TR DIESE I Fifl s & 7ElmIR I,
¥ DLUE BE i X 74 591 3 FH T 0k L) i v K f FFP ok
PEALFE R A B I R 1 FR T, AR Lk B R AT
IR, ¥ T UE BE I R 19 2 B 5 SR
BRI B AR B AR PR R MR e TS
O A8 VR DU VEEE I F - i 25 5, DRI, (AR 1
25 1 AR SR A 26 FVILRN Fib & & 7= A 52 L, (H H
HEAH G SR /0 o AL, A 9 SR FH el R 50 1k
(RTTHEE ) 58 AR Ok CF LR RR ) il #5482 UL TE
E ML PR, L 3 sk AN (W) 32 ) A8 7 4 0 U 45 1ML
P71 VIS (Fib & RIS A% 3, HOEMT .

1 B

1.1 R %
111 FEACEIE

Bt L0 H 40 CA) 173 F 2020 4F 11 A %= 2020 4
12 A 7EGEIN T B i XA Ol 3k I A2 ik i 35 45 &
QR L 5 e A A 0K ) 1 4 1L (400 mL/ARY ) , FEH5
KAE W ILRE R F CPDA-1 BUBE , 7T 4 CIREE K
H 4348 18 200 mL 42 0fi, IF TSR L5 17~18 h
1 B i 45 BRI 3% (Raw Plasma, RP) 100 mL/

4% Bl PEATRRIC X 43 R T G BRAL) A& A1
R (SLER ), F—50°C I 3% 1 AL % % i FFP,
& F-20CHEERELT .
1.1.2 fkiln = gERt

40 25 TCAEHR I 75 AF 1% A T 20~58 %, F- 45
1% (37.80£8.92) % , Horh B4 37 44 13 44318 44
ZARE IR, FE A% 22 44 32 350wk i vk 208
it 2 1k,
1.2 AR5
1.2.1 &5

4 H kI 7 HT L (STAGO-STA Compact) it
B IR & PV (5 AR LA IR A L Hit5 .
256488) ; Fib ( A7 #% £ R A R 2wl , it 5 .
255701 ) | £F 4 2 1 R It 5] & (A 2% 55 B FR
ol S 547031)
1.2.2 1X%%

ACIM I AEAERE (H A SANYO 24 A)) 3 K&
T B0 AL (2 Thermo 2 W) 5 4 H sh L 4y
Sy EHL(HEE LMB A Al ) 5 2 318 1 KR ZR AL OF
#x £ Dometic 2~ A ) 5 7K i UK IR @l AL 8 (32 &
Polyscience 23 ] ) 5 & A IE 46 ( H A& SANYO 2y
Al ) 5 L PIE R KA (U AR SE AR A BRA
Al ;4 F BhEEIN BT (5B STAGO A ] .
1.3 ik
1.3.1 R ULVESRE M A+ %

Xof B AR Lzl B AR BRAE LR ) (2015 W™,
P Xt R ZH 40 425 £ 149 FFP A 2k B 7K i 241 i
fEff AL, ERAGERS  BUE T 2~6 CLLB DR
31.6 cm. 5533 3 800 r/min 50> 10 min, ¥ 48 A074
FWERERS E 1SN 100 mL 2S48 AR R A
20~30 mL I3 58 RE P i A B8 DUVE BE
MR, I 1 h N & T-50C IR SR L .

ST A AR A il B R 4 R ) (2019
Jiz ) ) Xt BB 2H 40 4% FFP & T 42 C/K I KR
AbAR h , EIRAGALET, BUE T 2~6CRLE L2 42
31.6 cm % 3 3 800 r/min 5.0 10 min, $F EF A4S 1978
VSR E 1A 100 mL 2548 AR F A
40~50 mL Il 3% 55 V2 AN F 00 o IR A R v DL VE €
MR F, 676 1 h B TF=50CHiL R AL %

VR 2L ) B 2 (A T B . PR P 4 A7 —20C
UKFE R
1.3.2 FVII 5 Fib & &l &

B[R] — Je Bk 1M DL 2H 5 B 1 45 v Ui
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M0 PR, ] — B () 2T H AP YL K Rl rh 5 4 il
HJ5 FEATIR AT, 45 B B 8 mL/Mpy B bR AS I 57 B 42
H ShEE L5 AT 4T FVILAT Fib 25 5 & .
1.4 VRUTTESEIN P+ B & (548 ) brifE

HE P8 € 4 i Ko B 43 I B R 2R K ) GB18469 -
2012, 100 mL/4% ) FEP ] £ 15 21 1Y v U TE 5E I
F, FVI=40 TU/4E | Fib=75 mg/4%.
1.5 Gitorik

K SPSS 22.0 Ge i+ # A4 X £l A7 Ab B8, 11
HHHE L (2 £5) 3R, R e K250 5 THECEE LU n (%
T, H K5, P<0.05 M EFA G HE X,

2 H#HR

21 WP T5 Ik A B9 BE M P FVILAD Fib 5 4
e#s

S 50 2 ] A 0 B i PR A e v T R 2%
A G EE L (P<0.05) . X IRZH 5 SC8 4 ) F
VI 8 HE 85 28 S B8 7 1 L (P>0.05) 5 S50 4
Fib 7 W] . m T X IR, 2 A geit s B X (p<
0.05)c W1,

®1 WARDEFHFISFib 82K (v+s)
Table 1 Comparison of Fyiii and Fib contents in coagulation

factors of the two groups ( x+s)

451 " it FVIl& & Fib & &
(mL) (IU/100 mL)  (mg/100 mL)
X AR 2L 40 28.91+0.41 70.55+21.16  118.03+24.18
S 40 46.53+1.21 67.00+20.09  144.96+25.77
tHE 85.640 2.923 14.435
P 0.000 0.066 0.000

2.2 PR IT A AV UTTE BE I A5 A 8 AR
PI2H 18 TUTE BE i A 5~ FVIL S Fib & 46 3 L
B, 2R G A (P>0.05) . WA 2,
*2 MALTEENEFEEELE n(%)]
Table 2 Comparison of qualified rate of cryoprecipitate

coagulation factor between the two groups [1n(%) ]

215 n FVIL& % Fib &% %
X HEZ 40 37(92.50) 37(92.50)
S 40 37(92.50) 37(92.50)
2 1EH 0.000 0.000
P 1.000 1.000
3 ifig

B0 25 v DUTE B 55 2 A sl e 48 IR T
0 PR ML AR A AR R AL, 98 K L fil 2 4
FFTE 2~6°C, 137 ML I F AR Rl AL e, B i Ui, B

O PR Y L TE X I BE 1SR HE R L i LA B
O HLTE 1500 HiE e 22 EAT TOUIRLAL B, DR IE 7 1Y BT
o B R O AEGRORHE S b I R e 4t
FIRBYRAR ST Mo B ok, TR AR R FA S
VA 1 A TTIE D D e U0E . Ar 58S TE 1 h
PRV DUTE IR 22 [ 2501 T —20°C LA R BRI K
IR A L A SO MR 2 H R Sy —4F
Ve UUTE T35 A B i P VI o A8 P A1 ot A0 R
YR A LSS S A T XA @& T L
NN B PR I A | I AR LA | S KA
BOPR AP 2 2 25 1 I ik =2 i B PR X ke =2 S i
NS T FARSE i ™ 5 A b L R T8 1
% N &€ 1M (disseminated intravascular coagulation,
DIC) %5 N AIRIT o H TR AL ML H AL
W B ¥ UUE BRE 11 AT 11 8 7 ¥ S M 3 A
o BB ACKM T EE SO SRR
FFP AN ) B 03 ) M AR IS0, 4 & 18 LT
B IR A 2 Tl e e . FVIDE R DOTE BE I A
RO AT E B BE LA, e i e AR s ke 1
il BRI S o B O A DUTEBE ML Y 1Y
IR PR 2R A4 FEP il A i 7 T 2 AT ] 8 DT TE BE
I R A A, ARl VR DT UE BE I PR 1 %R
B O R U0 K R 77 Rl AL FEP il £ 18 DUTE BE
PR~ 3Z07 WaE I 1S A5 9 R 5 20 K i U
TR AAR , At 1 FCRR A 3R IS AT BB R A% R 43 1l
AT AR K T b R IR i FEP fl At A v 42
5 4=2°C, 4R Rb AL I 18] , 1277 125 4 B9V DT TEBE 1M
P77 0 ) T LB O i o (X IR 5 5250
A PV 5 22 5 oG T2 8 L 3 AN W B0 J7
AR AR TURE BE I X 775 5 %) FVILE 5 TC52 00
BEAh 3 IR Fib & BTS2 502, A 48ty
B WO A 1M 2 R 2 BORTbRE T YR DT B
1R 19 258 284 30~40 mL, e K255 0 40 mL; %
Y2 UUVE UK VR LK 5 FEP LU #5 , Fib & &4 BT F B o
17 ARG SCHRBIFFE 7, 2598 TVE VKR 1L T Fib
2N FFP 1 31.8%(0.88 g/L:2.77 g/L) "™, 1E
VR ULVEBE I PR il £ A v Fib SR eS¢ 4 5 FVILSS
G AN B, Fib i e BiE T, Y RIARE
8 /DI Fib AR R o (P2 A9 Fib 453 4% 5 —
B, ¥ 92.5% , 75 G FE AR EOR T (75% B il A 25
PRAE BRI R PRI N, ATCN IR e AN o
A FEZAE) o Fib 2 & UITESE M N 547 Ul s h AR
FEREENL N 5, 78 Fib A 2 AL, a] RABR& 4 H]
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T Tt AR PR R ) (2019 JiR) B8 .00 1
YR ULTERE I R Y PV & Fib ST RMAHEE . &
) £ VA T vE PV Fib S48 R84 525K, B
Fib & dit i T (sl BR BAE LR ) (2015 jit) |, (H A%
BB RIS B AR AR I

25 b AR R A [R5 v U E
B 101 PR~ IR i sl B AR R ERLRR ) (2019 hi) 25
Oy B V8 DTTE BN K 7 25 i AR Y AT A5 o 45
SRR R i st e AR FRAE LA ) (2019 JiR) il 45 1)
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Effect of carrilizumab combined with chemotherapy in patients with advanced NSCLC
HAN Lu, LI Feng*
(Department of Oncology , Xuzhou Cancer Hospital, Xuzhou, Jiangsu, China, 221000)

[ABSTRACT] Objective To investigate the therapeutic effect of carrilizumab combined with
chemotherapy in patients with advanced non - small cell lung cancer (NSCLC). Methods A total of 80
advanced NSCLC patients receiving chemotherapy in Xuzhou Tumor Hospital from May 2019 to May 2021
were included, according to random number table method, the patients were divided into the experimental
group and the control group, 40 cases in each group. The control group was treated with pemetrexed combined
with cisplatin, and the experimental group was treated with carrelizumab, they received 3 consecutive cycles of
chemotherapy. After treatment, the clinical efficacy, the changes of CD3", CD4", CD4"/CD8", natural killer
cell (NK), reticulocyte percentage (Retic% ) , platelet count (PLT) , neutrophil count (Neu) , procalcitonin
(PCT), C-reactive protein (CRP) and interleukin-6 (IL-6) were compared between the two groups. Results
The total remission rate of clinical efficacy in the experimental group was higher than that in the control group,
and the difference was statistically significant (x*=4.178, P<0.05). After treatment, the cellular immune
function indexes of the two groups were compared with those before treatment, and the difference was
statistically significant (P<0.05). After treatment, the numbers of CD3*, CD4*, CD4"/CD8" and NK cells in the

experimental group were higher than those in the control group, and the difference was statistically significant
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(1=3.456, 4.158, 2.115, 2.594; P<0.05). After treatment, the Retic% , PLT, and Neu of the two groups were

lower than those before treatment; after treatment, the results of each index in the experimental group were

higher than those in the control group, and the differences were statistically significant (r=5.147, 3.764, 5.641,
P<0.05). After treatment, the levels of PCT, CRP and IL-6 in the two groups were higher than those before

treatment; after treatment, the results of each indicator in the experimental group were lower than those in the

control group, and the differences were statistically significant (=9.852, 9.175, 10.562, P<0.05). Conclusion

Camrelizumab combined with chemotherapy has obvious effect in the treatment of advanced NSCLC patients,

can effectively improve cellular immune function, improve the expression of blood indicators and inflammatory

factors, and has high clinical application value.
[KEY WORDS ]

function; Inflammatory cytokines
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Application of Shenling Baizhu powder and Huoxiang Zhengqi powder in the treatment of
diabetes complicated with cold dampness diarrhea gastrointestinal dysfunction

ZHANG Yuhua, WANG Lijun*, ZHU Xiaolin, BAI Yuting, NING Jing, DONG Dawen

(Department of Endocrinology, Wuwei Hosipital of Traditional Chinese Medicine, Wuwei, Gansu, China,
733000)

[ABSTRACT] Objective To investigate the effects of Shen Ling Baizhu powder and Herba Xiang
Xiang Zheng Qi San on neuropeptide S receptor -1 (NPSR1), gastrin (GAS) and calcitonin gene-related pep-
tide (CGRP) in patients with diabetes mellitus complicated with cold and damp diarrhea. Methods 86 pa-
tients with diabetes combined with cold and damp diarrhea type gastrointestinal dysfunction who received treat-
ment from April 2019 to May 2020 were selected and randomly divided into the observation group and the con-
trol group, 43 cases each. Both groups were given routine treatment, and the observation group was added
with Shenling Baizhu Powder and Huoxiang Zhengqi Powder. Serum NPSR1, GAS and CGRP levels, TCM
symptom scores, intestinal flora changes, gastric motility parameters and clinical efficacy were compared be-
tween the two groups. Results Before treatment, there was no significant difference in the levels of NPSR1,
GAS and CGRP between the two groups (P>0.05). After treatment, the level of CGRP in the observation

F AR A A P E AR (GZKP-2020-42)
Ve g KR T P BB A ek A A, KR 733000
*iEAEEF T2 E, E-mail : 34722445@qq.com
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group was lower than that in the control group, while the levels of NPSR1 and GAS were higher than those in
the control group (t=4.423, 4.152, —=5.564, P<0.05). Before treatment, there was no significant difference in
TCM symptom scores between the two groups (P>0.05). After treatment, the scores of both groups were de-
creased, and the scores of the observation group were significantly lower than those of the control group (t=—
14.688, —4.631, —=16.399, —11.447, —11.037,-22.381, P<0.05). There was no significant difference in the
flora between the two groups before treatment (P>0.05). After treatment, the flora of both groups increased ,
and the flora of the observation group was significantly higher than that of the control group (7=7.334, 7.601,
6.917, 8.330, 11.078, P<0.05). There was no significant difference in gastric motility parameters between the
two groups before treatment (P>0.05). After treatment, the postprandial LEP, pre prandial LEP, MTL and
emptying rate in the observation group were higher than those in the control group, while the CRH and 2h re-
tention rate in the observation group were lower than those in the control group (P<0.05). The total effective
rate in the observation group (95.35% ) was significantly higher than that in the control group (72.09% ) (=
8.532, P<0.05). Conclusion Shenling Baizhu Powder and Huoxiang Zhenggi Powder in the treatment of gas-
trointestinal dysfunction of diabetes mellitus complicated with cold-damp diarrhea can significantly improve the

clinical symptoms of patients by regulating the levels of gastrointestinal hormones such as NPRSI, GAS and

CGRP, intestinal flora and gastrointestinal motility.
[KEY WORDS ]

gastrointestinal dysfunction; Diabetes

R 4 1 5 104 41 21 (World Health Organiza-
tion, WHO) G, B IR IF: A0 il 3k 100 A
B DI REZE LS WE R UL IEAE , i BE IR 53 Y
He FL 3 JPLHE R 55 780 W RH rp A R S P R A
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R R 2 WRE BRI IO, 25 AR
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fif RANE . AT L B 86 1IHE JR s & I FE IR it TS
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PEHL 2019 4F 4 H % 2020 4F 5 H 76 5 s
Wt 422 32 ¥ T WS R v G O JE 1M 7Y 1 i D R 3R
BLARA 86 BIVE AT G o R HIBENLEC 7R 0k
Hor WS (43 5]) Xt BRAL (43 1)) . Hid g
M 21 6, L 22 B 4% (62.37£13.42) % 5 i 2
(4.25+1.87)4F ; 6 Bl F-44 (95.42+8.41 ) em; 25 G i 5
Z (Fasting insulin, Fins) (18.97+3.97)mIU/L; 55 i Ifil
1 (Fasting blood glucose, Fbg) (9.84+1.18) mmol/L,
XfIRAH S 20 ], 2 23 1] s 4R 1% (62.89+13.97) % 5 ik
2 (4.01 £2.12) 4E ; IE Bl (95.42 £8.91) cm; Fins
(18.97+4.04) mIU/L ; Fbg (9.84+1.21) mmol/L., #i

Shenling Baizhu powder; Huoxiang Zhengqi powder; Diarrhea of cold dampness and

H— OB JC i 2 25 7 (P>0.05) o 9 ABRIE
OB RS IR 2010 47 pR (b 2 BOWE RS B iA 48 76 )
FHARUE, B 7 D he 25 AL 7Y B Ak H KT re i B s
95 B L IVAZWrbRifE ), rh B AR C rb 245387 24 i R A
FEAE IR . QBRI A Pk A2 R
FREGYLRI M . QB EIRYT AT 4 J8 PR iR H
WIS S50 MR I 259 o HEBR AR HE : DA I Ik
TECEAE IR B AR TR AR . QKA e
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WFoE 25t i, AP Bl i B e B B b vE
EE-SIS O Salak:S S ol o o
12 ik
1.21 RITINE

P4l H 4 T s o T8 IR 30 25 90 %
B, 5 MK ZE AR R R R R $E (R 2
S20083112 ¥iA% : 0.25 g)iRY7, 0.5 gk, 3 K/, ik
57 8 JHl o WA A [F B 2% LR B+ A8 A IE A
BT, ZEARECIRE AS AR ILZ 15 g,
U ETR R 2 H R 10 g0 4 f5 AR
JKIZUL 2 h, B2 YK, 30 min/IRK . UEIE , 60C/K B Ik
45 (1 g/mL) , B:4% 50 mL, 3 k/d, ZER/IEAHE
T OAARLS g, KRE 18 g, B9 HIE  KIE K B
Je JEAN FERE fEFEl0g, B e, EFEI K
KA 3HM ., KB, 150/d, 50 2 IR, EiRIGYTT
KIS 8 JH
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1.2.2  MIETEAR 8 3 46 br Kl il B R 77

175 48 A5 - SR A BB 10 mL &5 1 # Bk O
3 000 r/min 5.0 10 min (242 13 cm) o 1z H ¢
4 BE W B 75 (Enzyme linked immunosorbent assay
ELISA ) Il Ifil /5 % 55 35 K] #H G K ( Calcitonin gene re-
lated peptide CGRP) J #1 42 Ik S 2% {4 -1 (Neuropep-
tide S receptor-1 NPSRI) /K-, 5 & 04 [ i ik
TR YR BRAE R AR I IR UL B AT . b
2R RGN L B W 2R (gastrin GAS) 7K, i 71
& H A A YR B AT IR A A

M 3l J4845 : ELISA 2 1ML 3% 15 5l % (Motilin,
MTL) . % J5 5 4 i % (leptin, LEP) . 32 F iU
G B E A2 BB I B B R B IR (Cortico-
tropin releasing hormone , CRH) ., #% & HE=s 1 HE

o 3 TR B SR IR RS U R R AR W R
73 (S HEM Y . Realtime PCR i AR WAL A, 72
JGE BRI AE 16S BEPA , AR i B A & 3 1K,
1.3 WEARIR SR br A E

WLEEAR AR - AL IR YT AT L J5 P41 NPSR1, GAS
S CGRP 7K | i 18 1 A F A2 A6 A% B0 | B2 R AR
oy B A IS W ALIG RT3, T BEREAR T
VI AAERARIE E  p B T 6,42
073, FRERAG I3 Z FEIE IR Gyl A =06
I7 TS S E I Z 2Z2RR T R RIS *100% , A
ST

FPRCHE AR R R A T T ROHE
JERSE A EIEATH R TSR RO T 95% A2 AT 5
KEARA TGS 57 AR B<T0%<90% AR A R TR
Tok BN SRR RN T 30% R TR
1.4 geitortr

K SPASS 22.0 /£ R G i+ 70 A B 5 1 i ¢
Bhz (3 £5) 2R AT e K595 TS RE H n (%)
PR AT PR P<0.05 M EFA LR L,

2 #R

2.1 JGJ7HG P4 175 NPSR1 . GAS 2 CGRP /K
L

JRYTHT, MZH NPSR1.GAS }2 CGRP /K- H#¢,
ZSR TG L (P ¥>0.05) . JRIT A, A4
CGRP /K- AT 4] B2 ,NPSR1.GAS /K- g
TR 22 RA G F R (P H4<0.05) . W1,

®1 SAITHIEMAMDTE NPSR1,GAS B CGRP 7k F Lb 4%
(x+s)
Table 1 Comparison of serum npsrl, gas and CGRP levels

between the two groups before and after treatment (x +s)

N NPSR1 GAS CGRP

LI (pg/mL) (mmol/L) (pg/mL)
VRITHT WS 43 76.24%12.35  41.3429.42  120.37+11.37
XTHRZH 43 76.31x12.71  41.83+9.76  120.49+11.59

tH -0.026 0.802 -0.048

P{E 0.979 0.813 0.961
VTG WEL4H 43 128.24+12.35° 74.25+12.37°  84.03+13.45°
XTHRZH 43 103.45+9.34°  60.13+£9.73°  108.34+14.38"

tH 4.423 4.152 -5.564

PiE 0.001 0.001 0.001

IR LR P<0.05,

2.2 JRITHTIE AL B R B AR

BT T B AR R LA, 22 R RS T
2R (P >0.05) BT IS AL BIREAIG, B
B Ao B BT X R, 25 A5 =E X
(P)<0.05), W2,
2.3 RYTHTIG P IE A H

BT AT R A LL B, 2 R RS FE S
(P 3>0.05) . 367 J5 AL B BE 3 T i, HOUL 2%
AW R EES TXRA, ZRAEFITFEX
(P¥)<0.05). W#3,
2.4 RITHTEPALE B 25

BITHIM AL B 3 I S8, 2 5 L8t
B (PF¥>0.05) . (YT JE WAL J5 LEP & |

F2 BFAIERAFEERRIELE (x+5)

Table 2 Comparison of TCM symptom scores between the two groups before and after treatment (x +s)

s ] 215 n ICREE Ji Rk ZIRES BR=Z7 SR RIS
ML 43 4.24+1.21 3.58+1.24 4.21+0.05 3.46+0.45 4.25+0.42 5.12+0.24 22.61+2.66
- Xq‘ﬂ.ﬁ?ﬂ 43 4.32+1.05 3.74+1.45 4.23+0.06 3.55+0.58 4.31+0.48 5.19+0.34 24.94+3.33
tH{H -0.327 -0.550 -0.171 -0.803 -0.617 -1.104 0.064
P{H 0.744 0.584 0.424 0.539 0.273 0.949
WL 43 1.04+0.34" 0.94+0.06° 1.09+0.34° 0.84+0.04° 1.25+0.43 0.94+0.05° 6.41+0.86°
R popicEEl 43 2.94+1.01° 1.23+1.12" 2.83+0.74° 2.13+0.93" 2.45+0.97 3.42+0.24° 14.92+3 45°
i -14.688 -4.631 -16.399 -11.447 -11.037 -22.381 -14.577
P 0.001 0.001 0.001 0.001 0.001 0.001

SRR L ©P<0.05,
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R3 ABITAIEMARERRFLILE (vxs)

Table 3 Comparison of intestinal flora between the two groups before and after treatment (x +s)

i i) 2H 51 n

WU AT (1gCUF/g) KT (1gCUF/g) Jr BEEAT 11 (1gCUF/g) FLERAT# (1eCUF/g) M4 )8 (1gCUF/g)

PR zSEl 43 1.35+0.68 1.32+0.35 1.28+0.54 2.38+0.81 2.56+1.32

o Xt 2L 43 1.4620.74 1.46+0.56 1.35+0.61 2.54+0.91 2.67+1.52
tH{H -0.718 -1.389 -0.563 -0.861 -0.538
P 0.475 0.169 0.575 0.392 0.721

WL 43 5.38+0.84" 4.96%1.03" 5.32+0.94° 5.38+0.35" 0.67+1.34°

O Xt iR 41 43 3.97+0.94" 3.32+0.97" 4.25+0.38" 4.34+0.74" 6.54+1.28"
tHE 7.334 7.601 6.917 8.330 11.078
P 0.001 0.001 0.001 0.001 0.001

T HIRIT T LR ©P<0.05,

LEP MTL HEZs % I 35 5 X B4, CRH . 2h 4 A7
R EMRTXBEYH, ZRAFIT%E L (PH<
0.05), W4,

2.5 AIT G W I IR T RL L
WAL DA MR R E S TR, 250658
e Y (P<0.05), WS,

®4 RITHERABHASHILE (x£5)

Table 4

Comparison of gastric motility parameters between the two groups before and after treatment (x +s)

i) 21531 n  %J5LEP(pg/mL) %H7LEP(pg/mL) CRH(pg/mL) MTL(ug/mL) #HEZS % (%/min) 2h B1E3(%)
VRITHT R4 43 12.38+1.24 6.35+1.24 15.68+1.39 74.38+5.67 0.31+0.05 47.58+5.87
XFHRZH 43 12.84+1.37 6.58+1.34 15.83£1.58 74.49+5.98 0.34+0.04 47.67%6.01
tHE -1.632 -0.826 0.156 0.088 -0.070 -0.070
P1H 0.106 0.411 0.877 0.930 0.944 0.944
VWITIE  WEH 43 20.15+2.57 11.36%5.31° 6.35+1.05° 184.35+10.35° 0.64+0.09° 30.41+2.46"
XFHEL 43 16.39+3.46° 8.68+6.31° 10.35£1.38"  124.69+11.38° 0.49+0.04° 38.69+3.57"
tHE 5.721 2.131 -15.121 25.431 9.987 -12.522
P1H 0.001 0.036 0.001 0.001 0.001 0.001

SRR LR ©P<0.05,

x5 ATEMARKTHLE (n(%) ]
Table 5 Comparison of clinical efficacy between the two

groups after treatment [n(%) ]

Ml n i G oA JER R &
WL 43 20(67.44) 12(2791)  2(4.65)  41(95.35)
XHHRZH 43 18(41.86) 13(30.23) 12(27.91)  31(72.09)
pall 8.532
PAi 0.003
3 itie
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A A 2F 9T R I, W PR 9 5 W 3 oA A
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N, W ALIR T JE FLIRAT TR L 32 IR 11 )8 25 8 2 T
PR ET R

LEP .CRH M MTL ¥JJ& 5 W% % , LEP {H /L1
A5 30 S iz 3, I LEP X134 3R % 5 i 4k
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LEP 5 MTL & 35 F & , R i) W88 21 HE 25 R i 1
X HEAT, 1M BA AR AT iR AT .
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[ ZE] B#  BRTIEE T E2 MHEHE T 2(Nif2) £ ZE N4 -1 (HO-1) /KF 284k S5 IR
PR B EIRITNAA MR . Ak WP 201947 2 A % 2020 4F 10 H 5B K 2EFHE IR £ BEE 1) 08 il
RE-IRA R AT F o B 50 Bl R 2 A AR 4L B4 . RFRALR B AT BIG)T R IEIEY T RCR 2 M i
KR RNIE AR R . BT AL R B IR ALIRTr HI G N B 2H VA R4 TN R R A
M (ALT) (KT T4 SR AL R (AST) I MBS RR T (ALP) L BUIHET 2 (TBIL) L #IH41 % (DBIL) J Ifil
1 Nrf2 HO-1 7KF-22 57, R Logistic FIH M HTAIT R EBCR LN ZE . &% k485 ALT ASL.
ALP TBIL .DBIL % iF DI REFE A5 S ML Nrf2 \HO-1 ¥ 35 55 X B4, 25 R Geit2¢ 2 L (P<0.05) . Jif
JLLIRYT IS ALT \ASL . ALP . TBIL .DBIL % I DI REFEFRBEAL, M Nrf2 \HO-1 /K P75 (P<0.05) . HFiZH
TRIT NN R 3N 33.67% , 2% R AFALIRYT Il B iRYT )5 ALT .ASL.ALP  TBIL .DBIL /K AL F R A R
21, I Nef2 \HO-1 K FRIA AN R, 25 H G 2F73E L (P<0.05) . Logistic 2 R Z 3 Hr iR, g HE
I3 JAJ7HT AST . TBIL ,DBIL . ALP Nrf2 , HO-1 /K - 42 82 W36 ¥ W 285 i At S7 A7 G TR R (P<0.05) . 4518
I3 Nrf2 \HO-1 7K F- 55 AR IR B I £ TR Y7 I 24 AR ARG Rl K Sl s RIR P H S %

[KEIA] T E2MHEHF 25 LT ZE A1 ; I HEWE G

Relationship between serum Nrf2 and HO-1 levels and treatment response in patients
with cholestatic liver disease

LUO Zhenhua, LUO Xianzhang, ZHANG Jiefeng, QING Zhou*

(Department of Hepatobiliary and Pancreatic Tumor Center, Cancer Hospital Affiliated to Chongqing Universi-
ty, Chongqing, China, 400030)

[ABSTRACT] Objective To explore the relationship between serum nuclear factor E2 related factor 2
(Nrf2) and heme oxygenase-1 (HO-1) levels and treatment response in patients with cholestatic liver disease.
Methods A total of 98 patients with cholestatic liver disease (liver disease group) admitted to Cancer Hospi-
tal Affiliated to Chongqing University from February 2019 to October 2020, and 50 healthy individuals (control
group) were selected. Patients in liver disease group were given conventional treatment. According to the thera-
peutic effect, the patients were divided into the good response group and the poor response group. The levels of
alanine aminotransferase (ALT), aspartate aminotransferase (AST) , alkaline phosphatase (ALP), total biliru-
bin (TBIL), direct bilirubin (DBIL), serum Nrf2 and HO-1 were compared between the groups. Logistic re-
gression analysis was performed to analyze the influencing factors of treatment response. Results  The levels
of ALT, ASL, ALP, TBIL, DBIL, serum Nrf2 and HO-1 in the liver disease group were significantly higher
than those in the control group (P<0.05). After treatment, the levels of ALT, ASL, ALP, TBIL and DBIL
were reduced, serum Nrf2 and HO-1 levels were increased in liver disease group (P<0.05). The poor response
rate in liver disease group was 33.67%. The levels of ALT, ASL, ALP, TBIL and DBIL in the good response

KRB ERT ARMFEE T LR A (cstc2019jeyj-msxmX0412)
A A TR KR MY B R 9 TS, K 400030
*BAEAEF WA, E-mail : Luckme0516@vip.163.com
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group were lower than those in the poor response group before and after treatment, while serum Nrf2 and HO-1

levels were higher than those in the poor response group (P<0.05). Multivariate Logistic analysis showed that
pathological stage, the levels of ALT, ASL, ALP, TBIL, DBIL, serum Nrf2 and HO-1 before treatment were

independent factors affecting treatment response (P<0.05). Conclusion Serum Nrf2 and HO-1 levels are relat-

ed to the response to treatment in patients with cholestatic liver disease. The detection of their levels can provide

a reference for clinical treatment.

[KEY WORDS | Nuclear factor E2 related factor 2; Heme oxygenase-1; Cholestatic liver disease
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Nrf2 FTHO-1 K- 25 57, I A AR R E s £
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JERE , ARSI : =18 & 17476 (IR R T
WIS S5IRYT IR ) A SIS TR U , B E IR (al-
kaline phosphatase, ALP) 1 1E# L FR 1.5 %, y-%%
LIS B [ (- glutamyltranspeptidase , GGT) # 11
IEHAE 345, R A BRI AMERE 5 . HERR
BRUE & I AR IR 5 AEE I ) R 0 2B 5 4
ORH LI . BRI T AR AR AR 1Y 50 5] fg
JFREAE AT R, %o R A B8 35 TC s 50, e iAA A
A AR eese kA SRR A TR

JHos 21 55 3 55 1 32 4], Lo Pk 66 1], S B4 AT i
(50.14%8.56) % . X HEZH 55 4 19 4], 2ot 31 461, °F

P8 (50.7829.22) % . PR 32105 P AL AT
2= 7 TG B L (P>0.05) . A4 R
RHZ: ot 2 DB A R
1.2 ik

BT T R A R A e 5 64T SR IT
25T RE L AR G R A H K B 7 H R R AT
TP ER VKGR O, B H LR WBITIPROE Y : 2%
ELZEDIRPRUET I697 1 )5 ALP K F-ESRITHT T
R 3k 40% B 28 1E 8 Ol 28 RO 0 IR e
253 R WA AT AN AN R4,

IR 27 A - 0 R A2 308 A K > H AT A
L, R A B A A BERT BT 34 A e TR
A, KA H R RSN IR I 5 mL, P13 500 1/
min (Z5.02F42 8.5 cm) BY #2010 min, 53 5 1L
W, R H o SR H L4 | AR 0 i 430k
N & R 2 i % # [ (alanine aminotransferase ,
ALT) . K '] & 2 IR 24 H& % #% i} (aspartate amino-
transferase , AST ) . i 1 B /2 i (alkaline phospha-
tase, ALP) . B JHZT % (total bilirubin, TBIL ) | B %
JIH 4T % (direct bilirubin, DBIL ) % 4= fL #5 47 , R H
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& A FER A RHECA R A SR e ™
et e BRI G U B B AT AR
1.3 Geil2#oir

% SPSS 19.0 Ge i AT AT e it 0 b, 75
BIEBITGERILL (x £5) R, PIALE] Fb 3470
SEAREAR ¢ KIS, oK FH Logistic [01UH 43 BT 52 WG I7 7
BRI R, i AR i 2 B AL A I, T
oy I BEAT BN R K Z R 01, LA P<0.05 7R 22

SHG IR X,

2 #R

2.1 R X HR LB I R A AL FE AR FL 8
95 4 #8 35 ALT . ASL . ALP ., TBIL . DBIL 4%

JF Ih GE 45 b5 A2 I 3% Nrf2 . HO-1 33 5 2 5 T % 1g
4, ZR A5 #E L (P<0.05), WWER1,
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x1 FRARABERKELERILER (x£5)

Table 1 Comparison of clinical biochemical indexes between liver disease group and control group (x+s)

45 n ALT(U/L) ASL(U/L) ALP(U/L) TBIL(mg/dL) DBIL(mg/dL) Nrf2(U/L) HO-1(U/L)
JFedl 98 85.63+25.85 94.15+20.26 256.35+74.15 45.27+10.74 15.15+4.28 458.59+105.42 16.07+3.52
X4 50 17.45+5.26 22.85+5.63 74.15+15.28 14.14+3.56 3.01x0.74 166.52+30.71 10.71£2.41

t{H 18.427 24.372 17.163 19.916 19.874 19.152 9.557

P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

2.2 JAJTHIG LG Nrf2 \HO-1 7K A5k 15 1
Y67 )5 ALT.ASL.ALP. TBIL . DBIL % Jif )
AEFE 5 I & FAAR , 1LY Nrf2 . HO-1 7K1 & 2 T
L, ZE WA G F R L (P<0.05) . WK 2,
2.3  AFRGITRCR B IR TS G Nrf2 \HO-1
IR A
R 4 L 5 B R A 1 AT 97 RO, WA B A

B 65 B, AR E 33K, AR RN
33.67% . N2 R4 I N 285N B LA YT H S IS
ALT . ASL.ALP.TBIL .DBIL Nrf2  HO-1 7K} kb,
BERAS I FE X (P<0.05) , W& B4 IBT7
B IR 97 J5 ALT . ASL , ALP, TBIL . DBIL 7K *F-1i%
TR A B4 I3 Nrf2 \HO-1 K ¥ & T & A
R4, =R A G2 E L (P<0.05), W33,

F2 JATHIEME Nrf2 HO-1 K FEZEALER (vxs)
Table 2 Changes in serum Nrf2 and HO-1 levels before and after treatment (x+s)

205 n ALT(U/L) ASL(U/L) ALP(U/L) TBIL(mg/dL) DBIL(mg/dL) Nrf2(U/L) HO-1(U/L)
VAT 98 85.63+25.85 94.152+20.26 256.35+74.15 45.27+10.74 15.15+4.28 458.45+105.42 16.07+3.52
WBITE 98 45.12+7.15 42.14+14.15 166.85+56.26 20.14+5.96 8.45+2.71 576.09+122.74 18.56+3.77

2N 24.305 29.926 13.588 29.793 18.978 10.029 7.007

P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

K3 AEBITMRBEBTEIEME Nrf2 HO-1 KK EZHIER (v +s)
Table 3 Changes of serum Nrf2 and HO-1 levels in patients with different therapeutic effects (x+s)

i i) 25 n ALT(U/L) ASL(U/L)  ALP(U/L) TBIL(mg/dL) DBIL(mg/dL) Nrf2(U/L)  HO-1(U/L)
WAWITHT WA R 65  83.29%1563 91.06x19.63 216.29+55.96 42.22+0.63  13.44+3.96 5124110042  17.45+3.24
RN R A 33 90.25%16.26 100.24223.15 335.26278.52 51.29+15.12  18.52+4.19  352.16289.52  13.3522.71

1l 2.055 2.058 8.647 3.612 5.886 7.735 6.241

PAH 0.043 0.042 <0.001 0.001 <0.001 <0.001 <0.001
WY WA R 65  38.52+0.63' 37.41+845 139.63+44.17° 17.28+3.96'  7.55+2.01° 598.41£124.71° 19.24+2.89"
RN R A 33 58.11%15.26" 51.45x10.22° 22047+59.63' 25.78+5.19° 10.22+3.12 532.14=101.12° 17.22+3.12°

1l 7.761 7.235 7.586 0.021 5.126 2.641 3.183

PAH <0.001 <0.001 <0.001 <0.001 <0.001 0.010 0.002

: S5IRITHT L, P<0.05,

2.4 BRI IR RS R A

Z o L2 R 00 R 45 A8 1 VIF{H<3, A8 i
ZIAfFEZ HIL B . Logistic ¥R & 4 HT1 i
7N R ELAM Y AT HT AST \ALT . TBIL \DBIL ,ALP
S Nef2 \HO-1 7K V- 53697 b 2 BUOR AH G (P<
0.05) , Z HZE /¥ s, B4 IR 7 AT AST
TBIL .DBIL . ALP Nrf2 . HO-1 7K & 52 iy J7 i
ST AR DGR R (P<0.05) . ILER 4.

3 itip

FE A B 453 403 A R AL 52 2% R I oA
FRG 2R A A R P R AR, 2 B R
THIR AR 475 S8 2 SR A R 5 201 ml D i R

PEUES % Nrf2 J 8 3 240 B 5 Ak 61 405 1) % g 1A
T ENT Nrf2 5 Kelch-1 FEFR A SN ik ¢
EASA A TIEPRE AR BCRE T, W& ]
RAMRE R B AL, Nef2 S50 s F
5 IR MU AR LR R BRIRDLIA E 4k
o7 38 S 07 B A0 B ot 4l 2R 2 B RO . HO
ST A EL S AR N B, B 3 R T
fiti , HO-1 ZEMLAA IE 5 R TF 3222 49 A7 7 1l 20 i X
WA TR BR B AR BN, AL I NE L M E L B
G AENIRE MR A RO R, HO-1
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T BHL A5 5% 25 21 2% 2 580 E T, o5 —Jr e it
LRt =y A ) R AR AL PR s A SUME
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Table 4 Influencing factors of treatment response
s B LS ZHZE B

ORMH 95% CI P1E ORH 95% CI P1E

P AL (B ) 1.296 0.943~1.780 0.111

AR 1.370 0.974~1.927 0.071
P B L/ A ) 1.510 1.205~1.892 <0.001 1.454 1.100~1.920 0.009
IRITHT AST 1.650 1.094~2.491 0.017 1.631 1.274~2.087 <0.001
JEYTHT ALT 1.510 1.051~2.170 0.026 1.459 0.984~2.164 0.061
JAYTHT TBIL 1.330 1.068~1.656 0.011 1.249 1.018~1.531 0.033
VAJT I DBIL 1.372 1.038~1.812 0.027 1.335 1.049~1.699 0.019
JRITHT ALP 1.815 1.486~2.216 <0.001 1.406 1.112~1.779 0.005
YAYT T Nrf2 0.698 0.526~0.928 0.014 0.518 0.518~0.955 0.025
YAYT AT HO-1 0.591 0.358~0.976 0.041 0.506 0.433~0.953 0.028

WEEAEH o Nrf2/HO-1 1 Ry 5 U1k R 380 VT A 5%
{14) 308 6% 12 A R D AR R 4 405 2 A D s e
HOEHE— RN . AAWFIEES R BN, 5 IE R I
2 B A, R A R S0 2R 3 IS Nrf2 ,\ HO-1 7K
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i 3 AR N o RIS AR IESE Y I
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A UE X —
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S b SRR, N2  HO-1 R 8046 1 Bk
KW, SRR IR ARUE A & AR A OG , oK F—R B
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RIRYT AR AR HLAR BT A AR SRR T T
Ll AN [) 07 285 S I S8 3 45 e b 25 5, 28 R AP 4
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(# Z] BB TG B- P MEIK 5 ME KK S 5 5 i i 55 f 28 B A BB ORI E R
FiE AT 2020 4F 1 T & 2022 4F 4 3 RV M TN R I B 42 52 B Ted TR R 1Y 90 461 £ I DR SR AR R
JOTIEARR 24, X IR (n=45) 1552 & B RREE IS TR, AR AL (n=45) 1 4 B R A1 THE 5% Bl 2 BT, L
A 2H BEAS S B0 I R KR S LRSI P4 (VAS) , 4387 L3 B- P MERK (5 HE AR K S 55 5 i
Hi S5 mh S BB ORI G R . G5 R PRI AR e IR A8 £ AR ] R rp s o b g,
ERTHEITHE XL (P>0.05) . H5ARJG 1 h LE, B ARG 6h (15 VAS P43 2 B 8 FEA, 1055 8- P HERK
(B-EP) AR MERK (DYN ) K-35 B 8. T i 5 ELURER AU AR 5 1 h 6 h [ VAS TF4- YK X4 BR 41, 1L 7% B-EP
A DYN K3 g TR, 2 %/ G022 X (1=3.100,3.235.6.086 ., 5.117.,4.091 . 5.142, P<0.05) .
Pearson AHICE BT 45 3 R , I B-EP .DYN /K- 5 HES5 i 28 BHI B b gs RS VAS 343 2 A G (P<
0.05), &t MESHIZBHA H T B MEFARWEURSCER B %, H 5 Mg B-EP .DYN /K2 YA .

[REIR] B-AMERK; SRMEK; PR 5 MESS P ZEBH I 5 FEUW

Relationship between serum 3 -endorphin and dynorphin levels and the analgesic effect
of paraspinal nerve blockade for renal tumors

XU Qian, ZHU Ai, GUO Yansong, WANG Mingli, ZHANG Huiling, ZHANG Airong*

(Department of Anesthesiology, Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the relationship between serum B-endorphin and dynorphin
levels and the analgesic effect of paraspinal nerve blockade for renal tumors. Methods The clinical data of 60
patients who underwent renal tumor surgery in Cangzhou People’s Hospital from January 2020 to April 2022
were retrospectively analyzed. According to different methods of analgesia, the control group (n=45) received
surgery after general anesthesia, and the observation group (n=45) received paravertebral nerve block before
general anesthesia. The basic conditions, serum indicators and postoperative visual analog pain score (VAS) of
the two groups were compared. The simulated pain score (VAS) was used to analyze the relationship between
serum [3-endorphin and dynorphin levels and the analgesic effect of renal tumor paraspinal nerve block. Results
There were no significant differences in gender, age, disease duration, body mass index, operation time, and
intraoperative blood loss between the two groups (P>0.05). Compared with 1 h after surgery, The VAS scores
were significantly lower at 6 h after surgery in both groups, and serum {3-Endophilin (8-EP) and dynorphin
(dyn) levels were significantly increased. And the VAS scores in the observation group were lower than those in
the control group at 1 and 6 h after surgery, and serum (3- EP and dyn levels were higher than those in the control
group, with statistically significant differences (r=3.100, 3.235.6.086,5.117,4.091, 5.142, P<0.05). Pearson
correlation analysis showed that serum 3-EP and dyn levels were negatively correlated with postoperative VAS
scores in renal tumors treated with paravertebral nerve block (P<0.05). Conclusions Paravertebral nerve block
has a significant analgesic effect in renal tumor surgery and is closely related to serum -EP and DYN levels.

[KEY WORDS ] - Endorphins; Dynorphin; Renal tumors; Paravertebral nerve blocks; Analgesia
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- 1706 - BTEWIEIGITAGE 2022410 4 45144 %5103 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

' ek e 2 WA PR DL A e, TR 2 SR BR
B I 1 20T F B, Bl TREEAE T
ARAN5 S TF- AP , ATI AT 5 6 LA 9158 20 1% 107 %
B, AR TFRERGERE . 2 BRI EA T
Jf FH R o (R B) e 2R 24590, Rl RE 23 3 R I R
I O G E T R R A, 2 R U . AR R
HH , 52 # 25 BH 7 ( Paravertebral blockade , PVB ) B£
A BRI T WIE TR BRSO A A
FI TR A ARG R R R,
I, ASHIEFE 43 B 90 51 5 i ied T R BB B I R WY
PRVTH MG B- PN MR 5 ME KK 7 5 B iy 4 5%
P22 B BRI AICR M C R . IS SRRE 4T

1 AR

11 en

ST 2020 £F 1 7 2 2022 4F 4 A 7RI TR
= Bt 42 32 ' I Rd TR 1 90 1] £ 5 i R L, AR 4
B VR e R R RO SR 2 . N A BRI : DAF
W TE 18~65 % Z [1] 5 (2) 3 [ JR 4 I /3 2% (American
Society of Anesthesiologists, ASA) ' 432 1 ~ 11 2%
B bR £ 5 B TT ™ H O I, TG I AR s S
TCHG R RS O S @I R BT RS2 3 . ASA 43
9 TR IR AN ELSE REIREEHR X R
[ B NI B =% SN 8 T B S R | R S SN
AR R PE , A E A RERZ B
LD REAR 4> , R —MRR B A TR T LA 52, KU 55
AN T4, 9 NA T E 0 R GEVEY , A H )
RESZ 3L (EAERESE N . 173l 2B, ARk
TAERE 1, AT T AN RR B AT — 5 Y BT XL
W5 IV 9%, 5 N A ™5 1Y RGN , 24 5N
A, R Bk TAERR )T, &%
L B e e 0 TR N L S B N
R AR R s V4, 9 A 17 78 50, Biilm ST T, KURS: 44
L R FR S0 fa b o HERR AR fE . OF ™ &
O VE IR 0, R JE HE ICU 4R SR Y7 47 5
QBE MY BE 7 s OEIIRATRT AL 259 52
1.2 ik

Xf B 3 52 4 B BRI IS TR LS4 7 & B
JRR T A7 HE S5 A 28 BEL Y L s an T - (D ST ki
6 M A A A, 4 g JRR T T ST it AR 00 A 552 [R] B
BEL# o 7 A2 T10 MESS 6] Bt , >R FOR (0 22 35 4 8
LIRS BB E 2 A, LA 1% B 2R R 5840 R
B BRI o >R 7S 1 TT PN 2 ) 2o 2 BT

LRV = I G it o 1 = A L Lo R o 7R
1% % WE - 100 mg+4F 25 5 we+4: #iEh sk 4k 20
mL, 15 734 5 SEA TR I 1 I e e st . R
15~20 min A BRI 100, 6 B ROR . QF 74
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THRR () PEATALEE R (56 . TTHECPER)
Fn(%)$R R 2 K5 . R I AH OC P 53 B il
T8 B- P MERK 5 M K K ST 55 5 g 4 55 b 25 BH iy
BURACR VAS TFAr &R, P<0.05 A 2R A 41T
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PIAAPER] AFIE e AR BT E TR A R
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x1 MAERRBREFARERPELR [2(%), (x£5) ]

Table 1 Comparison of basic conditions and surgical indicators between the two groups [n(%), (x=s) ]
. ) o " ) . . 8 -
201 n i % AR (%) () R E (kg/m®)  FREE (min) - A H 1L (mL)
J
L2 45 27(60.00) 18(40.00) 38.36+10.34  2.45+0.79 21.68+1.06 92.16+16.32 118.34+8.27
X e 2 45 29(64.44) 16(35.56) 37.42+9.87 2.56+0.83 21.79+0.94 89.74+15.83 120.46+8.63
1/t 0.189 0.441 0.644 0.521 0.714 1.190
P1H 0.664 0.660 0.521 0.604 0.477 0.237

B 4 B AEG, 1ML ¥ B-EP A DYN /K34 B i 7 5
HWEH ARG 1.6 h(f) VAS ¥E5 K T XF a4,

1L 7% B-EP Al DYN /K F- ¥ 55 F 3 HR AL, 2% A 4
R E L (P<0.05), WLFE2,

*2 WHARF1h.6hH VASTES I17E B-EP #A DYN /K FHIELEE (x+5)

Table 2 VAS scores and serum levels at 1 h and 6 h after operation in the two groups - Comparison of EP and dyn levels (x +s)

a1l . VAS (/1) B-EP(pg/mL) DYN(pg/mL)

ARJG1h ARJ56h ARJE 1h RJG6h AR 1h RJF6h
pUESAN) 45 4.21%1.01 3.34+1.08" 421.95+85.08 466.32+81.96* 140.06+12.65 154.32+14.82°
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Effects of dyslipidemia on chronic non-malignant pain in elderly patients with femoral
neck fractures undergoing unilateral total hip arthroplasty

DONG Linjian, WU Ling, LI Yuanhai*

(Department of Anesthesiology, The First Affiliated Hospital of Anhui Medical University, Hefei, Anhui,
China, 230031)

[ABSTRACT ] Objective To evaluate the effect of dyslipidemia on postoperative chronic non -
malignant pain (CNP) in elderly patients with unilateral femoral neck fracture who underwent total hip
arthroplasty. Methods A total of 176 patients were selected, aged = 60 years. According to blood lipid levels,
they were divided into the dyslipidemia group (group D) and the normal blood lipid group (group C). The
general data of the two groups of patients were recorded, and the NRS scale was used to evaluate the pain score
at 24 hours after the operation. After 6 months of follow-up, the NRS scale was used to evaluate the pain
situation at 6 months after the operation. The postoperative chronic non-malignant pain between the two groups
was compared. The incidence was compared; and the blood lipid indexes in the pain group and the non-pain
group were compared, and the CNP-related blood lipid index factors were analyzed by multivariate Logistic
regression. Results A total of 140 patients were included in the final analysis. There were 46 patients in the
group D and 94 patients in the group C. There was no statistical difference in general data between the two

groups. There were 44 patients with postoperative chronic pain, with an incidence of 31.43% , including 21

AR B A AR B (1301042204 )
Ve s B EA R S5 — W B B R & K RARAL, i, -2 230031
*iBAEVEH : &L, E-mail : liyuanhai-1@163.com
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patients in group D (45.65% ) and 23 patients in group C (24.74% ) , with a statistically significant difference

(x=6.43, P<0.05). The total cholesterol, triglyceride and LDL-C in the pain group were significantly higher

than those in the non-pain group, and the difference was statistically significant (P<0.05). The results of

multivariate Logistic regression analysis showed that the OR values of total cholesterol, triglyceride and LDL-C

were more than 1, but the difference was not statistically significant (P>0.05). Conclusion Dyslipidemia may

increase the incidence of chronic pain after total hip arthroplasty in elderly patients with femoral neck fractures,

and the regulation of blood lipid levels may prevent postoperative chronic pain.
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fracture
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I, ASHIFSE A E B2 DAl IR S 6 S ) i 3
B PTAT A O B AR B RS 18 PR R TR
I 5 )

1 #RE5FZE
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Table 1  Comparison of general data and incidence of
postoperative chronic pain between 2 groups [ (x+s),n(%) ]
b5 D#(n=46) CHl(n=94) 1t P1H
A (y) 69.61+521  68.36+£5.03 136 0.176
51 (F/M) 18/28 33/61 0.556 0.456
BMI (kg/m?) 24.02£324  23.02#2.76  1.90 0.06
F AR B (min) 77.0£31.35  75.32+427.59 0.324 0.747
BREERHE] (min)  106.52+30.71 105.01++31.55 0.268 0.789
AJa AR (d) 6.26+2.67 6.55£2.23  —0.682 0.496
MLLEM (g/dL)  123.09+14.41 126.53+13.20 —1.407 0.162
MM (X10/L)  203.54+71.23  195.21+61.58 0.714 0.476
BNFEE N (W/L)  17.85x8.87  18.90+11.70 —0.541 0.59
BRI (W/L) 22024674  22.41+8.08 —0.285 0.776
MLVERZ A (mmol/l)  6.06+1.81 5.86x1.66  0.655 0.513
L7H U (mmol/l)  65.35£22.54  59.10+17.25  1.816 0.071
A J5 24hNRS (43) 2.43+0.75 2.57+0.80  —0.92 0.359
e I 20(43.48) 45(47.87)  0.024 0.867
W4 PR 7(15.22) 12(12.77) 0299 0.585
ARG 18T 21(45.65) 23(24.47)  6.43 0.011

x2 FREASEXBAEREERMASIEIRIEER (v£s)
Table 2 Comparison of lipid parameters between pain group

and non-pain group (x +s)

P B3 ST

-
‘}EI*/‘F (I’l:44) (n=96) t{ﬁ P{.ﬁ
SHEEE (mmol/L)  4.97x1.15 4.55+1.01  2.174 0.031
H =M (mmol/L)  1.900.94 1.48+1.10 2143 0.033
HDL-C (mmol/L ) 1.21+0.34 1.25£0.32  —0.679 0.498
LDL-C (mmol/L) 3.12+0.93 2.8020.87  2.167 0.032
mm EIRE A .
B (mol/L ) 3.66+1.03 343091  1.343 0.181
AR FERR 3 A .
JEL 7 (mol/L ) 0.56+0.26 0.52£0.46  0.622 0.535
HIEEH AL(g/L)  1.29+0.31 1.20+0.22  0.033 0.974
#HAgHE I B(g/L) 0.92+0.23 0.86£0.22  1.342 0.182

BEHE T (a) (mg/L)  285.68+303.34 232.51+242.69 1.11 0.269
WIS R (mmol/L)  0.41+0.18 0.38£0.20  0.747 0.457

&3 CPSP A Logistics BS54
Table 3 Multi-factor Logistics regression analysis of CPSP

SES BIH  Wald{i ORI{H 95% CI P1E

SREEE 0102 0.083 1.107  0.555~2.208  0.773
Huh=f 0215 1.072 124  0.825~1.863  0.301
LDL-C 0.193 0.23 1212 0.552~2.662  0.631

3 it

ST B AR R e — R AR
ERARERTUS, BRI RES BRI
AELUEL A4 SR A A, ot 2 3 Jo i 7= 2 G i
SR AR i 1 T R 38 A TR B XU A
WAMYBEST A o AR5 2EPEHR X CPSP /Y3



- 1712 - ATEWEIRIT ARG 20224810 A

14 10 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

AR A IESE SRR G 2P 2 2 AF
X E ARG 6 A~ H &L CPSP 1 2l 57 & [ Al
", 1M Latijnhouwers %5 JEAT 1 —3 Z o WL
FENE R B =4y 2 — W B e BHR BEIRE
A S5 R B AELAATT T 5 25 SR 3R B A i G
WE AT E—F SRR S ARG 8K
IR TG G T e 19 1 A BT A B A TS R
B A S DI REIR S 1 S D S5, 45 3R W LAl B
J7 AR T T THA FARIRZEGES , 2R
FURIAR T IR AE AR 4~6 /NI NS5 it | 2k
TRFLEE IR B | Jiang 25 Y BFST 4SS KR T
5%t BRZHAH L, 3232 e 81 COX-2 M1 FIIA Y7 I
HIWVAS P B E G, L, AT RE A
T8 BHL | A S (e COX-2 il 7904 S #RFG
() — AR Y7 TR 25 3 A 2 I

PR A N 25 0 A % T =X el 28, CNP KR
H 8 22, 3 ol S5 3% ONP 8 35 4 J7 v Bl 264
R L X g & T XX s 25 AE
& BB H #5600 . BIR CNP B & S5 T AT
CNP A 56 1 7 U R 28 1 567, fHL 31 H i A 1k o1
P IA WIH ) CNP XU PRI R B o A T 2
WF5T F B AR 5% T AE & CNP &4 & SR fa
W& . HbAk, CNP AT RE 5 I g 5 8 o B 2L .
JIg JB -9 9 O 2R AT B S WLT] (1) < AH G F & AR CNP
55, IG5 H T AE T 200 A A0 Tk BB A,
CNP AJ G852 ik >R %8 1 i i B KA R e o &%
I RWFFE B , IR 55 1T BE & CNP d5 8 221 [
R AR TS 5 CNP ARG, (E1RE
B I 55 0T AR 2K e N EE CNP, W8 A
T CNP A SR B AU . Wang 25 [al Jai i 43 A
T 436 9% £ (%) FNFS (3%, H o 220 i) CNP, 2%
7K HDL #1 LDL ¥ i /2 5 CNP A& A4 1 25 AH ¢
() ME— 78 H . 8 LDL FMIE HDL ¥ B T 2 Kk £
BB H CNP RAEMHEE R F R, AR
P22 AT BN 4 4 50T B B R AT B SR
NS 54 23 AR S5 CNP & AR 3R K4 5 3R%
AL AR br b R A S it 2 5, 12
PA 2 [ U5 20 7 IR 40 B 31 B0 — 301 1 g 5 # 5 CNP
A OE, AT e 5 IRATT A B AS A X D K
X F A CNP & H T &, 108 A9 2 oy 81 2L,
fIk LDL #0115 HDL ¥k 5 &R 7] 58 X il [ CNP A | .
CNP 545 3 (14 5 B A PRI A 50 A8 A0 AT 6, A3 Ak
Jel e X BT BT R4S B 19 R B R B R S

69 G R LS DU RA S 7/ PN S uale o R K
SN, A0 A0 A 3 1) S MR S B PR )
IR I AR — et i AR R 1 5 O i 2 A
S FIE P WSO RO SE A e 2 n R R
JIEL 51 2 K - T e 8 v A L (AP %% 32 i 2 1 K F-
i) AT REJZ CNP AR Y L fE R R R

MR H 25T CNP Bk, B T AR e 9%
PRI OAE T o IR 5 5 S KR AR RE AL A
A KURE 3G I AR oG o Z2 AT TS R A, Bl bk ok A At
P2 fie k22 T IR A7 1 A8 b 2208 5T 5 R A
TS EUIR S ) CUn S8 AR 50 P38

BT B 45 X AR A8 MR B TR A T AR
LR AR A Y 9 42 AN A0 RT LR £ 35 1
P Y AR, EERE TR ARS8 PR . HA AR
FEAS AR BN, AR A 8, R T7 G
— R AR B HERR AR U T R E— b 2
O RBEA I RTIE PRI

2% 3k

[1]  Larsson C, Hansson EE, Sundquist K, et al. Chronic pain in
older adults: Prevalence, incidence, and risk factors [J].
Scand J Rheumatol, 2017,46(4) :317-325.

[2] Yoko Sugiyama, Hiroki lida, Fumimasa Amaya, et al. Prev-
alence of chronic postsurgical pain after thoracotomy and total
knee arthroplasty: a retrospective multicenter study in Japan
[J].J Anesth, 2018,32(3):434-438.

[3]  Vieira G, Cavalli J, Goncalves ECD, et al. Effects of simv-
astatin beyond dyslipidemia: Exploring its antinociceptive ac-
tion in an animal model of complex regional pain syndrome-
type I[J]. Front Pharmacol, 2017,4;8:584.

(4] EHCS/NE CRPIEB, A5 RS 515N BI85 7 15 )
it BEL 4 7 I T 5 A B A A O L R SR B T LT ],
R 4 5 45, 2020,4(4) :210-215.

[5]  Thong ISK, Jensen MP, Miré J, et al. The validity of pain
intensity measures: what do the NRS, VAS, VRS, and FPS-
R measure?[J]. Scand J Pain, 2018,26,18(1):99-107.

(o]  PEAMNESFEPIAEMEITIREGZ 2. PR
fi 5 B 6 48 (2016 SR TT O (1], T EJEFR 2%,
2016,16(10) : 7-28.

[7]  Schug SA, Lavand’ homme P, Barke A, et al. The IASP
classification of chronic pain for ICD-11: chronic postsurgical
of posttraumatic pain[J ]. Pain, 2019,160(1) :45-52.

[8] Boye Larsen D, Laursen M, Simonsen O, et al. The associa-
tion between sleep quality, preoperative risk factors for chronic
postoperative pain and postoperative pain intensity 12 months
after knee and hip arthroplasty[J]. Br J Pain, 15(4):486-496.

[9] Dahlhamer J, Lucas J, Zelaya C, et al. Prevalence of chronic
pain and high - impact chronic pain among adults - United

States, 2016 [J]. MMWR Morb Mortal Wkly Rep, 2018,
67: 1001-1006. (F£%1717T7)



BT SIHRYT 4 20224610 7 #5144 451041 J Mol Diagn Ther, October 2022, Vol. 14 No. 10 - 1713 -

. a
.’I,/a 3 e

EGFR21 52728 FHYE A e ] NSCLC Wigh 5 = 25 &
1B P

FHAR wmARS FAA

(8 =] BR W =2 A7 R A K 7324k 21 (BGFR21 ) 5875 FH M A9 e 011 /N4 i
Jifi s (NSCLC) SR I . 3% BEE 2018 4F 2 H 5 2019 4F 2 F 28 52 59 i 45 DU EE B 120 5] EGFR21
Z788 B Y 6351 NSCLC M35, BEHLAY N 3 20, B4 40 1], % IR A 2H 5% JFH 2% Bz 2 K IR 132 A - Tk G R ik il
7 (EGFR-TKI) +1% 26 i 28 —4hi6 97, %118 B 240 EGFR-TKI+ U1 A4 0k B 403557 , W< 4] EGFR-TKI+ Il
FRMR BB+ 15 26 M 2E B3R Y7 o L3R — 4G PRYT AL IR YT WIS e 4 i 0 [ R (CEA) Bl 28 e it
125(CA125) 2B F 46 11 19 A BB 21-1(CYFRA21-1) 1 i 98 JC ik S A= 47401 (PES ) s A 773 (0S)
KAz ath, R OB EM RS T3 AL X B 4, 2278 G223 X (4=6.068, P<0.05) ;
VRIT 1.3 AT RS WEE4H 1T CEA .CYFRA21-1,CA125 K EHE T-XF I8 A 2 KR B 40 , 22 S A S it
B L(P<0.05) 53 i/ D | b 20 2 D RE SR kAR AT L, 22 RS TR R L (=0.565,
0.082,0.091 ¥J P>0.05) ; Bii)i 3 4F , WLEE 4 1 i PFS .OS K FXI B A 40 XIEB 4., &t —HEKATE
EGFR21 %78 B 1916 35 NSCLC B 1697 h 3R H Ak .

[EiA] R ARKEFZM21; dE/N il ; MogEir sy ; ARBERST; KreMh 2 4

The value of two-drug versus three-drug combinations in EGFR21 mutation - positive
patients with advanced NSCLC

LI Fuyu', TIAN Chunyan®, LI Taotao'

(1. Department of General Oncology, Qinhuangdao Fourth Hospital, Qinhuangdao, Hebei, China, 066000;

2. Medical Department, Qinhuangdao Fourth Hospital, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To investigate the application of two-drug and three-drug combination in
patients with epidermal growth factor receptor 21 (EGFR21) mutation - positive advanced non-small cell lung
cancer (NSCLC). Methods 120 patients with advanced NSCLC with positive EGFR21 mutation from
February 2018 to February 2019 were selected and randomly divided into 3 groups, 40 cases in each group. The
control group A was treated with epidermal growth factor receptor-tyrosine kinase inhibitor (EGFR-TKI) +
pemetrexed disodium, the control group B was treated with EGFR - TKI+bevacizumab, and the observation
group was treated with EGFR - TKI + bevacizumab Antibiotic + pemetrexed disodium treatment. The clinical
efficacy, tumor markers before and after treatment [carcinoembryonic antigen (CEA) , carbohydrate antigen
125 (CA125), cytokeratin 19 fragment antigen 21-1 (CYFRA21-1) ], Tumor progression-free survival (PFS),
overall survival (OS) and safety were compared among the three groups. Results The disease remission rate in
the observation group was higher than that in the control group A and B, and the difference was statistically
significant ( x°=6.068, P<0.05). After 1 and 3 courses of treatment, the serum levels of CEA, CYFRA21-1 and

CAI125 in the observation group were lower than those in the control group A and B, and the difference was

EEFR AL BT E AL RAE LHER B (202004A043)
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statistically significant (P<0.05). There was no significant difference in the incidence of thrombocytopenia,

neutropenia and abnormal liver function among the three groups (x°=0.565, 0.082, 0.091, P>0.05). After 3

years of follow-up, the median PFS and OS in the observation group were longer than those in the control group

A and B. Conclusion The three-drug combination is more effective in the treatment of EGFR21 mutation-

positive advanced NSCLC patients.
[KEY WORDS ]

disodium

IO e A N R R DL P e g e R T

Jib g 0 A, R R B N S R A Sk S R
F”, 4K, EGFR TKI —Z 25 W Bk G697 R 1
He K A F 52 4K 21 (Epidermal Growth Factor Recep-
tor 21, EGFR21) & . -1~ 5 722 BH 14 1) 16 1 A /) 4 i
filiJ# (Non-small Cell Lung Cancer, NSCLC ) 15 2| Ilfa
PRIz A, I UESE A O . Han, B ARG
T EGFR21 &b 1.~ 5 748 BH 4 1) e 01 =1 /) &4 e i 98
MIBETT , 22 R 3 B A DR 52 1A - 1 2L 1R 13k it 4100 1)
7 (EGFR-TKD) ¥k A5 16.97 5 EGFR TKI Bt A Bt 1fi &
AR 2GR, = S 2 IA B AE DG A .
DUAR R BT — Fh B4 N K A K IR (Vascular
Endothelial Growth Factor, VEGF) [/ # [7] 25 4 , H
"] 5 VEGF Z AR5 5, 541 VEGF, M i i 2141 1l
i 9e it 5 A i BUR IE PRI PE T . A A S
TESE, DU AR 2k B b 5 85 38 i 3R K5 IR 0T
NSCLC #] & Z 4 mI7 8, s s o ARWFFE4)
ISR = 2564 X EGFR21 4 - 5848 BH 44
1) G S A /0 A48 i 9 %) 52 o), DA B 4K B 3 A A
B, R IR T SR HEE 2 hLss

1 #RE5HE

1.1 SRk iR

PEFE20184E 2 H 2 20194E 2 A ZF 2 I
% B 24 15 49 s 1 19 120 151 EGFR21 A i - 28 7%
BH A 7 6 39 NSCLC 235, 55 64 il , 2 56 3] ; 4F- i
P17 (62.58+10.12) % o SR HURE AL B 50 | 1
ZARX R RAZ eI T PR AL #1011
B HBEAL O A 3 40, B 40 Bl . = 4IPES) AERE
S B4 TR I DR 4 B A — ORI L, 22 S g it
N (P>0.05), W#E1,
1.2 BRI

Yy AFRUE . DFF A AL Wik e 24l 812F
#4512  NSCLC, b/IV I ; @1 & EGFR21 275 [
PE s @UUE AR Z T PR IR T ;s @R M KR
VG Rl E AT o HEBRAR I : OEGFR B A4E R

EGFR21; Non-small cell lung cancer; Tumor markers; Bevacizumab; Pemetrexed

F1 ZA-BEBER [(n(%), (xs) ]
Table 1 Three groups of general data comparison
[n(%), (x+s)]

I 5% 4] A A 4 T HE B 4
S vty R
MR (B ) 20/20 23/17 21/19  0.469 0.791
s (5 61.25+6.52 59.89+7.10 62.00+6.87 0.680 0.379
I L A1 0.470 0.791
i Jas 23(57.50) 20(50.00) 22(55.00)
i3l 17(42.50) 20(50.00) 18(45.00)
M AR 4319 1.268 0.530
1Mo A 22(55.00) 19(47.50) 17(42.50)
IV 18(45.00) 21(52.50) 23(57.50)
g7 A 1.132 0.568
iV 35(84.50) 37(92.50) 34(85.00)
A% 5(12.50)  3(7.50)  6(15.00)

QA I A ENE M OB IF VHE O
il ) K IV ZR G D RE B g & s @S AR 2% B RS A L
Ho AR AEGACPIZ 5 2l i .
1.3 RIT ik

BT A7 R 3 34 6 ki 12 I 4A , 75 mg/m?, d1-d2/
di-d3, ZEH AL LA TUTRIRIF T E . O IR A
2H : EGFR TKI+3% 3¢ fth 28 44 , i Dk v 35 55 il 28
G o e R S /AN I S 2
H20080230, ¥k 0.5 g) , 500 mg/m?,d1, a1 4 H 1
MK 250 mg AR e (VLA E S 2= 25 e A PR A ]
25 Ui - H20203215, #L4% 0.25 ¢) . @XTHE B 41 -
EGFR TKI+ DR BT, i i DAk S (G54
25 BRI T, FE 25 15 $20190040 , HLA% 100 mg :
4 mL), 7.5 mg/kg,dl, A4 H H Ik 250 mg %5 JEF
JE. @WIELL : EGFR TKI+ U1 bk di+35 26 28 —
B, RO TERE 25 1 22, 500 mg/m?, A1 EHRKIE I DA
PREAHT, 7.5 mg/kg,dl, B H R 250 mg FAEEE .

R 3 AHPIRI 3 FRYT TS WV 21 d 452
19,33 7 RE
1.4 WEFE R
1.4.1  JPROTAL

K 52 A 988 7 R4k #5 ME (Response Evalua-
tion Criteria in Solid Tumors, RECIST) "' # 17 A Ik
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W 55 B J7 50V, 52 45 2% fi#t (complete remission,
CR) : kb5 Al %, ToHr A m kL, I bRy /)8
F LB, PR X AR S B J 4 8] 5 5543 2% % (partial
response , PR) : i3 fi K AR Rl i 2 FRAIG 30% , 4k 45
Bsf 1) e 21 4 8] 5 9% 17F )& (progression disease , PD ) :
IRk B IR e ke e A T U A ] 5 /)N
1B AH bb 2 2D B0 20% 5 95 55 B2 € (stable disease,
SD) : i &t A8 fb A T PR PD [H] . %% 2% fifg 5 )
CR PR Z Al i SR T 73 L
1.4.2 iR REY)

RITRT AT 1.3 e kA 3 L H =
Jif K L B R0 A B (0 BF R 10 miin, 2500
24210 em, B0 K 3 500 r/min ) , iz FH i 8 902
R I 3 0 5 M 28 BT IR 125 (CAL25) |9 IR Bt i
(CEA) & 1t 5 1z FH HL Ak 27 0 o 2 00 o 200 M A 2
19 F BEYUE 21-1 (CYFRA21-1) K454k, F R BT
ARSI T FH R0 6 1 b T G A A BR A ] 4
it R0 3 G U 45 A AL T
1.4.3 mHIYTFARL

Bl VT 3 47, WL i 2 BT 28, o R A A 40
(progression-free survival , PFS ) #§ MG 7 2 H 4 4=
B AT AnT A5 ek 96 9 e 7% B R 1 1 I SR I ]
A A £ (overall survival , OS) 8 MR YT H 4 5]
A SRR BE T 22 (] R B[]
1.4.4 Z42k

F 5 A T A 40 21 (World Health Organiza-
tion, WHO ) A7 R S 4 Ji 98 245 4 2 @l S 1z 43 2
XPABFGE 3 20 B E 25 A RS AT 4090, N %S
AL FE L /N A 2D e R 2 B sk 2 | ) RE SR
S0 0~V
1.5 GeitEirk

K1 SPSS 23.0 A A0 70 A AR S K dls , T B
Bl Gxs) RO, ek 5, TR n (%) Fow, ¢ K
B, Z ] LA AT R 3R O 25 0 i, PR LR
J LSD-t £6; % 45 2% ¢ F 5% H Ridit 70 Hr, U K 46
P<0.05 M 254 GeitA i o

2 #HR

2.1 HAIGIRIT R A

L G G2 F R LA R > X IR A 2> %
M B A, ZRAGIFE L (P<0.05), W2,
2.2 = ZH M IR bR R KT A

=HIGYT HIIMLTH CEA .CYFRA21-1,CA125 /K

®2 3HERKRTRLE [n(%) ]
Table 2 Comparison of clinical efficacy among the three

groups [n(%) ]

PI
fif %
WELL 40 4(10.00) 22(55.00) 14(35.00) 0(0.00) 26(65.00)
XTHE A 4140 2(5.00) 15(37.50) 19(47.50) 4(10.00) 17(45.00)
X B 4] 40 1(2.50) 15(37.50) 19(47.50) 5(12.50) 16(40.00)
7 1H 6.068
P1E 0.048

P, 22 5 g E L (P>0.05) 53697 1 M7

3T AR A 3 4 1ML CEA .CYFRA21-1.CA125

IKE<IBITHT, HMEL L <X A 4 ¥R B 41,225

A G L (P<0.05) 53697 1 TP R 3 T RIS

YR A ZH X B 41 17 CEA .CYFRA21-1,CA125

AL, 22 7 RS H2E 8 L (P>0.05) . W3 3,
3 ZHMBEMEREWARTELLE (vs)

Table 3 Comparison of serum tumor marker levels among

4% n  CR PR SD PD

the three groups (x+s)

CEA CYFRA21-1 CAIl2

I} ] 4151 " (mgmL)  (nglL)  5(U/mL)

JRIT HT WL 40 65.69+10.32 7.32+1.48 28.32+4.97
I AZ 40 68.10+9.12°  6.98+1.65" 26.47+5.22"
YHEB 40 66.95+£9.87" 7.10+1.32° 27.11+5.10°

F1i 0.607 0.812 1.359

Pl 0.547 0.476 0.261
VWIF 1A WLl 40 43.65+7.63  5.00+1.01 21.10+2.89
IR YARAZ 40 52.98+6.74" 5.87+1.32" 24.31£3.00°
YHEB 40 50.32+8.12" 5.63x1.11° 23.89+3.24°

F1H 16.348 6.065 13.117

PAH <0.001 <0.001 <0.001
VAIF 34 W 40 14.32#3.10  3.00+0.38  14.25+3.00
Ir R YARAZH 40 25.65+4.32"  4.85+0.59° 21.32+4.32°
SHEB4 40 27.00+4.19° 4.72+0.46" 20.14+3.56°

F1{d 126.984 181.730 42.676

P1E <0.001 <0.001 <0.001

5 MERA A, "P<0.05; 501 I8 A 4137 IR AT HE L PP<0.05,

2.3 SR LRI

DU ~S2E 11| VANY iR AN R oy v | O AN VP )i
S EERGR AL R B ML, 2R 5T
e X (P>0.05), W4,
2.4 341 PFS 1 0S 4475 Hr

Bt 3 4%, WLg<eH a7 PFS i 9.5 4 H 4R A
HTHH X RB A 8 ML {7 OS hy 27
MR AH 2440 H B 24 MH .

3 it

EGFR-TKIs J& — P Fi% 2 12 [ 4100 i 751, 0T 4100 i)
EGFR i@ Ak , BH# H R 5 5 8 A 5, R
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F4 ZHBRIRMRERLE (%) ]

Table 4 Comparison of the incidence of toxic and side effects among the three groups [1(%) ]

R R 2 5] n I II I v Bk
i ek > WL 40 7(17.50) 5(12.50) 1(2.50) 0(0.00) 13(32.50)
X AR A 21 40 5(12.50) 6(15.00) 1(2.50) 0(0.00) 12(30.00)
XHE B 41 40 4(10.00) 6(15.00) 0(0.00) 0(0.00) 10(25.00)

PALE 0.565

PA{H 0.754
Fp P A0 ik WL 40 6(15.00) 5(12.50) 0(0.00) 0(0.00) 11(27.50)
X HE A 4L 40 7(17.50) 4(10.00) 1(2.50) 0(0.00) 12(30.00)
xR B 41 40 8(20.00) 3(7.50) 0(0.00) 0(0.00) 11(27.50)

pal 0.082

P18 0.960
JFShfig S5 WL 40 5(12.50) 4(10.00) 1(2.50) 0(0.00) 10(25.00)
X iR A 41 40 4(10.00) 5(12.50) 0(0.00) 0(0.00) 9(22.50)
YR B 4 40 6(15.00) 3(7.50) 1(2.50) 0(0.00) 10(25.00)

71E 0.091

P1a 0.956

Jfsgg Ve . B, I AR H A9 EGFR-TKIs 28254
AlEk e AR By e kAL e,
o 35 AR e I FH 5 o 3 3, ] A A0 o a5 A
B, BELA ek A R R A%t i A L e R T
JE4E  EGFR-TKI X T ] NSCLC & & 7 &k i 3%
{H EGFR-TKI 25 5 th BN 245, 35 hnia T e

B 6 i 2€ N — Rk BRAE BT, vl 3 A
) G R 3 D TR A R G T e i BEL i A
U A T TR A A T 1 A4 i, 00 o1 e 23 4
FEPRBE Si AR 20 P 9 A4 B 0 1, 3k BT R e B
B, HETE T iZ W HF NSCLC™', Zhou C %524
R 8 9 i ZE A T NSCLC |, /R
AEAERT ] B SR e, S E R RS 55 M 2E el g
HU i 958 £ TS A B Bl L AHL 5 AR A A AT AR
HHEFTIN R, bR i i | G A 5 A% 5 A A R
YIRS, 10 e 8 2 A B LS 5 T e it
[ HE A~ RN VEGF J&—Fh e 45 P9 B2 40 i A=
K7, ml g Bh BB BE AT AR N R R iA, iE— 255
5 IPfJRg I A A, i R MR R R R Y DR
Bk BT S —Fh Pt VEGF RO # [] 254, BEHE 1) M b
5 VEGF, #ll il VEGF 5 H: & iR 25 & J 4 B 1
FH, BEAR VEGF i il 8 A= sl 4 vl fEF F ek
B A, AR R Ak, A iR A A I RR
X Bk 21 %12 fF EGFR-TKIs #1251k 77 25 W) L5l |-
e DA R B b & I, EGFR 28 75 6 10 i i 58 2 L
7575 B BRAIR A B RITR YT, R TS 15 2 B &
W LIRS R IR S 24 1A A I R A 2
TN IR RO . it K R
AAEI, R it BRI SR AL T ALy AR SR L

— 2k EGFR-TKI+3 3¢ il 28 — 4l + DU AR R B e — 24
RETE, SR ER, WEHPMREZMEI T & T
IR A B 4], H {7 PFS .OS KX A B 41, i
W AT UL = 253565 3 30 ST A8 I A T PR 2 RS
2o DUREREGTAE  E FH T I R A 0l 754 )
TGIT 2, PR 00 A A ) TE R A e A A
A, B TR AR 1A DR, 345 T Y TRk R B &
A 45 5% il ZE A 2 I e 20 e 0 T 4 A EGFR-
TKI 4 1] 10 ] EGFR 3RS PEAE R, ol A 2008 &
PR sk R | BELS g VR RN G B8, S A A7 1
WAL, ASBIF 5T DA MR br o 4 T i — 2D AR SR
=G BRG  Z YU AUR , CEA L CYFRA21 -1,
CA125 J2 I R H F g br i g, gy 451 4l
FE Nt B v CAL25 KI8T 5, 12 W il s R
BB 3k 91.3% . CYFRA21-1 216 R FH R £ 1
bRy, FEEFRAFIiH 4181, Hk B 7F NSCLC
MBI RN, CEA BiHFH TIRKRMIESE
SR MR B WS RE I A A T A O R
Jit CEA , H LKV 5 i &2 & AR, A
WA R IRIT 1A 3 NIT RS AR 4L M7 CEA .
CYFRA21-1.CA125 /K-F-BIL T4 AR A 2 X R B
4], ] U, —4 EGFR-TKI+15 2% ] 28 — 4l + U1 {3k o
Pt = 24K & 1T A 2RI EGFR21 28 745 BH M A g 1
NSCLC & M br B st g . W%
VT RIAHT , AFSE oR , =R SO & A A
W25, UL R LB G, = 258BTR
SN B Y INEE RSN, PTRROR T 252 4
25 Ak, —2k EGFR-TKI+}5 26 il 2£ — 4+ Il
R R BB = 258 5187 EGFR21 2875 PHM: 1) 1 3
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I AR EHF MBRFH nEF 4

(@ Z] B8 HPH A LB G GoPD 3 H 278 28 (14 43 A 1 0, LA B4 B 5 5 BV 2%
JEHZ PSR =M CTR IR E S . Ak R AT A% B e A= JLR) 2017 4F 8 H % 2019 4F 3 HIUA Y
1348158 A= )L 9 B L O B 3500 00 ], Az B B0 43 (1)), % FLaHE A7 52 56 % M S R A 19 0 die R 4 o
FEXT 1341 LAY 49 51 g B B0 37 451), A= BEPE 98 12 ) EAT GoPD LR 58245k, 2588 49 4]
AL A Y BE R 2848 3 ], o ¢.1376G>T 4l 6 28748 2 11 (66.67% ) , c.95A>G 2l 58748 1 41 (33.33% ) .
G6PD FE R G825 34 6.12% o A= PR B 41 505 Bk i 4 22 (i) B0 38 BLRE 40 38 Il e ar 2% |
MLTFR LT ANN R LT A s i L, 22 F A et L (1=-14.15.-3.55,-14.12,-3.93 . -3.62 |
2.79, P<0.05) ; W 41 8 fit CRP . LT AN A tL 4, 22 7 LG it 2¢ 8 X (1=-047.-2.73, P>0.05) . it
c.1376G>T 44 3 K 5 A8 RS HorPfie i LY GOPD TN 578 0, A B 4555 T 90 22 ] ML 20 48 1 45
BRI DS L TN I ERTE Y P

[E8iE]  HrdL; 8098 ; IR % GOPD; JEH %78

Analysis of G6PD gene mutation and laboratory related indicators in neonatal jaundice
WANG Yang, JI Yong, KANG Ye, FU Xiaoye, YANG Xiaoqing, LI Yi*

(Department of Laboratory Medicine, Yan’an Hospital Affiliated to Kunming Medical University, Kunming,
Yunnan, China, 650051)

[ABSTRACT] Objective To investigate the distribution of G6PD gene mutation types in neonatal
jaundice cases and the differences in laboratory indicators between physiologic and pathological jaundice.
Method Data of laboratory indicators were collected from 134 children diagnosed with neonatal jaundice, and
G6PD gene mutation was detected in 49 of them. Results Among the 49 cases, 3 cases were detected with
gene mutation, including 2 cases of ¢.1376G > T homozygous mutation (66.67% ) and 1 case of ¢.95A > G ho-
mozygous mutation (33.33% ).The mutation rate of G6PD gene was 6.12%. The absolute values of total biliru-
bin, direct bilirubin, indirect bilirubin, hemoglobin, hematocrit and reticulocyte between the physiological
jaundice group and the pathological jaundice group were significantly different (r=—14.15,-3.55,-14.12, —=3.93,
-3.62, 2.79, P<0.05). There was no significant difference in the number of hypersensitive CRP and red blood
cells between the two groups (t=—0.47, —2.73, P>0.05). Conclusions C.1376G > T homozygous gene muta-
tion is the most common G6PD gene mutation. There was a significant correlation between physiologic and path-
ological jaundice in laboratory parameters such as hemoglobin.

[KEY WORDS | Newborn; Jaundice; Bilirubin; G6PD; Gene mutation
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Table 1 Comparison of related laboratory indicators between physiological and pathological jaundice (x+s)
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BRI TR R AR 86 1] MM H 3 43 A R4 (n=53) TR (n=33) , 2:1] ROC i 434l HAE MM
BFIT R (B . AR B #E CKSIB  p53 FE R K BHME k40 41, b4 A8 35 W PR AR 55 9K Cox
LB A3 BT MM AR AR . S8R A R4 MM B B 3 CKS1B . p53 BHPEF kK i % T 0%
A, AL E L (4=3.853, 14.682, P #J<0.001), %] CKS1B . p53 X MM & J7 40 Wi i ROC il
23 HT S, CKS1B | p53 I f AL T8 23 1) 0.78.0.51, AUC 43 g 0.851 . 0.896 , U= & g 75.75% .
90.90% , £ N 77.35% .83.01% ., MM 5 1586 CKS1B .p53 FHTER A5 R-ISS 7030 .C S W 8 H | IfiL4T
BAH X, LRAGIHE X (£=5.045,7.232,4.282, P1<0.05), Cox ZH % HIH4 145 B Wow , 140
M IMZTEE . CKSIB I p53 i MM B34 1A AN B A8 752 R K (P<0.05) . 4518 ‘B i CKSIB . p53 Xt
MM SR ETF RN — 2 A, MM B8 CKSIB p53 FHE A5 AN | 4T 2 (1 X BUR V1A G

[XgiRA] ZLMEEHER; CKSIB; p53; JTRLWI 5 FijE

Evaluation of CKSIB and p53 gene expression in bone marrow for chemotherapy effect

and prognosis in patients with multiple myeloma
LIAO Caixiang*, LI Guowei, QIN Xiaohua
(Department of Hematology , Huizhou Central People’s Hospital, Huizhou, Guangdong, China, 516000)

[ABSTRACT] Objective To investigate the value of bone marrow CKSIB and p53 gene expression
in evaluating the effect of chemotherapy and prognosis in patients with multiple myeloma (MM ). Methods
A total of 86 MM patients admitted to Huizhou Central People’s Hospital from June 2020 to March 2022 were
selected as the research subjects. All patients received 4 courses of chemotherapy (bortezomib +
dexamethasone + lenalidomide, 28 days as a course ). According to the 2014 International Myeloma Working
Group criteria, 86 patients with MM were divided into an effective group (n=53) and an ineffective group (n=
33). The ROC curve was drawn to evaluate its value in monitoring the curative effect of MM patients.
According to the positive expression levels of CKSIB and p53 genes in bone marrow, the patients were divided
into groups, the clinical characteristics of the patients were compared, and the Cox regression model was used
to analyze the survival status of MM patients. Results The positive expression rates of CKS1B and p53 in the
bone marrow of MM patients in the effective group were significantly lower than those in the ineffective
group, and the difference was statistically significant ( y’=3.853, 14.682, P<0.001). The ROC curve analysis
of the efficacy monitoring of CKS1B and p53 in MM patients showed that the best cut-off values of CKSIB
and p53 were 0.78 and 0.51, respectively, the AUC was 0.851 and 0.896, the sensitivity was 75.75% ,
90.90% , and the specificity was 77.35% , 83.01%. The positive expression of CKS1B and p53 in the bone
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marrow of MM patients was related to R-ISS stage, C-reactive protein, and hemoglobin, and the difference

was statistically significant ( ¥°=5.045, 7.232, 4.282, P<0.05). Cox multivariate regression analysis showed

that white blood cells, hemoglobin, CKSIB and p53 were independent influencing factors of poor prognosis in

MM patients (P<0.05). Conclusion

Bone marrow CKSIB and p53 have certain value in monitoring the

curative effect of MM patients. The positive expression of bone marrow CKSIB and p53 in MM is closely

related to white blood cells, hemoglobin and prognosis.
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Comparison of positive expression rates of CKSIB
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Table 2 The value of bone marrow CKS1B and p53 in

curative effect monitoring of MM patients
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Table 3 The relationship between positive expression of CKS1B and p53 in bone marrow and clinical characteristics of patients
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Figure 2 Correlation between the expression of CKS1B and

p53 in bone marrow and the 3-year survival rate of MM patients
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Table 5 Cox regression analysis affecting the prognosis of MM patients
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Relationship between TEAD4, SHP-2 and ANG-2 expression, pathological parameters
and prognosis of oral squamous cell carcinoma

MENG Yuanyuan®, ZHAO Tingting, LV Hongjuan

(Department of Oral and Maxillofacial Surgery, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000)

[ABSTRACT] Objective To analyze the relationship between Histone Lysine demethylase 4A
(TEAD4) , Protein Tyrosine Phosphatase-2 (SHP-2) and Angiopoietin-2 (Ang-2) expression, pathological
parameters and prognosis of oral Squamous cell carcinoma (OSCC). Methods 121 patients with OSCC who
underwent surgical treatment or biopsy in our hospital from December 2019 to December 2020 were enrolled,
the pathological examination tissues of patients were selected as OSCC group, and the adjacent non-cancerous
tissues were selected as control group. The adjacent tissue (more than 5 cm away from the cancer tissue) was
used as the control group, the expressions of TEAD4, SHP-2 and ANG-2 in different tissues were analyzed.
The patients were followed up for 12 months. According to the prognosis, they were divided into the good
prognosis group and the poor prognosis group. Results The positive expressions of TEAD4, SHP-2 and ANG-
2 in OSCC carcinoma tissues were significantly higher than those in the control group, and the differences were

statistically significant (P<0.05). The proportion of positive expression of TEAD4 in patients with lymph node
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metastasis and clinical stage [l - IV was higher than that in patients without lymph node metastasis and clinical stage
I - II. The proportion of positive expression of SHP-2 in patients with lymph node metastasis, clinical stage Il[-1V,
and poorly differentiated tissue is higher than that in patients without lymph node metastasis. In patients with
clinical stage I - I and histologically differentiated into moderately and highly differentiated patients, the positive
expression of Ang-2 in patients with lymph node metastasis was significantly higher than that in patients without
lymph node metastasis, and the difference was statistically significant (P<0.05). Of the 121 patients, 87 had good
prognosis and 34 had poor prognosis. The positive expressions of TEAD4, SHP-2 and Ang-2 in the tissues of the
patients with clinical stage Ill - IV, poorly differentiated tissue and lymph node metastasis in the poor prognosis
group were significantly higher than those in the good prognosis group, the differences were statistically significant
(P<0.05). Multivariate Logistic regression analysis showed that clinical stage, tissue differentiation, lymph node
metastasis, TEAD4, SHP-2 and ANG-2 were independent risk factors for poor prognosis of OSCC patients (P<
0.05). Conclusion TEAD4, SHP-2 and ANG-2 are correlated with the pathological features and prognosis of

patients, and the three may become relevant tumor markers for the diagnosis and prognosis of OSCC, which also

have certain reference value for the formulation of clinical diagnosis and treatment plans.
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Relationship between the expression of MMP-13 and TIMP-1 in gingival tissue and the
wound healing of CGF growth factor after free gingival transplantation

YU Lan*, YU Wenfeng, LV Minmin

(Department of Stomatology , Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the relationship between the expression of MMP - 13 and
TIMP-1 in gingival tissue and the wound healing after free gingival transplantation with CGF growth factor.
Methods a total of 82 patients who underwent free gingival transplantation in the Department of Stomatology,
Cangzhou People * s Hospital from June 2019 to December 2021 were selected as the research subjects.
According to the random number method, 41 cases were divided into the observation group and the control
group respectively. After the free gingival flap was obtained in the control group, iodoform gauze strips were
sutured at the donor site, while CGF film was applied to cover the hard palate donor site and then iodoform
gauze strips were sutured in the observation group. The effects of different treatment methods on the wound
healing and the levels of MMP-13 and TIMP-1 in gingival tissue were compared, and the relationship between
MMP-13 and TIMP-1 and wound healing was analyzed by Pearson correlation. Results With the extension of
treatment time, the wound healing rate and TIMP-1 expression level in the observation group were gradually
increased, and the observation group was higher than the control group (7=3.316, 3.817, 2.115, 2.934, 2.561,
2.171, 2.141, 5.385, P<0.05) , while the expression level of MMP - 13 was gradually decreased, and the
observation group was lower than the control group (=2.561, 2.196, 5.000, 5.327,P<0.05). The wound healing
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rate in the high expression group of MMP-13 was lower than that in ther low expression group (1=2.218, P=

0.032). The wound healing rate in the high expression group of TIMP -1 was higher than that in the low

expression group (7=2.490, P=0.017). Pearson correlation analysis showed that the wound area healing rate in

the observation group was negatively correlated with the expression level of MMP-13 at 30 days after operation,

and positively correlated with TIMP-1. Conclusion After free gingival transplantation, the expression level of

MMP - 13 in the gingival tissue of patients treated with CGF growth factor gradually decreased, and the

expression level of TIMP-1 increased, both of which were closely related to the wound healing rate. CGF growth

factor may promote wound healing by regulating the relationship between MMP-13 and TIMP-1.
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EE QA MR REREEAE B3 MAN

Free gingival transplantation; CGF growth factor; MMP - 13; TIMP - 1; Wound healing

AR TP SV A (R AH S 259 s DFFAE
FAREESAE . ARWFIT L EBEAC L 5 AL
1.2 Jrik
1.21 IOk

W20 BB I AT U B R AR R JS , X R AR AT
Uie B RN, FE AL AR b 2 G B 20 45, WL 2
CGF 7 IR 7 75 A JFs (4L DX R T, P AL 2D 488 5
1.2.2  FRASHEHL

FTIRIT G 3.7.14.30 d J5 J=) BB R IR 5 T 2F i
Pz U ACE JR AR B A R, PRI AR
ol I A 1) D DASR IO SR 2R AR o CE AE
40 g/L Z R W EEh 4T 2~12 h [ 2
1.2.3  fEdifbirik

B bR ALK, B, A WA, 3 wm BV A,
60CKEFHHLIE 2 h, BB EE LK, pH 4 9.0 1)
Tris-EDTA (pH 4 9.0) i S AE 4P 15 min, 7E3%
) H,O, IR 5 10 min, i IN#%E 1: 250 6 BE45 —
PUAEACTIEFR 1, AR P 1gGHE3TC T
Ki7% 15 mine BANLEREI pH oA 7.4 F 0k 31K,
FFURPYERTE] g 5 min, DAB Yt JRARKE YL
iz OBk K BB PR E B PBS Bt —
PUVEREATEXT B . 7E 400 565 T, BEALEER 10 4>
WA THA8E , FIH Image Pplus PG /M 4
X AT 08T, X A D C P E R T
1.2.4 G AL BRI S s g it

i 2H 41 v MMP-13 . TIMP-1 ¥ L Jifg &t ) &
PR SO OB R PH M . R 2 B, X
10 A>3 A7 BH A 200 B e 15 55 AL BT (x200) 3257 7 BEDIL UL
G2, W24 0 R R AR AT R WAL e, T T W4
21 Ay BH 1 20 A ) B O S i A7 i 4. B
P : MMP-13 . TIMP-1 (/) BH A1 %R 19%~10% , I
T 153 311%~50% , BT 2 435 51%~75% , BT 3 47,
5 FH P o BH M 41 B % R >75% 5 B MMP-13
TIMP-1 () BH P 20 % R O sl i 475 B A0 41 i e
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YA DL o 0 JO0RE o IR 2235 - FH MR A IR <3 47,
BRIk >3 57,
1.3 s
1.3.1  Qlma AR

RITIE 3.7.14.30 d J5 B AR HLIC s A T
WA .. Dh—&MPr e B (% JE 35 e )
B ARBLEE A 3R 1T A 2B T A SR AT R
A%, N FH ImagePlus6.0 #4647 m AL & . 6 i
A = (s B T AR - A A B T 1R 790 4R B
AT A X100% -
1.3.2 SLERETER

TBIT A 3.7.14.30 d Ji HL B P 41 F iR 4 21
MMP-13 Fl TIMP-1 B 3Rk [0 . AW EE 4
MMP-13 F1 TIMP-1 7KF- A5 00 5 81 T 6 1 ¢
Fo MM TSR AR YT 30 d A1 I H LA A %
5 R4 Z% TIMP-1 & AR
1.4 G5k

K H SPSS 20.0 e it 2# 5 - T 5 i o it
R (R +5) IR AT K5, THECRER A n( %) 3
W, R 2 K5, ] Pearson AH 3¢ M43 HF MMP-13
A TIMP-1 58I &A1 ER . P P<0.05H 2R
At L,
2 FR
2.1 PIZLANH A AR A

B 7/ 97 FsF ) %) SiE 4, 88 2 %) ) e T R A
RBWTE R, WA & TR, Z R A g
X (P<0.05), W1,

=,

AN
=
=
=]
PoN

x1 WMALHEBERELE (xvx5)
Table 1 Comparison of wound healing rates between the

two groups (x#s)

M n 3d 7d 14.d 30d
WIEZEH 41 2602048 34.02+4.87 48.90+7.15 62.09%10.65
XTHRZH 41 2.20+£0.60  30.24#4.06 44.79+10.18  55.72+8.93

i 3.316 3.817 2.115 2.934

P 0.002 0.000 0.037 0.004

WEZ 4 TIMP1 WML ZH MMP-13

2.2 WiZl MMP-13 23k 17% 00 b

Bl 36 J7 B R) A AE K, X% A T R 4 2
MMP-13 [ 3R 35 7K V3% i T B, WS 4K F %) fiE
H,EZRHEIFEL(P<0.05), WFE2 K1,

F2 FHEMMP-13 RIEERLLE (v=s)
Table 2 Comparison of MMP-13 expression between the

two groups (x#s)

215 n 3d 7d 14.d 30d
WELH 41 0.72£0.03  0.67+0.03  0.54+0.05  0.50+0.03
XHRZH 41 0.7420.04  0.69+0.05  0.59+0.04  0.53x0.02

1 2.561 2.196 5.000 5.327

P{H 0.012 0.031 0.000 0.000

2.3 Wizl TIMP-1 23k 1%5 M0

BETEYT B[R] ZE G, WA A 2T e 2 TIMP-1
B R R KE B T WS TR, 2 5%
A FE L (P<0.05), WE3 K1,

®3 FHTIMP-1 REFRIEE (vxs)
Table 3 Comparison of TIMP-1 expression between the two

groups (x+s)

21 n 3d 7d 14.d 30d
WELL 41 0.49+0.03  0.56+0.12  0.69+0.18  0.77+0.17
XFHRZH 41 047+0.04  0.50x0.13  0.60£0.20  0.59+0.13

1 2.561 2.171 2.141 5.385

P1{H 0.012 0.032 0.035 0.000

2.4 WELL MMP-13 il TIMP-1 /K32 ik 1 5
BIIA AR

MMP-13 [ 55 2% 35 21 A1) 1 A 5 % 35 I TFAIX
Tk, Z R A S EE L (P<0.05) . TIMP-1 11
FRBHAMmEG R E S TINRIEH, 2RA
it X (P<0.05), W4,
2.5 WEYIRYT 30 d O m AU A RS R
21t MMP-13  TIMP-1 [ A1 &4 43 B

Pearson FH I PE B4 S B, WELLHIAYY 30 d
A i T R A S A R 2 MMIP-13 387K -4
A (r=-0.031, P=0.035) , 5 F i ZH 2} TIMP-1
FIRIK - IEA X (r=0.403,P=0.009), VLK 2,

X} HE 41 TIMP-1 Sf B2 MMP-13

B 2AFRALH TIMP-1,MMP-13 BIFRI% (SP,x400)
Figure 1 Expression of TIMP-1 and MMP-13 in gingival tissue of two groups (SP,x400)
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£ 4 WE2HMMP-13 0 TIMP-1 Kk ERIZE RS €&
BMEWRR [n(%), (xs)]
Table 4 The relationship between the expression of MMP-13
and TIMP-1 in observation group and wound healing
[n(%),(x£5)]

i H A TH LA
MMP-13 TR 221k (n=26) 60.08+8.34
&3k (n=15) 65.79+7.16

i 2218

PAiE 0.032
TIMP-1 ik (n=14) 67.80+8.78
R (n=27) 61.15+7.75

t{H 2.490

P 0.017

R
i . 8

E2 WMEBAETOJINEEREASESFRALA G
MMP-13.TIMP-1 B94E & o 17

Figure 2 Correlation analysis between wound healing rate
and MMP-13 . TIMP-1 in gingival tissue in the observation

group after 30 days of treatment
3 it
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YR G ZT 24 240 6 ) 14 5 RN A, A AR (AR B L 21
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Jo 4 i AR A5 I 4 i R P T o 550 1 s 2 Y Al
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W s RN IS
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IKAKOEAE 1 MMP-13  TIMP-1 7E - 17 4t i F-
ERGH AT EAEEEH. AR R
7~ , MMP-13 15 3R A 41 A 1 & & R L TR A
41, TIMP- 1 {5 2 35 4100 1 @ & R 3 & TR S
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HOpTEE
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.’I,/a 3 e

] 38 B 2H v TGF-BI . MMP-9 . Nif 2 3¢ 35 {6 2086
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EHF RS XRT AR

(# ZE] BM HERUEREAZUP AR KN F-B1(TGF-BI1) B0 4 8 & A1 9(MMP-9) F%
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HAL T X BAL, MMP-9 Nif2 Feik 5w T X IR, 22 508 it X (1=6.105,6.819,10.009; 22.425
27.123.35.601;18.029.18.521,22.992, P ]<0.05) ; TGF-B1 .MMP-9 Nrf2 3%k BRI A 14546 10 %2 551 POP
K SUT ) AUC 4391124 0.629.,0.637.0.653 ,0.665; TGF- B1 323556 POP . SUT 34 (1) Il 5 i A8 , MMP-9 \Nirf 2
FikPf POP SULJRIH RN M3 8 , 22 A 51 T2 3 X (P<0.05) ; TGF-B1 4355 POP SUI ™ B 2 B &L 171
FHIE (r=—0.253.-0.198, P<0.05) , MMP-9 Nrf 2 323k 5 POP . SUI ™ & 2 £ i IEAHC (r=0.319.,0.317.0.346
0.261,P<0.05), %1 PFD BEIELE TGF-Bl \MMP-9 Nif 2 T 315 M %, HAFGR 50515 ™ & 5 B A0
XK, ARIRIZETY 35 TGF-B1 . MMP-9 | Nrf 2 FiE7K AR, (HELXT PED B3 2B 4 i (AR
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Clinical significance of TGF-£1, MMP-9 and Nrf 2 in vaginal wall tissues in patients with
pelvic floor dysfunction

WANG Xinyu, CHENG Yongling, LIU Xiaoning, GUAN Xiaoging*

(Department of Gynecology, Zhuozhou Hospital, Zhuozhou, Hebei, China, 072750)

[ABSTRACT] Objective To explore the clinical significance of transforming growth factor-g1 (TGF-
BI), matrix metalloproteinase-9 (MMP-9) and nuclear factor E-2-related factor 2 (Nrf2) in vaginal wall
tissues in patients with pelvic floor dysfunction (PFD). Methods A total of 92 patients with PFD were
enrolled as the research objects between March 2019 and July 2021. According to types of diseases, they were
divided into pelvic organ prolapse (POP) group (35 cases) , the stress urinary incontinence (SUI) group (31
cases) and the POP-SUI group (26 cases) and 47 healthy gynecological examiners were used as the control
group. The expression levels of TGF -1, MMP -9 and Nrf2 in the three groups were compared. And their
differential diagnosis value for POP and SUI was analyzed. The expression levels of TGF-f1, MMP-9 and Nrf2
in patients with different severity of POP and SUI were compared. And their correlation with disease severity
was analyzed. Results The TGF-pBI level in the POP-SUI group was lower than that in the POP group and the
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SUI group, while MMP-9 and Nrf 2 were higher than those in the POP group and the SUI group, and the
differences were statistically significant (t=7.027, 4.806; 11.347, 8.239; 7.164, 4.647, P<0.05). The TGF-fI
level in the POP group, the SUI group and the POP-SUI group was lower than that in the control group, while
MMP-9 and Nrf 2 were higher than those in the control group, and the differences were statistically significant
(t=6.105, 6.819, 10.009; 22.425, 27.123, 35.601; 18.029, 18.521, 22.992, P<0.05). The AUCs of TGF-fI,
MMP-9, Nrf 2 expression alone and combined detection to identify POP and SUI were 0.629, 0.637, 0.653,
0.665, respectively. With the aggravation of POP and SUI, TGF-1 was decreased, while MMP-9 and Nrf 2
were increased, and the differences were statistically significant (P<0.05). The expression of TGF - 31 was
negatively correlated with the severity of POP and SUI (r=-0.253, —0.198, P<0.05), while MMP-9 and Nrf 2
were positively correlated with them (r=0.319, 0.317, 0.346, 0.261, P<0.05). Conclusion
abnormal expressions of TGF-f1, MMP-9 and Nrf 2 in PFD patients, which are all related to disease severity.

There are

The expression levels of TGF-f1, MMP-9 and Nrf 2 are different in different types of patients. However, their

differential diagnosis value for different types of PFD patients is low.

[KEY WORDS]

Nuclear factor E-2-related factor 2; Pelvic floor dysfunction

% IS T BE B 15 (pelvic floor dysfunction, PFD)
B T2 o S B S 8V 1 A
T T A e A RS A7, DA T A B A e Y 67 R
IR B 5, B S A T T A B 1A S R
5 5thy 25 435 s 2% ‘B i 3 (Pelvic organ prolapse , POP)
K 38 R 2 2% (Stress urinary incontinence, SUI) ,
TN I R A 5 S I AR R BRI RIS 2 2
ML RE VR A OC . H AT h , 40 A 1 35 o1 i 11
Jir B A AR Ak AT S 3 A SRR A U IR A
JBC 58 # 4k, AT B0 PFD 19 & AR AR OCIESE
8, ¥4 K I 1--B1 (Transforming Growth fac-
tor-B1, TGF-B1) 2 i 4 J& & 1 i 9 (Matrix metal-
loproteinase 9, MMP-9) 3 ik 5 4ff Jifd 7| 3 5t 25 14 1Y
SEREPERA G, N HE & B, TGF-B1 5 i R &
H A Rl A 2 . TGF-B1 & —4l HA ZFh
e E A 20K, 2 A 5L i ) — 2B Y i vk
o3 AR AU MR o e, ATy
JE B ARG, £ 2F e S £ 4 B A Tk B 40 Al
AN TR M, T R ) PED 1Y) & A % i
1M MMP-9 AJ E 42 52 i) Jmy 7 20 44 b Z2 o 25 20 1 i
B GRS NI RE , T 5 Ak 20 b &/ 2 5 g 1)
A RN AT VR A0 G 2T A0 PED AR S 1) 7 b
HANEF UIfE. K+ E-2 #CH F 2(nuclear fac-
tor E-2 related factor, NrF 2) & —Z 40 A% 5% 5 [ T
FIEHE M, HETX T H 5 PFD & A /¢ & 4 ToE
Wo AN L 73 At PFD £ 35 B 18 BE 41 21
TGE-B1.MMP-9 Nif 2 ik, S 76 58 H 55 PFD
AR KRR C R .

Vaginal wall tissue; Transforming growth factor-1; Matrix metalloproteinase-9;

1 AHSHE

1.1 IGRER

VEHL 2019 4F: 3 J1 & 2021 4F 7 7 TN 1 B B
HEI214 92 5] PFD (3 WFGE T4 i Hise i 2
H43J POP 20 (35 4] ) .SUT 4 (31 i) & POP & 3f:
SUI 41 (26 4] ) , 3 LA 47 {51l {ekt J S Bk A6 A 5 o0 Xof R
20, POP 4 . FH4E IS (39.87+4.05) %, 1) ZE 1k
(2.25+0.34) , V72K (1.71£0.30) ¥, 45 22 7 491 .
SUI 4 : F-I4EI4 (38.64+4.21) %, S 22K (2.15+
0.37) K, =R (1.72+0.25) K, 4542 9 5], POP 4
I SULZH : EIJAERR (39.09+4.17) %, 421K (2.19+
0.3, P77 (1.7520.28) UK, 4528 541, W RELH -
SRS (40.05+4.73) % 221K (2.21+0.35) IR,
R (1.7920.25) K, 462810 1] o 49 A bR -
OFFEH K PED IIZWibRifE™ ; @QFF7E IR L 18 1
WP QIR IRTE R e85 . HEBRbRE: O F
JEEO I HRe S QBT AT AR L
QB I E ARG B ; @A IR B
HOERMIAL ; ©F et . AR
BEfC B2 5y S[R3, IFSE X G 2 S ) 75
12 ik

O ARE: TREZIRFARTERRIS
JRIB 7 A0 35 TF 1.5 em &b, 53 B A R BE 41 21 24
1em’, AR BLER K FE 0 Uk v J5 L A 8 HE K B 1
Eppendorf & J5 37 Bl & A A PR, @4 RNA
P I R 0 i i - N R GE AR TR A BR A A
RNAiso Reagent il £ 17 £ RNA $2 0, I3 %
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SEA L cDNA ., BPCR JZ i : TGF-B1 .MMP-9 Nrf
2 F: A %) PCR 51 43K F Primer5.0 51 4 #2445 11
[ TGF-BI 519 ¥ % : L7 : 5'-ACCCACAAGGAAA
TCTATGACA-3', Fiif : 5'-GCTGAGGTATCGT-
TAGGAAT-3' ; MMP-9 5975 : [f¢:5 -TCCCT-
GGAGACCTGAGAACC-3', Fiif : 5'-CGGGAAGT
CTTCCGAGTAGTTT-3' ; Nif 2 51 I F 51« bl -
5'-GTCGACATGAAGCACCTGAAGCGG-3', T ii:
5'-GGATCCCTTTCTCTTTCCCTTTTG-3' ], 3 1
GenBank Blast #E17 [A] Y14 Eb X, 519 51 h BB R}
EVREARARGR . @Y% E 6 pL
PCR 7=, 47 B i HL UK , 48 GelDolXR B i i 15
& Quantity one 73#T R G AT B 5347, LA B-actin
HNZY), I E TGF-B1 .MMP-9 Nrf 2 Fl B-actin 1
SR R LIS B-actin B AR R R
IR K- o

J R FEJE 434 - 2 IR Cullen PK Jr 2575 3 &
(et R T3 PR IR 2R 2512 W MR T 6 e (2017) )%
SULSA 1 ~IVEE . ARIGCIH - FBE22 )25 6 kit i ¢
T POP #riff POP 5430 1~
1.3 Gl #abH

K SPSS 25.0 F A R A7 4 ds b B 5 TH O R
Ph%Fem 2R 2 g s vH i peR B S K 5 5
(x+s)Femm , JH R LA P4 ) 25 53 PRI R Oy 2%
IiHT e Z2 A R) 22 57 5 R HI ROC thZ53 4 TGF-BI
MMP-9 Nrf 2 3354 % POP ., SUI ) % i 18 ; %
H spearman £ 56 43 #T TGF-BI .MMP-9 . Nrf 2 3% ik
5 POP ., SUI J“H 2 B (U AH G . DL P<0.05 2
LERAGIT#E L,

2 HR

2.1 PULH KX IRLH TGF-B1 MMP-9 Nrf 2 25k HE
POP & 3 SUI 41 i) TGF- B 3 ik & ik T POP
4 SUL 4, MMP-9 Nrf 2 63k % T POP 4 . SUI
W, 2R A5 E X (PH<0.05) ; POP 4 . SUI
2 .\ POP & I SUI 40 1Y TGF-BI 33k #H K T % 1R
4 ,MMP-9 Nrf 2 ik g TX R, 2 R A 501
HE X (PH<0.05), W1,
2.2 TGF-Bl .MMP-9 Nrf 2 ik %} POP & SUI iy
YR E
TGF-B1 .MMP-9 . Nrf 2 3% 35 B0 A6 I 7 16 &5
K61 % 51) POP Kz SUI ) AUC 43 %124 0.629 .0.637 .
0.653.0.665, WLFE2 K1,

®1 WEEEN TGF-BI MMP-9 Nrf 2 RIELLE (v+s)
Table 1 Comparison of TGF-£1 , MMP-9 and Nrf 2 among

the four groups (x+s)

21 n TGF-B1 MMP-9 Nrf2
POP 4 35  0.31x0.04"  0.27+0.05"  0.31+0.05"
SUIL 41 31 0.29+0.05"  0.31+0.05"  0.34+0.06™
POP &Jf:SUI4H 26 0.22+0.06°  0.43+0.06°  0.42+0.07°
X B2 47 0.40+0.08  0.09+0.02  0.15+0.03
F1H 51.857 363.929 182.27
P1E <0.001 <0.001 <0.001

1. 5 POP &7 SUL 4 8%, *P<0.05 ; 5% B4H 4%, °P<0.05,

&2 TGF-BI .MMP-9.Nif2 Fi&E%t POP K& SUI K& BIME
Table 2 The differential value of TGF-f1, MMP-9 and Nrf2
for POP and SUI

18kr  AUC #®bi{H SEAE  95% CI ¥R SuRE
TGF-p1  0.629 0.31 0.070  0.502~0.745 0.52 0.74
MMP-9 0.637 0.29 0.069  0.509~0.752 0.68 0.57

Nif2 0653 032 0069 0.525~0.766 0.87  0.40
BEAHRI 0.665 0.069 0.530~0.799 086  0.52
1.0

08 TGF-pI

. MMP-9

. Nif 2

R0 B

= B

0.2

0 02 04 06 08 1.0
LS

1 ROC #hék
Figure 1 ROC curves

2.3 N[E ™ L POP & SUI # # (K) TGF-pI .
MMP-9 Nrf 2 3K

TGF-B1 3 ik B POP . SUI & 1 9 Jin = i B
i, MMP-9 | Nrf 2 3% 35 B POP | SUI ¥ 15 /%) il &
MG E, 2R AR EE L (P<0.05), W% 3,

*3 ARE™ERRE POP K SUI &M TGF-BI . MMP-9,
Nif 2 RIELER (v25)
Table 3 Comparison of TGF-B1, MMP-9 and Nrf2 in
patients with different severity of POP and SUT (x+s)

2151 n TGF-BI MMP-9 Nrf 2
poOP [ J¥ 23 0.31x0.06 0.27+0.05 0.32+0.05
INES 21 0.28+0.06 0.340.06 0.3620.05
11953 17 0.21+0.05 0.43+0.08 0.40+0.07
F1H 15.936 33.278 10.486
P1E <0.001 <0.001 <0.001
sur 1 17 0.28+0.04 0.31+0.05 0.33+0.06
195 26 0.26x0.05 0.35+0.06 0.37+0.07
M~IVE 14 0.23+0.04 0.460.06 0.45+0.08
F1{4 5.048 29.600 12.275
P <0.05 <0.001 <0.001
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2.4 TGF-BI .MMP-9 Nrf2 33k 5 POP . SUI /=i
2 B2 B AH DG 43 B
TGF-PI1 355 POP , SUI ™ F2 & 52 A AH ¢,
MMP-9 Nrf 2 53k 5 POP . SUI ™ & & & & 1F M
Ko WFka.
#z4 TGF-B1 .MMP-9 Nif 2 &i% 5 POP.SUI =EREM
HE S

Table 4 Correlation between TGF-£1, MMP-9 ,Nrf 2 and
the severity of POP and SUI

L POP sul
27N
rfH PiE r{H PiA
TGF-B1 —-0.253 <0.05 —0.198 <0.05
MMP-9 0.319 <0.05 0.317 <0.05
Nrf 2 0.346 <0.05 0.261 <0.05
3 itig

PED SR Sy 7o 1l ikt 4 B8 480 1K S R 4 2L ot
G R T BRSOk — RIIK R
BRIy T R, e E A A T ST
IR, BAFE I ) PED SR 85 iR 50% , S 5% 1 2
AR A B O R B R . BRI, BUR S
45 40 55 Ry K D RE S PRD Y & 2E & i AR s AR
Koo BRI AR R S A0 M AN R Y
B3 , AT A A1 36 S5 I At T 3RS SRR AL AU R
AR, (15 S G PR S, i A
JEZE R FATh , T3 PFD" . AHOCHR A+
i, MMP A CH F 53 E i A R R E A A, 2
5T s LR EA SR, MMP-9 & MMP
KGR 2 — , B K EDIRE , HonT 2 g 4n i
AN, T A fie e L AR R L T IR, AT R
fift A L 911 35 55 ) PO 1, TR A0 L 47 I L 4
FIRITIRE . A3 7 40 55 D A A 2 M A e 4 4 2
UZ G , ATIEHE MMP-9 4330, 5% 1 40 i &/ 35 5 1)
B B % g, TS B S M E , TGF-BI
JE—FhZ I RE A K R, AT VR 4 i A K A4k,
il RAE . RIS, TGF-B1 B8 M 5 20 At Sz 41
L A 32 5 H R 22 B0 T 3 R ) 263 I R AR Ml
JEE (P48, NeF 2 A3 i 2 5 40 i P
A AR IO SRR 1 SR 42 i 4 R 30T, R I R A %
H5 PFD kA BRI RIE D . A58 £ W] PFD
SBETITAE MMP-9 Nif 2 5% 365814, HLPOP | %
A 9F SUL ATAE 3 MMP-9  Nif 2 531, 0| TGF-pI
Feik, HFEH B AT ASw AL, U I T — 2
R5% . POP J SULZEPIFIA[R Y PFD 2544 J697

DAAFAEZE S . POP 2 H8 A I 25 B Hh 28 138 BE I
 H BAIE R |, F22ER B T B BT ARIAYT
SUTJ&—Fh e WP , RIM PR A EiH, Han
W TG B YRIT T 5, B R WL B i
EN RGBT o A EZI, TGF-Bl \MMP-9
Nrf 2 F3k %5 POP & SUI ) AUC ¥J/NF 0.7, %11
HXF POP . SUI {4 % 5 B FA , SCAS EE 1G24
TGF-BI S S5 RIZEAY PFD

T G5 4 2 24 B A0 356 5T 1) 3 10 D
EELVMEEAS, A TR L w A as
TETEW AR H AT, AT 4 20 B R 3 1 21 4 25 14
RIS AL TR B AER ER ST, TGF-B1
AT Sfi) 4 A B A 3 B A R, S S AT A TS AL PR T
il DR B e D g %) 5 BSGRE R, A T 0 o R D R
fift . TGE-B1 X B J5 1 P 4 ALl 45k 2 4%, ml 3l
i A e R X A0 M DR 1 T 2 R 4 TR 2
R4 S SRR G 3 DL 1) A i R IR KT, IR
eFFMCE AR E MY WIRE R BIR,
MMP-9 5 4fi jfd 41 35 T 19 G B B8 i AR O, i
FEIREE AR — B AZ PR BRI, HO A2
21 it 9 M DR 7 RIVBE IS MMP-9, T 52 1 45 45 21 440
Ji A0 o ) EE AU A AR RS A R AR OR
POP . SUI {& & TGF-BI .MMP-9 . Nrf 2 335 80 5 %%
T ERREAOC, it — 2000 A KK, TGF-B1 3£
ik 5 POP . SUI ™ H & B 2 A AHOC , MMP-9 \Nif 2 3
ik 5 POP.SUI ™ 5 % £ &2 1EAH G, & W] TGF-BI .
MMP-9 Nif 2 80257 PFD [} & 4= Kk B i 7, H
J5 R TGF-B1 KR I AT A2 i MMP 3235 , T4
il FYE Jir 5 1R, 2 T AT 1

Zi L P ik, PFD £ 35 [J] 38 BE 2 41 TGF-BI .
MMP-9 . Nrf 2 33K 55515 ™ EREEEAROC , HAN )26
I TGF-B1 .MMP-9 Nrf 2 335K AR, B H:
X} PED (8 ARSI AR, (HATF R AR
JEZAD N AREAS SR H R Il S AT , v RE 2 5
Wl AIFTE 28 R R HER M B IR B A &, O R T
HTHEPERRST , HEBR LA PR R XA 58 A 520, DAdsk /b
WS RR R IR 2 | R A oA R AT Stk
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rTMS X 2 P i i Pk PSD 3% 5-HIAA . Z 3L g 2%
fh &2 80 )5t Be 5-HT M35

AL KRB RHadk' LR A4

[ ZE] B BF5RBE & 4500035 (rTMS ) 36 77 5T 20 Bl if v i 25 v 5 3048 (PSD) ##
H5-FEmIE LR (5-HIAA ) VE SR ISP &8 i [ A &R (Glu) . R &R (Asp) . H & (Gly) .
v-2 I TR (GABA) | K 5-F (A% (5-HT) (52, Fik  BEHC2021 4F 1 A % 2021 4F 12 B 2% AR
[ BESCA 1 88 i 2 M Bk i o PSD B3 I IR B RHIEA T 4307, 43 9T 4 (n=45 , 8 MIRIT 45 G I &2
2 PRGN A IT ) RIORE BEZE (n=43 , % BLIGIT ), FLA T 4L PRIT AL . 5-HIAA (#4038 )i 5-HT XA KX
B R WA MR (93.33%) 5 T X R4 (76.74% ) , 2 5 H BT 78 X(P<0.05) . JGIT G5
2H Glu . Asp ik T- X HR4H , Gly .GABA .5-HIAA . 5-HT /& T- % HRAH , 2% 396 Ge it L (P<0.05) . BFFE4
AR (13.33% ) 550 IR (11.63% ) FL 25 57 BG4 L (P>0.05) . 518 rTMS i797 1 A 2
Fh 2 fefe i e A 2 o S P TS FB A BRI R R, X R I 20 SR SR AR R AT, L e .

[REIF] SRR PR 2 AP S IR (TMS ;5 5-HIAA ; #2008 5 ; 5-HT

Effects of rTMS on 5-HIAA, amino acid neurotransmitters and 5-HT in patients with
acute ischemic PSD

QIN Yaxin', ZHANG Heng', MIN Baiyuan', XU Donghua®*, HUA Zhijuan’

(1. Department of Rehabilitation Medicine , Yixing People’s Hospital , Yixing , Jiangsu, China, 214200 ;
2. Department of Neurology, Yixing People’s Hospital, Yixing, Jiangsu, China, 214200; 3. Department of
Rehabilitation Medicine, Jiurucheng Rehabilitation Hospital, Yixing, Jiangsu, China, 214206)

[ABSTRACT ] Objective To study the effecsts of low - frequency repetitive transcranial magnetic
stimulation (rTMS ) on 5-Hydroxyindole-acetic acid ( 5-HIAA ) , neurotransmitter [ glutamic acid (Glu ) ,
L-aspartic acid (Asp) , glycine (Gly),y-Aminobutyrie Acid (GABA) ] and 5-hydroxytryptamine (5-HT) in
patients with acute ischemic post-stroke depression (PSD). Methods The clinical data of 88 patients with
acute ischemic PSD who were admitted toYixing People’s Hospital from January 2021 to December 2021 were
selected for analysis. According to different treatment, they were divided into the study group (n=45,
conventional treatment combined with low - frequency repetitive transcranial electrical stimulation) and the
control group (n=43, conventional treatment) , 5-HIAA, neurotransmitter, 5-HT and adverse reactions were
compared between the two groups. Results The total effective rate in the study group (93.33% ) was higher
than that in the control group (76.74% ) , and the difference was statistically significant (P<0.05). After
treatment, the Glu and Asp in the study group were lower than those in the control group, while the levels of
Gly, GABA, 5-HIAA and 5-HT in the study group were higher than those in the control group, and the

difference was statistically significant (P<0.05). There was no significant difference in the adverse reaction rate

AR B LR BRI SR B (£2021001); AT R E T HFE ST AR R AT TR A (BJ2020108)
Ve Bds 1. mXTARERELESH, T, 7% 214200

2. WX TARKERAYZ AAL, TR, & 3% 214200

3.E X AR IR R E AL, TR, 3% 214206
*i@AEAEE A A4, E-mail : Xudonghua2022@163.com
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between the study group (13.33% ) and the control group (11.63% ) (P>0.05). Conclusion rTMS treatment

can effectively improve the clinical efficacy of patients with acute ischemic post-stroke depression, and has a

good improvement effect on neurotransmitters, which has high safety.

[KEY WORDS |

A A T e R e R R S TR DL A I
Bz —" o Hoh Sok sk A R S SR E
HEAE NBRIEFIE T 1Y 2 e R, A % 4
W2 1 60% , 45123 R g ok T E R,
il 2 e J AR D)2 i A e SR LR IR R —,
I PR IR A AR L F 5, AN SR B 4T S A%
VAT , 30T R JE W R i 28 e 52 SRS O 3R
T E S N AT B O R TSR EOE T
B AEi0 = P N 0 X e 3179 (1 6 R e U = 11 FT197
RIS A IR, SR H A R
IT I G IR0 & 28 R ) (repetitive tran-
scranial magnetic stimulation, rTMS ) /f iy — Ff 47y #
BIT B HAIR P RCRAE MG AR 5 A AR YE
SEPR AR BESE , B T IR IR b A )
2 AR FEEIGE ' TMS 1877 % 2 i i 4 i 2
o AR £ 3 5- 5615 Wk £, % (5-Hydroxyindole-3-
acetic acid, 5-HIAA) |z FEWR A b 23 Jir I 5- 32 (4
Jti (5-hydroxytryptamine , 5-HT) 7K - B 52 0i , SA1lfa IR

Acute ischemic stroke; Post-stroke depression; rTMS; 5-HIAA; Neurotransmitter; 5-HT

TSI ST
1 wHSHE

1.1 —BgeR

PEHL 2021 4E 1 A % 2021 4F 12 A B4 AR E
BEUSCATRYT 1 88 191 Stk it i P o 4 v s VAR R8T
ARG T 0T . AIARRHE : OIIFF A A J5 4
BERIZMARIE" s @ JC AN S sl 28 R GE5MT
QB IR EH AR HEBRRiE O 5
WH QAR R HIE AR TIRE R E H  DFF
PG PE D) BB A BRI BERF s OFFAE R T AT
M55 i A 5 I R s @FFR A 2P L
W AR AE s DA OSB3 s @FF7E 5 i 2k Bl
SRl £ R B s O SR o . ARIEIRYT
05 A R R 73 g W 20 (n=A45 , % BIE TT 45 SR M
0 2 RERIEGA YT ) A IR (n=43, T HLIAIT)
P20 — R A 22 B G  L(P>0.05) ,
W1, AW B A B2 Dy St

x1 FWA-BABIL (v25,0(%) ]

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

. Rt YA
4 7. AT AT A J 2
21 51 n SEHAERY () (B ) BMI (kg/m®) g = U
W54 45 56.91+6.29 26/19 20.33+2.95 15(33.33) 19(42.22) 11(24.44)
X A2 43 57.59+6.34 23/20 19.59+3.88 17(39.53) 19(44.19) 7(16.28)
/7 1H 0.505 0.164 1.010 0.969
Pl 0.615 0.686 0.315 0.616
1.2 Jrik FAE Ny 48 b - DR AR P @ - HAMD i 4 %=
X PEZHF DA H L TR 3R VB SR Bl 80% ; @ 1. 4 . HAMD i 73 % 60%~79% ; @i

NIRRT B B P A R G R AR E T
PIRRSIGYT 5 AT REHR M5

W FE 4L AE X AL BE Al b 256 rTMS 1797 A
AR M, 35 & ROR BE h 80% 32 311 IR EL , 50 ik
WA, R ARG 5 s, LA 1 Hz 550356 88 XU R
B HEA TR, 1 UK/d L 30 min/iK, BERIAYT 5 d, 3%
ZRIT 8
1.3 WEF5R
131 IIRTTRL

M A8 Y 2 7 A5 K DL I3 s A0 S o % (Hamil-
ton Depression scale, HAMD) "' JE47 #1152 , LAV 43

H  HAMD 343 %8 30%~59% ; @ TC 4L : HAMD ¥ 43
F<30% ., [ G+ 3 2D+ B A ) L9185 ] <
100%=HRCE
1.3.2  5-HIAA \5-HT Je 24 FERRZS b 2558 Ji Ao i)
T 7 = 2 W6 AN 8 bk i 5 mL, {5 £
TR L BR R, B0 AL PR (15 min, 4% 10 cm,
3 000 r/min) , B35 A H o R I 5 9 Sk s S0 AH
s, K38 bR AL 65 5-HIAA  5-HT K 73 & iR
(glutamic acid, Glu) . KX 4 % ik (L - aspartic acid,
Asp) . H & & (glycine, Gly) . y-23& T B2 (y- Ami-
nobutyrie Acid, GABA) . It A3 £ il 1257 & ¥ 1 A
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i T S A BRA R g BRI 5 R T .
1.3.3 AR

ALFE O IR SR T ) RS R 4
1.4 Gilsaba

& H1 SPSS 22.0 e it ¥ At # 47 gt it o #r L LA
()R TR TERE, SR A5 5 DL n (%) HiA T4k
PRE, 28 K6 5 L P<0.05 2R 2 A it X

2 &R

2.1 WAL IRIT AL i
T 41 38 A5 3% (93.33% ) i 2 5 T % BR 4
(76.74%) , 25 A it X (P<0.05), W2,

Fx2 MWMANRRKTHEE (n(%)]

Table 2 Comparison of clinical efficacy between the two

groups [n(%) ]

Wl n HARm WBEHL P TE BAERCE
W54 45 15(33.33) 18(40.00) 9(20.00) 3(6.67) 42(93.33)
XFHRZH 43 11(25.58) 8(18.60) 14(32.56) 10(23.26) 33(76.74)

P 1H 4.806

P1E 0.028
2.2 PP L

JRITHIM 4 Glu, Asp .Gly .GABA /K F 48 TG
gt e L (P>0.05) , 1A 9T J5 W58 41 GABA | Gly
JKF- 5 TR, Asp . Glu /K I T4 BEH , 2% &
WA X (P<0.05), W3,

x3 WAMBZBFKEXLE (x25)

Table 3 Comparison of neurotransmitter levels between the two groups (x#s)

5 Glu(mmol/L) Asp(mmol/L) Gly (mmol/L) GABA (mmol/L)
IRITH I A7 Hif I YT R HIT A IR HT R
I 45 21.26+2.33 12.65+1.84" 2.98+0.65 1.33+0.42° 1.68+0.21 2.97+0.41° 3.26+0.54 5.61+0.46"
X FRZH 43 20.99+2.45 16.26+1.92° 2.86+0.54 1.87+0.57" 1.71+0.22 2.22+0.37° 3.18+0.51 4.87+0.32°
t{H 0.530 9.007 0.940 5.075 0.654 8.995 0.714 8.722
PiE 0.598 <0.001 0.350 <0.001 0.515 <0.001 0.477 <0.001

S RYAYT A ., P<0.05,

2.3 WiZH 5-HIAA .5-HT /K F L4

TBITFRTPI4L 5-HIAA 5-HT /K- 2z S oesiit
2FE X (P>0.05) 177 I 5T 4L 5-HIAA 5-HT /K-
AR, 2 RIE G FRE L (P<0.05) . Wk 4.

F4 FASHIAA S-HT KEIFEE (v+s)
Table 4 Comparison of 5-HIAA and 5-HT levels between

two groups (x+s)

. 5-HIAA (pmoL-mL™) 5-HT(pwg-mL™)
= n § . N — N o S —
TRYTHT RIT R TRIT wIT IR

WFSE4H 45 106.59+8.48 158.56+7.33" 255.26+19.84 338.45+22.65"
XTHRZH 43 105.21£7.44 129.85+8.84° 253.87+20.66 296.84+21.42°
18 0.810 16.615 0.322 8.846
P 0.420 <0.001 0.748 <0.001

SRR AT, *P<0.05,

2.4 AR
WA BV (13.33% ) 55060 FELHAS BL g o %
(11.63%) W2 R IESTFE L (P>0.05), W35,

3 it

SR S i A A R R TR R L AR AL
RS TT h A F  2H AR AR VIR AT, AR B S R
Jigi 2 v S 5 AR AR AR B A TR R DA
K, TN ERAL I B K00 R L AT Lk

x5 MARRRMERLEE (%) ]
Table 5 Comparison of adverse reactions between the two

groups [n(%) ]

200 n BRSO WA WOR AR RN
Wl 45 2(4.44) 2(4.44) 2(4.44) 000.00)  6(13.33)
XTREZE 43 3(6.98) 2(4.65) 0(0.00) 0(0.00) 5(11.63)
71 0.059
Py 0.809

EF A S AR AR A A R LA O Kk
SE , NUE R B2 80 AT RR MK, iE &
o JH Aol £ 3ef o S s 7 S S D, BN ki A RS
IS £ 1) BBk R R B R 4 BRE RN A S R T
A ETIE AR XA S EIAR G & L
il 1 A 58 4 B, IR T G 2 v TS IR 1 Rk
259, G I ARG BR LB IR 5 S BT R
FB BRI IR SCA R ™

rTMS J2& 3T 47 & Ji e R 110 38 bt & o i A 28
FOAR AR 0G5 5 5 A8 S {55 1 D B 3 ot 3
DA R I J 8 % 37 I Bz I 2 o PR % o 2232 I 3%
I, DTS B X I D R E A, A R T AR I 4 K
Wik iz S A DR K &, B RTAE IR IR R R
JTEz I ARSI IE A5 R B AT A I R YT R
TXRRELH , UL 454 rTMS 1897 il T+ 09387
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AT, TR T RUMAT B o oy 1A, i
SEIARIRS I MGE . Akt & BRI R
F 22 T AL, 5 B0 40 e 203 o O S AR AL
Horft 5-HIAA | 5-HT 4553 WA 5 it B AR 21— 72 5 B
FRE T H B Bk AR AU 2T . AR
SEh VAT G BEST 4 5-HIAA | 5-HT 7K F i T %)
HEZH, A rTMS AT $& 7+ PLIA T 5-HIAA | 5-HT
IRV, B R A SRR IR . R A AR D&
SCHR S il A e £ 2 k2 S ) R R s
25338 BT 1) e 3R R A, 0 1 2 B2 Gly .GABA ¢
R W, 24 A PR LR Glu  Asp 3 [ FH, R
IRYY I BLPIAR ) B B R AR SCF S e, A
FUIEYIT Ji GABA (Gly 7KF- = T-XF B84, Glu , Asp
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i) 5 PR 5 20 3 TR B P 46 B A S A T 2R (P<0.05) o 4518 TL-1B.CD64, SAA 7E H P FRA S5 HR P 2K £
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Relationship between serum IL-13, CD64 index and SAA level and endophthalmitis
after cataract operation
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Baoding First Hospital, Baoding, Hebei, China, 071000; 5. Department of Ophthalmology, Baoding First
Hospital, Baoding, Hebei, China, 071000)

[ABSTRACT] Objective To study the relationship between serum interleukin-1 g (IL-18), CD64
index and serum amyloid A protein (SAA) level and endophthalmitis after cataract surgery. Methods 103
cataract patients who underwent surgery in Baoding First Hospital from January 2019 to January 2021 were
selected as the study group, and 88 normal people who underwent physical examination in our hospital during
the same period were selected as the control group. The IL- 18, CD64 and SAA in the two groups were
compared; the incidence of postoperative endophthalmitis infection in cataract patients was counted, and the
patients were divided into two subgroups, the infection group and the uninfected group, and IL-13, CD64 and

SAA were compared, and the risk factors of endophthalmitis infection in cataract patients were analyzed by

KA B AR TAHG R B A4 $ (20412F240)
M BlE L REFTH—ERFRE, T, & 071000
2 ARG — ETRA B, A, 4R E 071000
3R T H—ERAZ AA, Tk, 4R E 071000
4 BT HE—ERFRSE L EREESH, T, 4 071000
5. 4R H — B RIRA, 7T 422 071000
“BAZVEH T, E-mail : Jiameng891128@163.com



-+ 1746 - ATEWEIRIT ARG 20224810 A

14 10 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

logistic analysis. Results The levels of IL-13, CD64 and SAA in the study group were higher than those in the

control group, and the differences were statistically significant (P<0.05). According to the statistics, there were

22 cases of postoperative infection. The levels of IL-13, CD64 and SAA in the infected group were higher than

those in the uninfected group, and the differences were statistically significant (P<0.05). Age, smoking,

hypertension, diabetes, operation time, vitreous overflow, IL-13, CD64 and SAA were independent risk factors
for endophthalmitis infection in cataract patients (P<0.05). Conclusion The levels of IL-18, CD64 and SAA

are abnormally elevated in patients with endophthalmitis after cataract surgery, and the detection of these three

can be used to effectively evaluate the infection of endophthalmitis after cataract surgery.
[KEY WORDS | Endophthalmitis after cataract surgery; IL-18; CD64; SAA
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F1 WAIL-1B.CD64 FEH K SAA K FLLE (v+s)
Table 1 Comparison of IL-13, CD64 index and SAA levels
between the two groups (x+s)

21531 n  CD64(MFI)  SAA(mg/L)  IL-18(ng/mL)
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1l - 11.743 11.265 20.406

P - <0.001 <0.001 <0.001

®2 BRASKRBSAIL1B.CDoAIEH R SAA KFE
b8 (7 +s)
Table 2 Comparison of IL-13, CD64 index and SAA level

between infected and uninfected groups ( % +s)
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Table 3 Univariate analysis of univariate factors affecting
infectious endophthalmitis in cataract patients
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Table 4 Analysis of independent risk factors affecting endophthalmitis in patients with cataract

AT B EX4 bR Wald y* {8 OR(95% CI i Py

fR 1L (TG vs 47) 2.136 1.923 5.952 8.466(0.195~366.897 ) 0.213

BRI (TC vs F) 1.442 0.956 3.594 4.223(0.649~27.543 ) 0.617

W (TG vs A ) 1.748 1.011 4.957 5.954(0.821~43.188) 0.845
AR (B ) (<65 vs =65) 1.459 0.664 8.153 4.302(1.171~15.807) <0.001
FABFE] (min) (<30 min vs =30 min) 1.648 0.315 9.458 5.197(2.802~9.634 ) <0.001
A Y (TE vs ) 1.594 0.291 8.285 4.923(2.783~8.709) <0.001
CD64(MFI) (IEH vs 5#%) 2.097 1.062 7.089 8.142(1.016~65.269 ) <0.001
SAA(mg/L) (IEH vs 53 1.594 0.291 0.285 4.923(2.783~8.709) <0.001
IL-1B8(ng/mL) (IEH vs 54 ) 1.838 0.491 10.963 6.284(2.400~16.451) <0.001
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HEH, ZRA R E X (P<0.05) 1RSI~ VI A itk e 25588 bR B p A0 1k e —F
ARG GRITHNPEAE  PLK1 (BHYE) (caspase-3 (B ) M Ki-67 (BHME ) ks i 171 Jias g fh 40 i és 28 2 1 AR A7
A0Sy FE B I 2 (P<0.05) . =548 bk (PLK 1+caspase-3+Ki-67 ) B 446 I 58 8505 (0.924) A5 (0.947) |
AUC(0.969) 34 7 T B — 48 br il (P<0.05) . #5138  PLKI1 . caspase-3 M Ki-67 5 1 i iR 200 i 98 % A
TG AH DG, I PR AT s e = TR bRk il , $2 = 1 B SR A i R B2 W, DITAL iR TS o

[ ] O 8 ; PLKL; caspase-3; Ki-67

Changes and clinical significance of PLK1, caspase-3 and Ki-67 in patients with oral
squamous cell carcinoma

ZHAO Tingting', LIU Zhenli*, LI Liheng', ZHANG Xuan', LI Chao', MA Sai'*

(1. Department of Oral and Maxillofacial Surgery, the First Affiliated Hospital of Hebei North University,
Zhangjiakou, Hebei, China, 075000; 2. Department of Stomatology, the First Affiliated Hospital of Hebei
North University, Zhangjiakou, Hebei, China, 075000)

[ABSTRACT ] Objective To investigate the changes and clinical significance of Paul-like kinase 1
(PLK1), apoptotic homocysteine protein-3 (Caspase-3) and proliferating nuclear antigen (Ki-67) in patients
with oral squamous cell carcinoma. Methods 104 cases of oral squamous cell carcinoma admitted to the First
Affiliated Hospital of Hebei North University from March 2017 to March 2019 were selected as the cancer tissue
group, and the paracancerl tissue 3 cm away from the cancer tissue was selected as the paracancer tissue group,
the positive rates of PLK1, caspase-3 and Ki-67 were compared between the two groups, followed up for 2
years, and recorded the prognosis survival, mortality, and analyzed the relationship between the three
indicators and patient prognosis. Receiver operating characteristic curve (ROC) was drawn to evaluate the
predictive value of combined three indicators (PLK1+caspase-3+Ki-67) in the prognosis and death of patients

with oral squamous cell carcinoma. Results The positive expression rates of PLK1, caspase-3 and Ki-67 in the
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cancer tissue group were significantly higher than those in the para-cancer tissue group, and the differences were
statistically significant (P<0.05). The follow-up rate of this study was 100%. During the follow-up period, 63
cases (60.58% ) died and 41 cases (39.42% ) survived. The mortality rate of patients with positive expression of
PLK1, caspase-3 and Ki-67 was significantly higher than that of patients with negative expression of PLK1,
caspase-3 and Ki-67, and the difference was statistically significant (P<0.05). Clinical stage (Il ~VI), lymph
node metastasis, medium to low differentiation, single surgical treatment, good treatment compliance, PLK1
(positive) , caspase-3 (positive) and Ki-67 (positive) were independent risk factors affecting the prognosis and
survival of patients with oral squamous cell carcinoma (P<0.05). The combined detection sensitivity (0.924) ,
specificity (0.947) and AUC (0.969) of three indicators (PLK1+caspase-3+Ki-67) were higher than those of
single indicator detection (P<0.05). Conclusion PLKI, caspase-3 and Ki-67 are related to the occurrence and

prognosis of oral squamous cell carcinoma. The clinical combination of the three indicators can be strengthened

to improve the early diagnosis rate of oral squamous cell carcinoma to evaluate the prognosis of patients.

[KEY WORDS |

I 8 PR 24 B s o R v, o Sk SRR P
JIIEE (1 40% , 90% LA 1 1 1 s Sl R 40 g £ 3 oA 1
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fife TR A4 B8 i A B AR R A G 43— ML A AL
KBEABSE, G IRINZ RIS . B R
PR g 1) RIS A R AR REIR YT RO E KR
FAEAF YR EE TB, IR AR B 1 (Polo-Like
Kinasel , PLK1) F 24470 T HAZ 40 vy, TG PR 1
IR 0b D RS R = R e 77 N R e A
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PTG I AR SR, Caspase-3 7F 1
R e R A TP B P SRk R e, HL T i 40 i )
KA KBRS AEEMA 40 A bR
(nuclear-associated antigen , Ki-67 ) /& 3 54 41 ifd
A7 76 ) R e BT IR, Ki-67 7K AT sz i 240 At 44 4
61, 75 2 Ol g v S 47 78 Ki-67 1 JE 3R
PN = o Tl S B 8 RN R
PLK1 . caspase-3 . Ki-67 28 fb J Il R 55 5L, IR =
5 SR A0 MR R E TS R OC R DU R T
ity 11 J B R 4 P i 1 32 e S U BRI 2%

1 ABEFEE

11—k

PEHL 2017 4 3 H % 2019 4F 3 H bt J5 2 b
BF I 27— = B ISCTA 14 11 B 5 DR A4 98 RB 3 4 I R
TR, ANABRUE : DT A B 2 T A UE S5
1 S8 R 20 98 5 Q52 A8 BERE Ll R Bkt S Bl U
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Oral squamous cell carcinoma; PLK1; Caspase-3; Ki-67
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i FH SPSS 22.0 G iR AF ST 93T, THEUF R
Wit n (%) Fom, IF R 2% 2 5ORE
(x +5) 2 RAZIRE TAERAE HZE (ROC) PP
WA, TR T AL (AUC) 5 DL P<0.05
ERAGIHE X

1.5

%1 PLKI,caspase-3 & Ki-

2 #R

PLK1 .caspase-3 M Ki-67 7EA R ZH L H 35k
96 40 21 4 PLK1 | caspase-3 M Ki-67 BH % % ik
R = T H A, S A SR L (P<
0.05), WE1. &1,

6T HEARRABAARHERIE (%) ]

2.1

Table 1 Expression of PLK1, Caspase-3 and Ki-67 in different tissues (n(%)]

PLK1 caspase-3 Ki-67
21 3 n
FH: Bk FH: Bk FHA: RS
JEH AN 104 71(68.27) 33(31.73) 65(62.50) 39(37.50) 78(75.00) 26(25.00)
o A 104 22(21.15) 82(78.85) 40(38.46) 64(61.54) 37(35.58)  67(64.42)
PAL 46.695 12.020 32.693
P1E <0.001 <0.001 <0.001
A B o] D E F
TE: A PLK1 794120 (133K s B 24 PLK1 7EJ@ B 414U 193835 5 C O caspase-3 TEMR 414U K335 D A caspase-3 1EIH S5 41 81D 3R

ik; E N Ki-67 fERE LU P YR IE ; F oA Ki-67 TR AP BRIk

B 1
Figure 1

2.2 AJFEITIERYHAE PLK caspase-3 M Ki-67 ik

A B 5T B V5 % 100% , Bl U5 A (8] SE T 63 1]
(60.58% ) , "= 17 41 $1(39.42% ) . PLK1 ,caspase-3

EEALEER (SP,%x400)

Immunohistochemical staining (SP,x400)

J Ki-67 B 8 H B SE T3 B3 5 T PLK1
caspase-3 } Ki-67 BTERIL B H , 2 FAH G112
X (P<0.05), W2,

%2 AREWEHIEE PLK] . caspase-3 & Ki-67 Fi& [n(%) ]
Table 2 Expression of PLK1, Caspase-3 and Ki-67 in patients with different prognosis [1n(%) ]

] n PLK1 caspase-3 Ki-67
BE M (n=71) B (n=33) BA M (n=65) B (n=39) BEM: (n=78) B (n=26)
HEAfE 4 13(31.71) 28(68.29) 20(48.78) 21(51.22) 23(56.10) 18(43.90)
T 63 58(92.06) 5(7.94) 45(71.43) 18(28.57) 55(87.30) 8(12.70)
P} 41.767 5.436 12.898
P <0.001 0.020 <0.001
2.3 REMW I s bR 20 B S TS A AR R B R R 3 it

MZH RSP

Il R 3 0 CIHL~ VI ) Ak 255 % o R
FE o4k R —FRE TR YT RN M L PLKI
(FHP ) caspase-3 (BHYE) f& Ki-67 (FHAE) 25200 H
s e R 441 B g £ 3 TS A A IR S FE R TR 2R (P<
0.05), W% 3.
2.4 WA AN O s R A0 e R TR SE T
Tou A {E

= T $8 5 (PLK1+caspase-3+Ki-67 ) Bk & 46
RAEGE (0.924) FF 5 (0.947) \AUC(0.969) ¥ 5
FHA—JEFRAI (P<0.05) ., W4 K2,

1 8 R 200 s Y e A — N 2 LR
T, 76 9 A0 M 5 i ik B o, B 2 R AR R R S
5, R g 40 20 A K AR5 52 ) o B SR, B R R
MR RS IR 28 B8 1 4R 1 R bR 4 e g
KA R R G 1, 2 i S IR 20 g
AR B A

PLK1 2% PLK Z % H 19 i 3 Z — , PLK1 7E i
FLBh YA AT 22 oy B4k R v A LA AR
7R PLK1 7E 43 2476 BR 14 20 2028 B S i oes 200 Jifg
WEPERE . caspase-3 J&— P B & iR & H I,
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Table 3 Univariate and multivariate analysis of prognostic survival in patients with oral squamous cell carcinoma

s LS EAuEviv

' OR1H 95% CI Pl OR{H 95% CI P{H

AEIE (=65 % vs <65) 1.024 0.578~1.856 0.589

PEBI(FB vs ) 1.365 0.897~1.785 0.880
TNM( I ~ 1139 vs I~ VI3H) 1.254 1.147~1.856 0.037 1.365 1.236~1.866 0.041
R R vs ) 1.326 1.204~1.925 0.029 1.582 1.428~1.937 0.034
SRR G oAb vs TR 43 1k) 1.285 1.125~1.556 0.014 1.456 1.254~1.746 0.020
Mg FT42 (=3 cm vs <3 cm) 1.491 1.326~1.864 0.026 1.724 0.578~1.806 0.053
AR (A vs JG) 1.237 1.209~1.856 0.033 1.336 0.698~1.763 0.714
BT T (B —FRIBYT vs RSB LITIAIT) 1.364 1.211~1.866 0.014 1.414 1.397~1.956 0.028
VAT RMNAE (IR AP AR vs AT 45 1.254 1.204~1.774 0.032 1.354 1271~1.854 0.043
PLK1 (BHM: vs BA:) 1.365 1.247~1.820 0.008 1.415 1.236~1.760 0.024
caspase-3 (FHPE vs FI1E) 1.245 1.126~1.627 0.017 1.362 1.304~1.856 0.030
Ki-67 (FHPE vs FHPE) 1.589 1.504~1.965 0.011 1.624 1.557~1.896 0.026

x4 BA=EXORESPKAERIE S & UL TN E

Table 4 The predictive value of the combination of the three

Y K A= AS R R B BB T, 1 9 R 1) caspase-3
X ADP-1Z K8 5 G il L3N 35 1 DL K [ s 5 oo
HEHARETRE, AEAH AR T 7 2040 g 2E 171 98
T2 MHICHIE &R, Ki-67 fE%E k4 1 M Sz W2
JU 3 T E i, Ki-67 FHPEF A T m A A 3/ 17 %

for the prognosis and death of patients with oral squamous

cell carcinoma

WiEbE  REUE FERE AUC 95% CI 2R PE

PLKI 0802 0.847 0.8290.742~0916 0.649 <0.001
caspase3  0.832 0.881 0.830 0.745~0.915 0713 <0001 PERREEREIAN, Ki-67 ABEGHE 1% P2 0 e L . ey
Ki-67 0796 0834 0.8140.719-0.910 0.630 <0.001

PN RS S M b R R M E R R 2
A F 5% BE 15 R 100% , B U5 3 18] 5E T 63 f
. i (60.58% ) , "= 1% 41 1911 (39.42% ) . Bifii)i 45 F 7% Ife
" PRAMI (U~ VISB) A7 ik LS B oA B h A1
434k PLK1(BAPE ) . caspase-3 (FATE) X Ki-67 (FAM:)
Shy 2] T s bR 40 9 B TG AR A I A ST AR R
HZE., 45548, PLK]  caspase-3 & Ki-67 FHM: R
o, BERE S N, RS R  fE PEh
23 XN, = IR AR 5 AR AR G
ROC £k 45 R 7~ , = Ii45 b5 (PLK1+caspase-
3+Ki-67 ) B G AT R A (0.924) FEFE(0.947) |

SHBEAKM 0.924  0.947 0.969 0.939~1.000 0.871  <0.001

i o
F 0.6 Ki-67

o B4,

0 02 04 06 08 10
1555

B2 ROC HiZkE
Figure 2 ROC curve
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KREYIN SRR IE , caspase-3 J2 4 i
oI AT, caspase-3 [T H B ol T R £ 5

AUC (0.969) 7% T B — 8 bk il o byt m] LAHE
I, BX A PLK1 | caspase-3 } Ki-67 K il GEAE A Tl
T e R 240 L T BE T I — P AT 3T B

2% B R , PLK1 | caspase-3 } Ki-67 £ 5 [ i
fife DR A0 i A R, HL S R TS B IR OG
e R AT SR IR A5 = TR ARl , B2 e 11 bR 44 i
PR 2 W R DLPR A B T, b BF X PLKL
caspase-3 M Ki-67 JF &5 48 m a7 He w77 1
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PRZLIR/ILETLEAL . Mb I ¢ Tnl £E HIE iy 2635k M2 I A
22X

Zwedk R MHHE EAg

(# Z] BH BEIRILFUET LLAE  ILLLE 1 (Mb) SILES 88 1 T(cTel) 7687 A= Ll 40 i i P4
fikidps (HIE) iy 3634 S R 25 . 773k URAE 2020 4E 2 A 3 2021 4£ 10 A 13830 K2 B 2 B it g B
A BE ISR 1) 134 1) HIE R E A HIE 41 [ R 1 Apgar PEAM 4341 52 BE =7 43 (n=63 , 52 FE A1) 5 1 4~6 47
(n=48, P EEH) s ERE<3 43 (n=23) ], 3 e IR A B /2 0 8 A6 09 0 8 B A2 L 83 BilFE D e . L
A KA1 HIE $ILRFLER/MLEF H A . Mb 2 Tl K, H43Hr_E R $8bR32 W HIE JOLEI M i .

5%  HIE AR FLAR/ILET LL{E . Mb S cTnl 7K P39I & w5 PR AL, 22 7 390 Ge it & L (P<0.05) .
KIEJJ% # HIE LR FLER/WUEF LU A Mb J2 cTnl K LU R <P <FHE A, Z 5 WA G5 E
X (P<0.05), ROC £k it , = (JRFLER/ILEF HEAE+Mb+cTnl) 5 #6012 W7 HIE 19 SRR F4 5 1 4
5124 0.915.,0.769, AUC=0.859 , B &, = T~ 45 0 HL gk T ( P<0.05) o &5 PRFLER/LET FL A . Mb & cTnl
TE HIE (L & 5 260k il A _E R FR bR X Bomi2 Wr i T FE R Ik BT — 2 2 %0 (H .

[Ssim ] WA LB A B Pk s s FRFLER/LET LU ; M B A DS EA T

Expression and clinical significance of urinary lactate/creatinine ratio, Mb and ¢Tnl in HIE
GONG Xiaoyan, LIU Chengbo, CHEN Yan, WANG Liwei*

(Department of Neonatology, Xinhua Hospital Affiliated to Shanghai Jiaotong University School of Medicine
Shanghai, China, 200092)

[ABSTRACT] Objective To investigate the expression and clinical significance of urinary lactate/
creatinine ratio, myoglobin (Mb) and cardiac troponin I (¢Tcl) in neonatal hypoxic-ischemic encephalopathy
(HIE). Methods 134 HIE patients admitted to Xinhua Hospital Affiliated to Shanghai Jiaotong University
School of Medicine from February 2020 to October 2021 were collected as the HIE group [mild = 7 points (n=
63, mild group) ; moderate 4~6 points (n=48, moderate group) ; severe < 3 points (n=23) ], another 83
normal neonates born at term in our hospital at the same time were selected as the healthy group. The urinary
lactate/creatinine ratio, Mb and cTnl levels were compared between the two groups and in children with HIE
with different conditions, and the the value of the above indicators to detect and diagnose children with HIE was
analyzed. Results The urinary lactate/creatinine ratio, Mb and cTnl levels in the HIE group were significantly
higher than those in the healthy group, and the differences were statistically significant (P<0.05). Comparison
of urinary lactate/creatinine ratio, Mb and cTnl levels in children with HIE with different conditions: mild
group < moderate group < severe group, the differences were statistically significant (P<0.05). The ROC curve
showed that the sensitivity and specificity of the three combined (urinary lactate/creatinine ratio+Mb+cTnl) for
the diagnosis of HIE were 0.915, 0.769, and AUC=0.859, respectively, which were significantly higher than
the individual predictions (P<0.05). Conclusion Urinary lactate/creatinine ratio, Mb and cTnl are abnormally
expressed in children with HIE, and the detection of these indicators has certain reference value for disease
diagnosis and disease severity judgment.

[KEY WORDS | HIE; Urine lactate/creatinine ratio; Mb; CTcl

F AR B . BT ARG R R B (20YF1429200) 5 #7 46 & 2 47 22 42 A 3% 0 B (HLXKRC 2021001)
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B A L S g it M figi 96 (Hypoxic-ischemic en-
cephalopathy of newborn, HIE ) j& JLE} 5 UL 4 59
R L A S R ol L R S AR L
AN B WIRIT AT S BUR A LM & Rk B 2 B
me, EE SRR T Al A O Al HIE 8L
15, 4l ARG Y7 P A s BT T B S, FLIR AR
J& T ICEAB W AR S oh RGER HSE AU,
PREFVIR R K] R e AR LB SRR BE o IR LIS
RIKENTEE AGH A UEEA ., BRI/
JUUIEF BB AT — i R B s/ 2k LMK 22 5 R
XF FLIR 2R IA W W, A SSCPE Al HIE S8 Lk sk i
FEE ALY, WL A (Myoglobin, Mb) | L5 &
1 I(Cardiac troponin I, cTcl) f& % W A9.C LR b
BY . CABRUESS  HIE 76 S 308 A= LI i £ 1
[ g, P O 3l ) 2 A s | R A B ) E B i 45
75 25 WL Al 5 e R0k il T A2 450 AR F
FEHG R R FLRR/WUET HL B . Mb J2 ¢Tnl 7E HIE
238 Kl R S, FHRARGE IR .

1 #ZRE5HE

1.1 — ek

W 4E 2020 4E 2 H % 2021 4F 10 H FEAZE K
27 1 2 Be B I A A 2 B TR 1Y 134151 HIE A LAE
JMHIE A, AR O2H L, ABEdE<1 d, H
P45 G HIE 2 Wibs 5 @l R 98k IC sl 50 %
&K O IG LE NE 8 K N EE RN
DA BT A ZAEATIRTT o HEBRARIE : )™ B 8%
b S K SO 5 47 5 @18 i D RE TR T
REBRNT ; OFfE 4 B 20 8 MY B s D1 2=
A e ALY S50

o 55 80 4], £ 5441, ¥ i 4 (37.25+6.34)
Jil o T e R — e [RI AR g 2 T MR AR 1) DE 5 R AR L
83 BifE M AR EEA , Hod 5 58 1], 4 25 191, -2 ik
(38.41£7.21) Al . WAl — TR LR 22 5 51t
L (P>0.05) . AL BB 2E A P2 i 2t
e, Z U A LI A A F ARG R 1.
12 ik
1.2.1  JRFLR/WLEF HE{E . Mb A cTnl

Mb ., cTnl 7K+ R FH— U0 P FL25 SR I 45 il B e
A 2K 3 mL 25 EAME KA, 3 000 r/min 5.0
10 min, .02 0 10 em, 4385 2 I , B -80C
MR A, bt 00 S 52 Rl o SR FH 7L i 4 i f 928 L
PhIE KD Mb | Tl , 3R & 1 IR DIE R A A4 4

FARB RN F . IRILR/LET A 2
WA G 1 IRJRIE 2 mL, 3 000 r/min &5 0> 10 min,
B 10 om, B ETE R E -80CTHA 7. RH
A 7 AR R R 6 3 A PR LI, R FH Bl v 42 1 3
AT R LR . R BB A — 4 &
5 4= B R SR B A 5E AR o
1.2.2 JElE/mEHBRE

K H Apgar P AR T B2 E =T 43 (n=63, 52 i
2H) B 4~6 1 (n=48, T EEA ) s FEE<3 73 (n=23)
1.3 GEirFhik

&I SPSS 20.0 Ge it BT #1758 3400, i
TR (x£5) FoR, PRULIA] ELERAT ¢ K256, 2241 10] LE
BAT T 2R 5 2 il 320 % TAERIE (ROC) Hh 26
O3 B IR FLERNUET He {1 . Mb 2 cTnl 4032 W HIE
A E, IFTHR I Z N A (AUC) , 3 LA P<0.05 4

SHEAESGIFE X,

2 R
2.1 WA FRFLER/WLEF ELIE . Mb A cTnl K- He %

HIE 2 JRFLBR/VLET HE(E Mb Az Tl 7K P14 i
TR, =R g R L (P<0.05), W& 1,

x1 FHARIE/AETLLE . Mb K cTnl K FLLE (v+s)
Table 1 Comparison of urine lactate/creatinine ratio, Mb

and cTnl levels betweeen the two groups (x+s)

A n RABMIEFLME  Mb(ng/mL)  cTnl(ng/mL)
HIE#4] 134 2.84+0.65 102.43+15.56  0.29+0.05
4] 83 0.71+0.08 41.31+9.14 0.08+0.01

tHE 29.689 32.467 37.767

PiE <0.001 <0.001 <0.001

2.2 AT HIE & LR ZLER/LEF L8 . Mb JZ

cTnl 7K~ H#5¢
A TR) 9 17 HIE LR ZLER/ALEF HE B . Mb A2

cTnl KV R < EA<HEEN, 254
Giitef i X (P<0.05), W2,
2.3 JRFLR/ILEF FAE . Mb K cTnl £ i0 %f HIE fY
Wi E

ROC M4k 7w, =3 (FRELER/MLETF LA +Mb+
cTnl) A K 2 W HIE () 8UREBE FIVER S 13 4301k
0.915.0.769, AUC=0.859, I i 725 T 4% 151 B pth 75 )
(P<0.05)., WLz&3 .1,

3 it

HIE f& 8 A= JLE AR5 DL 22 K o P A o6
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®2 AEFEHIE BILRZLE/ALETLL & . Mb K cTnl
KELE (x+5)
Table 2 Comparison of urinary lactate/creatinine ratio, Mb

and cTnl levels in children with HIE with different conditions

(x+s)

A n JRELER/NUEFLE  Mb(ng/mL)  cTnl(ng/mL)
RIEH 63 1.06+0.24 76.36+16.05 0.06+0.01
L] 48 2.96+0.62° 113.56x18.19"  0.3420.08"
EEH 23 7.46+1.29® 150.61+20.69°  0.81+0.21"

F{H 77728 163.44 496.01

P{H <0.001 <0.001 <0.001

W SR, P<0.05; SHEE AL, "P<0.05,
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Relationship between TG/HDL - C, ¢Tnl and CK - MB and cardiovascular disease in
patients with chronic renal failure
NIU Yandong*, WEN Xiaojun, ZHANG Man

(General Department of Cadres, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To investigate the relationship between triglyceride/high-density lipoprotein
cholesterol (TG/HDL-C) , troponin I (¢Tnl) and creatine kinase-MB isoenzyme (CK-MB) and cardiovascular
disease in patients with chronic renal failure (CRF). Methods 114 CRF patients who were treated in Beijing
Shijitan Hospital affiliated to Capital Medical University from February 2019 to October 2021 were selected as
the observation group, and 114 healthy subjects in our hospital during the same period were selected as the
control group. The levels of TG/HDL-C, c¢Tnl and CK-MB in the two groups were compared, and the levels of
TG/HDL-C, cTnl and CK-MB in patients with and without cardiovascular disease were compared. Logistic
regression analysis was performed to analyze the risk factors affecting the occurrence of cardiovascular disease
in CRF patients; the ROC curve was drawn and the AUC was calculated, and the predictive value of TG/HDL-
C, cTnl, CK-MB and the combined detection of the three indicators on the occurrence of cardiovascular disease
in CRF patients was analyzed. Results The levels of TG/HDL-C, cTnl and CK-MB in the control group were

lower than those in the observation group, and the differences were statistically significant (P<0.05). The TG/
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*BAEAEE  FH A, E-mail niuyandong2106@bjsjth.cn



- 1758 - ATEWEIRIT ARG 20224810 A

14 10 T Mol Diagn Ther, October 2022, Vol. 14 No. 10

HDL-C, cTnl and CK-MB in the group with cardiovascular disease were higher than those in the group without

cardiovascular disease, and the differences were statistically significant (P<0.05). Diabetes, family history of

cardiovascular disease, hyperphosphatemia, abnormally elevated TG/HDL-C, abnormally elevated ¢Tnl, and

abnormally elevated CK-MB were the risk factors for cardiovascular disease in CRF patients factor (P<0.05).
The sensitivity (0.941) , specificity (0.912) and AUC (0.936) of the TG/HDL-C, ¢Tnl, CK-MB combined

detection were higher than those of the single indicator detection (P<0.05). Conclusion

The combined

detection of TG/HDL-C, c¢Tnl and CK-MB has a high predictive value for cardiovascular disease in CRF

patients. Clinical attention should be paid to the changes of the three indicators in patients, and active preventive

measures should be taken to reduce the incidence of cardiovascular disease.
[KEY WORDS| TG/HDL-C; cTnl; CK-MB; Chronic renal failure; Cardiovascular disease
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[n(%),(x£5)]

way on : ) - b (%)
XHERLH 114 75(65.79) 39(34.21) 55.71£7.45
WL 108 70(64.81) 38(35.19) 55.11+7.68
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Table 5 Predictive value of combined TG/HDL-C, cTnl
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Figure 1 Predictive value of combined TG/HDL-C, cTnl
and CK-MB for cardiovascular disease in CRF patients
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Table 4 Logistic regression analysis of cardiovascular disease in CRF patients
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a1k Jiog B8 BE rt-PA %5 K} NO/ET-1.L-Arg .PCT 5
FRER D REDG & K PN AL -1 5 HE
RER ' R FH g

[ ZE] BH EUTAvERE 0 g\ S TR (rt-PA) AR I — AL R S R & -1
FEAE (NO/ET-1) \L-A5Z MR (L-Arg) L/MUEFL(PCT) 5 # 2 DI 56 28 S BN L4 Rl 2L RE . ik EH
2018 4F 3 J1 2 2021 4% 1 J il g v = 25 K24 50 — IR B2 BT 19 182 3 L AT # IV A P8 11 2 b il A 38 AR
F ARYE rt-PA VRS N4 TR A 04 AR TR 4 (n=31) R4 (n=151) , lLE 20 FLL PR \NO/ET-1 .
L-Arg .PCT KF X R SRAFEAR A TS0 SR AR FRE DR IR0 b7 8l \NIHSS 1743 .NO/ET-1 .,
L-Arg . PCT 5 REE 4 i, 22 %4 881127 5 X (P<0.05) ; NO/ET-1(r=-0.875, P<0.001) .L-Arg (r=—0.901,
P<0.001) 5 NIHSS #4351 4156, PCT (r=0.804, P<0.001) 5 NIHSS 143 5 IEAH G ; B WE FRAG O gl |
NIHSS 405 il J5 , NO/ET-1,L-Arg . PCT 475 J2 IfiL 4 F5-38 AYAH &2 K % (P<0.05) ; NO/ET-1,L-Arg Bt &
PCT 10t P 1l 45 P38 A9 323038 TAERRE Mt 26 T AL (AUC) (0.896) K T H— ) NO/ET-1(0.816) . L-Arg
(0.778) \PCT(0.812) ; NO/ET-1 . L-Arg = K V-3 IfiL 45 P 2 e TRAKF- 35, PCT e K-35 45 P8 R A1
TARAK -5 (4°=32.475.28.344..35.495, P<0.05) . £E5it ZVERGTSE rt-PA ¥ #2 I NO/ET-1 . L-Arg F#1IK
2 PCT Fh i 5 0 48 Ty B A R 0 657 3 P50 IS 38 A 56, 3065 Al =3 B o W PR 7500 i 385 -5 42 it =
%, T A I RIS TR YT SR AR

[K#iR] 2PEREESE; rt-PA; NO/ET-1; L-Arg; PCT

Relationship between NO/ET-1, L-Arg, PCT and neurological function during rt-PA
thrombolysis in acute cerebral infarction and the prediction of vascular recanalization
efficacy

ZHANG Yiying'*, MAO Zhengrong', LUO Sha’, JIANG Hua’

(1. Emergency Department of the First Affiliated Hospital of Henan University of Traditional Chinese
Medicine, Zhengzhou, Henan, China, 450000; 2. The Second Department of Encephalopathy, the First
Affiliated Hospital of Henan University of Traditional Chinese Medicine, Zhengzhou, Henan, China, 450000;
3. Department of Immunology, Henan University of Traditional Chinese Medicine, Zhengzhou, Henan,
China, 450000)

[ ABSTRACT ] Objective To investigate the ratio of nitric oxide to endothelin-1 ( NO/ET-1) ,
L-arginine (L-Arg) during thrombolysis of recombinant human tissue plasminogen activator (rt-PA) in acute
cerebral infarction, platelet packed product (PCT) and the relationship between nerve function and prediction of
vascular recanalization efficacy. Methods A total of 182 patients with acute cerebral infarction with
indications of intravenous thrombolysis were selected from March 2018 to January 2021. According to the

recanalization of blood vessels after rt-PA thrombolysis, they were divided into the non-recanalization group (n=
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31) and the recanalization group (n=151). The baseline data, NO/ET-1, L-Arg, and PCT levels of the two
groups were compared, and the obtained data were statistically analyzed. Pearson was used to analyze the
relationship between each indicator and the NIHSS score, and the multi-factor Logistic regression equation was
used to analyze the vascular recanalization. For related influencing factors, the receiver operating characteristic
curve (ROC) and the area under the ROC (AUC) were used to analyze the indicators to predict the vascular
recanalization efficiency, and to compare the vascular recanalization rate of the indicators with different
expression levels. Results There were statistically significant differences in diabetic AF, NIHSS score, NO/
ET-1, L-Arg, and PCT in the non-recan group compared with the recan group (P<0.05) ; NO/ET-1 (r=—
0.875, P<0.001), L-Arg (r=—0.901, P<0.001) were negatively correlated with NIHSS score and PCT (r=
0.804, P<0.001) were positively correlated with NIHSS score. After controlling for diabetes, AF, and NIHSS
score, NO/ET-1, L-Arg, and PCT were still relevant influences for revascularization (P<0.05). The area under
the receiver operating characteristic curve (AUC) (0.896) of NO/ET-1, L-Arg combined with PCT in predicting
vascular recanalization is greater than that of single NO/ET-1 (0.816) , L-Arg (0.778), PCT (0.812). Patients
with high levels of NO/ET-1 and L-Arg had higher vascular recanalization rates than those with low levels, and
those with high levels of PCT had lower vascular recanalization rates than those with low levels (}*=32.475,
28.344., 35.495, P<0.05). Conclusion The decrease of NO/ET-1, L-Arg and the increase of PCT before rt-PA
thrombolysis in acute cerebral infarction are related to the deterioration of neurological function and the increased

risk of vascular non - recanalization. The combined detection of the three can provide a reference for clinical

prediction of vascular recanalization, so as to provide a basis for clinical decision-making and treatment.

[KEY WORDS]
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5% Bt A~ i 3¢ (National Institute of Health stroke
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PR, L-Arg 150 &0 T F e B AR MR A [R
O3] AT IR KA, 12 5% PCT K- & dabrks
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®1 HHESZERLE [(x+s),n(%) ]

Table 1 Comparison of baseline data between the two groups
[(x£s5),n(%)]

C B S A S 2]

vk (i=31)  (n=151) T P
() 54.97+8.73 52.86x10.14 1.079  0.282
PEBICB ) 18/13 80/71 0.268  0.605
RFRRE B (kg/m®)  23.65£1.47 23.44x1.60 0.674  0.501
RIGEABEBI (h)  3.0420.57  2.89+0.73 1.078  0.283
WE A

f g I AE 11(35.48) 61(40.40) 0260  0.610
T PR 16(51.61) 30(19.87) 13.724 <0.001
LA 5(16.13)  18(11.92) 0.120  0.730
e I 9(29.03) 22(14.57) 3.807  0.051
AL 3 i 5 4(12.90)  3(1.99) 5599  0.018
el 22(70.97) 99(65.56) 0.337  0.562
W2 i st 15(48.39) 67(44.37)  0.168  0.682
FEBEFRAL

ﬁufﬁ% 12(38.71)  65(43.05) 0198 0.636
JE g 19(61.29) 86(56.95)

NIHSS 43 (43) 10.82+3.16  7.75+2.03  6.895 <0.001
NO/ET-1 3.15£1.02 4.68x1.24 6.433  <0.001
L-Arg(pmol/L) 0.73+0.20  1.19+0.35 7.074  <0.001
PCT 0.25£0.05  0.22+0.04  3.637  <0.001

2.2 #4Etr5 NIHSS PF4r % &

NO/ET -1 (r=-0.875, P<0.001) . L-Arg (r=—
0.901, P<0.001) 5 NIHSS -4 5 11/ % , PCT (r=
0.804., P<0.001) 5 NIHSS P-4 5 IEAH G
2.3 £ % Logistic [0l 7 43 H7

WA PRI 0 B3 B 5l NTHSS W43 1l J5 , NO/
ET-1.L-Arg . PCT /32 Ifil 3 P38 (1) #H 3¢ 52 i PR 2%
(P<0.05), WL#%E2,

%R 2 %[EZE Logistic B3 AF ST
Table 2 Multivariate logistic regression equation analysis
=5

EWNE  BMH SE{i Wald ¥ OR{H  95% CI Pl
NO/ET-1 -0.827 0.201 16.921 0437 0.268~0.714 <0.001
L-Arg  -0.765 0214 12789 0.465 0.315~0.687 <0.001
PCT 0.779 0.228 11.659 2.178 2.046~2.319 <0.001

T - W2 NO/ET-1 L-Arg PCT #{H /3510 4.42 . 1.11 pmol/L .0.23.

2.4 SARAR TN A PR E AL AR

NO/ET-1.L-Arg I & PCT il ifn 45 15 38 1
AUC KT #i— ) NO/ET-1.L-Arg .PCT, Bt 4 il
J7 # : Logit (P)=9.332-0.827XNO/ET-1-0.765XL-
Arg+0.779xPCT, Logit (P) i) cut-off {E{ & 0.614., U,
#3.E1,

R3 ROCHMER

Table 3 ROC analysis results

B R i
(%) (%)

NO/ET-1 0.816 0.752~0.869 >4.08 68.21 87.10 <0.001
L-Arg 0.778 0.710~0.836 >1.12 pmol/L 58.94 93.55 <0.001
PCT 0.812 0.748~0.866 <0.24 79.47 74.19 <0.001
A 0.896 0.842~0.936 7748 87.10 <0.001

H8Fr  AUC  95% CI cut-off {&

100
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NO/ET-1
; PCT
A iy

020 40 60 80 100
100-45 51

1 HIEFRTAN M B & ROC
Figure 1 Prediction of recanalization ROC by each index
2.5 A AEARA KPR R A
A ROC S 3kA5 ) cut-off {E 435 ,NO/ET-1 .
L-Arg 7K U8 a8 2 TROK-F-& , PCT &K
P LA R R TR (P<0.05) 0 WAk 4.

3 it

R A RS, Pk A AE A8 25 A7 A LA T
5K R 4 T BE SR, 50 A T DDA G .
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x4 BERARKFEDNEBEZRLEER [(n(%)]
Table 4 Comparison of vascular recanalization rate among

different levels of indicators [n(%) ]

it AH n MAEFE  ORFE

1 PfH
EKTE 107 103(96.2 4(3.74
K 107 103(96.26)  4(3.74) 39475 <0.001
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L-A 28.344 <0.001
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PCT 35.495 <0.001
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Y. ks e LS P PR B R VR AR 28 LA
HZHMMl L-Arg g3 /EH T — S A& A 1, 12
#ENO A B 5 4y Wb, B I A sk A A R F ek
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PCT 7E i 8 5€ H Bl A9 VR o Bl 38 2B 5 il
T4 FE G 148, ol BB BT L O 6 BT 0 N B
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(8 ZE] By AN ZE-18(IL-18) k40 bk L 40 H (NLR ) A7 R 45 & 55 AL 25 Hy 3
FEZAKEE 11 3 (NLRP3) 7K -5 5 1l T M i, (HICH ) f B AR M TS 6 5. FiE I8 2017463
22021 45 1 H FEETFEH L ANREBATFARIGIEAY 117 461 =5 10 ik 3 100 5875 (HICH 21, AR I R p
ZUIRE BRI 2y R 67 {51, P R 38 451, R 12 451, S e HUAR e f B ARG TP 101 a2 3 ()
W2l . HICH 4 it B YT FARGYT , RJa 3 B 41 I 6 A~ A BV, 1 LB F 2 LA & HICH 44
AN TR B 25 T RE B R B S8 TL-18 \NLR \NLRP3 F&iR1E ML, 40 i i HICH U5 19 fe B8 P 26 DA TL-18
NLR . NLRP3 %t HICH Wil )5 AN R B UM (E . 53R HICH 4{ IL-18 \NLR \ NLRP3 3£ 1k 34 W f = T % iR
H, 2B WH G i L (P<0.05) . IL-18 \NLR . NLRP3 75/ [G) 955 1#5 F5t i £ 3 vh Je 3k My it i g <vh i 20
<EEH, ZRAGIFE L (P<0.05), 117 FlEE TG R4F 80 4, W5 A R 37 4. B RiF5 U5
ANREFEANFAER ph D Re SR B i . ABE GCS 743 . IL-18 \.NLR \NLRP3 mRNA FX} ik i
PR 22 R E G L (P<0.05) o £ Logistic [B1IAAAL 7347 7 4 B, AF- % 1 22 D) REBLP AR BE | 4 1L
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Relationship between the levels of IL.-18, NLR, NLRP3 and the severity and prognosis
of hypertensive intracerebral hemorrhage

XU Lei*, GU Hongxiang, LI Xingyi, XU Haomiao

(Department of Neurology , People’s Hospital of Fengdu County, Chongging, Chongging, China, 408200)

[ABSTRACT] Objective To analyze the relationship between the levels of interleukin- 18 (IL-18),
neutrophil lymphocyte ratio (NLR) , nucleotide binding oligomerization domain-like receptor protein 3 (NL-
RP3) and the severity and prognosis of hypertensive cerebral hemorrhage (HICH). Methods A total of 117 pa-
tients with hypertensive cerebral hemorrhage (HICH group) who underwent surgical treatment in this hospital
from March 2017 to January 2021 were collected. 101 healthy subjects underwent the health examination in this
hospital were selected as the control group. All patients in the HICH group underwent surgical treatment. The pa-
tients were followed up for 6 months after the surgery. The expressions of IL-18, NLR, and NLRP3 in different
populations were compared to analyze the risk factors that affected the prognosis of HICH, and predictive value
of IL-18, NLR, and NLRP3 on the prognosis of HICH. Results The expressions of IL-18, NLR and NLRP3
in the HICH group were significantly higher than those in the control group (P<0.05). The expressions of
IL-18, NLR, and NLRP3 levels in patients with different disease were all in the mild group < moderate group <
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severe group (P<0.05). Among 117 patients, 80 cases with good prognosis, 37 cases with poor prognosis. There

were differences between the patients with good prognosis and poor prognosis in different age, neurological
impairment, blood loss, admission GCS score, IL-18, NLR, and relative expression of NLRP3 mRNA (P<

0.05). The logistic regression model analysis showed that age, neurological deficit, blood loss, admission GCS
score, IL-18, NLR, and NLRP3 were independent risk factors for poor prognosis of HICH (P<0.05). Accord-
ing to the ROC curve, the sensitivity and specificity of the combined detection of IL-18+NLR+NLRP3 in

predicting poor prognosis of HICH were significantly higher than those of IL-18, NLR, and NLRP3 alone (P<

0.05). Conclusion

IL-18, NLR, NLRP3 have a certain relationship with the disease progression of HICH

patients and have certain application value in the prognosis evaluation of patients.
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Table 1 Comparison of IL-18, NLR and NLRP3
expressionbetween the 2 groups (x =s)
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Table 2 Comparison of IL-18, NLR and NLRP3
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Table 3  Univariate analysis of poor prognosis in patients
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Table 5 Multivariate analysis of influencing the poor

prognosis of hypertensive intracerebral hemorrhage

A WIHRE fRfEiR Wald 28 OR(95%CI) P{E

X, 0.664 0.159 3.084
X 0.609 0.241 3.687
X 0.496 0.213 5.261
X 0.391 0.196 9.854

1.942(1.422~2.652) 0.038
1.838(1.146~2.948) 0.019
1.642(1.081~2.492) 0.001
1.478(1.006~2.170) <0.001

Xs 0.268 0.117 11.241  1.307(1.075~1.329) <0.001
X 0.179 0.054 12.645  1.196(1.075~1.329) <0.001
Xz 0.336 0.122 10.654  1.399(1.101~1.777) <0.001
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Table 6 Predictive value of IL-18, NLR, and NLRP3 for

poor prognosis in patients with hypertensive intracerebral

hemorrhage
B+ AUC 95% CI  fURJE AR
IL-18 0.753  0.651~0.855  0.676  0.492

NLR 0.766
NLRP3 0.739
IL-18+NLR+NLRP3 0.782

0.656~0.876  0.757 0.511
0.621~0.856  0.622 0.387
0.674~0.890  0.865 0.633
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Figure 1 Predictive ROC curve
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Clinical value of NT-proBNP, cTnl, CK-MB level to predict the risk of chronic heart
failure after coronary stent implantation in elderly patients with coronary heart disease
TANG Qian, ZHANG Hao, CHENG Jinglin*

(Department of Emergency Medicine, the Second Affiliated Hospital of Anhui Medical University, Hefei,
Anhui, China, 230601 )

[ABSTRACT] Objective To investigate the predictive value of plasma NT-proBNP, ¢Tnl, CK-MB
for coronary heart implantation in elderly patients. Methods 100 elderly patients with coronary heart disease
in The Second Affiliated Hospital of Anhui Medical University were follow-up for 1 year; Chronic heart fail-
ure group (CHF group) and non-chronic heart failure group (ICHF group). NT-proBNP levels in patient plas-
ma were detected for preoperative and prior to discharge by electrochemiluminescence ; The ¢Tnl, CK-MB lev-
el is detected using the ELISA method; LVEDD, LVESD, LVEF, LVMI was recorded by cardiac ultra-
sound; The correlation of plasma NT-proBNP, cTnl, CK-MB level and LVEDD, LVESD, LVEF, LVMI
by Pearson or Spearman rank correlation; The predicted value of plasma NT-proBNP, cTnl, CK-MB level of

coronary stent implantation in elderly patients with coronary heart disease. Results The general data compari-

AERA  HFFRAELNELAZRA (2021jyxm0712)
W i B EA R EH WG ERES WA, S, 6 e 230601
*BAEHE A A2 F AR, E-mail : chj1201102@163.com
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son between the two groups showed no significant difference (P>0.05). Compared with patients with CHF
group, there were no significant changes in NT-proBNP, cTnl, CK-MB level, LVEDD value and LVEF val-
ue in patients with preoperative ICHF (P>0.05) ; NT-proBNP, c¢Tnl, CK-MB levels in ICHF plasma were sig-
nificantly reduced (1=6.629  5.662 ., 4.168, P<0.05) , LVEDD, LVESD, LVMI (r=2.532,4.412,2.003, P<
0.05) and LVEF (1=2.061, P<0.05) ; Correlation analyses showed that plasma NT-proBNP, ¢Tnl, CK-MB
levels were significantly positively associated with the LVEDD, LVESD, LVMI (P<0.05) and a significant

negative correlation with LVEF (P<0.05). COX curve analysis showed that plasma NT-proBNP, cTnl predict-

ed AUC after coronary stent implantation in elderly patients with coronary heart disease, which has high pre-

dictive value. Conclusion NT-proBNP, cTnl level in elderly patients with coronary heart disease.
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Table 1 Comparison of general data between the two groups [n(%), (x+s) ]

51 .
n 5 % EHR BMI (kg/m®) M2 0K B e ML 35 5
CHF 4 56 20(35.71) 36(64.29) 69.46+7.12 24.82+1.98 15(26.79) 27(48.21)
ICHF 44 44 16(36.36) 28(63.64) 70.38+5.97 24.67+2.16 10(22.21) 21(47.73)
PalAlE] 0.01 0.69 0.36 0.22 0.002
P1H 0.95 0.49 0.72 0.64 0.96

#2 WHBEEIME D NT-proBNP.cTnl,CK-MB 7K FELLE (x+5)
Table 2 Comparison of plasma levels of NT-probNP, ¢Tnl and CK-MB between the two groups (x +s)

21 5 n
NT-proBNP(pg/mL)  cTnl(ng/mL)  CK-MB(ng/mL)  NT-proBNP(pg/mL) cTnl(ng/mL) CK-MB(ng/mL)
CHF#4 56  1261.47+161.57 6.01+0.75 57.07+12.24 835.09+124.33 4.05+0.86 36.28+11.28
ICHF 4 44 1185.06£300.99 5.82+1.50 53.80£16.63 636.13+175.55" 2.98+1.03 26.07+13.20°
tH 1.626 0.826 1.133 6.629 5.660 4.168
P14 0.107 0411 0.260 <0.0001 <0.0001 <0.0001

7 5 CHF 41 Be i Fe 4, *P<0.05,

x3 WARBRFLBEF

MESHLE (v+s)

Table 3 Comparison of cardiac color Doppler ultrasound measurement parameters between the two groups (x +s)

205 n LVEDD LVESD LVEF LVMI LVEDD LVESD LVEF LVMI
(mm) (mm) (%) (g/m*) (mm) (mm) (%) (g/m?)
CHF#H 56  63.18+14.01  56.63x10.54 39.95+4.64 139.50+28.13 51.16+17.66  50.68+7.46  46.22+7.05  130.63%13.30
ICHF4 44  62.01+20.84  57.14x1127 42.86+8.41 138.78+18.68 42.83+14.45°  43.52+8.76° 48.23+14.42" 121.92+28.91°
A 0.335 0.233 1.444 2.532 4.412 2.278 2.003
P1H 0.738 0.816 0.152 0.884 0.013 <0.0001 0.025 0.048

I : 5 CHF 41 BERT LL#R , *P<0.05,
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%4 NT-proBNP,cTnl,CK-MB 7K ¥ 518 {02 32 B #8 £ 14
Table 4 Correlation between NT-probNP, c¢Tnl, CK-MB

levels and chronic heart failure

NT-proBNP c¢Tnl CK-MB
r {8 P{E r{i Py r{H P{H

LD

LVEDD  0.594  0.031 0.306  0.026  0.457  0.033
LVESD 0.753  0.007 0423  0.041 0524  0.018
LVEF -0.559 0.042 0432 0.036 -0.429 0.037
LVMI 0458  0.025 0.598  0.016 0457  0.029
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Table 5 Value of NT-probNP, ¢Tnl and CK-MB levels in
predicting chronic heart failure after coronary stenting in

elderly patients with coronary heart disease
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Correlation of bilirubin, bile acids, albumin levels with NBNA score in neonatel jaundice
LIU Huiging*, KONG Gaoyuan, LI Fang, MIAO Lihong

(Department of Neonatology, People’s Hospital of Jiyuan City, Henan Province, Jiyuan, Henan, China,
459000)

[ABSTRACT] Objective To investigate the changes of bilirubin, total bile acid (TBA) and albumin
(ALB) levels in neonatal jaundice (NJ) and their correlation with neonatal behavioral neurological assessment
(NBNA) score. Methods 120 cases of children with NJ in Jiyuan People’s Hospital, Henan Province, from
February 2020 to December 2021 were selected as the study group and 120 healthy newborns as the control
group. Serum indirect bilirubin (IBIL), total bilirubin (TBIL), TBA, and ALB levels were measured in both
groups, and the value of serum IBIL, TBIL, TBA, and ALB for the identification of NJ types was evaluated us-
ing subject work (ROC) curves, and the correlation between serum IBIL, TBIL, TBA, and ALB and NBNA
scores in children with NJ was analyzed by Pearson. Results Serum IBIL, TBIL, TBA, ALB levels: children
with pathological jaundice > children with physiological jaundice > control group, the differences were statisti-
cally significant (P<0.05). The area under the curve (AUC) of serum IBIL, TBIL, TBA, ALB combined to
identify the type of NJ was 0.912, and the best sensitivity and specificity of combined identification were
86.84% , 88.64% , respectively. The NBNA score of children with physiological jaundice was higher than that of
children with pathological jaundice, and the incidence of acute bilirubin encephalopathy (18.18% ) was lower
than that of children with pathological jaundice (38.16% ). 88.64% ; the NBNA scores of children with physio-
logical jaundice were higher than those of children with pathological jaundice, and the incidence of acute biliru-
bin encephalopathy (18.18% ) was lower than that of children with pathological jaundice (38.16% ), and the dif-

KRB Tk E ARl B AR R B A 2 2 8 (2018020673)
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ferences were statistically significant (P<0.05). The serum IBIL, TBIL, TBA and ALB of NJ children were

negatively correlated with the NBNA score (P<0.05). Conclusion

The serum levels of IBIL, TBIL, TBA

and ALB in children with NJ were negatively correlated with the NBNA score in children with NJ, which was

helpful for clinical assessment of the risk of acute bilirubin encephalopathy.

[KEY WORDS ]

logical assessment score; Acute bilirubin encephalopathy
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Table 2 Comparison of serum ibil, TBIL, TBA and ALB levels between the 3 groups (x =s)

251 n IBIL (umol/L) TBIL (wmol/L) TBA (pmol/L) ALB(g/L)
5T A PR A 44 127.69+20.54" 160.94+27.61" 13.37+3.89° 30.29+5.14°"
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Relationship between Mb, HSP72 and PCT levels and prognosis in patients with severe
multiple trauma

LI Jingzhou*, CHEN Peili

(Department of Critical Care Medicine, the First People > s Hospital of Shangqiu City, Shangqiu, Henan,
China, 476100)

[ABSTRACT] Objective To investigate the relationship between the levels of myoglobin (Mb), heat
shock protein 72 (HSP72) and procalcitonin (PCT) and prognosis in patients with severe multiple trauma.
Methods 57 patients with severe multiple trauma admitted to Shangqiu First People * s Hospital from
September 2019 to September 2020 were selected as the observation group, and 157 healthy physical
examination people during the same period were selected as the control group, Mb, HSP72 and PCT between
the two groups were compared. The observation group was followed up for 3 months, and the mortality and
survival rate were recorded. The levels of Mb, HSP72 and PCT in patients with different prognostic status were
analyzed, the receiver operating characteristic curve (ROC) was drawn, and the predictive value of combined
Mb, HSP72 and PCT detection on the prognosis and death of severe multiple trauma patients was evaluated.
Results The Mb and PCT levels in the observation group were higher than those in the control group, and the
HSP72 was lower than that in the control group, and the differences were statistically significant (P<0.05).
Among 146 patients, 108 survived (73.97% ) and 38 died (26.03% ). The levels of Mb and PCT in the survival
group were lower than those in the death group, and the HSP72 was higher than that in the death group, and the

differences were statistically significant (P<0.05). Abnormal increase of Mb and PCT and abnormal decrease of
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HSP72 were risk factors affecting the prognosis and death of patients with severe multiple trauma (P<0.05). The
sensitivity (0.911) , specificity (0.927), and AUC (0.956) of combined Mb, HSP72 and PCT detection to
predict the prognosis of severe multiple trauma patients were higher than the single indicator detection (P<
0.05). Conclusion Clinically, the combined detection of Mb+HSP72+PCT in patients with severe multiple

trauma is helpful to assess the prognosis of patients.
[KEY WORDS |
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®1 WHA—RABLLE (2(%), (x+5)]
Table 1 Comparison of general information between the

two groups [1n(%), (x+s) ]

21 51 n HE) FHER
ki:| 4 (%)
MEE 146 89(60.96)  57(39.04)  49.58+10.26
papileEil 157 94(59.87)  63(40.13)  50.12+10.41
/4 0.037 0.454
P& 0.847 0.650

K FH B 58 986 )2 BT 15 I %€ Mb  PCT /KF iR 57 &
At RFE P RIS A R A F L R
I 0 93 W% 3 6 I HSP72 K-, ik 5] & vl s I3
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78.6 wg/L,>78.6 pg/L ML A 55 F s s HSP72 IE
WK+ 5.47~12.3 ng/mL, >12.3 ng/mL A Ky 53 T
S PCT 1E # 7K F- £ 0.31~0.69 ng/mL,>0.69 ng/mL
R S8 T
1.3 Ry

PILTE BT 8112 8 A 1 07 2O U5 4 B U
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1.4 Gibe#rik

K H SPSS 22.0 Ge it # /A7 e i b 3, 1AL
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7R, K FH K 5 Logistics 7] AR 434752 e 50 £
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il FAE 22 & A 403 £ 3 TS AR T B B AR, 115
£k T i fH (area under curve, AUC) , AUC {H# 5,
LW S ; LA P<0.05 NS HAS 45 X,

2 R

2.1 W4 Mb .HSP72 }% PCT Lt4%
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&2 WHHEMb.HSP72 R PCT ELER (v+s)
Table 2 Comparison of Mb, HSP72 and telomere length

between the 2 groups (x+s)

251 n Mb (pg/L) HSP72(ng/mL) PCT(ng/mL)
WELLH 146 167.06+19.35 1.42+0.40 2.11x0.26
XHHRZ 157 42.15+8.41 7.25%1.10 0.4420.09

1 73.747 21.575 18.634

P1E <0.001 <0.001 <0.001

] (26.03% ) . "EAE4H Mb.PCT Ik T 46 T- 4 ,
HSP72 & FALT-4 , 2 R W H G it %5 X (P<
0.05), WLF3,

®3 AREWEHEREZ X MEE5EZE Mb HSP72 & PCT
FEE (x +s)
Table 3 Comparison of Mb, HSP72 and telomere length in

severe multiple trauma patients with different prognosis (x +s)

45 n  Mb(pg/L)  HSP72(ng/mL) PCT(ng/mL)
B 108 157.28+17.45 1.73+0.42 1.59+0.21
JETS 38 194.86%25.80 0.540.34 3.59+0.40
t{H 9.996 15.735 39.012
P1E <0.001 <0.001 <0.001

2.3 UM EUAE 2 A MR R TS SE T R AE R A
E i)

Mb & PCT 5% TH s HSP72 5 FEAR 2 5 i
HE 2 KA B U LT B E R R &R (P<
0.05), WL#E4.

2.4 A Mb HSP72 2 PCT il %t & 5E £ & M
B 55 £ 35 T A8 T A TR A (B 53 B

B4 Mb HSP72 2 PCT A6 I #U i 509 £2 & 1
B 45 B S BE T RO (0.011) | 4R R E
(0.927) . AUC (0.956) 3 /& T~ 5 — 48 A5 K U (P<
0.05), W5 K1,

3 itig

AT A [ i AR S e A A PR i, AR
2 kA R R S T A 2 R R

&5 BXA Mb.HSP72 K PCT il EAE &S L H 615 EE
TiESE TR UM ES T
Table 5 Combining Mb, HSP72 and telomere length
detection to predict the prognostic value of death in patients

with severe multiple trauma

WMFEbR REUE HRRE AUC  95%CI  AEIREC PIE
Mb  0.809 0.830 0.876 0.793~0.958  0.639 <0.001
HSP72  0.825 0.849 0.879 0.814~0.944 0.674  <0.001
PCT 0845 0.863 0.862 0.787~0.938  0.708  <0.001
=Y
. Lo 0911 0927 0956 0.923~0.990  0.838  <0.001

g oAl

1.0
i 2
0.8 Mb
B HSP72
g N

0.2

0 02 04 06 08 10

1R 5
1 Mb.HSP72 B PCTEXG MM ERE S & I &E
RN ESS T
Figure 1 Combined detection of Mb, HSP72 and telomere
length was used to predict the prognostic value of death in

patients with severe multiple trauma

H 25 %R 5 O AR BRE A — R ER ™ ] 42 v
FE 2 R0 B3 T I ROA R e s 2=
= ARG B 2E ) — A R

Mb J& —F ks TR M A R B, v 585 &
ARSIV Mb 1Y R
(IR o e | e 7 N g a8 7 N
9o B FR S, MIb 76 I YR v R s 2R -, Mb
AT AR S W 22 e MR B 05 R R B R AR o
PCT Jj&—Fl il 116 SR FEFR A WM & A i, E 247
FET AN E L A 40 F F L 22 rp 3 PLIA & A 2 i
AT RE R R T S 4 B S S 55 AIE S
R B NN, PCT 7R I Th R 25 7E 12~48 h
PR IE(E " . BRAIFSE4S 1, 2 R PEal 3

T4 EMEESAMUNGEEMRRTHEREZSH
Table 4 Analysis of risk factors affecting the prognosis and death of patients with severe multiple trauma
- LS EAuEvivi

ORH 95% CI P1a OR1H 95% CI PiE

AR (B ) (265 vs <65) 1.285 1.159~1.671 0.012 1.325 0.257~1.824 0.596
PER (B vs %) 1.265 1.146~1.793 0.904
B INE (R vs 75) 1.424 1.321~1.882 0.871

B IR (G vs 15) 1.254 1.121~1.824 0.007 1.324 0.125~1.856 0.716

Mb (58 THE vs 1IEH7KT) 1.369 1.285~1.853 0.004 1.474 1.269~1.859 0.028

HSP72 (5% FEAIK vs 1EH 7KF) 1.420 1.268~1.856 0.019 1.254 1.125~1.837 0.044

PCT (5% Fh i vs 1IEH 7KF) 1.454 1.369~1.836 0.011 1.369 1.254~1.823 0.032
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THMFF o PCT %5 40 i PR 7 mT 410 5] ey 35 40 Jd 315 %
JE BN PCT KPR 5, S10E 2 & M A1
FRE LR 20 K O 8 vy, A 495 J8 e o 7, PR
T J5 6T KRS B iR o A EE 22 R T A A 0 B 0
R HLAR AT YA Mb K3k, IF i3 4 T 1R 1A
UM T R BT R MLE A FEVE R, DTN T 2k
PEQIG5 B B WS SE TS JLR . i HSP72 B
RAEAR I A AL AL BB &, b A B R
B, 3RS HUAST A LTI RE R &2 1 /E F , HSP72 7K
SRRAIG , FAE 2 R M0 R TS R 25 . AT
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EAT whIGYT 2 RU0% IR Pl PR IER e A B R
JEHL e v-GGT . TyG KR8

B A OEF

(¥ ZE] B& 50b7 2 B0 AR O & PR R MUAE B8 3 7E IR AR A R EA T IRy T ) , X L9 5 KT
N y-GGT . TyG KW . Fik  RABEHL B L9051 7 5L H 100 fiF I8 T 25— N R R Bed 52
2 T BRI £ PRIR IMURE YR YT 19 838, T 100 181 28 25 BE AL 43y %o BELZH 50 4], WREE2H 50 191 Xof R ZH A6 8
LAY WO JERE b 25T A0 56 25 W0 N5 AT, WAL A ) RA 20 A St b A AR A /) st T3R8y o SR A
4 H B HHAORE I y- 23 2 R 5 AL 1 (v-GGT) K- =Mk H -2 0% (TyG) HR B0 TR AR : [ TyG
F6%1=(TGXFBG)/2 ], ik —/A RO ARBUIE7E X 1 5 FAPU IS . X HWALAIT SRk, £8 w7 E.5
%} 2 (BUN , Scr .FBG ,BUA ,CRP .FINS ., TC , TG .LDL-C \HOMA-IR .y-GGT . TyG) M [t , Wl £ 4 /K SF-¥#
I, 22 % 514 5 X (1=25.754, 22,722, 5.331, 9.459, 10.487, 12.662, 21.894, 31.682, 18.154, 16.953,
5.081,9.079, P<0.001) . JAJT)5 , 5 XTI HB4H (eGFR \HDL-C) #H Lt , WL AT FH 5, 25 BB Geit2 i X (1=
3.707,20.591, P<0.001) . WREL AL A SO & FXRAL, 22 5 A8 i1 43 L (=0.706, P<0.001) . £5if
PRS2 B A SR AR A R TIR YT, REME AT AWK & AR DI BE LRI 23 I I B 203 y-GGT . TyG /K
FgE S RICBUIB O, ARTF AR %

[osim ] AR mlfih; 2 BOWE PR FF 50 PRIV IMAE 5 B RARBT 5 v- R FE RO W 5 H Vi — - 2 A

R

Effects of febuxostat in the treatment of type 2 diabetes with hyperuricemia on insulin
resistance and the expression of y-GGT and TyG

LIZi*, LI Dandan, WANG Yin

(Department of Endocrinology, Bengbu First People’s Hospital, Bengbu, Anhui, China, 233000)

[ABSTRACT ] Objective To analyze the effects of febuxostat on insulin resistance and the expression
of v-GGT and TyG in patients with type 2 diabetes mellitus with hyperuricemia. Methods A randomized,
double - blind experimental design method was used to select 100 patients with type 2 diabetes mellitus with
hyperuricemia in the First People’s Hospital of Bengbu City, and divide the 100 patients into the control group
with 50 cases and the observation group with 50 cases by random number table method. The control group was
given related drugs and insulin on the basis of conventional treatment, and the observation group was given
febuxostat on the basis of the control group. The level of y-glutamate transferase (y-GGT) was detected by an
automatic biochemical analyzer. The formula for calculating the triacylglycerol-glucose (TyG) index is: [TyG
index =(TGXFBG)/2], which reflects the potential for insulin resistance. The treatment effects of the two groups
were compared. Results ~ After treatment, compared with the control group (BUN, Scr, FBG, BUA, CRP,
FINS, TC, TG, LDL-C, HOMA -IR, y-GGTU/L, TyG), the levels in the observation group decreased, the
difference was statistically significant (r=25.754, 22.722, 5.331, 9.459, 10.487, 12.662, 21.894, 31.682,

EA B E A EE T EAFE S IRA N T AW F A #R B (GXXT-2020-021)
Ve p s 2E 3k T 5 — ARE TR A 5 sk, 4, #E3 233000
*BAEHE A B, E-mail : liziyjs@163.com
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18.154, 16.953, 5.081, 9.079, P<0.001). After treatment, compared with the control group (eGFR, HDL-C),

the levels in the observation group increased, and the difference was statistically significant (¢=3.707, 20.591,

P<0.001). The total effective rate in the observation group was higher than that in the control group, and the

difference was statistically significant (}°=0.706, P<0.001). Conclusion The patients in the observation group

were treated with febuxostat, which could effectively restore the renal function, reduce the fasting blood

glucose, improve the levels of yv-GGT, TyG and insulin resistance, and the overall curative effect was significant.

[KEY WORDS] Febuxostat; Type 2 diabetes with hyperuricemia; Insulin resistance; Gamma-Glutamate

Transferase; Triglyceride-glucose index

2 RUB PR 8 T — A g AR , o St A
Je NN IR B 3R o0 et B o, S ECH M AN 2, 7
Az B FRARPT , LAIE MW K- T o AR
RBETTIE i, i PRI MLAE AE 2 TR PR T A0 5
i, TR I AR T PRIRFR BT T, 2% [
U7 AR BRI o AR A ] AR T R R S A
AT A 750 , 2 ik PRV 97 85 DR IR HLAEE 4 K6 T 24 , Rl A
FIZN  BESAT SO S8 35 B, A A0
AT A R 2 RO PR v PR R LT F8 2 HEA T
A FI AT, A I ARG TRCR .

1 Mel5R®

11—k

K HIBEHL L RUE 5256 158 11 7 1 358 B 2019 4F 1
H #2022 4 1 A 100 FI7E SRS — N RE B
2% 2 RUME PR 11 =5 PR B2 I RE 36 97 1) R CR
n=[(z, +z,)0BF KA FEA E 1 HEATAE D), BEHL 3
ST RRZH 50 1], WA AH 50 1], N 2H ER A — R}
P 22 5 G2 5 L (P>0.05) , A7l et
W1,

AT : OFF A AR 2= SRR 220y &
Xf 2 UM PR 2 iR r 1, BLAF & R AR R 4 20t
15 PR R IMRE /12 Wi A8 g ), BB DT RERL 5 4
QB HEMMME R A7 o HEBRARME : D1 BBE PR 9
H;Q A B AFTE RS 5 B A I i B
B @AV LI ; @B H R R @ B A
WFoE 2 B BB, R E R B b St
W S HEZ SIS - (2019) 48 (002) 5,

1.2 RITT

25 7 WA AR A RIS B IR IR B L is 3hin
Y7 RH G PR e {8 B R UE AR #UE SR RLIR T o
X B - i B OBUIK 3k A% 51 o | i 5 3R A5 2
Y, FF WD 2s B A L =R 2 /N IR | B A I
B A R 17 T B W 25 Wy AT R 4 . SR A A
X REAH A SRl L 25 i R A w7 Ak
VLR 7 A A B 25 e 0y A BR A &) ki S5«
245 7 H20130058, B A% : 40 mg/ ) #4716 R IA
57, BT AT IR L 40 me/Yk L1 R, T4
HATIRIT 3 H .
1.3 WEHETR M PEN AR ifE
1.3.1 2 H A AR NS Thie | i Ag K-
V-4 2R R g KT

TR 7 W, O6F B R A7 JHE 22 e D Aty BB,
i 5 mLo o S0 HL CRRAK 8055« Rl o
SC3616) &5 L4 F 10 min, 76 PEA7 B0 A B, H:
B 2R 10 em, B0 53 4 2 500 t/min, ffi
4 B 2 A A a3 B A (36 [ 0T 5 &= 0 ), AL
AU5821) £ Il BUN | Scr, BUA . TC, TG ,HDL-C,
LDL-C .y-GGT 7K~F, ic s ke Aif Jm £
1.3.2 25 [ A KSE A

A 1o ] 25 A SR AR S 4G FBG /K, TR
A5 FRCE I LT BT 0 R U R, 1 Y R
EAT IMLE 4 85, 2% BRI = JEAT RS, i 5% FBG
K-
1.3.3 £l CRP /K

SR FH Tt 366 0,92 W% o 6 vk G U CRP 7K,

F1 WHE—BERITEE (v £s)

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

20531 n P (B ) A (%) it (4F) BMI (kg/m®) SBP(mmHg) DBP(mmHg)
X 21 50 35/15 59.42+14.62 0.32+5.14 26.45+7.46 130.21%15.67 81.34%11.24
pUE=S4i| 50 38/12 57.41%14.35 0.52+5.23 25.34+6.21 131.11%16.34 80.26+10.37
2l 0.457 0.499 0.840 0.809 0.281 0.499

PiE 0.499 0.619 0.403 0.421 0.779 0.619
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FHBEAR T A BRI B R A ARG BRA A, R
5 Aristo ) 450 nm A SGAE , 1155 CRP /K, E
RS 2 A 517 .

1.3.4 R FINS /K-

K4 B Bk RO o R g QORI
72l MAGLUMI X8) #; Il FINS 7K F , Jf i 5&
1.3.5 B/NERjEE

K FH B OE 9 ok & o R A =X (MDRD) it &
eGFR' . /% & : eGFR (mL/min/1.73 m?®) =30849 X
Ser ARSI R B (B PERECH 1.0, Lot
H0.742)

1.3.6 RS RADUIEE . TyG e 8K

HOMA -IR #J it 5 A 75 : [HOMA -IR=
(FBGXFINS )/22.5] , HOMA-IR>2.5 WA 2 17 75 ik
B ZPT. TyG 880 IR A N [TyG f8 8=
(TGXFBG)/2 ], X — /X & T — I TEXT R 5 &=
AT L AT HIWT 0 T H, 3l i HOMA-IR . TyG
1) 45 S R A X8 R0 38 FLAA P IR 5 R RO Bl kA 7 )
5E, PRI HOMA-IR \TyG 5 2 U R £ 55 IR
P I 7 G 2R o
1.3.7  IGIRSTROFAN

A BB I R IR 2%, B PR L iR K P
PRI AEH , AR A SCHE AR 45 1) 18 3 s s A Al
SR R B A s, B YR R K, DL
FLAAH A bR KT 2475 80 8K A2 5 Toak s [ E I
ARATH I, B ThEe M Ag K-, DL KA 6 38 i 7K 7

BIRG RN s . B RCR=8+A &0 55
Fx100%'"",
1.3.8 AR

GEIt AR IR T A R R T A — SR R
ARG MBS W | B RECEE | A IR A= B T )%
1.4 GEit2pab s

K HI SPSS 19.0 e iH R A #E AT 43 HrAb 3,
1 Kolmogorov-Smirnov £ 5 £ #& J& 5 77 & 1E &
AL A B IES A R (x £5) 34 | levene 75 i
707 22 MR B0, P AL 1) b A8 SR R ST AR AS £ K
5, 2 R FHBC ST ¢ A5, BB n (%)
R AT 2. P<0.05 HZESAGHEE X

2 HFR

21 P ThEE 2 RIS B /NER IE AL Ok
5

1RJT R, Pi4H i # BUN , Scr .FBG .eGFR 7K °F-
W, Z 5 LG it 2 X (P>0.05) 0975, 5
X BEZH AH L, W %€ 41 BUN ,FBG ., Scr 7K - [ 1%
eGFR K-V T, 22 R B A Ge it 5 3 L (P<0.05) .
2,
2.2 WA feFsbr i

1697 AT, i 4H B % BUA . CRP. FINS 7K F It
B, 2R RGH2FTE L (P>0.05) 3897 )R, 5% IR
ZHAH L, W %<4 BUA . CRP . FINS /K V- JA%, 22 5
HAG 2 X (P<0.05), WLF3,

x2 WABRE.ZEME.B/NKETRKFLLE (x+s)

Table 2 Comparison of renal function, fasting blood glucose and glomerular filtration rate between the two groups (x +s)

a1l BUN (mmol/L) Scr( wmol/L) FBG (mmol/L) eGFR[(mL/min-1.73 m™)]
=7 n Y S — YN Lo — Y S — Y S —
TR HI AT IR bE (] BITE JAYT I bEtid TR I bEtid)
YTHRZH 50 6.95+0.62  5.48+0.54° 142.18+13.45  122.85+8.73'  7.05£1.37  6.01x1.23'  49.81+11.18  46.57+11.86"
WMELA 50 7.02+0.64  3.03+0.40° 141.69+12.74 85.74+7.56'  7.34%1.59  4.92+0.76'  50.96x13.68  56.43+14.61°
tH 0.556 25.754 0.187 22.722 0.977 5.331 0.460 3.707
P 0.580 0.001 0.852 0.001 0.331 0.001 0.646 0.001
I HARHIBITRT LR, P<0.05,
R3 MWAHAMELIBRIEE (v£s)
Table 3 Comparison of blood biochemical indexes between the two groups (x +s)
_ BUA (pumol/L) CRP(mg/L) FINS (mU/L )
=Hr n N S N — N . N — N . N
NEEAG] BITIE MEPARI] WIT A IRITH WA
Xof 2] 50 557.12+49.34 351.34+26.46" 11.94+2.35 8.19+1.24° 14.85+2.74 13.64+1.95"
WL 2 50 568.67+53.42 307.56+19.26" 12.0622.42 5.44%1.38* 15.42+2.95 9.52+1.02"
i 1.123 9.459 0.252 10.487 1.001 12.662
P 0.264 0.001 0.802 0.001 0.319 0.001

H SARAIRITHT IR, *P<0.05,
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2.3 PRALMLAR KT LA

AT R, Mi4H % TC . TG .HDL-C .LDL-C 7K
TR, RIS 2E R L (P>0.05) 5 i/)7 )R, 5
X R 2H A FE , W82 4H TC . TG . LDL-C 7K - F& A% ,
HDL-C /K V- Ft &, Z 5 A it & L (P<0.05) .
W34,

2.4 PUZHJBREE) RARDUAE L -1 BIR L o ity s — %t
- A B HOK - A

JRITHT , P4 HOMA-IR . y-GGT . TyG 7K
AR, 2R G E L (P>0.05) 510975 . 5
X HRZH A e, 2840 HOMA-IR . y-GGT . TyG /K-
FEAL, 225 A gei o7 L(P<0.05) . W45,

F4 WAMAKFELLER (vs)

Table 4 Comparison of blood lipid levels between the two groups (xs)

13 ; TC (mmol/L) TG (mmol/L) HDL-C (mmol/L) LDL-C(mmol/L)
YRIT I RIT IR YRIT I I NG bELagi] BT A bELagi] RIT IR
X} HE4H 50 6.14+1.38 5.07+0.59" 3.04+0.41  2.94+040° 2.03+0.28  3.15x0.18" 4.05+0.59 3.68+0.50"
WM EELH 50 6.07£1.29 3.11+0.23° 2.97+0.39  1.0120.16' 1.99+0.20  4.67+0.49" 3.98+0.52 2.34+0.15°
A 0.262 21.894 0.875 31.682 0.822 20.591 0.629 18.154
PiE 0.794 0.001 0.384 0.001 0.413 0.001 0.531 0.001

e SARAIBITH LS, P<0.05,

x5 PMARLDIEMA-AEHREBE; ZBH - BEBEEHKTELILE (x+s)

Table 5 Comparison of insulin resistance, y-glutamate transferase; triacylglycerol-glucose index levels between the two groups (v+s)

- HOMA-IR v-GGT(U/L) TyG
Ao n e ; T ; T ;
TRITH WRIT A MEEART] WRIT A JRITHI RITIE
X HRLH 50 3.12+0.64 2.90+0.54° 78.12+16.10 43.09+12.65" 6.17+0.87 4.83+0.75"
PR 4| 50 3.200.67 1.26+0.42" 77.99+15.76 31.36+10.32" 5.87+0.95 3.72+0.43"
1 0.611 16.953 0.050 5.081 1.647 9.079
P1E 0.543 0.001 0.960 0.001 0.103 0.001
T ARG AL, *P<0.05,
2.5 MG RIGITRCR L NN
3 itig

SLEL A I R VG I7 A ROR 5 T % BRI PRIR T
HRCR, 2R A5 E L (P<0.05), ILik6,
*Fo WARKETHRILE (n(%)]

Table 6 Comparison of clinical treatment effects between

the two groups [1(%) ]

A5 n B AL Toxk BARE
XL 50 16(32.00)  19(38.00)  15(30.00)  35(70.00)
WL 50 25(50.00)  21(42.00)  4(8.00)  46(92.00)
AL 7.862
P1d 0.005

2.6 AN R RNIFH X EL
5 %F B LA, WA AT AN R N & A SR
5, EF G IEE X (P>0.05), WET,

R7T AHATRRRERITLE [n(%) ]
Table 7 Comparison of adverse reactions between the two

groups [n(%) |

o e Felk WRAAEIE BRR
A o BTG %L s jrea 5 1%
XA 50 2(4.00) 1(2.00) 1(2.00)  2(4.00)  6(12.00)
WL 50 3(6.00) 2(4.00) 2(4.00)  2(4.00)  9(18.00)
VL 0.706
P 0.401

2 RUME PRI R N 43 AR B UL v R R I E
Sy 2 UM PRI P I RORE , R R R . JE A
) At A S 2 NS SR A I R R FE IR YT RE A
ARG R R RRCE B, BRI R 4
HIERBTHCR R E" . ERAEA BRHCEO
MKtk RS 9% WA R A B G IR G AN RO
XJ g T A R, B K RS ) ik
DREAE AT RS o K9 R A AT IR 2 S LA
PRI 245 40 Dt R B0 1 Tk 0 B AR e 4 A=, T Il P 2
VORI R bt e, sl i A R C L IR
T B IR T o b R A A JER L T R TR Oy 3k A )
e g | PR A HERE S I, 34 0 R AR B G B L
B, W7 B 1R iR 24, JF IR FH BTG4 I R 259 ok
ZR

BUN . Scr i [ B & 1) BB 2 75 1F % (%) 8 22 45
Fro eGFR ZXT B /NERUE it R AT IR . AR5
ghHL o il R A F) A RE R A 2 AR BRI 1 i R
P& IfiLAE 7 1Y BUN \FBG . Scr /K-, $& A A28 45
BB R v PR R IME AN R NER iR B
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BB /INE R 25 4 i D g Ak, B IR BUN . Scr
K, SARMFT A — 5, £ R AR R b iG
7, BB 2 RO PRI 1 = PRI I AE S5 3 10 B
Aig , BEA 2 JE I AT, ik B /N ER U A 2R DA%
FRE TS L

BUA J& T IR AR 9 , 75 (= JR IR I AE R 2
5H . CRP MARFES M RIAEAREY . FINS h%5 5
JHE I R AR ARBESE S5 R o 4 AR A A A
BEATIRYT , FEREFR MK BUA .CRP \FINS /KF . #i 4
KM FEFE 2 2 A PRI 1P = R TR I 75 iE
JEEE A, I £ B % BUA | CRP FINS 7K FF 5
PRI TV = I, PRIR 0 25 & 1T B 7 1ML 48 BE UTVE , X
I 11 PN TSty R 458 3, DT R B E SR o 3
BUA ,CRP .FINS /K F-Ft 5, 5ABF R 45 R — 3,
FWIR AR w1 IRYT , AR FE AR BUA
I AU R E s e, BE AR FINS 7K -

TC.TG ,HDL-C .LDL-C Jy % FH ¥ I 1fit i 7k
A N R T N R A N SR 2 T B
HEATIB YT L e85 TC . TG . LDL-C K, 7 &
HDL-C /K-, AHICWFFEUESE ™, E 40 w] b e % 43
ik I S 55 0, TR %) 5, DA TR L
IR K, 5 AW IR 45 R — B, R RAEA
A LK T AT Y g B R AR T, X R AT
BEARYT , BEAE B0 IR K -, i X i i 838 1Y
TRV s, LR 5 28 HE Bt A8 HE v ke 3] G B
EH

BUA 7K1 T 15 23 375 & I 2t 19 57, 2 1l
JE B Z AR TR o 1 HOMA-IR 7K F- /& i FBG
HIFINS (7K FHEATIHEAk . v-GGT ML, &
PEVESE (1, B AL IEERIEE R o AR 98 45
W on A HE A w17 IR 97, HOMA-IR |
v-GGT . TyG /K-F-R#Alk . AHOCHEFHE o, 2 A%
PR 1 8 PRIBR 1ML AE 95 KU B 7 HOMA-IR \ TyG
& H 0 T v R R F— 2 K B . HOMA-IR |
v-GGT . TyG 7KV 1y Fh i , SR AE i &k 4 ke B
AHEXRR, SRR R -8, RURMIER
R HEATIRTT , G5 W03 B TR 5 NPT, BRI
v-GGT . TyG 7K -,

Zi ik, xR R AR AR "R TIR YT L AR
A AR 52 2 AUBE PR B w5 PR R I0RE A8 1Y )
AE , B A 25 M OB 7K ST | v i 52 7K - | 1 B 7K -
S y-GGT F1 TyG 7K, A ek 38 8 3 1 5 2= HIK4T
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Lo PE A IR B i 8 S HPV 5k S DA
PRHRACHUAS R ER TR & ) FIR S DL 5B

RED EH° XA #HRI FRE EFT

(8 ZE] HE T MEAMARBHEYE(CA) BE B AL LR E (HPV) Ik 2 R4 (UU) |
P HRAC AR (CT) R BER B (NG) B DU R DG E . A7k IU4E 2018 4F 12 A 2 2022 4F 5 A TR A
RO B BE MR T T2 2 19 196 il Lo M A1 CA B 5 5 S0V AN K B S04 AR AR, SR F 3R Tl % =X 1
(PCR)- &[] 15,22 38 - K61 HPV DNA 435 R PCR-%¢ 6 #4246 UU DNA . CT DNA K NG DNA,
FEXIRI S AT E 2. GER 196 Fl AN CA B3 5 Hiki A s HPV \UU .CT NG /B4 5
539K 64.80% .39.80% .16.84% .3.06% . HPV FHEH Y, i fa il by 66.14% , Hovb 16 % (52 % 58 74 53 7
Kt ks I E 2 Y 33.86% , Feb 6 81 11 %) 43 .81 KU R4 E . HPV FITEZH UULCT NG fi e %
A T HPY BAPEA , 22 S S5 5 L (P 14<0.05) ,HPV &L 5 UU s BAT eI (P<0.05) ,HPV
JEYL 5 CT NG IRP LRI (P>0.05) . 4518 LHEAMNH CA B4 % A I E S HPV \UU .CT NG [/,
H HPV [ UU .CT NG R B TF, XA CA S AT LA I H A AR A 88,

[REIF] RBURHE; AFLRREE ; MR SCIRIR s VORRACJEAAR  WRER TR ; IRA Uy Lotk

Analysis on the combined infection of cervical HPV with Ureaplasma urealyticum,
Chlamydia trachomatis and Neisseria gonorrhoeae in female patients with vulvar
condyloma acuminatum

ZHANG Jun', WANG Xiwen®, LIU Hanwen’ , HAN Nini' , PAN Zhaobao' , WANG Yanping’*

(1. Department of Dermatovenereology, Zhu Cheng People’s Hospital, Weifang, Shandong, China, 262200;
2. Department of Nuclear Medicine , Zhu Cheng People’s Hospita, Weifang , Shandong, China, 262200 ;
3. Clinical Lab, Zhu Cheng People’s Hospital, Weifang, Shandong, China, 262200; 4. Clinical Lab, Weifang
Second People’s Hospital, Weifang, Shandong, China, 261041)

[ABSTRACT] Objective To understand the infection status and correlation of cervical human papillo-
mavirus (HPV) , Ureaplasma urealyticum (UU) , Chlamydia trachomatis (CT) and Neisseria gonorrhoeae
(NG) in female patients with vulvar condyloma acuminatum (CA ). Methods The samples of cervical exfoli-
ated cells and cervical swabs from 196 female patients with vulvar CA admitted to the STD clinic of zhu cheng
people’s hospital from December 2018 to May 2022 were collected. HPV DNA typing was detected by poly-
merase chain reaction (PCR)-reverse dot hybridization. UU DNA, CT DNA and NG DNA were detected by
PCR fluorescent probe method. The results were statistically analyzed. Results The infection rates of HPV,
UU, CT and NG in cervical samples of 196 female patients with vulvar CA were 64.80% , 39.80% , 16.84%,
and 3.06% respectively. Among the HPV positive cases, the high-risk type accounted for 66.14% , and the
detection rates of 16, 52, 58 and 53 were higher. The low-risk type accounted for 33.86% , and the detection
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rates of 6, 11, 43 and 81 were higher. The infection rates of UU, CT and NG in the HPV-positive group were

significantly higher than those in the HPV -negative group (P<0.05). HPV infection was associated with UU

infection(P<0.05), HPV infection was not associated with CT and NG infection (P>0.05). Conclusions Female

vulvar CA patients are often complicated with cervical HPV, UU, CT and NG infection, and the infection rate of

UU, CT and NG in HPV positive patients is significantly increased. It is necessary to routinely detect them.

[KEY WORDS ]

Condyloma acuminatum; Human papillomavirus; Ureaplasma urealyticum; Chla-

mydia trachomatis ; Neisseria gonorrhoeae ; Mixed infection; Female patients

RELIEPE (condyloma acuminatum , CA ) 42 H A
F.3k J83 9% 7 (human hapillomavirus , HPV ) &% T 21
B R R B R PR AR W, B o M AL B
CA BB E B A LI AR Ew e E
A LRI R B, HPV B TR
9 (cervical cancer, CC) A3 Tif 9 48 1) K A2 & e
R EEZAEMY . HAT, SR M A R A fE
e i AR SRR e A 5 S A8 S CC AH G, (HAT
AIF SR 52 22 5 S A SR e b S 38 st A A B S
ASFN CC A fEks M bE Z 88 i . IR I, ZopEsh
B CA B H AE AT A B HUHPV IR Y, i1 1 b
fi#t K 37 JE K (ureaplasma urealyticum, UU) | ¥ R 4
J5 A& (chlamydia trachomatis , CT ) 5 i#k BR I ( Neisse-
ria gonorrhoeae , NG ) /& 44 , H 2 U8 & A GE IR
K512 , A I 10 A 5 18 L s AR X CA
BRAARZEZM . T kY] CA B #F
B 5 HPV &L 1% B0 fil DNA 43R, K 5 UU . CT,
NG &I BYLAE I, A BF 4T 2018 4F 12 A % 2022
45 J TiEsoi AR EBEMEIET 12 80219 196 1]
RSN CA B 54T T HPV . UU . CT J2 NG £
W, RS WT

1 BREFE

1.1 IR BR

ARG RS R 2018 4 12 H £ 2022 45 H
TABEERR 122 10 196 4] & SN A CA 3,
JT s BB B A TR AR I 2 2 B BRI 4 - s R
A T AR BRI YT P8 R (2014 FiR) 2 Wik
W B SE AR A5 S5 G [R] 3 2 A B 16 B 2% B
22 A B . 196 ] AR I 16~66 %, °F- 34 4 1R
(34.23+12.17) % ; i A 3~240 K, F- i 2 (46.06%
38.53) K 5 YL L A - JE WS 42 fih 86 141, FCAH [R] 4%
Yo 57 6, AL 9% 31 ), JEIRUR T 22 f51] . Hirr 29
BB E A FA S 2 A 50K R B il S
MR GIANRUE SN PRIHR AT UL A PEAA 5 5 R A

56 BH 14 5 B 2500 B T RE TG PR R W] DL A e A . HEBR
PR G IR SO LI 0 2 5 H S e B DI REAIK T 1
A G P 0 R 010 FH B0 5 A 5 D R e v B
A I IR A G R R R A
1.2 77k
1.21 44

W 52 R Fie BRAR IR 43 N2, 43 0o 16~ %
20~% ,30~% ,40~% ,50~% , =00 % FHE A .
1.2.2 trACRSE

FH 81 91 2% 7853 2 58 5 300, it R e ) K G A
T4 A E I R R B I A
3 MTA T IR Nk A o R SR A il =X
v (PCR ) -2 ] 15 4= A A5 I HPV I (R IINE fig
Y ARFRA T, R A PCR-% G H A K
UU DNA . CT DNA & NG DNA (J7 N 3k 27 3 R j
MAEBRAF) . HPV K 25 SR 4 1750 & 5a i -5
P MR I 2% b G BRE o S B 7 B, TR IR
frE FARERM K AEE . UU DNA .CT DNA &
NG DNA £ Il £ 5 R 4 12 7] & 08 B 45 40 352 < B
ZE R WY R R S AR Ce (=30, I
SIS A5 SR O RE i Y DNA & & BAPE N T A6
TFRR) 5 BH S S ISR i R 5 S T H. Ce
fH <27, 0K PH
1.2.3 Sit2Eik

T A5 B4 % I SPSS 19.0 Ze i+ 1 ¢k 47 45 3
ST T BUR B n (%) s , R 2 K5, LA P<
0.05 B 2R AL FE X,

2 R

2.1 AP AR B A R

196 1 Ifi R B2 L, B 8l HPV . UU ,CT .NG
FHPEAG: HY 350 51k 64.80% (127/196) . 39.80% (78/
196) . 16.84% (33/196) . 3.06% (6/196) . H:rf 20~
% 30~% 40~ % AE S ZH A e IR R Y R A
JELL 20~ AE IR AR IR e B vy LR 1
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Figure 1 Infection with pathogens in different age groupd of

HPV positive patients

2.2 HPV S HIEPH 43RG 25

127 {5 HPV FAYE & v, §— HPV Ak g
68 il , A [] W YR A & e 59 1], H rp 0 SR e 31
B, = TR 15 ], U K DL 1R 13 ] 5 4G
T AR 6 % 11 5 16 #I 52 F 58 #
= fa 8 HPV BH & Y 66.14% (84/127) , Hirp 16
R 52 58 AU 53 RUK: H RA RSB HPV [H
P& 5 33.86% (43/127) , Hivp 6 A (11 &Y 43 .81

R R
23 HPV 5HE 3 R IR £ R BB
PEAMT

127 5 HPV A £ 35 1, UU . CT \NG 1 Jgk 4
RO H 45.67% (58/127) 19.69% (25/127) .3.94%
(5/127) ;69 {5l HPV FAYE £ # H, UU .CT \NG K&
Ye R 4351k 28.99% (20/69) . 11.59% (8/69) . 1.45%
(1/69) ,HPV FH:4H UU .CT NG R YL R 0 . i
T HPV BPEA , 22 %A G it 22 & L (P 1<0.05) .
W 1~3,

® 1 HPVPEIEAH HPV BiMEA UU BEEEE (n(%) ]
Table 1 Comparison of UU infection rates between HPV
positive group and HPV negative group [n(%) |

Al UU(+) uuU(-) it 7H P
HPV(+) 58(45.67) 69(54.33) 127

26.98  <0.05
HPV(-) 20(28.99) 49(71.01) 69
At 78 118 196

&2 HPVPHIEA HPV A CT BEELLE [n(%) ]
Table 2 Comparison of CT infection rates between HPV

positive group and HPV negative group [7(%) |

e CT(+) CT(-) &t M PH
HPV(+) 25(19.69)  102(80.31) 127 )

80.33  <0.05
HPV(-)  8(11.59) 61(88.41) 69
it 33 163 196

HPV B4 5 3 Fofr g Jt 44 J8 e 5 15 1 43 7
7~ HPV B 5 UU g oA G (=519, P<
0.05) , HPV J& Yt 5 CT. NG J& 4t J& % B¢ (P>
0.05), MW 4~6,

X3 HPVFHIEE HPV BHEA NG B LR (n(%) ]
Table 3 Comparison of NG infection rates between HPV
positive group and HPV negative group [n(%)

I3eH NG(+) NG(-) At 2fd PE
HPV (+) 5(3.94) 122(96.06) 127
119.03 <0.05
HPV(-) 1(1.45)  68(98.55) 69
Ait 6 190 196

&4 HPV RS UU B XEKED [n(%) ]
Table 4 Correlation analysis of HPV infection with UU
infection [n(%) |

! Uu(+) uu(-) ait yME PH
HPV(+)  58(45.67)  69(54.33) 127 519 <005
HPV(-) 20(28.99)  49(71.01) 69 . o

A1t 78 118 196

R5 HPVERE CT RERHIXEESH (n(%) ]
Table 5 Correlation analysis of HPV infection with CT
infection [n(%) ]

i CT(+) CT(-) Hit fH PIE
HPV(+)  25(19.69) 102(80.31) 127

2.09 >0.05
HPV(-) 8(11.59) 61(88.41) 69
it 33 163 196

&6 HPV PS5 NG B XEKMEDT [n(%) ]
Table 6 Correlation analysis of HPV infection with NG
infection [n(%) |

i NG(+) NG(-) Hit #EH P
HPV(+) 5(3.94) 122(96.06) 127
0.005  >0.05
HPV(-) 1(1.45) 68(98.55) 69
&1t 6 190 196
3 iTig

HPV J& CA 195 JFAA | FEEk0 1 5 Jak e 78 531) 1]
WA G, — ARG fa AR Y =BG e CA, & S B sk
e ] 2 S BUR YL B R 8 B R AR AR KUK 55
s A WRIEAR Y B Y HPV B J R AR A TE 2
Fofr L1 SR e S T CC Y 7™ o R B o e SR Y
TRIT T ZE, WA I 2] HPV 16 2 51, 18 B 3% 14 i
CC 4 XU %52 155, AR SR AT 2 T L b 5 DR 7 1) Je g, )
AU B 7 ARG R BE, 64.80% Y L PEAMH CA
BEAIEHHPY B, i H LA 16,52 .58 =G
RIHPV BYL R &, ZHCH R RTR Gy, 2%
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T E LM 7.0%~22.1% 115 S5 HPV Jlgy 50
X5 FRE A MR . BT AR ]
UL CA (U HPV JE e () — /NS 4, Loty #im]
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JRIEB R BE T REFR AR , 0 HPV $R22 e JLRI i , A
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oo B, PRI IR XX &8 oA CA B3
BN HEAT A T ARSI, A TR LE

CA & I & s JF A SR e 22 1 R &2 % 1) T 28
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5 196 il {85 hAUA 29 BlPEA A 2 Rk Lk
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EB-DNA Rl Edr 2§ 116y 7 il A e i
IXg MALT AKRE FE BB

(# E] HH i 1M3% EB 57 (EB)-DNA K& 76 5 5 13497 & Wi (NPC) w4 i 1A 17
Bl Ak EHC2021 4 8 A 2 2022 4 5 1 W] H R 48 2X0s M s 5 e WA 1 42 401 s il i A8 5 9
PEAT 5 BT AR s B 2, e TR B0 T 12 AR 30 24 (I R TR A 1B % IR A, il i ez E e 7
FCEHIRYT o AT IR i B2 GRYT ETATGRYT 1 A )5 ) B LK EB-DNA [R5 W 0L, LL3exT IRl 5
993 B 4 36 97 T EB-DNA BH M A HH 8 o DL Sh W 35 3% K 12 Wt Dy 12 W 4 b L 22 46l ROC [ 26 %36 97 i
EB-DNA #5245 S XF NPC 2 Wit R AT 73BT 16975 14 X5 35 217 EB-DNA Filll , AR 95 25 44 18
Hor MR S BHE, LA R YT Ak . SR TRYT AT, 7R 51141 EB-DNA 5 DL it 3% 1= % i
21 , EB-DNA [ PE A R AE T X B 4L, 25 3 G031 22 5 L (u=6.659 . H=44.345 , P $4<0.05) ; Ifi. 3%
EB-DNA % 35 %f NPC 12 Wi 1) ROC pH £k F 1 #1 (AUC ) iy 0.963 [ P<0.05, 95% CI (0.916~1.000) ] , £5 &%
B B4 )k 0.929.0.933 53897 5 1 A EB-DNA #:l , [0 2H 30 441, BHE 25 12 4], BA 1 45 35
TR, 22 78 Gt 2% 5 X (H=5.040, P<0.05) . £51& EB-DNA & A {E & NPC F 2 Wi &5 i 5
F AR I ARSI S 3645 .

[%$2i7] EB-DNA; 2Wi; H & FIRIT; SWE; Jral

Clinical application of EB - DNA detection in heavy ion therapy for nasopharyngeal
carcinoma

WANG Xingchang, CHEN Dongji*, ZHOU Junnian, LI Xia, YANG Ting

(Department of Laboratory Medicine, Wuwei Tumor Hospital, Wuwei, Gansu, China, 733000)

[ABSTRACT] Objective To explore the clinical application of plasma Epstein Barr virus (EB) - DNA
detection in heavy ion therapy for nasopharyngeal carcinoma. Methods The data of 42 NPC patients who were
admitted to Wuwei Tumor Hospital of Gansu Province between August 2021 and May 2022 were retrospectively
reviewed and used as the case group, and 30 healthy volunteers who were examined in outpatient clinics during
the same period were selected as the control group. Patients in the case group were all treated with heavy ion
radiotherapy. The expression of plasma EB-DNA in the control group and the case group (before treatment and 1
month after treatment) was examined, and the positive detection rate of EB-DNA in the control group was
compared with that in the case group before treatment. The diagnostic efficacy of pretreatment EB - DNA test
results for NPC was analyzed by plotting the ROC curve, using nasopharynx biopsy as the diagnostic gold
standard. EB-DNA testing was performed on patients 1 month after treatment, and the patients were divided into
the negative group versus the positive group according to the results, and the short-term curative effects of the
two groups were compared. Results Before treatment, the copy number of EB-DNA in the case group was
significantly higher than that in the control group, and the positive detection rate of EB-DNA in the case group
was lower than that in the control group, and the difference was statistically significant (£=6.659, H=44.345,
both P<0.05). The area under the ROC curve (AUC) of plasma EB-DNA expression for NPC diagnosis was
0.963 [ P<0.05, 95% CI (0.916-1.000) ], and the sensitivity and specificity were 0.929, 0.933. One month after
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treatment, EB-DNA test showed that there were 30 cases in the negative group and 12 cases in the positive group.

The negative group was nearly better than the positive group, and the difference was statistically significant

(H=5.040, P<0.05). Conclusion EB-DNA detection can be used as a reference indicator for early diagnosis of

nasopharyngeal carcinoma in combination with heavy ion radiotherapy efficacy and prognosis.

[KEY WORDS | EB-DNA; Diagnosis; Heavy ion therapy; Nasopharyngeal carcinoma; Curative effect

1K J# (Nasopharyngeal carcinoma, NPC) & —
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AN EFE L, EYRYY NPC 1 —Fh B2 F B,
SR NPC FLHPRE AR AN LAY WK IBIT TG HEEE K
AU S [R) [R5 4K — 30 NPC F 2 W7 97 3 %
T ol e b e B, WFS R EB W
(Epstein-Barr virus, EBV ) & NPC & ¥ Y /G [
., {HEB i 75 NPC & 1 I RIT R0 5 1)
K Z A FE 8 A X /D[R] sk H i = K 1 I
PRETAE S A BB DT 5T o PRI AR A 50 6T L 1] S
I fF8 % EB-DNA SEAT R, 43 By H 3R 55 17 Ol 78 5
BRI SR A I RN AN . REE AT .

1 ABSHE

1.1 W4

eI 2021 4F 8 H & 2022 4F 5 J] WA E) H k4
T i 98 S B MACTA 110 42 1) 8 MK 9 £ 3 R R AT
Gy BT AR R B A, e BRI T T2 AR 30 44 fidt Bl
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FIR YDA AG W & o HEBR AR i . OFF £ I
b FRAL B R s @5 JF M E ARG i AR

BLANE UIRE R AT ; MM PE2E , BILBL A IRIT
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1.2 RIT L

FBFE R T CT -4 38 5ik 47146 1 57, U b7
TRENKR b, W5 T 50, R Sk 5 Bt 1714
D7 %2 . CT 4 A L T2 M i 5eT ~ r E3i, )2
J& 1.5 mm, 53697 AL T 9k HE G AR CT K&
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1.3 Ifii3¥ EB-DNA 4]

SR AN A S B AR IT R AT 1R
bk i 3 mL, 3 000 r/min ( B0 2FE4% 10 cm) B 0>
10 min, BB JZ 105K, SR 90 5 A i [ g
X} EB-DNA #EA7 46 M , #4520 B8 ™ 4% 1 Bl &
VLI 547 . EB-DNA>5X10° copy - mL™ > 46 ] FH
M. 576 F 52 [ eBioscience Al
1.4 WEAEIR

S %t IR 26 VA 97 i A9 EB-DNA A6 1 FH 2 %
DI T S s NS K (S o R (2 |
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Wi R BE 5 LAVRIT 1A F 5 I RYT Rk 3 197 3%,
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Table 1 Comparison of EB-DNA copy numbers and
positive detection rates between the two groups
[M(P25,P75),n(%) ]

4151 n EB-DNA #% Il 5 (copy-mL™) FH 1 2%
R4 42 753.00(610.25,755.50 ) 2(6.67)
XHHELL 30 271.00(177.25,373.25) 39(92.86)
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P1E 0.000 0.000
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ROC plot of plasma EB-DNA testing for the
diagnosis of NPC
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Table 2 Comparison of EB-DNA test results between

patients after 1 month of treatment and recent outcomes [1(%) ]
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Klotho TRk L PRI A M58 B AR S

HFF LA AR EME KE

(¥ ZE] B HidsuntEmizd (C18) B Mg+ Klotho EHIMZFGE R HIGRE XL, ik R
RT-qPCR, Western Blotting ) /72461 2020 4= 4 F % 2022 4F 4 A V44217 PR EE Be GA 1) 52 1) CIS 3 K
52 I 1E K% BRZH A9 13 T Klotho MYFRIA, IF4r 5 BTG S BE IUAHDCME . Z55R Klotho 1) mRNA 1
CIS B MEFRAH A A Bk AL T 1E 3 % B, 25 4 G122 X (1=17.986, P<0.05) ; Western Blotting
Kl i 7R, Klotho 35 FIAE CIS I I% Fi A ok X 22 38 1R 1 1E 8 0 B4, 28 5 A e it 2% 8 X (1=15.554,,
P<0.05) ; Klotho 14 335 /K V- 5 CIS & #5055 15 2 & NIHSS 1743 2 7R G E & (r=—-0.5974, P<0.05),
5 BITFA R IEAHSEE R (r=0.6069,P<0.05) . 458 Klotho W RES 5B AR T il &4 & J .

[REiRE] S EmiA s Mm% ; Klotho

Expression and clinical significance of Klotho in serum of patients with ischemic stroke
BI Fangfang, SHI Min, SU Minquan, CHENG Weiwei, ZHANG Lu*
(Department of Medical Laboratory, Xi’an Peihua University, Xi’an, Shaanxi, China, 716000)

[ABSTRACT ] Objective To investigate the expression and clinical significance of Klotho protein in
serum of patients with CIS. Methods RT-qPCR and Western blotting were used to detect the expression of
Klotho in serum of 52 patients with CIS and 52 normal control groups in Xi’an Xijing Hospital from April 2020
to April 2022. The correlation between the expression of Klotho and disease activity of the patients was analyzed.
Results The relative expression of Klotho mRNA in serum samples of CIS patients was lower than that of
normal control groups, and the difference was statistically significant (=17.986, P<0.05). The Western blotting
results showed that the protein expression of Klotho in serum samples of patients with CIS were lower than that
of the normal control group, with statistically (#=15.554, P<0.05). The protein expression of Klotho was
negatively correlated with the NIHSS score of disease activity in patients with CIS (r=—0.5974, P<0.05) and
positively correlated with the BI score of disease activity in patients with CIS (r=0.6069, P<0.05).
Conclusion Klotho may be involved in the occurrence and development of ischemic stroke.

[KEY WORDS ] Ischemic stroke; Serum; Klotho
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SR RS AAE N, ARIESET A K A s
SCIGUEA | L3 Y Klotho KA RS, Rl ifFgs
I [F] W : Klotho T LG 5 2 X HEMIE
{A Klotho 7£ CIS & iy HLAK Rk S H 5 CIS i
BYIG SNEIIR R, BAT A WS . A58 5
Br L5 CIS fEE Y I 20 B2 1 AH G, o CIS 112
7 K CIS ML O BIF I SR AT 1 JEL G

1 #R5FE®
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SFE PR 2F Be AR PR By 2k
1.2 FEH AR

RNA $2£50R 7] & (DP400, AR, 1% ) ; GAPDH
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(Sigma- Aldrich, 3% [® ) . Viia 7 321} & # PCR 1Y
(ABI Viia 7, %), Klotho XNZ51¥¥ i k4=
TAWA T Klotho 135514 :5'-TAGCC AGC-
GA CAGCT ACAAC-3', #5141 :5'- GAAGC GG-
TAG TGAGT GACCC-3',GAPDH I {i#5|4):5' -
CTCTG CTCCT CCTGT TCGAC-3', GAPDH F ijff
51%:5'-TAGCC TCCCG GGTTT CTCTC-3’,,
1.3 RT-qPCR

HR A 18 A =5 42 B A B RNA, I 46 0 H: o J32
4fi JF |, RNA 40 i A260/280 7E 1.8~2.1 Z [[] ik N &
Mo WS4 5C 10 min, 50°C 30 min, 85C
5 min, qPCR KLY : FAEPE 95C, 5 min; JE 3R
95°C,5 s, 581,305,727, 30 s, fHFR %L, 35; 1)
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1.4 Western Blotting

PIH L B, H I8 BCA A2 X7 &
Wb B 5 ATV FE ARSI, 53 2% J5 AR AT T —80°CUKAR &
FH o e BB BT 28 (B, T8 7 40 g FEF AR
BI Ky AR, 90T 5 min J5 &1 FFE;60 V 45
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Py = B 3K 43 25 1 B 5 FRLUK S5 R S BB R A
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2 - 158 40K - SR AR P P T e - R I TR ) 1%
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FH A 4% BE 150 B A3 HERE LB I TBST #i kg ) H 4C
R E LM, 5K, B 1E IXTBST ik
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FE AR UL F 22 LU B 5% Wehs 2R 05F i) , H il
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() o SR T EE T #T
1.5 Git#orr

K HI SPSS 16.0 it F i 47 53 H7 5 T i Bk
FH (e xs) 2o, AL IA] LR FH A ST REAS ¢ K256 5 AR
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At 2 A AH G . P<0.05 NZE A S E X,
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2.1 Klotho ) mRNA 254

Klotho 1] mRNA 7K F-7E CIS 34 ML b AS
(1 A0 X 2635 7 R (1.83+0.23) , I T 1F & % IR 41
(3.34+0.56) , 2 5 A 4 i % 5 X (1=17.986, P<
0.05). WLIE 1,

E=N
B

5 1E R AR L *P<0.05

=

Klotho mRNA A% & ik
S ~H N W e

IEH A IR CIS 41
Bl 1 Klotho mRNA ¥£ CIS & R EE X RARIE
Figure 1 mRNA Expression of Klotho in CIS patients and

the normal controls

2.2 Klotho WHE Rk G5

Klotho WE FI/KFAE CIS B b ik
R (141.78+69.04) AL FIER X ARZH(375.82483.71),
ERA G X (1=15.554,P<0.05) , WK 2,
2.3 Klotho )35 5 CIS H & B 0% 1% 30 1Y A 56
P AT

CIS H & I3 FEAS th Klotho 1) ¢35 5 Hop s
T B0 B VAL 48 b NIHSS 34> M Barthel $5 %% (BI)
W BA —E A, WLIE 3,
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NLRC3 L5 8 CIN Jpa A8 ik Kl R i

kAT EH LW HRE W

(5§ =] BHAY i NLRC37EE 5 _F R RS (CIN) ik A8tk R G RN . Foik BEEBCIb AT
TR PP ELE A BB 2021 4 3 A 22 2022 4 2 A5 # CIN & 96 Bl WAL, 1 [ e I T8 ik 2y
EH 37 4 AR . 4] NLRC3 mRNA NLRC3 & 147K F- 22 %, /34T NLRC3 3k 5 CIN Jig i &
FERY2E 2, K H ROC B £k 43 1 NLRC3 2635 Fi CIN % 4 32 Wi g 5 itk - Kz %5 48 (HISL) (401
R LY NLRC3 mRNA AHXT#35 5 \(NLRC3 & FH AR X ik i 5 AT XA, 2R A 51248 L
(1=10.236.7.557, P<0.05) . AJA] CIN 43 2% NLRC3 mRNA %] % 35 £  NLRC3 25 [ A0 % 28 3k & 45
CINI>CIN2>CIN3, 2 B A 41475 L (F=105.799.226.163, P<0.05) . NLRC3 mRNA %} 32155 5 CIN 43
2 5 B 3 A 9€(r=—().863,P=04000) NLRC3 # H X F ik it 5 CIN 402 5 B 35 A 56 (r=-0.894, P=
0.000), ROC 43#71 8.7~ , NLRC3 mRNA .NLRC3 & H #iill CIN % A=) AUC 43514 0.916 .0.832, i2 W7 HISL
I AUC 43919 0.684..0.762, £51 'E/#i CIN % NLRC3 £k i R4, NLRC3 mRNA #ik NLRC3 /&
MRS CIN B AR R A 9E . NLRC3 FIA TN CIN &AM B4 , i B2 b HISL i — % .

(XA EH R NRAL; NLRC3; ik M

Expression and clinical value of NLRC3 in cervical CIN lesions

ZHANG Jianhai, WANG Wei, WANG Qian, XU Jialun, GAO Na

(Department of Pathology , Beijing Daxing Hospital of Integrated Traditional Chinese and Western Medicine ,
Beijing,, China, 100076)

[ABSTRACT] Objective To investigate the expression and clinical value of NLRC3 in cervical
intraepithelial lesions (CIN). Methods 96 patients with cervical CIN in Beijing Daxing District Integrated
Traditional Chinese and Western Medicine Hospital from March 2021 to February 2022 were selected as the
observation group, and 37 patients with normal cervical examination during the same period were selected as
the control group. The differences of NLRC3 mRNA and NLRC3 protein levels between the two groups were
measured and compared, and the relationship between NLRC3 expression and the severity of CIN was analyzed.
The ROC curve was used to analyze the value of NLRC3 expression in predicting the occurrence of CIN, high-
grade squamous intraepithelial disease (HISL).Results The relative expression levels of NLRC3 mRNA and
protein in the observation group were significantly lower than those in the control group, and the differences
were statistically significant (1=10.236.,7.557, P<0.05). Comparison of NLRC3 mRNA relative expression level
and NLRC3 protein relative expression level between different CIN I grades: CIN1 > CIN2 > CIN3, the
difference was statistically significant (F=105.799, 226.163, P<0.05). The relative expression of NLRC3
mRNA was negatively correlated with CIN GRADING (r=-0.863, P=0.000) , and the protein level of NLRC3
was negatively correlated with CIN grading (7=—0.894, P=0.000). ROC analysis showed that the AUC of
NLRC3 mRNA and NLRC3 protein for predicting CIN occurrence were 0.916 and 0.832, respectively, and the
AUC for diagnosing HISL were 0.684 and 0.762, respectively. Conclusion The expression of NLRC3 in
patients with cervical CIN was significantly decreased, and the expression of NLRC3 mRNA and NLRC3
protein were negatively correlated with the severity of CIN. The value of NLRC3 expression in predicting the
occurrence of CIN is high, and the value in auxiliary diagnosis of HISL is general.

[KEY WORDS] Cervical intraepithelial neoplasia; NLRC3; Express; Predictive value
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Figure 1 Histological staining of cervical intraepithelial
neoplasia (HE, x20)
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PMSF) 34 Jit 24 fif e , 21 3 B0, B0 553 3 000 o
min, 22 13.5 cm, & .0 15 min, BCE 35 R IR R
Fo W BCA J5 kil 8 VL, WK ¥ 15 min ff
AR SR AT S 10% SDS-PAGD &R
L EEBEIKE 2T E, VT &% NLRC3 5%
GAPDH it B, #% % PVDF %, & T 5% i 1§ 0 4
TR, = IR T £ 60 min, fiITA 20 mL —47t
Fis BEWE (1:1 000) 5 20 mL GAPDH — i s B
(1:45000), & T ACHEE FIEE L&, YEB ¢ &
JE L A ZBUR B (123 000) , EIE T E 60
min; VeS8 45, R R L AL 2E R G IRCR A 22 kO
&M E NLRC3 & AR IR KT — i B A
H Abcam 23 F] , GAPDH W4 H #0 =& /AF], ik
PR B B IELE IR AT
1.3 Stk

i JH SPSS 22.0 43 M &4 kL. fF A RS
AR ORI (R £5) Fom , PRALIA] LA T KR 56
Z 40 [A) L BER B K ANOVA J5 22508 5 HH80%
B n (%) 2R AT ¢ K56 5 >Rk T Spearman AH G 77
Hr NLRC3 35 5 5 8 CIN 8 & 5 1% T2 15 10 41 56
M5 204 Z 380 & TARERE (ROC) B £k 23 # NLRC3
mRNA . NLRC3 #& [ 2 i5 it )l CIN & 4=} 12 W
HISL (I4H{E . L) P<0.05 MR A St #E X,

2 #R

2.1 Wigl NLRC3 mRNA NLRC3 2K [ AHXT % 3A
L

W %Z 2] NLRC3 mRNA #f X% 335 & \NLRC3 % [
X R m P RALT X A, ZR AR E
M (P<0.05), WFE1,
#1 FZHNLRC3 mRNANLRC3 EEHXMFILELLE (v+s)

Tablel Comparisonoftherelative expressionlevelsof NLRC3

mRNA and NLRC3 protein between the two groups (x +s)

215 n NLRC3 mRNA NLRC3 %5 4
WL 96 0.046+0.024 2.35+0.99
X HRZH 37 0.09820.027 3.79+0.96

A 10.236 7.557

PAi 0.000 0.000

2.2 A[E CIN 434 NLRC3 mRNA NLRC3 % [1 4
X eIk 5 AR
AT CIN 43 9% NLRC3 mRNA AH X} 2 ik & |
NLRC3 & H A X} 22 3k & 3 CIN1>CIN2>CIN3,
EZRAGIEE L (P<0.05), WLFE2,
%2 7A[E CIN %2 NLRC3 mRNA NLRC3 ERHEXF
KiF=E (xs)

Table 2 Comparison of relative expression levels of NLRC3
mRNA and NLRC3 protein in different CIN grades (x +s)

CIN 432 n NLRC3 mRNA NLRC3 # 1
CIN1 35 0.071+0.017 3.37+0.51
CIN2 42 0.037+0.013" 2.16+0.38"
CIN3 19 0.019+0.005" 0.91£0.25"
F1a 105.799 226.163
P{H 0.000 0.000

¥ 5 CIN1 I8, “P<0.05, 5 CIN2 [L#,"P<0.05,

2.3 NLRC3 #ik5 CIN Ji 15 BE () AH

Spearman AH & V£ 43 T i 78 , NLRC3 mRNA #H
X Fe ik 5 CIN 434 52 i 3 5 A 56 (r=—0.863 , P=
0.000) \NLRC3 £ [ fH % 3R 15 i 55 CIN 43 2% 12 i
F A5 (r=-0.894, P=0.000) .

14 2k 03
NLRC3 mRNA H1%} # ik it
NLRC3 AR ik it

081 |

i 4 4‘-
%% 0.6 i

E al
0.24

0 02 04 06 08 10
1R 5k

B2 NLRC3 mRNA.NLRC3 ZEBFll CIN Z4£HIROC #hZk
Figure 2 ROC curve of NLRC3 mRNA and NLRC3 protein

predicting the occurrence of CIN

2.4 NLRC3 F ik Ml CIN % 4 K& i2 Wi HISL 1Y
#ira

ROC 1443 #1 NLRC3 mRNA .NLRC3 & [1 1
AUC 43 51 24 0.916 . 0.832, 34 A %5 v 7 47 18 .
L% 3. K2,

#37 ROC H1 £ #f NLRC3 mRNA .NLRC3
112 Wt HISL 494 {4 : NLRC3 mRNA \NLRC3 %K [
[ AUC 43511 19 0.684.,0.762, 4145 — & T I 4 8 .
4 F3,

%3 NLRC3 mRNA.NLRC3 & B #ill CIN & £#J ROC 3 #f 45 &R
Table 3 ROC analysis results of NLRC3 mRNA and NLRC3 protein predicting the occurrence of CIN

Eis7D AUC SEH Cut-off Bk PHE U S 95% CI P{H
NLRC3 mRNA 0.916 0.023 0.058 0.740 1.000 0.740 0.871~0.961 0.000
NLRC3 7 [ 0.832 0.036 2.770 0.565 0.919 0.646 0.761~0.903 0.000
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Table 4 ROC analysis results of NLRC3 mRNA and
NLRC3 protein predicting HISL

o
sebi AUC SE Cutoft XTE gy 4 5

FHE "
NLRC3 0.684.0.044 0.050 0.524 0.943 0.582 0.598~0.771 0.000
mRNA
NLRC3

HH

95% CI Pl

0.7620.042 2.930 0.620 0.886 0.735 0.680~0.843 0.000

2 5
— NLRC3 mRNA H 4} #ik it
= NLRC3 HI%f #&ik it
LHL

0 02 04 06 08 10
1R 5

B3 NLRC3 mRNA.NLRC3 & BTl HISL #J ROC B 2k
Figure 3 NLRC3 mRNA and NLRC3 protein predicted ROC
curves of HISL
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75 Pk oR i P HUR R i B2 IGF-1. UA Je FGF-23 5
HEENRR

wWE* ERrE FILA Fi Tag

(8 ZE] B HITEREEF RN (GD) B3 95 Z A K F T (IGF-1) R (UA) K R Ef
Hi K R F 23(FGF-23) S E &ML R, Ak HRI20174F 5 A £ 2021 4F 5 A £ B4 F Tl i 5
— NREBEHEATIRYT 1Y 98 Bl GD FB 1E Ry WA A, 356 R AR Bt 102 {51 gkt B (ARG 3515 S o HE AT, B ARG
41 IGF-1 . UA \FGF-23 /K- S % & (BMD){H . A4l T (AR SR AL 4 i i B 4 B i D AL, L
WiZH IGF-1 . UA J2 FGF-23 /K°F-, 43 #7 = Wifs 45 5 BMD HIAHCPE . R W% IGF-1.UA J FGF-23
I35 T HE L, BMD {EAR T X IR, 22 R34 G002 8 L (P<0.05) o WERLMR G TIEZE A
HIEW 4163 0) AR SEHAL (35 6]) . B 541 IGF-1 . UA & FGF-23 K V- THEIEWY, 254
it aF B L (P<0.05), Pearson 1484 45 4 i 7%, IGF-1 ., UA M FGF-23 7K -5 BMD {# £ i A ¢ (P<
0.05), Z5i& GD B FH A A F IGF-1 . UA \FGF-23 /K F-ZL, IGF-1 . UA .FGF-23 5 GD 3% BMD {ii
SIS, I R TF NS =I5 bnk i, LT iA97 GD.

[&sim]  =HaRig R RAR M ; IGF-1; UA; FGF-23; BMD

Relationship between IGF-1, UA and FGF-23 and bone mineral density in patients with

Graves disease

TIAN Yong*, CUI Xiaolei, HOU Weidong, LI Jin, DING Hongxia

(Department of Endocrinology and Metabolism, the First People’s Hospital of Pingdingshan, Pingdingshan,
Henan, China, 467000)

[ABSTRACT] Objective To investigate the relationship between insulin-like growth factor (IGF-1),
uric acid (UA) and fibroblast growth factor 23 (FGF-23) and bone mineral density in patients with Graves
(GD).Methods 98 GD patients treated in the First People’s Hospital of Pingdingshan City, Henan Province
from May 2017 to May 2021 were selected as the observation group, and 102 healthy people in our hospital
during the same period were selected as the control group. IGF-1, UA, FGF-23 levels, and bone mineral
density (BMD) values of the two groups were compared. According to T value, the observation group was
divided into the normal bone mass group and the osteoporosis group, the levels of IGF-1, UA and FGF-23 in
the two groups were compared, and the correlation among the three indicators and BMD value was analyzed.
Results The levels of IGF-1, UA and FGF-23 in the observation group were higher than those in the control
group, the BMD value in the observation group was lower than that in the control group, and the differences
were statistically significant (P<0.05). The observation group was divided into normal bone mass group (63
cases) and abnormal bone mass group (35 cases) according to the T value. The levels of IGF-1, UA and FGF-23
in the abnormal bone mass group were higher than those in the normal bone mass group, the difference was
statistically significant (P<0.05). Pearson linear correlation results showed that IGF-1, UA and FGF-23 levels

were negatively correlated with BMD value (P<0.05). Conclusion GD patients are accompanied with

AR B A AT R R A (171200211936)
M A ATl B TOL T S — ARE R R 26K, 7T, B T 467000
*iBAEAEH @ B, E-mail : 13323900502@163.com
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different levels of IGF-1, UA, FGF-23 disorders. IGF-1, UA, FGF-23 are negatively correlated with the BMD

value of GD. The clinical needs to strengthen the detection of these three indicators to prevent and treat GD.

[KEY WORDS |

BEPETRIEPEHUR IR (Graves disease, GD)J2&
R IR D Re T UL IR D R A R S
H B e M, AR 3R 1Y & 3N 0.25% ~
1.09%" . HTT GD &bl i AW . GD 8%
HR BRI, B s BT R AR RS R
I ,GD BE G EN R TR S AT THE, 1
15 JR2 (Uric acid, UA) 7K Pt i85 2 52 00 B IELE # D)
AE, AFITHUARBR S R A . RS R AERK KT
(Insulin like growth factor-1,IGF-1) M &R 4EE: K
- 23(Fboblast growth factor 23, FGF-23) HAG /¢ 41 g
SHARRIVERT, R IR 4R 2 D Al A i s Za i A
T, BOFFITE H  IGF-1 J FGF-23 il LI B85 &
B, 5 RCE SRR VIR OC, 2 5B E A, A
5% B EH T GD 3 IGF-1 ., UA K FGF-23 515 %
J# (Bone mineral density, BMD)A¢5CHEK

1 RS

1.1 —Bgek

PEHL 2017 4F 5 H % 2021 4F 5 7 76 B4 F T
LWL 5 — N R EBEHTIRYT Y 98 1] GD B EAFE AW
B IAAARUE : O R PR SR 1 ek R, 356 43993 141
AT G HOIR BR b K, 28 fih 12 0 BB IESE A GD
OUNARER I xSV (IR RN Y 9713} 3
Tt s @i PR H U R FNARAE ; @I PR 988} 58 4
HeBR AR : O D aet: R BRIE A HOIR R 4R R
H s QG IS St F R R 98 50 i S0
ARBRDRETCHE s B F T B DR & R g
H AT T R G A DA I —
A L85 ) W BTER e R

B IR 3 AS B 102 15] i A A 2 1 A o R
M, Wl — Mok b2 R BRI FE (P>
0.05) , A A ek, W3 1, AT 4 B IR 4 16
HER SRS, ZKECEENERES.
1.2 ik
1.2.1 IGF-1.UA } FGF-23 /K- J5

MBS T A BE 24 K, X B TR K 2 H 3G =
23 WA R K UL 3 mL, JoFS P, 3 000 r/min &0
15 min (02484 10 cm) , 53 & L3 , —80CHR- A7
FEOU, 97 42 h P 58 ORI o 7 FH Tl K 4 92 1 o

Graves disease; IGF - 1; UA; FGF - 23; BMD

F1 WA-MABLLE (n(%), (xx5) ]
Table 1 Comparison of general information between the two

groups [n(%), (x+s) ]

il n 2 e BMI
5 i (%) (kg/m?)
WL 98 31(31.63) 67(68.37) 48.36+7.54  22.11+2.14
XEZE 102 32(31.37) 70(68.63) 49.12+7.33  22.57+2.29
1ItH 0.012 0.723 1.466
P14 0.968 0.471 0.144

PRI I 3 IGF-1, UA & FGF-23, 4 H sl A 161X
(95 LX20) K it £ &Rk 1 [ R i 34
PR IRAF
1.2.2 BMD il 7 ¥k

% H LumarProdigy X fg X 268 % JE AL (4= 5=
J" % : K E GE 2~ vl ; 815 : DEXA) W % P 21 I AfE
IEA (L2~L4) B BMD (T ) fH . i FRHE A T AE A 2
e 17 1912 W bs v, S5 fE R ) MR I T (E L #
T {E=-1.0 SD A E¥H , T{H:-2.5 SD~—1.0 SD
R, TH<-2.5 SD I H FREm ™. Wi
T {ELRF LB ZH 40 hy B E o AR S 21 (fu 4%
B BN FE w0 ) A
1.3 Sk

Vi FH SPSS 22.0 Gei oAkt . BRI
Fn(%) T, b Kl THE ORI (v +s) 3R, 41 H]
PR DA e R 56y s Z2 4 18] e ARk H F R 56 5 2Kk H Pearson
240 /3 BT IGF-1.UA & FGF-23 /K Bk E 5
BMD AN ; LA P<0.05 M5 BA G275 X

2 FHR

2.1 W4 IGF-1 UA } FGF-23 /K Lb 8%
WLZL 4 IGF-1 . UA K FGF-23 7K -4 & T % BR
4, ERA G E L (P<0.05), W2,

&2 WHIGF-1,UA & FGF-23 /KFELLE (v+s)
Table 2 Comparison of the levels of IGF-1, UA and
FGF-23 between the two groups (x#s)

41 51 n  IGF-1(pg/mL) wUA(umol/L) FGF-23(ng/L)
MEH 98 21.31£3.47 421.25+49.75  539.56250.14
XREZE 102 13.25+2.17 331.12+33.10  428.69+37.45

1l 19.778 26.740 17.763

P <0.001 <0.001 <0.001
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2.2 I [EME BMD {8 Hod
WLEEZH BMD (HAK T X IR, 2R A G i F e
X (P<0.05), WF3.

*3 FAEHEBMD ELLE (v+s)
Table 3 Comparison of BMD values of lumbar spine

between the two groups (x+s)

21 51 n BMD(g/cm®)
WL 98 0.720+0.117
X HEZH 102 1.172+0.081

A 31.870

P <0.001

2.3 N[ BMD {81 GD ## IGF-1.UA } FGF-23
KA LA

WA AR T 45 8 0 B &t B 4 (63
) B S E A G5 6, BS54 IGF-1 . UA
M FGF-23 K Vi FHEIEFA, ZF A% E
X (P<0.05), W4,

% 4 7A[E BMD{EH GD & IGF-1,UA K& FGF-23 7K
BEEZ (x+5)
Table 4 Comparison of IGF-1, UA and FGF-23 levels in
GD patients with different BMD values (x+s)

2 51 n  IGF-1(pg/mL) UA(umol/L) FGF-23(ng/L)
HEIEWH 63 18.56+2.89 389.59+46.11  511.47+46.13
HEBEWY 35 26.26%3.59 453.04+56.30  590.12+57.36

A 11.574 6.025 7.403

P1E <0.001 <0.001 <0.001

2.4 IGF-1 UA } FGF-23 /K5 BMD {H A0 X1

IGF-1,UA J% FGF-23 7K-F 5 BMD {t & {1 4
% (r=—0.789, P=0.035; r=—0.814, P=0.017; r=—
0.825,P=0.014) ,

3 itig

GD & 43 MR WL , PR ER S I3 H R R
R A, ST B e i, 38 i B 20 s 1 L =
HEESEY . EAEMIRIESE GD n] 5]k B H
BMD {H 2022, B8 5B 5% FE R, B A i XU #4¢
w e X GD RIS W T K 3RT H 255 R
PREAE B TE

IGF-1 J&—Ff 1 70 MR I FR 4L 0 PR 2 1K
FEAEFNES B, AR AE R M E A BT, X0
MM IE R AR AT B E M ERKRER
FEEZIERY . A SCHkGE , IGF-1 5 HUR IR
PRI 1) A , Hesz ARk T 2 M e it e, 4k
ST RE , I BE R0 R A0 M TS A, R

FHSESCHiRAE Y, GD AT RE @ UA RIS 54
A, GD B A R UASERI RS K™, FGF-23
A3 2 A L B 35 s 4 i g SR A PR
-« (tumor necrosis factor-a, TNF-a ) , 5 GD &
Wio AFH KRS &M, FGF-23 55 % AT
TERHR . AR5 45 R 2R IGF-1 \UA \FGF-23 £
GD % &A= it e v & #4E H . BMD B2 H i
I AR FH T2 Wi s s | F00 B SR A 1 15 3 XU
M e fE e AR bR . ARWFIT S R LB AR 4
BMD /KK T4 IR 4H , 5 Wang 5223 5 firfg 25 1
FEFE, AT LLA H GD XHEHE BMD £7 78 BH 52

IGF-1 HL AT S Ze 15 1 L RRAIE 1 FEHR i 400 i
(3G 50040, I8 A e S I T B R E
KB A 05 ENTHR W g s
VR B 1) HIR R R RE A RS R AT IR FL AL, 3 A,
PR A8 28 S B/ INVEHETE UA, NI UA 7K
M TR UA B0 B 07 0 N B2 TR, 3K
B L, B 0k . FGE-23 §8 & 0 M 2T 4k 41
A K P R b G — B, 251 SR SRR R
2 %, FGF-23 /K V-5 HUR R g Ao, i —2
Pearson 28 AH 5041 s : IGF-1 \UA J FGE-23 7K
-5 BMD {8 & i AH ¢, 5 BEAE SCHR S5 SR AHFE ™
2 e Horp J5 PR AT e IGF-1 S 8l 4 A A 2
TR H T GD B2 mis R £,
M55 BMD {8 89 F B ; IGF-1 7K -4 B 455 | e 2k
GNE I BAE B B 00 A LA R 557 , L e ) e
B4R AE B, T2 BMD 7K F- ; FGF-23 fE 2 5
G AR o R ) S R - 2 — , 2 R 4 3
B AR B, S5 GD % BMD BT R

Zi b rik , GD & HE A A R ) IGF-1 . UA |
FGF-23 /K *F-Z i, IGF-1 . UA .FGF-23 5 GD 3
BMD ff 2 A 56 , I AR AT 380 o o i A 0 = I3 4 s
K-, LATB iR YT GD.

5% ik

(11 BAS, TMS OB BT 32 IR Y7 Graves g HUAR IR D) RE T iE
SBF G R AT LT ]. o b 7 e B iR 2k, 2020, 35(6)
682-633.

(2] &N, Berum, wia. HHPKEEAYT Graves 7 F 5 &
P40 0 5 A 1 5 e P ZE A (0], b A R R A,
2020, 23(35) : 4465-4469.

[3]  XUBEAH, X|E &, @, 5% TRAb 1£ Graves JG 1274 T 1)
AL K 5 AR BRI RE , P 24500 0 S TRl A A DG PR [T ] BR 2
ZEik, 2020, 26(7):192-196.
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b9 A F1 0 J1 3 5 cTnl . Mb . IL-10 /K °F- 5.0 B fig
A e

RIG " FoR HY RN ABE

[ E] HH SWeEciksito =l o UIESE A I (cTal) JILLZLE A (Mb) 1A% -10
(IL-10) 7KV 5.0 ShBEAR G, FiE 2087 2019 4F 6 H & 2021 4F 3 J] T2 B A B B2 Be VA 97 1Y 125
B3EE Lo 95 £B R I R B AR AT JE 5 10 1 308 B R 4 B IR0 J1 IR IR A (n=66 ) | 405U 41
(n=59) . 3 VEHL 40 ][] i [70) Bt A 7 fl BREARARS: #0 VE S BEAH . LUK =41 ¢Tnl \Mb \TL-10 /K G0
TR 5 Al O G LD S REFS B, RIS 23 BT Tl .Mb  IL-10 K- 5.0 W SR dR A et . R =
ZH ¢Tnl . Mb  IL-10 7K - : & I 0 J1 20 4 > 20 2l 5 0o A > X HR 41, 22 3 A7 43 24 8 L (P<0.05) .
LVEDD \LVESD : £ J:0> J1 T3 41 > B4 Ui 4 >R HRZH , LVEF « 5 90 ) T8 08 21 < 401 56 g 2 <X 1R
M, ZFBEA SR X (P<0.05), Spearman #1353 4T .78 , cTnl \Mb .IL-10 55 LVEDD ,LVESD £ ff1 4]
K (P>0.5), 5 LVEF 2 1F M 6 (P<0.05), %518 IR ] % 1B cTnl . Mb  IL-10 7K LA K0 D REHS bRt
S O R R TG R0 1 1 S R

[X&3] cTnl; Mb; IL-10; &0 S0 )50 LIk

Correlation between ¢Tnl, Mb, IL-10 levels and cardiac function in patients with coronary

heart disease combined with heart failure

LIANG Weifang'*, LI Heyan', JIN Peiyin', NIE Ming', NIE Shaoping

(1. Department of Cardiovascular Medicine , Anyang People’s Hospital , Anyang, Henan, China, 455000 ;
2. Department of Cardiovascular Medicine , Beijing Anzhen Hospital, Beijing, China, 100029)

[ABSTRACT] Objective To analyze the correlation between the levels of cardiac troponin I (cTnl),
myoglobin (Mb), interleukin-10 (IL-10) and cardiac function in patients with coronary heart disease complicated
with heart failure. Methods The clinical data of 125 patients with coronary heart disease treated in Anyang
People’s Hospital from June 2019 to March 2021 were analyzed. According to presence or absence of congestive
heart failure, the patients were divided into the combined heart failure group (n=66), and the simple coronary heart
disease group (n=59). Another 40 patients who underwent physical examination at the same time period were
selected as the control group. cTnl, Mb, IL-10 levels, cardiac function indexes of combined heart failure group and
simple coronary heart disease group were compared of the parents, and the correlation between the levels of cTnl,
Mb, IL-10 and the cardiac function indexes were analyzed. Results The levels of cTnl, Mb, IL-10 in the three
groups: combined heart failure group > simple coronary heart disease group > control group, the difference was
statistically significant (P<0.05). LVEDD, LVESD: combined heart failure group > simple coronary heart disease
group > control group, LVEF: combined heart failure group < simple coronary heart disease group < control
group, the differences were statistically significant (P<0.05). Spearman correlation analysis showed that cTnl,
Mb, IL-10 were negatively correlated with LVEDD and LVESD (P> 0.5), while were positively correlated with
LVEF (P<0.05). Conclusion The levels of cTnl, Mb, IL-10 and cardiac function indicators can be considered as
the reference basis for judging whether patients with coronary heart disease have congestive heart failure.

[KEY WORDS | cTnl; Mb; IL-10; Coronary heart disease with heart failure ; Heart function
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JEE O PR R BT ik ok R AR AR e , &8 T
O I A8 R DL , FLR v T e IR Sl A s
78 5T R ZE Bl AR TS R A0 L)
[FIE0 R DRy T AR TS WY 51 (107 N s W DI INDA B 3
v GO AR R YRR, T E AT BT, o
J1 3 F R L [R) B A 2 e U B LA T
JRHZ—" B ek e AR 2T IR AR R A S
N FLE WAL B i pre , i .0 9 9 & s 6 1E 7 15 4F I
Fto K BES 2 WrEAS TGS R e R
T BERARAET R A O O WS & (cardiac
troponin I, cTnl) FIJLZL & 1 (myoglobin, Mb) Ay iz it
O bR S . BFE BoR, FTAi A 2 10
(Interleukin-10, IL-10) Z 5.0 UG5 50 TREA
SRR . AR SO A IR0 T e R
¢Tnl Mb IL-10 KP4 704, BRI T

1 AHESHE

— BT R
PEHL 2019 4F 6 A & 2021 4E 3 A T2 T A
RO B IR T7 19 125 1 e 000 JR T, A A i : D%
I R X RS2 50 3 AE A A, AT A i LG 1 48 s
JRURSE PPAik R4S BE 4R g ) e O R 2 Wi bR HES T @G
If Jy g vE B AR A Ch B T =2 2 W fa 97
67 2018) 0 Sy R 2 Wi AR i QT A B H
(R DR B8 AL 4 58 3 o HEBR A M« (O 78 % 1 Jie g
H 5 QOFFFERE PIUB I TG TR BL A AS WF 5% sl AR MM 22
H QOB E . RIEH LA IO =
vy W B A I D1 R A (n=66, 760
Fols 3 g ) | PR Al 5 0 41 (n=59, B4l i 0
W) o o HEHL 40 24 [ B ] B o A7 (gt B 1A R 1
R . S EARTER L, 22 5 LS i
BEX(P>0.05), W& 1, RUFITLEEPEICHEZE R
St ZHE M K E S E R L
1.2 Rk

T A 2 505 = 25 E # ki 5 mL,
3 000 r/min ( B.024% 8 cm) B0 10 min 43 B L7 ,

1.1

AR PR UL PR AT o T HH Il K A 5 W% B 3 (enzyme -
linked immunosorbent assay , ELISA) #; il IL-10 7K
LR S B e A R A R A ]
JAS e B UL B T AT BRI . SR S )2
43 A 5 K I I 3 Mb A Tl 7K F |, X 2% 9 LEPU
QuantGold % i & 43 AT A (b 5t 0k 3 BB A BR 53
FEAFD

fifi FHl Philips TE33 “.0o 3" 75 2 WX, S5-1 44
S MR B R 1~5 MHz, by 538 AT 4k 75
Ao 1 S5-1 Bk T A A, T AR U s
I 11 2R FH XCF- T simpson 32 I & I b %80 DI RE$R
b, A0 45 2 2 7 5K K 1 N 42 (1eftventricle end-dia-
stolic diameter, LVEDD) | /2 & W 45 A& ] N 45 (1eft
ventricular end-systolic diameter, LVESD) | /& & i}
115344 (1eft ventricular ejection fraction, LVEF),
1.3 Stk

K SPSS 22.0 e it AF i A ge it o . it
R (X +£5) Fom AT e K55 THECT B n (%)
RN AT KB 5 >R H Spearman 43 BT ¢Tnl . Mb |
IL-10 K F5 .0 DI RE AU A S , I 22 il s 140 5 A
P<0.05 Fm 25 BA G Lo

2 #R

= # ¢Tnl Mb IL-10 /K H 4%
=4 cTnl \Mb IL-10 /K- : G -0 ) 2 vy 2 >
AL > X BR AL, 2 RA Gt L (P<
0.05), WLFE2,
2.2 —HLIiRets bR i
LVEDD LVESD: & Jf-:» 7] % v 41 > 5. 4i e o>
JRLH>XTHRZL, LVEF: 5 900 77 i 2l < FR.afi et g 241
<WHRZ, 22 I Gt L (P<0.05) . W3 3,
2.3 cTnl Mb IL-10 /K50 D REAY ARG
Spearman A 5¢ 43 M7 i 78, cTnl \Mb ,IL-10 5
LVEDD £ i A 3¢ (P<0.5) , ¢Tnl. Mb., IL-10 5
LVESD £ 145 (P<0.5),cTnl . Mb .IL-10 5 LVEF
HEIFEAIZE(P<0.05), WLF4,

2.1

K1 ZHBBEE (n(%), (xxs)]
Table 1 Comparison of data between the three groups [1n(%), (x+s) ]

25 n B (B 1) AR () 1A (kg) 2 4 N5
HIFO A 66 49/17 65.58+4.73 57.56+4.26 34(51.52) 32(48.48)
BA AR U A 59 40/17 66.13+4.35 57.63+4.25 30(50.84) 28(47.46)
X HEZH 40 22/18 65.86+4.56 56.89+4.96 19(47.50) 21(52.50)

FI & 0.169 0.23 0.38 0.172 0.259

P1H 0.919 0.797 0.681 0.918 0.879




BT SIHRYT 4 20224610 7 #5144 451041 J Mol Diagn Ther, October 2022, Vol. 14 No. 10 - 1809 -

F2 =HcTnl Mb.IL-10 KFLLE (x+s)
Table 2 Compare the levels of ¢cTnl, Mb, IL-10 in the

three groups (x+s)

45 n c¢Tnl(ng/mL) Mb(mg/L) IL-10(pg/mL)

B JIEEEA 66 1.56+0.18"  113.82+21.86" 596.28+63.59"
PAARELOEAL 59 0.95+0.11°  75.66+16.38'  359.56+52.38"
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P1E <0.001 <0.001 <0.001

e SXF BT L, P<0.05; 5 Bal e IR 4 X EE , P<0.05

x3 ZHOMEEREIRELE (x+5)
Table 3 Compare three sets of cardiac function indicators

(x+s)

21 51 n LVEDD(mm) LVESD(mm) LVEF(%)
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T S XHBXT H, *P<0.05 5 5 BAl el LA L, P<0.05,

%z 4 cTnl Mb.IL-10 75 LVEDD,.LVESD,.LVEF
(EES k
Table 4 Correlation between cTnl, Mb, IL-10 levels and
LVEDD, LVESD, LVEF

LVEDD LVESD LVEF

i H
r i PiA r i P r{H PAE

cTnl -0.569  <0.05 -0.765 <0.05 0.712  <0.05
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Relationship between carotid ultrasound parameters AC, 3 and IMT and coronary artery
lesions in coronary heart disease

QU Juanjuan

(Department of District 1 Ultrasound, No. 988th Hospital, Joint Logistics Support Force, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the relationship between carotid ultrasound parameters carotid
artery compliance (AC) , common carotid artery stiffness () and common carotid artery intima - media
thickness (IMT) and coronary artery disease in patients with coronary heart disease. Methods The clinical
data of 115 patients with coronary heart disease admitted to the 988th Hospital of the Joint Logistics Support
Force from October 2019 to October 2021 were collected (Coronary heart disease group) , and grouped
according to the number of diseased branches: 1 coronary artery disease (coronary artery stenosis >50% ) 35
cases, 80 cases of 2-3 coronary artery disease; according to Gensini score, 39 cases were mild (Gensini score <
20 points ) , and 76 cases were moderate-severe (Gensini score = 20 points). In addition, 98 healthy subjects in
our hospital during the same period were selected as the control group. The carotid ultrasound parameters AC, 3
and IMT in different populations, patients with different coronary artery disease branch numbers, and different
Gensini scores were compared; the relationship between carotid ultrasound parameters AC, 3 and IMT and

coronary artery lesions was analyzed. Results The carotid ultrasound parameters AC, (3 and IMT in the
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coronary heart disease group were significantly higher than those in the control group, and the difference was

statistically significant (P<0.05). The carotid ultrasound parameters AC, B and IMT of 2-3 coronary artery

disease were significantly higher than those of 1 coronary artery disease, and the difference was statistically

significant (P<0.05). The carotid ultrasound parameters AC, B and IMT in the mild group were significantly

higher than those in the moderate - severe group, and the difference was statistically significant (P<0.05).

Arterial ultrasound parameters AC, 3 and IMT were positively correlated with the number of coronary artery

lesions (74c=0.613, r;=0.488, ru,=0.519, P<0.001), and were positively correlated with the patient’s Gensini
score (r4¢=0.633, r5=0.519, ru;=0.506,P<0.001). Conclusion The carotid ultrasound parameters AC, B and

IMT of coronary heart disease are closely related to coronary lesions, and carotid ultrasound has a good

application prospect in the early screening of coronary heart disease.
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x1 AEABERTEKEFESHACS K IMT LR (v+s)
Table 1 Comparison of carotid ultrasound parameters AC,

B and IMT in different populations (x +s)

21 n AC(mm¥kPa) B IMT(mm)

X I 2H 98 0.46+0.10 3.81+0.85  0.70+0.11

R4 115 0.89+0.18 8.35+0.71  0.94+0.20
1l 21.038 42.474 11.914
PiE <0.001 <0.001 <0.001

®2 TAREXHEEINHNEFSHACL K IMT
EER (vxs)
Table 2 Comparison of carotid ultrasound parameters AC,

B and IMT in patients with different number of lesions (x+s)

21 n  AC(mm¥kPa) B IMT (mm)
132 hkmAE - 35 0.7420.13  5.3620.68 0.8520.20
2~3 IENKEAE 80 0.96£0.33  9.66+0.81 0.98+0.19
i 3.809 27.441 3.322
P{H 0.002 <0.001 0.001

2.3 Hish bk A [ A8 R B £ 3 20 B0 JORR 7 2 4
AC B K IMT [b#&

B R HE K S48 AC B L IMT 8
BT rh-HEEA, ZRASIF¥E X (P<
0.05), WL# 3.

R3 IHRARREREBETNRBESHAC.S
B IMT L% (x+5)
Table 3 Comparison of carotid ultrasound parameters AC,

B and IMT in patients with different carotid lesions (x+s)

20 n AC(mm?kPa) B IMT (mm)
B 39 0.69+0.07 5.38+0.58  0.86+0.24
h-EE 76 0.99+0.10 9.87+0.69  0.98+0.21
HH 16.732 34.797 2.762
P& <0.001 <0.001 0.006
2.4 BhiEE S8 AC B K IMT 54k 3h ik 48

HEES
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CBUR IE A (rac=0.613, 15=0.488 , ry=0.519, P ¥
<0.001) , 5 2 # Gensini ¥F453 4 1IE A& (7,=0.633,
r5=0.519, 1, =0.506, P #]<0.001) . W& 1,

AC(mm?/KPa)
- = NN

5

B 1
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Figure 2 carotid ultrasound image of coronary heart disease
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Relationship between Mb, Glu and LDH levels and neurological deficits in patients with
acute cerebral infarction

LI Pan'*, MA Bingxin', ZHENG Yunhui’, CHU Junxiao'

(1. Department of Emergency Clinic, Beijing Shijitan Hospital, Capital Medical University, Beijing, China,
100038; 2. Department of Intensive Care Unit, Beijing Shijitan Hospital, Capital Medical University, Beijing,
China, 100038)

[ABSTRACT] Objective To analyze the relationship between the levels of myoglobin (Mb) , gluta-
mate (Glu) , lactate dehydrogenase (LDH) and neurological deficits in patients with acute cerebral infarction
(ACI). Methods 96 ACI patients admitted to Beijing Shijitan Hospital, Capital Medical University from
February 2019 to April 2021 were collected as the ACI group, according to the degree of neurological deficit,
they were divided into the mild group (n=29), the moderate group (n=41), the severe group (n=26), in addi-
tion, 62 patients with normal physical examination in this hospital during the same period were selected as the
control group. The levels of Mb, Glu and LDH in the ACI group and the control group were compared, and
the levels of Mb, Glu, LDH, carotid intima-media thickness (IMT) and the degree of neurological deficit in
ACI patients with different degrees of neurological deficit were analyzed. Results The levels of Mb, Glu and
LDH in the ACI group were significantly higher than those in the control group, and the difference was statisti-
cally significant (P<0.05). Comparison of Mb, Glu, LDH levels and carotid IMT in patients with different
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neurological deficits: mild group < moderate group < severe group, and the difference was statistically signifi-

cant (P<0.05). Carotid IMT, Mb, Glu and LDH are all important factors influencing the degree of neurologi-
cal deficit in ACI (P<0.05). Mb, Glu, LDH and NIHSS scores were all positively correlated (P<0.05).
Conclusion The levels of Mb, Glu and LDH are highly expressed in ACT and are related to the degree of

neurological deficit. The detection of the above factors can effectively assess the patient’s condition.
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ical deficit
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Relationship between Fas/FasL level in peripheral blood lymphocytes and autoantibody

level in patients with HT

WU Haihua, XIONG Ping*, WANG Yao, ZHANG Qianying, ZHAO Wei, WEN Jinhui, GOU Xiaoqin
(Department of Endocrinology and Metabolism, Affiliated Hospital of Chengdu University, Chengdu,
Sichuan, China, 610081)

[ABSTRACT] Objective To analyze the relationship between Fas/FasL in peripheral blood
lymphocytes and autoantibody level in patients with Hashimoto’s thyroiditis (HT). Methods 84 patients who
underwent thyroid examination in the Affiliated Hospital of Chengdu University from February 2018 to
September 2020 were selected. According to pathological condition, the patients were divided into the HT group
(44 cases) and the nontoxic goiter (NTG) group (40 cases). Meanwhile, 45 healthy individuals were selected
as the control group. Serum autoantibody levels and Fas/FasL in peripheral blood lymphocytes of the three
groups were detected and compared. Pearson correlation analysis was performed to explore the correlation of Fas/
FasL in peripheral blood lymphocytes, thyroglobulin antibody (ATG) and thyroid peroxidase antibody
(ATPO) in patients with HT. Results The levels of serum ATG and ATPO in the HT group were significantly
higher than those in the NTG group and the control group, with statistically significant differences (P<0.05) ,
but there was no statistically significant difference between the NTG group and the control group (P>0.05).
There was no statistically significant difference in FT3, FT4 or TSH level among the three groups (P>0.05).

The positive expression rates of Fas and FasL in peripheral blood lymphocytes decreased in order from the HT
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group, the NTG group to the control group, with statistically significant differences (P<0.05). Pearson

correlation analysis showed that Fas/FasL level in peripheral blood lymphocytes of the HT group was positively

correlated with the expression of ATG and ATPO (P<0.05). Conclusion

There is a certain relationship

between Fas/FasL in peripheral blood lymphocytes and the occurrence of HT, which may be related to the effect

of Fas/FasL on immune physiological process.

[KEY WORDS ] Hashimoto’s thyroiditis; Peripheral blood lymphocyte ; Fas; FasL; Autoantibody level
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Research progress on etiology of autism spectrum disorders in children

SUN Yanan', ZHOU Ziqing', WEI Fengxiang'**

(1. Department of Maternal, Child and Adolescent Health, School of Public Health, Anhui Medical University,
Hefei, Anhui, China, 230032; 2. The Genetics Laboratory, Longgang District Maternity & Child Healthcare
Hospital of Shenzhen City, Shenzhen, Guangdong, China, 518172)

[ABSTRACT |

factors and genetic factors. The influence of genetic factors and environmental factors on the pathogenesis of

Autism spectrum disorder is mainly the result of the combined effect of environmental

autism spectrum disorder has become a widespread concern. Understanding the causal role and interaction
between genetic factors and environmental factors in the etiology of autism spectrum disorders can provide
information support for primary prevention and evidence-based intervention. Environmental factors are crucial in
mediating avoidable negative outcomes, and are of great significance in secondary and tertiary interventions and
social support for patients with autism. Based on the epidemiological survey data in literature, this review
summarizes the research progress of etiology and trace elements of autism spectrum disorder, and provides
important theoretical basis and technical support for the prevention of autism spectrum disorder.
[KEY WORDS ] Autism spectrum disorder; Trace elements; Etiology
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