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[# ZE] K5E3ES 1% RNA (LncRNA ) J& — 2507 F 401 4% 8 i 5T 4 4 B2 K F 200 ne 19 3E 4 15
RNA, LncRNA GASS5 J&— & IT4E I 1 32 3 56 FE 1Y LncRNA FE 5L, B YA F AZE 1 S kK
B2 X 57, 21 4087 nt, 712 MME TAR . 2R, LncRNA GAS5 &5 RAE U, A 5 104
DAL B2 200 R 4549 , 7E 3 Ik ok R B Ak S AR DG & A g e v SR MM FH o A SCBE 7 S DK R Ak S 4
PG K A S R AR FAE — PR

[%##i7] LncRNA GAS5; gk FEREAL ; 56005 5 WEIRIG

The Role Of LongNon - Coding RNA GASS In The Occurrence And

Development Of Atherosclerosis And Atherosclerosis-related Diseases

WEI Guijiang" **, YANG Jun', WEI Yesheng'*

(1. Department of Medical Laboratory, Affiliated Hospital of Guilin Medical University, Guilin, Guangxi, China,
5410005 2. Medical College of Guangxi University, Nanning, Guangxi, China, 530000; 3. Department of Medical
Laboratory, Affiliated Hospital of Youjiang Medical University for Nationalities, Baise, Guangxi, China, 533000)

[ABSTRACT] LongNon-Coding RNA (LncRNA) is a type of RNA that is located in the nucleus or
cytoplasm and is longer than 200 nt. LncRNA GAS5 is a member of the LncRNA family that has attracted
attention in recent years. The encoding gene is in the 25 regio of human chromosome 1, has a total length of 4
087 nt and consists of 12 exons. Several studies have shown that LncRNA GASS5 is involved in inflammation,
mediates vascular endothelial cell damage, and plays an important role in the development of atherosclerosis
and related diseases. This article reviews the role of LncRNA GASS5 in the occurrence and development of
atherosclerosis and atherosclerosis-related diseases.

[KEY WORDS] LncRNA GAS5; Atherosclerosis; Coronary heart disease ; Diabetes

£ #% 9E g% i RNA (long non-coding RNA, Hb5E ) — R 91 2] 1 o 1 5 S), R A5 T 22 B 4 B AL
LncRNA) & — KA TAMAZ S M NKERT HOROHEF, S 5880 AR EL
200 nt {93 4 i RNA Y, LA WF 55 3E 95 € 01 b A B Ao AR ) R 2 B e 1 R A R R
LncRNAs i 2 74 5 F% St J5 KO R4 B2 A 3 LncRNA GASS /& 1988 4 M A 4 4535 /N BLET 2 )

EAAF B . BRAKFFLELTB (81560552) ; ) @ & & AF LR (2018AB58018) ; 7~ ¥ A KA ¥ & 4
(2018GXNSFAA138120)
Ve BA5. 1 B EFRIEERERF, )%, 4k 541000
2. mRFEFKR, S &, & T 530000
3. AT RAEFEMEERGRA, @, F & 533000
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- 402 - BNTEWiERIF4E 20204E4 45124 4544 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

20 v O O O Y 22 R R R Y (R T A
X} LncRNAs [ 8 58 F B fAiR R =, F K 2 %50
LncRNAs —FE, A% LncRNA GAS5 FOTRE T it
#/0, LncRNA GASS5 [N IIRebt sk ez 18 . BiE
A 5t 4 Se EFOR W & J , X T LncRNA
GAS5 (W DIRE ST T il E Z Wi 2 , LncRNA GAS5 7
A BT R A KA R e R R A U T
AT 7R . LncRNA GAS5 [ 7 T 1 5 e
AR 1925.1, 4455 LncRNA GASS5 4b , i 4 i %
/NRNAs, ZHEH B 12 FREF 1 114N 5 T4
B, A — NS G i T B 2 1A e 1 e e s
FE™, TR 2244 W58 & I LncRNA GAS5 BA 12
MY 24T HE . Mourtada 25 e T EENT
A P AR YDA T RE o I B A0 R ) A K A X
G R GE YA BRE T B OCH B X R i e A
T 20 LS RN A M AR TR SER Y o R ERCAE R A
PO G 2 e, BT TR A1 ; Bt 20 B 2% 15
YA A AE K | B AR R A A S 40 i
TR 79 50 N A5 2 . Mourtada %5 "B SE 56 & B,
LncRNA GAS5 i i 3¢ 3K 5 B4 i 08 7 19 3 Jn A
B AN AN i S Y E R B EE () B K, LncRNA
GASS5 T R T 20 A 08 12 I 4 15— 4> T s 11
2 B JE 45, 3X F 1 LncRNA GAS5 % 4 it & 7 1 48
it ] 30 B 4% HLA T . BfJS Mourtada " B
58 A B o5 — AW 5 45 R e B, A6 98 55 19 1
BRI R A2, FUBREFEAS T LncRNA GASS 7
SRRV S 3 BTG 5 R D B 38 T e AR % B
LncRNA GAS5 7552 | 5 22 ) 5 s J b RS, Hvs
&3 L 96 A0 6 X 200 e 0 T PR AR X
W] LncRNA GASS5 X L i g 20 AL 8 1~ 0 40 M B
AR ECES, ST UMM T YA 2
P A B g PR R h & 5 5 B L /E A, LncRNA
GASS T8 45 4 JfL I8 1= 104 58 19 43 7 ML 5 | B A
N GER R 8 22 1) 48R I I G R AT ) 12 HL AT
5%, [Al I} LncRNA GAS5 75 3 Jik i A6 Al 4k K AR ¢
PRI S A I F A RIBIL ]t 28 20 L 7

1 LncRNA GASS EZh kB EBEHUEE X
BHH1ER

YE R MENEE S 5%, HfZ# Lo-
cRNAs # i 1 2 5 3y ok ok FF A Ak AH OC 1 A5 P9 R 240
Mg Ty g, MR PE Chen 55" GE , LncRNA
GASS5 T 30 JJk ok A5 Bl Ak F8 8 199 3l ok o A s Ak Bk e

HE 2635, FIE 1 LncRNA GAS5 1] fE 5 145 N &%
MIPHT-AH . T % LncRNA GAS5 5 1fi % 4
K AR T/ ¢ & |, Liang 48 F qRT-PCR 45 2
ik 53 R A5 £ s 2 1L 3% A ox-LDL Ab B 1 A 3 3l ik
N Kz 40 it ' LncRNA GASS B2k K, 455 3%
B, s ik o3 A A b £ 3 1 3% A ox-LDL 4 B 5 A
F Bk N Bz 40 0 LncRNA GAS5 ik i, It
A1, LncRNA GAS5 F P @ Bk #00 6l 40 i 98 1= , 1
LncRNA GASS5 5 PR 1 778 D] 596 % i[5 %oF &4 i o 7
FIFHIE ™ BRIEZ A1, Yao 551 7E S8 il
& B, LncRNA GAS5 %t A & B A fig i 1f PIBK/
AKT {555 100 058 P4 B #HL 440 M 34 L AR i 1
TE Sl koS RERE AL & AR SRR b BR T 7R SR
B B Hh A 1 T AR 04 I PN R R T i S
55 A5, 1A LR AR R W A A A S
HTHERMB . #5350, LncRNA GASS5 Al LA
TR Aok R i AT T UL 200 P R R A 1) 38 5 A
TR G Sk 2 5 sh kol RERE 1k 1Y) & 2 ik
J& . 1E—T B 7E 41T LncRNA GASS5 5 1fi & F- 1
JULZHH B0 55 34 8 R B8 OC R S h, Lin 56 &
P, LncRNA GAS5 78 PDGF-bb A0 3 (4 1fi 45 F 75 L
A it 523 T ¥, LncRNA GASS5 135 63k i 3541
il PDGF-bb 755 (1 Il 45 - 1 JUL 240 Jfd 384 58 R 7%
Tang 553l 35 PR A% 77 19 10451 ¥ L4 BRAS 76 A
K RS 3 ok Bk 2 451 04580 | B 5% LncRNA GAS5 Xif
I ST T JUL20 LA 305 ) ] 454 P e i e ik
HE [A il 4 4 4% LncRNA GASS5 3k 5 % BIL, Ln-
cRNA GAS5 i F ik {2 #F p53 2% ik I 175 7 il Jifg 4
T T BEL ¥ 248 ) 30 [0 Bk 000 ) i A ST T AL 4 e
B, 045 BREE A5 05 75 5 0 8 N REIE WL s ZEBLTR] L
LncRNA GAS5 B 5 p53 Fl p300 45 4 , B4 5E p53-
p300 FHEAEH , 8 3 1755 p53 T IR I A PR 9 428
VT LA MLAETS 3 M2, Tang 25 0T 5845 SRtk — 4
ISF T Liu 2194518, B LncRNA GAS5 X Ifil 45
T LA S B S e PR R . {02, H Sun 4§
FEER— T 5245 2 0 25 5 Liv % F1 Tang 2517
AIRFHE], A48 F MTT 5 F1 Transwell 32543 5146
T 1L A5 SV LA e 384 58 RN B2, qRT-PCR A6 Li-
cRNA GAS5 . miR-137 1 IGFBP-5 mRNA % ik ,
Western blot £ ] IGFBP-5 & [ 7K 3 ; 0 9% 4% - i
7~ , PDGF-bb |7 LncRNA GASS5 F1 IGFBP-5 1£ A
F B KT LAR I g 25K, T U miR-137 ik,
LncRNA GAS5 % [H i B B Ik PDGF-bb i 5 1) A



BNTEWiERIraE 20204E4 4 45124 4545 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 - 403 -

= 3l Jhk F- i UL 20 3 5 L GE #8 RN IGFBP-5 1) 3%
ik, F# miR-137 ik ; B2 , LncRNA GAS5 A] L)
ek N 3= 2 k- i L AH i 3G 58 FN ST 7%, 5 Lio 5%
F1 Tang 45 AN AR [A] , 3 H: v iy Jist R AT g2 R
LncRNA GAS5 7£ /A [R] 1 45 F- ¥ L AN L 2R =2 18] 119
254 5, 5% LncRNA GAS5 75 45 V-1 L4 it
o AT A i, A e LT 2 S i — A )
A=, 7 Shen %% F A9 — Tl | 7F UF 5 LncRNA
GASS5 7 3l Jik o8 #E i 4k & A8 & e vp A ) e oy
BLA, AT TEE S T s IR 1R R SR 19 APO-E Bl [ /)N
FURE AU 1 oxLDL 4b P 1Y) THP-1 |5 Wk 2 g 45 A0 | %
A qRT-PCR 7 il Western blot 435 ¥l T~ PPAR«
HTCPT1 1Y 38 /K-, F B 2 il 41 4 52 56 36 F
7 LncRNA GAS5 5 miR-135a (%8 [ 75 11 5 4%
7R, LncRNA GASS5 TE 3 Jik 585 #F A £k /)N FRUAR 71
1M F11 oxLDL AL 38 THP-1 . Wik 40 Jif A5 8 vb |3
LncRNA GAS5 Ut Bk I 5% 2y ik ot A 5 £k /) B
oxLDL 4b ¥l THP-1 [ I 20 Jifd 11 i 4 C it 2560 Fn 4%
JiE , BE4h , LncRNA GAS5 B2 8 [1] miR-135a Ff-4
il miR-135a AY 35 , i miR-135a Fik Lk Al LIZE
fift oxLDL AbFE THP-1 [ W5 41 it (%) B o A 15 25 5L AN
RAE 5 2 %M FE £ W UT B LncRNA GAS5 1] LA
98 miR-135a 235 , 3 M40 61 20 ok ok A 65 1 1
Pk B AE 55 A — 35 & T LncRNA GAS5 5
THP-1 F W 41 i 5¢ R A A 5% h , Chen %5 & 3, il
% LncRNA GAS5 7] L) Jik /b oxLDL Ab# (%) THP-1
EL 40 8 T, AR, LncRNA GASS5 33 ik i
1A oxLDL 3 5 THP-1 5 I 208 Jia 1) 7 7
5 Caspases 75 N P T- A 1 2234, THP-1 ELIRE4H
18 R T 2 TR T LA W ) I I, o 8 8 ik o A
AR BEHA A% O TE B

2% F TR, LncRNA GASS5 A] LR 7 i 55 P Bz
41 Jid F1 THP-1 F W 40 i 0 98 1=, 42 3F il 45 7 o
WL 40 B i) 55 % 164 58 R GE A%, DA T 2 2 Bl ok S AR
Ak i A2 o R, 30 7] LncRNA GASS 7] fgJ2
ks FERE AL TR I A BGE R . HE, RORTE
1 LncRNA GASS 1E 2y 28I Jik o8 6 558 4k 36 T7 114 8 55
mf, A 8% B 5] LncRNA GAS5 75 A /) 4 41l %
21 fif v 118 2 38 2 5 OGS [ 20 2 8 400 e 1) 4
225 o U, RS E DR 45 4 2 41 21T LncRNA GAS5
(2235 L AN ) 25 24, R at kB I B, A FRATT
#£ W FH LncRNA GAS5 1677 20 Jik o A 5 fb ief 75 22
FIEMEE,

2 LncRNA GASS EBILNVEEEAXEHH
1EH8

SO e — P 5 Bl Ik o AR B Ak 2% D) A G 1
DL G I35 > . A T #R1 LncRNA GAS5 X
S0 995 1R 12 W A (B B FLEAE 500995 v 9 VR AL
Yin 55 3% £ 30 44 5600 S A FI 30 44 £t X R AR
I BIFFE XS 4, % B qQRT-PCR A6 955 151 6f BE 2H ifn 25
LncRNA GAS5 )3k , il i 52 15038 TAERRPE Hh 26
43 HT LncRNA GASS5 i 560035 12 Wi 8, 8] s
Western blot £ Ml Ifil & P Bz 41 ffd H* 52 LncRNA
GAS5 845 B9 T i 11 W mTOR Al 2 fk mTOR
AR KF o S a T B AR EL , et 0o s ER 3 1ML I
"1 LncRNA GAS5 ik /KB AR T X R4 . =2
A TAERRME M 2 W, LncRNA GAS5 FJ & —
FAT 1T 19 e O AE AR 9 . LncRNA GASS
2 DAL R 53 R 3k 2 38 X8 1L A8 P B2 4 i mTOR 7KF-J6
] 5 520 , B2 LncRNA GASS5 2 H il 4 B 545
% B2 & mTOR 7K °F- , & 3R 3k 1o 3% B K 0% W2 1k
mTOR 7K, LncRNA GAS5 fE 5y mTOR i % 1 |-
WER T T2 5 50 1 & R R, TR 5 — 0
ST TR, B 7ER 1T LncRNA GASS 7676 0K 12
W 4 e R A (1 S e A B JULA 49 A £
POV B S5, Li A8 e 102 1 60 s B E
1 98 1] e B X B ZHL A S BF 5T X 4, Kl LncRNA
GASS5 [#) 23k , 8 #7160 K RS AR, U 2%
LncRNA GAS5 X 7if 00 9% K B = B 10 5E 20 L4
A <O LZ 08 T A8 Ak R 38 R M 40 FT Wnt/ -
catenin {5 5 1 % ) 52 1 . 45 R IR, LncRNA
GASS5 7E 76Ok R M KRR Rk B F
P8, LncRNA GAS5 7 6809 K FUH i 3 i ek mT
O LA 2 i B I E A9 O FL R L 0 T ok
B U7 AL IORT 2 5 493 A B A il Wnt/ -
catenin 15 5 1 #% 76 0 ILEHL 200 i 5 8 34005 . L
S 25 SR 4 5 UE T Yin 45 & B AY LncRNA
GASS TE7iE 0o £ 3K T IR G B LA e 0o
K AP E R, LncRNA GASS5 A BB & —Fh A
H S e O A DA s P s TR T AR

3 LncRNA GASS EHERTEAEXEBHH
1ERA

W DR G S — R A I B | B 2 B ik ol R A
AU kG I35 08 229 1) B A G IR % Carter



- 404 - DT EW SR Ak

20204F4 H 124

a4 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

25 R JH qRT-PCR J5 32 %5 96 14y 35 [ 1B 1L 25 A ML i
FRASHEAT LncRNA GAS5 K43 Hr, 45 &1, 1
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Nucleic Acid Detection of Different Specimen Types of SARS-CoV-2 Base on

Real-time Fluorescent RT-PCR

ZHOU Gang', LI Chao', ZHENG Guodong', LIU Hongtao', ZHOU Rongrong', WANG Hongtao', WANG
Gangping™*

(1. Department of Microbiological Laboratory, Rizhao Center for Disease Control and Prevention, Rizhao,
Shangdong, China, 276826; 2. Central Laboratory & Clinical Molecular Diagnosis Center, Rizhao clinical
molecular medicine research center, Rizhao key laboratory of precision medicine, Rizhao People’s Hospital,
Rizhao, Shangdong, China, 276800)

[ABSTRACT] Objective To investigate the positive detection rate of Severe Acute Respiratory
SyndromeCoronavirus-2 (SARS-CoV-2) in different samples, in order to provide guidance and suggestions
for the prevention and control of epidemic. Methods A total of 3 284 throat swabs, nasopharyngeal swabs,
sputum specimens and fecal specimens were collected from 2 258 SARS-CoV-2 suspected patients who were
admitted in our hospital from January 2020 to February 2020. The real-time polymerase chain reaction (RT-
PCR) method was used for PCR amplification, and SPSS19.0 software was used for statistical analysis.
Results A total of 79 positive samples were detected among 3 284 samples, A statistical analysis was

performed on the positive detection rates of different sample types tested at the same time, and the difference
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was statistically significant (P<0.05). There are 13 male suspects and 7 females in this study. respectively, no

statistically significant difference in gender positive detection rates (P>0.05). The results from different sample

types showed that the positive detection rate of throat swabs was the lowest, nasopharyngeal swabs and sputum

samples were higher than throat swabs. Interestingly, the positive detection rate of fecal samples was the

highest (although the sample number in this group was small, compared to other types). However, there was

no significant difference in the positive rate of the same suspected patient with different sample types at the

same time. Conclusion The RT-PCR method has different positive detection rates for different sample types ,

which can provide guidance for the selection of samples in laboratory testing and better prevention and control

of epidemics.

[KEY WORDS] Real-Time Polymerase Chain Reaction ; Positive rate; SARS-CoV-2; throat swabs
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FaAs, 921 12 = dnAs s P 921 A FEAS rh A
WL PR O A GETT 5 B B — FEAR 2R AL 5
FPREA IS T B A HH R AT BT o007, 22 A Ge it
2 X (P<0.05) , B I A AT D)4 vy BH PR A
2R3 284 NARREAS LA H BHMEAREAS 79 Ay 5 Horp
LG PR RE UYL 13 6], Lotk 7 9], Pk B BH R G
R RIS L (P>0.05), W3R 1,

BEAb, 76X 20 i) 5 UYL & FOBR A B A
KIN,A 4 A9 B (LR 5 A 5 5 s 0 =Yk B P
RGO 1 B SERUER YL S Z K DT | 2
PR e T i 00 25 2% 5 222 B T 8 8 s A Az )
ghEIR B AR S .

2.2 R[FIFEAR IS TR TR A I 45

SR SERF 55 PCR J7 ik il , 25 5% Bon , 760
FIAEAR SR rh | S 4 5 998 W b A A 0 45 2R 2
SRG 2B L (P>0.05) , 1 HoAth = FlvBE A 24 1
HHEFARRREMSE RN 2Z BRI FE X
(P<0.05) , Horp O B ARG HE SR R A1, S I 4K
T VR AR AR 1R 758 v, 1 35 A A BH
Kot 23 e e (AR A AEAR /N ) o TEILER 2,

F1 EEMLSARS-CoV-2 B EE LB LS R K B &A%
KRR (n(%) ]
Table 1 Nucleic acid detection results of SARS-CoV-2
suspected patients and the positive rate in Male and Female

groups [n(%) |

41 5 Rl A PG R 5
PR 1539 41(2.66) 1498(97.34)
PFRRE AR 7 824 37(4.49)  787(95.51)
=AY 921 1(0.11)  920(99.89)

JeSan 3284 79(2.41)  3205(97.59)

21E 5.607

PiE" 0.021

5 1380 13(0.94) 1 367(99.06)
= 878 7(0.79)  871(99.21)

JeSan 2258 20(0.89) 2238(99.11)

2 1H 0.128

PiE 0.820

L O R R S AR AR B G fE . — AR
PHEEAS R KO 10, RS G2 20K R AL T

R2 EELSARS-CoV-2 BE N E K ERA LB N 45
RILB [n(%) ]
Table 2 Comparison of nucleic acid detection results of
SARS-CoV-2 suspected patients [ 1(% ) ]

KL R FHE

FARE oos s

i PE

HWIT 1545 19(1.23) 1526(98.77)
BT 1268 33(2.60) 1235(97.40) 7.233  0.007
RWARA 455 18(3.96) 437(96.04) 14.388 0.000
EEHRA 16 9(56.25) 7(43.75)  272.144 0.000

BIEECF 1268 33(2.60) 1235(97.40)
RWARA 455 18(3.96) 437(96.04)
ZfFtrA 16 9(56.25) 7(43.75)

RIGIRA 455 18(3.96) 437(96.04)
ZfftrA 16 9(56.25) 7(43.75)

2.136  0.145
143.725 0.000

78.218 0.000

2.3 [A—BEAU G | [R]— I E] AN R B A S 2 g
B AL RIS

303 N Y7l — I [ [7] fsf B L e 4
LR MR AR F S0 225 RT-PCR Y77 ¥4 347 9%
BRI, 3 AR AT o AUBBAR AR HY 1 A6y B
P, 3 Bl A HE , BHMAG I 22 S R GE 7 8
(P>0.05) ;4 AR [] — s [1] [5] {sf JBC 1T M7 | A
BT BFEMRRA AT R, ARA ) BH RS ;5 280
NS/ [ Rl AT L S R v S | i B T e
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TR, P02 BHYERS R 22 R RS T 2FE L (P>
0.05) 3 132 A YK [7] — Bsf (] 7] By B 5 R 48— 701 998

PRASEATREIN , P& BHPERS R E R LG4 &
X (P>0.05); L3 3,

x3 E—HROBEREE.F—FEARRGRALEBZBEUNER 2(%) ]
Table 3 SARS-CoV-2 nucleic acid detection results at the same time in the same suspected patient with different sample types

[n(%)]

S ALl IR 5 50 5 (f31)) FEAZERL  KREAAR E (1) FH B o 1H Pii
FR 4+ 303 0(0.00) 303(100.00)
303 B H T 303 0(0.00) 303(100.00)  1.820 1.000
SRR A 303 1(0.33) 302(99.67)
J=San 909 1(0.11) 908(99.89)
FI A 4 0(0.00) 4(100.00)
4 ST 4 0(0.00) 4(100.00) / /
FEERRA 4 0(0.00) 4(100.00)
BT 12 0(0.01) 12(100.00)
230 AR AT 280 7(2.50) 273(97.50) 0.079 07883
B 280 6(2.14) 274(97.86) ' )
AT 560 13(2.32) 547(97.68)
132 CAGER 132 10(7.58) 122(92.42) 0733 0591
PEWATRA 132 14(10.61)  118(89.39) ' '
BT 264 24(9.09) 240(90.91)
3 it RV, 1 BB R R AR 2, bR AR R 4R

H A, SR IR IE# . H SARS-
CoV-2 JBYL i R A FFRGRIT Ik, I Rk U
AT kg J2E 17 B 45 1 G o o T A TR AR DU ] PR 2
Wt SARS-CoV-2 J&&Jt , Ry ilfe RIA T 2 (AR .y B
Pl B P48 S, BH AL SEIE B 8

AHWFFEEE % BE L SARS-CoV-2 J&& YL & Ay 111
T BRI RIS A B SE (AR A A i P
K R AL o0 & PH VRS R 25 7 e k), &
SRR A A M SN ] B S AR X
—FEAR ST 5 PRI E AR IS TR BH PR R 3R 1 G 2
AR, X v BE AT B8 I I R A A BERE TinbR AR
R R PHEARS . eah , A 7 rp vk 1 BH
Kt 22 R G2 S, % G4 R 5 Rui
Liu 25" 145 RN —2, 78 1= oy HAL B 5T oA
T A R P B T A X AT RS A 5T
K BARFENE X, BHMEREAR S D

ARG A W EE 2 A f51) 558 LB G 25 G I 245 2 1
=R BA P B E (R G  i8 19) B8 LR Ye # Z2 K
1M | o MR A T ARG 0 4 SR 359 52 BRI A, i
WARASAG I 25 R L PHME B, B A)R , H
WF 5T &L X SARS-CoV -2 A% R A6 I 41 [ 4 ] &8 14 1 7

Ry 2% L 7 b e M A5 TR R AR AT R B2 ) G
g Gl B R AR SR E R Y
RT-PCR & 7 & , BH M A 5 10044 (6 30% ~
50%", PR, TER12 SARS-CoV-2 J8 i) 1 2
JOF 25 o0 BT B AL R 3 A R A T 2 S I PRE TR A
KOG ARG S ELR 2K ZREAR R RIZE A K
DA 3RE S B P45

H il SARS-CoV -2 A% R A6 I 5 5 FH I b A 2
TR O/ BRI, 5 5 S W BHAEAG: R
A%, SAM IS8 —8"" . SARS-CoV-2 Hi i
TN 5 38 12 2 TROUR AL 36 042 A% 4, Bt 5 X
SARS-CoV-2 i 8 I MF 7% 5 4% B A I ) Bl e o
H A W98 B IR AE A2 9% 19 38 /8 Th A I 31 T SARS-
CoV-2 i ag ™, {15 FE AR AR I PR 2 i 2 bk
H B REAS AL ARG S E A A Z
KEBONPIRIZZ RN BAYE S, B REA P A
R 56.25% , 5 R UKIEE R S5 e — 2L

e PR S 157 S AF 5 0 S 7R B — P W 4 e AR
17995 755 4% T2 A6 I 2 TR ESF ) B B %) B 4, ki
PRI 58 22 VRS T P32 T 2% 5 A% i A I B Pk ) 155
o PRI, ASBIFGE X ] — BE LRSS & | [A]— B AR
[ A A 24 R 6 73 A% R AG I 45 S 0E (T 4% 418 W)
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Wi 76 77 1R 2019 B8R I #EMHBR T b3 A 9 55
AL R SIS

£& km4E® AKRT

[ ZE] B8 R 2019 8 R 3 (2019-nCoV ) A% 2 $ BURT , 95 R A [ 7 3% J7 vk 43 1) b 3
I F A, X F 26 622 i PCR R 25 A9 52md . ik K 3 1 2019 5 5w 2 PH P AR AR 45 R T W
FIASTR] K 3% AL BE, R K3, 56°C KT 30 min AN ANER RNA S-AFR K06 3 HREAR ST 0 F T80k
HEIZTR | SR FH WA R0 A (1) A A 01 700 ) Gy 00 2 7% b, X qPCR 85 AT G124 b . &6R W
TS [ A2 P A A 77 45 3 R, R K% L 56°C K 3% 30 min FIIANKER RNA (A7 0% 3 2H 245 FLAH et
i, S 2 A5 RETE 0.98 LU L (P<0.001) o A K3 56°C K% 30 min AT ANKEE RNA PRAFR K
SR EREEUT, BAREFRN -8, £ 56TKIE 30 min FIITEE RNA AF I I ARAS ,
2019 Hi BRI BEAZ IR DS 8 I PCR 45 R ICH M

[SEIA] 2019 BRI ; B RIG BN & 5 26 & PCR AN

The effect of 2 different inactivation methods on the results of viral nucleic acid

in 2019 new coronavirus throat swab specimens

JIANG Lei', ZHANG Liyuan®, LIU Daning**

(1. Laboratory of Puyang Oilfield General Hospital, Puyang, Henan, China, 457001; 2. Laboratory of Puyang
people’s Hospital, Puyang, Henan, China, 457000)

[ABSTRACT] Objective To investigate the effect of two different pharyngeal swab specimens
inactivation methods on the results of 2019 new coronary virus fluorescent quantitative PCR. Method Three
cases of 2019 new coronary virus positive specimens were treated by two different inactivation methods, the
nucleic acids were extracted by manual centrifugation method from three groups of samples, which were
inactivated at 56°C for 30 minutes and inactivated with guanidine salt RNA preservation solution. Simultaneous
detection of virus content with two different nucleic acid detection kits, the results of gPCR were analyzed
statistically. Result The results of two different nucleic acid detection reagents showed that, the results of the
three groups, which were not inactivated, inactivated at 56°C for 30 minutes and inactivated with guanidine salt
RNA preservation solution, were significantly correlated and had good consistency. The correlation coefficients
among the three groups were all above 0.98 (P<0.001). Conclusion 2019 new coronary virus nucleic acid
qPCR results were not affected by the two inactivation methods.

[KEY WORDS] 2019 new coronary virus; Novel coronary virus pneumonia; gPCR

2019 7 A 5 R %5 B (2019 novel coronavirus, DI R 45 10 DR . 2019-nCoV A 5| SE BRI
2019-nCoV ) J&—F B RNA TR e 25, FE K4 7 TR, H it WHO B8 2 HR YL Fir S0 2% 48—
F1) 29 903 bp ¥ AL, iZFE R HIHA 10 NFEH , 7T 4 SR o 78 5 R B il 48 (Novel coronavirus pneu-

Ve s, 1 T w S ERAA, T, 1 457001
2. M AR ERASA, AT, T 457000
*BAEHES X KT, E-mail : mengqfoo@163.com
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monia, NCP)” . HHI, Hr B 5w PR = il R IF % A
FEE BIR YT O i R I 5 50 B 2 2 Bk
T G, DRl , K B i A A 120 R T
P EAR 5 AR EA AR G 2 e bR s 3
JRYL I RI297 I 2 B2 Y7 O &, B B ke
BRI R R BRI , 98t E i PCR F R
B AU LR e B A% TR AT I ) S R R A R
i 5 H A BT B AR e TESE T AR IR A U o AR
S PRI N 53 HA R A IR XU . AR SR
Ll A8 1 A AN [ MR AR B AR KT 125 6 281 0
PCR 5290 45 04 520, 2k B 1k 5% 56 28 Y IR G Fi 4%
5, DR AP S0 S AN 51 1) 2 A PR A i) 2 4
7 e

1 M5 RE®

1.1 RS

PEHL 2020 45 2 H 1 H DLk FH M X 8 12 9 1]
3 5], WA Gl B el R s 2 I G B Il R 1297 5 %8 (iR
355 DU R ) ) A0 R 28 e DR 75 a1 il 52 1297 O
ZORITHE LR ) A IATI 2 i R R,
DA S MR 746 2019-nCoV %82 FHE .
1.2 AR

I FE RNA $E GRG0 e o 1L R 2 ik 22 i R I
U3 A PR w58 R f RT-PCRARF i A Lk
23R B SE R By A BR A 7 X7 A) Al g 22 7T A
YRR e A FR S w2 (77 B) . RNA FEA SR
FEWER ) NI TR A DR A BRA R, 2t
5E & PCR {¥ y ABI7500 (Life Technologies, NY,
USA),
1.3 FRACREE SAbRE

B R N B0 A BRAR KR T, SRAE N R
AT TR A B ER K R I |, R AR N 51 Sk
A, R A, L V00 PO e A A A e
MY, 4 R 4 35 19 A0 MEA s K AR 0P 0 ok Il 43K
2/ 3R G PRI e BE R R 3 kK
HFLBEAE 2~3 mL IR E T, B

BEIARA Y A =4, B R 140 pL, 23 3R
= Ab 35 3, R KGN A 280 wL A= B R K,
56C K3 30 min J&5 fiT A 280 wL A= B EL K R A
280 wL AR RNA (A7 KA
1.4 ZIR$EHL

FP L R 2 TR 2 B DR Iy A BIR A ) I AR A% TR

(RNA) il 32 1050 &, 78 A W 2 4 A8 Y i 47
AT RZ TR FE I, M 22 B UL B 5 b i 5 4 21 3R
F B0 B SR IOR
1.5 EHLEI

et VR el A [i] 08 A T A T 50 o A AR A 5
281 5E 1 PCR A
1.6 Giif2eorir

Graphpad Prism 8.0 WA AT FE T2
Spearman FH 3¢ F HOW A [ 4 B bR A CT (H#E 17
FHNE ST, R H Bland-Altman &%t CT {5 — 21
PEATIIHT

2 #R

2.1 34 qPCR %5 HAH K437

FHCH A K, R K36 415 56°C K i 30 min
2 CT 18 AH & 43 T, Spearman AH 5¢ R 5k r=
0.9959( P<0.001 ) ; A K% 2 5 IR RNA {77 K
6 20 CT {EAH M 43T, A OC R ECH r=0.9958 (P<
0.001) ; 56°CK 1% 30 min 2 5 MK RNA £ 77 K
T 41 CT {EAH M2 B, AH G R 2K r=0.9966 (P<
0.001), WLIE 1. A B K, K K 4 5 56T
K i 30 min 21 CT {E #H & 1 43 #7 , Spearman #H ¢
N r=0.9886 ( P<0.001 ) ; A K i 415 MTER RNA
PRAF KA 21 CT B AR CE S0, A R B r=
0.9967 (P<0.001) ; 56°C K {if 30 min 215 JEE RNA
PRAF W I 21 CT AEAH M40 AT , AHOC R EUH r=
0.9915(P<0.001) , WLIE 2., 5 A 55 B M
Fob AN [] 49 38700 ] B U, A 2K 3% 4L L 56T K i 30
min 20 A AKER RNA PR A7 K36 2H qPCR 45 5
B EGERTR
2.2 3% qPCR 45 % —FhE 4t

FHAR T ARSI, A K6 415 56C K i 30 min
2 CT A 22 MW, W 2£=0.3055 (&l 3a) 5 A K
2 5 ER RNA R A7 K G 41 CT i 22 4404,
i 25=0.2335 (14 3b) ; 56°C K ik 30 min 2 5 ILER 14
FEWRCK AT 4 CT 21 22 5 M43 07, I 25 =0.2640 (&
3c) o FHIH B A, & K6 45 56°CK i 30 min
H CTEZE ST, i 25=0.1643 (] 4a) ; A K
21 5 EE RNA R A7 K G 41 CT i 22 4404,
i 22=0.06325 (& 4b) ; 56°C K i 30 min 4 5 AK3h
PRAFWR K TG 41 CT 41 22 5 PR 434, I 25=0.1472 (4]
4¢) . Bland-Altman 73 #7245 R s, FGH A 51
A B A A [ A 32 5] & (R s AS I, R KIS A
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KRG CT KRG CT 56C 30 min A K41 CT i

B RXRiEH,56C 30 min MK EH S ATER RNA RERREH qPCR ERBXESHTGRFA)
Figure 1  Correlation analysis of qPCR results among the un-inactivated group, the inactivated group heated at 56°C for

30 minutes and the guanidine inactivation group (detection kit A)
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KL CT KRIEL CT {1 56°C 30 min JFAK 21 CT fiL

B2 RRiE&EH,56C 30 min MK EE S AE RNA (R7F R K& 4H qPCR £ 8 X 14547 (X7 B)
Figure 1 Correlation analysis of qPCR results among the un-inactivated group, the inactivated group heated at 56°C for

30 minutes and the guanidine inactivation group (detection kit B)
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B3 FKKEH,56T 30 min MK EHE SATEE RNA R7F K& H qPCR 45 R— B 47 (X7 A)
Figure 3 Consistency analysis of qPCR results among the un-inactivated group, the inactivated group heated at 56°C for

30 minutes and the guanidine inactivated group (detection kit A)

0.4 0.4 0.4
0.0 0.3 02
i i 0.2 u:
*ﬁ 0.0 ﬂﬁ ﬂi 0.0
35 36 37 35 36 37
0.1
~0.2 -0.2
0.0
—0.4 -0.4
a b c

B4 KKEH,56T 30 min PR EE S ATEE RNA RER R EE qPCR 45 R — B 47 (iX7 B)
Figure 4 Consistency analysis of qPCR results among the un-inactivated group, the inactivated group heated at 56°C for

30 minutes and the guanidine inactivated group (detection kit B)
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56°C K 3% 30 min 41 AN A DKER RNA PR A7 K36
2H qPCR 45 S B A Bh i — 3k .
2.3 R[RIR IR T R[] — Tl A Ak #5325 T G
SE R — B

IR A 55 B K45 SR CT {22 S0,
M72=1.031(E 5) . Bland-Altman 43 #7145 % B~
P FP R A G A ] — B A, qPCR 45 5 HAT R AT 11
— 5k

34 35 36 37

B 5 me N xS E — R A b3 7 % T gPCR
HR-HMESN
Figure 5 Consistency analysis of qPCR results between

the two test reagents treated the same specimen

3 it

BRI B R T B R MR B, A R,
WOk 5 R 535 6 B8 8 o 2%, HAE 60~
140 nm, FHIEHFRE 5 SARA-CoV il MERS-CoV
AR XA, H AT B8 5 Ui SARS Ff R
J7i 75 (bat-SL-CoVZC45) [ JRPE 35 85% LA I o X i
R 5 HLAE FRAE 19 IR 20k B X SARA-CoV FlI
MERS-CoV M5 . 8% 45 AR 2 AR, 56°C
30 min ., £k . 75% LB EIH BE A Lk AR SR A
AN ERR RN AT A RO TER E, AE EANREH
ROKIGIR R o LT W &R 2 V)42 il A5 4% 2 &
TR AR S AR o e AR 3t A B R TP e )
T R R S LN AR e R AL 3G i ]
AE. Krge A O3 FE MU AR W& B4 Ak E AN
SE AR ETHE T, A AR AR A I AR bR AR HE 4T T Ab
OB RRREARR YL ) LR, ARWF5EE o 2019
T T PR T A AN A T B T, P P AN [] K3
T35 57 5 b BRI L AR A, X925 % B PCR A6l

SERIATGE 53T o

AT 7 1 FH R K36 7 2k Ak BRI A AR AR
56°C 30 min il # K G LR I3 B PR~ AT o IR
AT B AR M VR IO AR i )
SERITH I B M S AL A, A 2R TG S R
I3 ES o WIER AT X6 A S R 0 5 2019-nCoV I R
AR AT B A AR P AR B KSR A, R KRR T
R 96 o B B A A e AU o IR R B Ui e
AR, 38 5 A R B AR M £
TIE AR HE Fe 1 A2 T AS 4 ok fo

AT FH T o 75 e DR A% 1 A 0 3 551 (]
A K I, Spearman A OC Z2 FIOG AN [R] Ab B 1 FR A% CT
E VA THI SCME BT 5 A5 1, R K IE 41 . 56T 30
min 2 N ADKER RNA S 778K 36 41 qPCR 4%
AHSEPERA i . Bland-Altman 43445 5 B , R Kk
44 . 56°C K 1% 30 min 21 AN A BKER RNA 770K
i 41 qPCR 25 R 1A R AT i) — B

ZE FRr i, 56°C K 3% 30 min 2 A0 AWK 38
RNA A7 I XTI 2019-nCoV R 45 5
S, AT 7E A I R R TG LA IR R 56 N B IR e XL
Wro TEJESLMBETEH, T M RhR A & 8 A Bh T
— 5 Wit AS [) 355 A B 6T T ARG 000 48 S g S

S % Tk
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15 Bl T el AR o 73 il R S8 (COVID-19) [ Ils AR %
PN CT s G 22 FAE 3B

hRoae! ERE' EIR KRE KR

[ ZE] Br e B R% 5 % B (COVID-19) [ R FBUR CT AR F4RAE , i — 4
PEEAIZBR N, AR X 2020 45 1 H DISRABERRIZ 19 15 19137 5L e PR 0 75 il 2 58 3 1) 1 PR 2 3
I CT AR EFRAE AT MBI 0BT . G558 AU B LB M8 32 66.7% (10/15) , 4Ei% 25~71 % Z [H] , 4F
W4 B 54 % (W00 7 18]k 37~65) , K 50 2 L) | 34 (53.3%, 8/15) , 15 {9 ¥4 4 5 [X 42 fih o2
(100% ) » Il PRF IRy e Kk Tz slof 7 ERROR , o0 A I U= g o B3 M CT 5214
58 B HA b 5 SRS R R T, 2 A KU 224 i P 0 BRE bR S R 2 R, DA IR i A A 4
A DA n] R I R R R SR SR AR RO IR Nk L 253 £ . 15 A T
B R SEER BE ORF1ab F1 N 3 PR AZ R A 00 27 R BH I, HL 73.3% (11/15) B35 88 A C- e N 8 A TH i
it W ARUEARIG E N R B (COVID-19) & T LUK A il 32 577 AE B8 CT A A S o AT
TRA PR G R HE CT SR AR E S0 AT L BOAZ WG I 25 2 96 2 K A 45 AR SS & L 43 Bh T8 B e bk
BRI A R R I A S B .

[X8ER]  BREDRGEE I 4% 5 IR IRRIN; CT SARA4HE

Analysis of the clinical manifestations and computed tomography characteris-

tics of patients with coronavirus disease-2019 (COVID-19)

CHEN Shaojin', WANG Xiaoxia', WANG Licheng', CHEN Hai', ZHANG Meng**

(1. Clinical Laboratory of Sanya People’s Hospital, Sanya, Hainan, China, 572000; 2. Radiology department.
of Sanya People’s Hospital, Sanya, Hainan, China, 572000)

[ABSTRACT] Objective To analyze the clinical presentations and computed tomography characteris-
tics of coronavirus disease-2019 (COVID-19) and to further improve the understanding of the disease. Meth-
ods A retrospective analysis and summary of the clinical manifestations and CT imaging features were per-
formed based on 15 patients with COVID-19 diagnosed in our hospital since January 2020. Results Most pa-
tients diagnosed in this study were men, 67% (10/15), aged 25 to 71 years, with a median age of 54 years (in-
terquartile range of 37 to 65). Most of them were over 50 years old (53.3%, 8/15). All 15 cases had a history of
contact with the affected area (100% ). The clinical manifestations are fever, cough, dry cough or sputum with
white mucus, some accompanied by chest tightness, shortness of breath and fatigue. Most patients were in early
or advanced disease stages, according to the chest imaging manifestations. They have a ground- glass patchy
shadow in bilateral pulmonary multi-lobular lesions predominantly in the subpleural regions, blurred lesion mar-
gins. They were also accompanied by thickening of blood vessels, thickening of the pleura, bronchial inflation

and increased lymph nodes in the mediastinum in some cases. 15 patients have positive nucleic acid tests for the

KA Hd A E EHATR A B (ZDYF2019149,ZDYF2017163)
B E L Z B FTARERERFA, Bd, = T 572000

2. Z & WARERMSA, #d, = 572000
*BIEME K KR, E-mail : zanmon@163.com



BT SIHYT4eE 202044 1 %5124 #5441 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

© 415 -

novel coronavirus ORFlab and N genes. In addition, 93% (14/15) of patients have high level of hypersensitiv-
ity C-reactive protein. Conclusion COVID-19 patients have fever and cough at the early stage and there are
abnormal chest CT examinations. The combination of epidemiological investigations, clinical manifestations,

chest CT imaging characteristics analysis, and nucleic acid detection and other laboratory test results will help

early screening, prevention and control of COVID-19.
[KEY WORDS]

characteristics
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Figure 1 The chest CT imaging of partial COVID-19 patients



BT SIHYT4eE 202044 1 %5124 #5441 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 - 417 -

2.4 LEERA

B0t 7 B R 7 ORFlab £ N JE X A A% 1R
6 I X5 Ay BH P 5 33.3% (5/15) F 40 M 1T B B AIG
13.3% (2/15) 4T+ 20 5 5 13.3% (2/15) ik 2 48
M350 R B 73.3% (11/15) # it C- Je v 55 (1 T+
o 60.0%(9/15) g R M A I T F% .

3 itig

2019-nCoV 5 MERS-CoV #1 SARS-CoV A d],
SR N SRR B 48 £ . 2019-
nCoV 5 SARS-CoV % [H 41 J¥ 51 41 I K 75% ~
80%'"", I H. 5 Wi SARS #£-CoV J: K 4 ¢ 51 4H
eI Ik 86.9% ", TA Sk AR 2 3k g AT BE M i B
() S 06 1 =, 5 98 MR LR o B A 31 Y ek
i 7 5 2019-nCoV 3 [K 4 J3* 51 Al AL 14 15 3k 99%
2 p& 28 1 P AT AR 2019-nCoV IV TE Hh [A] 3h i 1
F0 AH A g E R A R DR B
FHLEE T, 2019-nCoV 5 SARS-CoV H-A # Al ity 40
it 32 A (I8 5 ok R A el 2 3244, ACE2) , 1] BB il
SRR 5 1 5 ACE2 454 N4 5 77,
PE—HE A28 E L I B R FE R [
N [AE % 1Y 86 4> 2019-nCoV i [FI 41 43 BT , & 91 H:
FEAER R A8 AR

H i, COVID-19 [ 5= BLAL YL U5 by AL AR
BRI IR B PO R . BB AN GE
TRUR AL AR A AL 3, L ANFE R 12 B SR R
A LA I 2, B RO FE A A S AR %
JRUISE (%) R R 17 AV S AN B B AL 35 AT 75 A OG5
PEFEUESE M B oA R 4 [ 3148 1Y 44 672
] COVID-19 #1293 151 53 BT , & LR85 AF- i 7E 30~
9% hE, B L, H BRI R T2k,
KEH KDL S, e o9 st % 5 F 1
EAMN 135" AR EEFR DL 30~71 5 R
F(86.7%) , J & LBl kg 201, ¥4 DU X 2% fi
$, 5 iR ar gl R —2, B s Lt Bl
BB, M2 R, SARS B2kl v, 4 ik
W& = T 5 M, SARS i 7 AY B R SE R R & T
COVID-19 "', MERS #4546 R4 55 (35% ) , %
()T B4R 04 50 % 19 222k 5B 14 (66.6% ), of
HVDREBTHLAR . AR AR RIS TE & I 9 2
J“EE MERS #F & (1) 2 fa s R,

AAFFE 66.7% (10/15) H 35 I PR 2 B KB
) O e S W R R B I e o O W I R

Mz 1% o BLAME WF 5T 3 B /D B 3 23 R B
- BETE S L R ALY 4.5% , @ A Y 69.9% , H
IR 17 25.5% ,25.2% (85 7 I 5 1R 5 R LA
T2 B S 1 it o S5 b B, S R AT
LR, 73.3% H o B AL C- I N 4R YA AR AR [l A
T, AR A i R A2 W v i B 12 i R SR A
WA HE AT COVID-19 43 g Bt | 4 J7 10 40 e
W, AT B B AL TR A SR SR e R R
PR SRy WUt 22 A4 i it ) 3R bR S B s A6 28 R Y,
b L) RS i o0 JRLHE 43 A Ry L LB . AT AE
A BEREL B RS R SR T A RN Pk
CLzbi 2 S H e g AR BRl CT #2128
6T COVID-19 12 Wi i e Sk i AN B A, 75 1 2
5 A AR R PE 5 REE SRR A AR i 46 A
S, )R Sk 46 B2 W s 25 A I IR 1R F
AT PRI T 255 734, A g2 COVID-19
BE L BTG R B BT — S CT AR I
BEALL, 17 2019-nCoV A% Fr e il BF 4 1y 9 151] , 75 22T
K RO RE S BRI B AR Bh 3 IR 1 Y Bl
PR o BT RZ T A AN [R)AZ R A 3 7] 8 1 A%
REVEHT B0 58 = 7 Bl , B A 115 B 1 A T A 0 45
R4S, 75 TF AR 0] & ) R AR R S FE A
%o BLANH L 5 R 0 B il 48 5 B 4 b, AT
S RE T WA B AR AS , BF B LR A R R R
RS W R AT A g
X U] B k2 ) HEAE L LA B R BRI BN BB A R
2, BE PR AL X A B 1

5% STk

(1] Zhu N, Zhang D, Wang W, et al. A novel coronavirus from
patients with pneumonia in China, 2019 [J]. N Eng J Med,
2020,382(8) : 727-733.

[2]  Gardner L. 2019n - CoV Global Cases. https://gisanddata.
maps. arcgis. com/apps/opsdashboard/index. html#/bda759474
0£d40299423467b48e9ecf6 (2 February 2020, date last ac-
cessed).

[3]  Chaolin H, Yeming W, Xingwang L, et al. Clinical features
of patients infected with 2019 novel coronavirus in Wuhan,
China [J]. Lancet, 2020,395(10223).

[4]  Hui DS, I Azhar E, Madani TA, et al. The continuing COV-
ID-19 epidemic threat of novel coronaviruses to global health-
The latest 2019 novel coronavirus outbreak in Wuhan, China
[J]. IntJ Infect Dis, 2020, 91 : 264-266.

[5] Lam TT-Y, Shum MH-H, Zhu H-C, et al. Identification of
2019 - nCoV related coronaviruses in Malayan pangolins in

southern China [J]. bioRxiv. 2020 :2020.2002.2013.945485.



418 - ATEWEIRITAE 20204F4 A

124

a4 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

[6] LiuP, Jiang J-Z, Wan X-F, et al. Are pangolins the interme-
diate host of the 2019 novel coronavirus (2019 -nCoV) ?
[J]. bioRxiv. 2020 :2020.2002.2018.954628.

[7]  Xu X, Chen P, Wang J, et al. Evolution of the novel corona-
virus from the ongoing Wuhan outbreak and modeling of its
spike protein for risk of human transmission [J]. Sci China
Life Sci, 1-4[2020-02-27]. http ://kns.cnki.net/kcms/detail/
11.5841.q.20200204.1852.046.html.

[8]  Yushun W, Jian S, Rachel G, et al. Receptor recognition by
novel coronavirus from Wuhan: An analysis based on decade-
long structural studies of SARS [J]. J virol, 2020.

[9]  Phan T. Genetic diversity and evolution of SARS-CoV-2 [J].
Infection, Genet Evol, 2020, 81 : 104260.

[10] World Health Organization. Question and answer on coronavi-
ruses. https: //www.who.int/news-room/q-a-detail/q-a-coronvi-
ruses.11 February 2020.

[11] Zhu H, Wang L, Fang C, et al. Clinical analysis of 10 neo-
nates born to mother with 2019-nCoV pneumonia. Translation-
al Pediatrics 2020 DOI: 10.21037/ tp. 2020.02.06 [ published
Online First: 2020/02/10].

[12]

[13]

[14]

[15]

[16]

eI YR T 7 2 ) e B SR i i 4 0 2 e oz AL o)
WA AL B R B I 8 AT S AR AR AT [T,
rRAR AT 22 24K L 2020, 41 (2020-02-17). http : //rs.yiigle.
com/yufabiao/1181998.htm. DOI: 10.3760/cma.j.issn.0254 -
6450.2020.02.003. [ 4% i % 4% 1.

Leung GM, Hedley AJ, Ho LM et al. The epidemiology of
severe acute respiratory syndrome in the 2003 Hong Kong epi-
demic: an analysis of all 1755 patients [J]. Ann Intern Med,
2004, 141:662 - 73.

Rivers CM, Majumder MS, Lofgren ET. Risks of death and
severe disease in patients with Middle East Respiratory Syn-
drome Coronavirus, 2012-2015 [J]. Am J Epidemiol, 2016,
184.:460 - 64.

Guan W NZ, Hu Y, et al. Clinical characteristics of 2019
novel coronavirus infection in China. medRxiv preprint 2020
DOI: http: //dx. DOI. org/10.1101/2020.02.06.20020874.
SR /N, B SR WL, S R AR L T
SEMAGFE (2019-nCoV ) G 11 il 4 I R A AE S22 A5 R
[J1. I R W 5 2% 2% 35 . https : //doi.org/10.13437/j.cnki.
j€r.20200206.002.

(L35 409 W)

gt SR ER S ERENGIE -8, £
FE AR 28 U 11— 50ME AT Sy I R 4L B 38 Bh B B 1
i

H I, SARS-CoV-2 3 J& F AR H 5 , A Xf
FLAEAR N 135 23 B8 1 R 58 4 T T 4 (0 2
W2 ATk RS 8 TG R TAE . ABFIE iR
2 PR A A A A DU T RE 4R R A R, R Bl
P U)W AL R i 4%, o L2 T R 2 1) A 4 1
LT o A8 %) 1 T

[1] Wang C, Horby P W, Hayden F G, et al. A novel coronavi-
rus outbreak of global health concern [J]. Lancet, 2020, 395
(10223) : 470-473.

(2] B AR BRI A EAG 4341 [Z]. 2020 2020.

(3] BR7E AR R GO PR S R 297 7 & GUIT 4 £
WO MEE[T]. R 54l 1-6.

[4] Chu D, Pan Y, Cheng S, et al. Molecular Diagnosis of a
Novel Coronavirus (2019 -nCoV) Causing an Outbreak of
Pneumonia[J ]. Clin Chem, 2020.

[5] Corman V M, Landt O, Kaiser M, et al. Detection of 2019
novel coronavirus (2019-nCoV) by real-time RT-PCR [J].
Euro Surveill, 2020,25(3).

(6] VP&, EoK R, RMEAT, 55 . 07 AL el R 5 A% A 5 12
[J]. EIPRA S B2 2 1-19.

[7]  Farcet M R, Kreil T R. Zika virus is not thermostable : very

[8]

[9]

[10]

[11]

[12]

[13]

[14]

effective virus inactivation during heat treatment (pasteuriza-
tion) of human serum albumin [J]. Transfusion, 2017, 57
(3pt2) : 797-801.

Leclercq I, Batejat C, Burguiere A M, et al. Heat inactiva-
tion of the Middle East respiratory syndrome coronavirus [ J ].
Influenza Other Respir Viruses, 2014,8(5) : 585-586.

Liu R, Han H, Liu F, et al. Positive rate of RT-PCR detec-
tion of SARS-CoV-2 infection in 4330 cases from one hospi-
tal in Wuhan, China, from Jan to Feb 2020 [J]. Clin Chim
Acta, 2020,505:172-175.

BRI, FE RO W 0%, A L R FH M T R e R R R 120
PG REFIE ST LT ], T AR EE 2 1-4.

EIFR], TR, BN AL, S w00 B e B e R 7 A 4
A VOILT ] ALGREIE R, 2020,33(1):70-74.

PR AR, B B R SRR R M A A R A e ) A B
PEAT BT RS~ () [T ] E BRAG56 B2 2 4%, 2020,41(6) :
641-647.

BRERAR X2 RN, AF R SRR B A R I AR A DU
W MR [)]. BB KB4, 2020,41(5) £ 523-
526.

BFM,AE RN A 15 4] COVID-19 A IRIT IR R %
AR A 7 B e bR A R A 0 8 5 Lo A (0] b R e g
il e, 2020,19(3) :239-244.

S UK, i e, BRI, A5 28 S bR s M 48 120 4]
FEMARA AT BRI [T ], o BB S R A4 - 1-4.
E, AR A ¥R, 5 AR5 TR B RO T A
AN [ AV A TR A RS D PH M R L e [0 )L T AR R 2
1-3.



BT SIHYT4eE 202044 1 %5124 #5441 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 - 419 -

i

RIFE HCV RNA KA B At g H

fIF% HEF HER ®E AFEH EZH”

(# ZE] BH HITEAHUE HCV RNA AR N . FiE 201941 A &
10 J (1A BE A iy i 25 28 LV BR A 1 005 3], [a) B SR FH 4K 2% R G IRORL - 598 23 Fr vk (CMIA ) il s 72 50
SEI 2 A2 F PCR 243 SIS If 375 P 9 HCV HLR R HCV RNA #ife . XF HCV $iiAK S/CO {5 = R A
HCV RNA JE 74 I 45 SR AT F A 5 40 620 Hr , 3% HCV Bt S/CO (B T 5 84 T 48 5 75 1L JiE 1) 2% B
AT . R 1005 B MIERA T, HCV PR P PEAR A 228 49, BHPERE 120 22.7% , AH H HCV i
PRBAPE T HCV RNA BHMERRAS s 76 HCV PR BHME A b 5 R 8 S 9% % 5 1 PCR 4G T H HCV
RNA FHPEREA 83 5], Kt %K 36.4% ; HCV Hik S/CO {E 145 /% 55 HCV RNA 5E f B 2[R TCAH G . LA
HCV Hi {4 S/CO (B =10.7 1 Ay FL I 4 780 JIT 4 9 2 10 AE A9 I S5 8, L R A8 5 4% 5 18 43 i) Ry 92.59% Fil
77.93% , Al AL LT HCV e 5 MUAE » 4518 0 RAUE HCV RNA 2 5 K 1 AR Aiy i 2 P9 28 i 2% A6
F, T DI S B R U P BE 0 B2 O FAL Yo | A SR 0 AR I A VR AR L, T X gy B R
WEAR Y, I HAT sl | R SORVRE S I A5, A B A I PR I AN

[SEgiA] WAYREEIEIFA ; & R AU HCV RNA Rl ARRTIHA 5 fb2: ROGHOR T 5ie 40 ik

Application of high-sensitivity HCV RNA detection in preoperative screening
HE Yuting', CHEN Xuefang®, CHEN Peisong', HUANG Hao', YU Xuegao', HUANG Bin'*

(1. Department of Laboratory Medicine, The First Affiliated Hospital, Sun Yat-sen University, Guangzhou,
Guangdong, China, 510080; 2. Nanfang College of Sun Yat-sen University, Guangzhou, Guangdong,
China, 510970)

[ABSTRACT] Objective To investigate the application of high-sensitivity HCV RNA detection in
preoperative screening. Methods A total of 1 005 serum samples were collected from the preoperative
screening patients in the Hospital, Sun Yat-sen University from January to October 2019. HCV antibodies and
HCV RNA were detected using chemiluminescence microparticle immunoassay (CMIA) and fluorescence
quantitative polymerase chain reaction (FQ-PCR ). The comparison and correlation analysis between the S/CO
value of HCV antibody and the high-sensitivity HCV RNA test results were performed. The predictive efficacy
of HCV antibody S/CO value for hepatitis C viremia was evaluated. Results Among the 1 005 serum
samples, 228 were positive for HCV antibody, and the positive rate was 22.7%. HCV RNA were not detected
from HCV antibody - negative specimens. High-sensitivity FQ-PCR method detected 83 HCV RNA positive
cases and the positive rate was 36.4%. There was no correlation between the HCV antibody S/CO value and the
HCV RNA quantitative value. Using the critical S/CO value = 10.7 with a sensitivity and specificity of 92.59%
and 77.93% respectively can reduce the false positive rate for predicting hepatitis C viremia. Conclusion
High - sensitivity HCV RNA quantitative detection is applied for the preoperative screening of patients with

hepatitis C, which can accurately reflect the virus replication and infectivity in patients. Compared with the
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traditional preoperative screening method, FQ-PCR can distinguish the current infection from the previous

infection, and has the advantages of rapid, sensitive and specific, and good clinical application value.
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;95C 15 min, 1 PG ;94C 15 s,55C 45 5,45
MBI, = R EUE HCV RNA 12857 2 04 S AR 46
PR A 20 TU/mL, & % 2% ) 2 (carboxy - fluorescein ,
FAM ) % A I3 18 TG B 6 B0 K, 8l0E mah
1 T8 R EUE HCV RNA IR &6 B, 1y
HCV RNA [ ; 7 FAM 6 1 38 18 A1 VIC £ 1 38
TP REOE R BT, B 45 KT 20 TU/MmL, #l
Wi 4 HCV RNA FHM:
1.3.3 GLil2#ohr

K H SPSS 22.0 #4347 43 #7 5 1 H] Spearman
HEATAI AT, 2R 28 TAERHE 4 (receiv-
er operating characteristic curve, ROC) X} 48 5 i 12
WAL BEMETTIEANY . P<0.05 K25 54 Geit2# 8 X,

2 #R

21  EAEUE HCV RNA Kl 5 CMIA 4014
W85 5 1) gk

AR 1 005 BRI A FEA T HOV Bk
BH M 22.7% (228/1005) , 228 1] HCV T 14 BH £ (1)
FE A H HCV RNA £ I BH 4 2l 36.4% (83/228) ,
HCV RNA K BB 4 63.6% (145/228) ) ., HCV T
TR B M 777 6], R A8 B AR B P AR A oo T &)
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HCV RNA [HPEMMEA . WL 1. Dl R
HCV RNA £/ HCV %5 8 IL5E 4 45 i, CMIA
PAS I HCV HA Sz i HCV 95 75 IILAE 10 R EUE 5
FE SRR 2910 100%-5 78.3% , P {1 11 F 1 7
W 43 512 36.4%F1100% , £5 41 85.6% .
2.2 HCV #iik S/CO i 5 = A H ¥ HCV RNA 5
W28 5 1) Ll 58 SRR S 43 Bt

¥ HCV HLR FHVERE AR IR S/ICO (H #7404,
W1, i S/ICOMEMFE, FHMRA T A & o
[fi] B5F it S/CO fE 5 HCV RNA 5 5 {1 9 Bl 14
FPAR M #r, DL 1, 2R 5 12 A Y=0.06
617X +4.259, Spearman ] & F % #=0.002, P=
0.69, $&71 HCV Fifk S/CO 1 i = ik 5 HCV RNA
FE B (R [R] - TEAH S
F1 HCVIES/ICOESBRHE HCV RNA il 45 R

K537 [n(%) ]
Table 1 Distribution of HCV antibody S/CO value and
high-sensitivity HCV RNA detection results [7(%) ]

= R AHE HCV RNA & 545
S/CO{E " =) J'lx JE BLZH

B4 BHPE
4>S/CO=1 87 1(1.1) 86(98.8)
8>5/CO>4 21 2(9.5) 19(90.5)
12>8/CO>8 29 15(51.7) 14(48.3)
16>S/CO>12 79 56(70.9) 23(29.1)
S/CO>16 12 9(75.0) 3(25.0)
A1t 228 83(36.4) 145(63.6)
g 7=0.002
3
g
5 [§)
=
é 4
<
z 2
>
Q
= 0
0 5 10 15 20
HCV Hi{A S/CO fH.

B 1 HCVHES/COESERBEHCY RNA EE
5 R EL = E

Figure 1  Scatter plot of HCV antibody S/CO value against

high-sensitivity HCV RNA quantitative detection results

2.3 HCV Filk S/CO fE X 1l 7 78 JIF 4 5 25 I AE
HIRLRE A

HCV $T& S/CO {E % 7§ B I % 12 Wi i) ROC
28T i 2 (area under the curve, AUC) 4 0.872 4,
ROC £ a5 i, LA S/CO {H=10.7 /E Jy Fitiill HCV

99 14 1ML 1 AR, B cut-of f (B I, 5 K 1 24 2645
%0 Youden’s index 0.705 2, ML ) 2 48 B 5 5 S
I35 92.59% F1 77.93% . L) SICO =1 1 Ky 1 i
HCV J5 25 MUAE AY I FL0E L 228 ] HCV Uik FEERE A
H1, HCV RNA [HMER H A 36.4%(83/228) . LIl 2,

100
80

60

Sensitivity%

40
20

0
0 20 40 60 30 100

100%-Specificity %

B2 HCV i S/CO & %177l 78 B BT 45475 25 i J2
ROC #%k
Figure 2 ROC curve of HCV antibody S/CO value for
predicting hepatitis C viremia
3 itig

I R b, X T P9 B R B e AT R L &
B R 12 MR I R IG 7 A DG . HAT, IR
Kz HCV JEE 4L 1 7 v 35 BEAT 10038 =7 e P 42 A il
S FIZWR B A o 138 2 A5 I B A H s 22 B i
ol X BT A R S P AR I BB R N HCV
Mg PR EY , 56 HCV FUif HOV HTlR "
TOLT , PSR R PUAAE B F G HCV 24 A )R
A RERAT I o . PRI, TR AU JH 5 BT AR A A DU AN
g P W12 W HOV B . HCV B il 2 e ks
JRRGL T 113 oo i B B P S e I ML TR T R A
DUEOR ARG Y s 2, LA I B — e 9 R PR A o il
AR, R 9O e 7 PCR Gl i 3 T X 7
PRSF 7 51 (0 8 5704 5 | 4 0 9 7 b HLAR S bk B A 7 G
W, B AR DR R AR, 20 B I B 12 T 1
H PCR H s {8 FE bl 5 B A Jre bl bl iy |, #4E
T Ak, ZENG R BT .

Baleriola C 45 " 38 & 7 5 K I 4iff 47 7£ —20°C
F—70CH) HCV RNA Ifil 3¢ BE A % 81, —20°C i A7
1.2 5 DL K —-70CHE A7 9 4F 4 2 512 HCV RNA
HA G222 5002840 ARWFEFR 35 s A &
T-80CHEAfE, 1 FEZ WAL HCV RNA Jf A 2351
HCV RNA & it 25 i MERf P . 78 228 il HCV 41t
RBHPEARAS Y, BHIE R R 36.4% . X ] REJE T34
Lo HCV 18 ML 2, HCV HT A T 725 BH 4 1 1L v
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H1HCV RNA 509 5 17 97 1 Ak T A% 2 il 7K
O CE R, R R HCV RNA & SR AS
F o ZJEXASR) S/CO (B X 1 ) HCV RNA
K 25 B 47 40 M, B2 S/CO {ELAY T &5, PH MR
LA Fr Ft & , 3 oF Spearman AH & 14 40 M & BHL
HCV i & S/CO {5 HCV RNA & {8 2 8] TG AH
Kbk, SICOEM BRI M HCV R BRI 1Y &
HPIRAE . Bl 5 ROC £k 43 #1211, 4 S/CO 1) cut-
of f {EL A7 10.7 B W R A5 K 4 () Fo0i 041, i R | LA
S/CO {E.=1 1E 41 5 T4 LI 4% 95 75 IMLAE 19 cut-off
{8, 76 HI W78 HCV HTK BH M 9 AE 4% b HCV RNA
BH PG Y A4, AN REXT HCV 55 25 ILAE FEA7 5119
Tl . Pan J, Kao HH 5 Ranjbar Kermani, F %™
22K 5% A I HCV B4 B 1 RE A 24 %
B, DL S/ICO fE = 1 AE H P9 BT 4% 93 BF ILAE A9 cut-
off {f , £7 1€ — % H il () HCV it 4k BH 1 1 HCV
RNA [APEIREA . T Bl i3, HOV BTkl
AT HCV B i 4, 1l HCV RNA & &7 f
D3E FF HCV BURE L 98N VHCV i 1 2k 240
M LA B X368 97 45 SR B 97 R4l 0. R
HCV RNA & 7 & I (e fI A I FR /N 15 TU/mL)
W S ES P/ 7k o i RS s R NN QAL D B 7K e 2
] JHF U 9 2% 25 FA% G i 2 23 47 X HOV Jg e 3
HEATAGIN

Ha J %532 Fif HCV RNA £ il %} 32 127 4
Architect anti-HCV I & K20 > HCV Hrik FHYE Y
FEA ST R I, & 3 8 ] (0.02% , 8/32 127) HCV
RNA I, BRAZETE 148 590 173 ELISA BEAGI N
HCV HURBA M AR AS I H HCV RNA FH 1 208
B, FHE R R 0.2% . i B AR AE Y 7E 307 440 i
ELISA 7451 > HCV B M4 B M i b A wp G Il i
1 I HCV RNA HEAS, Kl %4 0.000 325% . % AT g
e TR AL TR B 1 B R AT e A
RAS, T A 5O HE AR I R S b i, it
A AT REAE HCV S5 PR AR S i Y FU Jak g I o b 1
R AT R & BLHCV FiiRBAE T HCV RNA
FHPERRAS , 3 AT RE -5 M X A T34 ¢, Je 2§ R
EN PR E LRGeS

25 bR AU HCV RNA (158 2460
T AR F IR A IR, 7 0 RE A L R
M R HOV B GRS HCV R E RN
T O, 5% e R Fr i A 7 A B, BE X 43 AE Jk
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LI AN 2 3 P Glus04Lys 2 B PELEDUR: 2 KIpE R
s NBEHR I A tg

ERFOALERT REF FHED RR MR MR

(# ZE] B/ 40 2 208 RIS (T2DM) AR & 1% i =0 2 (ALDH2) 55 Hl Glu504Lys 2 25 1
I o3 A R a5, B 1T ALDH2 3£ R 504 v 5 ik PR 58 48 55 23 i 10 L HbA L K B e i RIPL I L & .
FiE AT 2016 4F 4 A & 2017 4F 12 H T A B i 12 19 629 B UG 5238 34 # 2C 0E Rk, 43 R PR A o) id 41
(402 i) ) Fn 2 BUBE R 41 (227 1)) o 43 BT P 41 N ALDH2 45 3k DR (%) 43 i RLEE | L 35 7 4 N
ALDH2 £ 3% [HH 1) HbA 25 W8 W8 B R 5 FHARPT I ik . &R 2 AU R4 GL . LL =48
FE R (1 EE AP 43 591 2 37.9% F 7.0% , 2. 35 78 T AR X B2 1Y) 30.8% 1 3.2% (P<0.05) . 629 {1l L% 52 3R
# , GG 11390 ] , GL %4 210 5] , LL %4 29 {5l , Fifi#5 ALDH2 K& R 58 28 K i34 A0, H 2 TR0 JR 9 1 JXUIRS:
B, HAREE A T2 AE GG A 32.1% (125/390) , 2% A 2878 GL #4 41.0% (86/210) , 4l 4 28 78 LL #
55.2%(16/29) . ALDH2 FE R 2878 j& & M5 2 TUME s i f Bz TR 25, OR i =1.578, 95% & 15 X [8] g 1.131~
2202, ALDH2 5[ 578N HoA e /K V1Y 43 A5 TCRE M (P>0.05) o PZH ATEYS Zotk il ALDH2 46 BRI RS 1Y)
SR (P>0.05) . 2 BUBE IR ALDH2 45 3 KRG 5 R LB S (HOMAL-IR) | h [l i) B L
JEPE R I 46 % (QUICKI) 25 I e ) 22 s A8 4 (ISD) 40 AR K SF- ¥ JE 8 3 25 5 (P>0.05) . 4518 DU 2 /Y
BRI A ALDH2 FEH 504 037 15 4 A 2878 B H 81 S 25 7 F 16 % BE, GluS04Lys 1Y 28745 f2 2 AU IRAG &
ARG N2, {0 523 16 0B HDA LA JBE 5 AP A /K SF JE A S A K .

[X$EiIR] CBEMIER2; 2 BIMEPRG ; LA ZRMG; wifl

Distribution characteristics of Glu504Lys polymorphism of acetaldehyde

dehydrogenase 2 gene in Type 2 Diabetes Mellitus in Han Nationality

AN Hongliang'*, JIANG Haiyan® , ZHANG Jinfeng', LI Weixuan®, SU Rong', HE Xian', LV Weifeng'

(1. Department of Clinical Laboratory, Foshan Hospital of Traditional Chinese Medicine, Foshan, Guangdong,
China, 528000; 2. Department of Clinical Laboratory, The first people ’ s hospital of Foshan, Foshan,
Guangdong, China 528000 )

[ABSTRACT] Objective To analyze the distribution characteristics of the Glu504Lys polymorphism
of the aldehyde dehydrogenase 2 (ALDH2) gene in people with type 2 diabetes (T2DM) and to explore the
relationship between ALDH2 gene mutation at position 504 and fasting blood glucose, HbAIC level and
insulin resistance. Methods A retrospective study was conducted in 629 cases of physical examination and
hospitalization in Foshan Traditional Chinese Medicine Hospital from April to December in 2016. There were
402 healthy controls and 227 patients with type 2 diabetes mellitus. The distribution of ALDH2 genotypes in the
two groups was analyzed, and the distribution levels of HbA1C, fasting blood glucose and insulin resistance in
ALDH2 genotypes of the two groups were compared. Results The proportions of GL and LL mutation
genotypes in type 2 diabetes group were 37.9% and 7.0% , respectively, which were significantly higher than
those in the physical examination control group (30.8% and 3.2% (P<0.05). Among 629 Han subjects, 390
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cases are GG, 210 GL and 29 LL. With the increase in the number of ALDH2 gene mutations, the risk of type 2
diabetes increases. The specific data are: 32.1% (125/390) without mutation GG type, 41.0% (86/210) with
heterozygous mutation GL type and homozygous mutation LL Type 55.2% (16/29). ALDH2 gene mutation is a
risk factor for type 2 diabetes, OR value = 1.578, 95% confidence interval is 1.131~2.202. ALDH2 gene
mutation has no effect on the distribution of HbA1C level (P>0.05). There was no difference in the distribution
of ALDH2 genotypes between men and women in the 2 groups ( P>0.05). There was no significant difference
in the distribution of insulin resistance index (HOMAI - IR) , quantitative insulin sensitivity test index
(QUICKI) and fasting insulin sensitivity index (ISI) of each type of ALDH2 genotype in type 2 diabetes group
(P>0.05). Conclusion

population is significantly higher than that in normal population. Glu504Lys mutation is a risk factor for type 2

The proportion of ALDH2 gene mutation at position 504 in Han type 2 diabetes

diabetes, but it was not significantly related to fasting blood glucose, HbA1C and insulin resistance.

[KEY WORDS]

genetic

Z, T I EU B 2 (acetaldehyde dehydrogenase 2,
ALDH2) J& N AR A0 Sk . — , S S
SR 10 ) TG Hp G 2 e i 1 — o, LA O S
PEFIEG BTG M, 2 5 AR K 2 80 W AR
ALDH2 J:FIAL T YL (014 12924, fF7E G—A HAL 1
R 5377 (rs671) , FEARIS ZILTR T H15 504 4
IR (glutamic acid, G) 278 i % 12 (1ysine , L) , 7=
AP FE R (G L) Fl = A LR (GG B GL
Al LL A ), 4% [H A ALDH2 B 1522 R E K. A
W @75 ALDH2 M Glu504Lys {37 5 2 48 J2 b IR
AR R R 5 2 RO RR B B IRk
ARG . TR BRI AOBE PRI f S Th ALDH2 9878
FE DA #5172 1) HbA /K7 W 2 T B AR 2l 5 AU
H o ARTRIA 2 OB IR A O e 0 H 5 ALDH2
K Glus504Lys 13 45 5748 K A2 38 47.80% , i fry T H
Al FRE Y 22.0% FME B 19 19.38% 1, {H.
2 BOH PRI A 20 R I 2 29 , it AL 3 LA
()57, B AT B4R IR 22 R BT AR Y 3 R
2125 T B FERB RIS, 41 % ALDH2 SR 1 588 R
2 LT A= WAk 2 38 bR oK P B AH SC I 583 B DL
AR SC B E 8RR BRI 2 RO R S BB ALDH2
Glu504Lys Z 5 VER 73 /i R, 531 ALDH2 FEPH 98
75 55 % (Hb A FIEE 5 RSB Z R,
Il R 4 BT v F2 YT H LS oA

1 #RERE

1.1 —Bgek
111 AN

BEFE 2016 4F 4 H % 2017 4F 12 H TARBE 2
W Sy 2 FRAE PRI A 227 1] (2 BUBE IR IR 20 ) , 2R

Aldehyde dehydrogenase 2; Type 2 diabetes mellitus; Genotype; Polymorphism,

HUERL R, Bk 154 6], ok 73 1], AF i 18~90,
(57.78£15.30) %/ o v $0A 400 L 7 v 5 o Ak A vh
SO PR A R 402 491 Cf BB &) , 534 330 3], 2
7210 AE S 17~87, (38.6329.47) % . BG40 .
R, 5 P 6] ALDH2 45 3 [ R 73 A5 TG 22 53 5 %)
HRZH % 5 AR B H] ALDH2 48 3k R 3% ) A 2%
HEFRGEIHE L (P>0.05) . BAHE,
1.1.2  AbRYESHEBR AR

2 RUBH PRI 112 Wibr i, 4% I8 1999 4F WHO
Wi RIS W B bm > A7 B RDME PRI AE R 1= B AL
MBE=11.1 mmol/L ; 25 I I ##=7.0 mmol/L ; 75 Fi A
Ao bt B 56 56 2 /NI I BE=11.1 mmol/L. 2
AFRAE DU, AE 1% 20~80 %7, 2 R FR s 4H I
W12 2 UM PR R 3, o IR 4 2 2 R I 1 1)
— e AR . HEBRARE  AEDOE R, HoAth S A
(RHE R g , 7™ T T REAS 4 Wk R | ™ EE i
WO AL B LA™ F R A
1.2 AU 50

ABI 7500 B R4 38 A0 F 35 B A ar B A
F], BR 526-24 A4 [ 3l #% R 4% 28 A A ALDH2 J
PR BB 3 00 e A A ) & A 106 o R
BN, GT7 78 4 [ Sl Ak i 21 86 11 43 AT A S A Ak
I 21 & A A IR e B H A TOSOH #k =X &5 4t
AU5400 2 H 3 AL AT A0 3 H AR B B bk
At s A ARG R W 9 A [ AR 2R 2 K R
A BR /N ), Centaur XP B4 H shib % & G5
BT A B 1 5 28 A2 e S X 55 ) 1 72 e 1)
I RGABR AT,
1.3 Lk

75 M5 (8 /B ) |, I J= oK 5 A0 A K I 3~4
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mL. Ak I 2T 5 A ALDH2 JEPIRGI FH 2 — iz g
ZTR N (EDTA-2Na) BUEEs , MUH AR S 20 I
A3 BERCHUEESS s T A bR A A0S RSz BIAS D, & 2~
S8CTIRAT, 3 RN SE5E o MK 25 IR K7 28
i I 55 Z K-, SR F HOMAL-IR w2056 5 Z 4kt
15%0(HOMA1-IR ,HOMA 1-IR=25 i Ifi i 7K “F-x 2%
JBR 5 FRAKV/22.5) 5 25 1 TR % 2R AU 45 [ 1ST, ISI=1/
(25 M AR AT > 25 18 g % R 7K ) 152k T QUICK
R R UM R I 45 £ (QUICKD)
1.4 ALDH2 FE R 43 BUAS

i F DNA B 51385 i kil . ODNA (9 42

@ity B 4238 « R H il | BB A FR/A F) ALDH2
FEPRES 7 v A 3K 7] G A0 4% 28 158 M BR 526-24
R4 [ BA% IR 2 S AN A T L R 4= A8 43 1
1.5 Seit et

K SPSS 22.0 8 {F 47 % 4ls ab 2R . 1 H
1-Sample K-S (Kolmogorov-Smirnov ) ¥ 56 56 {iF 11
TR IER P, TR BORLL (x25) KR HIN
AR R R OB L BCR R IR 2R Ty 25404 A
(5] 73 25 A8 e THEGOR LU BCR o R 56, P<0.05 2K
EFASRIEE L,

4=

W A2 AR B 2 L, BT 2 ax

FEAE WA B G A P2 12 H A TR B U i 2.1 PR XS REZH AN T2DM 4 ALDH2 & R R 43 47
B R4 3L P 41 DNA 250K & #2 e, 45

(QDNA ¥ 3 . ok I il G o8 A B A
ALDH2 & R385 Ry k6 3500 65 i 47 15 3590 , 5
2 [ A A B 2 7] ABI 7500 B RZ R 84 {3 4

Wi 8] ALDH2 FE R RY | 58 28 B3R 1) o A 22 5+
WA B it 2 L (38 P<0.01) 5 2 T8 R i 2 17 3t
IRl 2R A5 L ] o AR X R4, R 1,

K1 XERAFT2DM B ALDH2 EEBSFHER (n(%) ]

Table 1  Distribution of ALDH2 genotypes in control group and T2DM group [1n(%) ]
. S AR
i GG #! GL % LL 7% Ligecit] AR

POpiES| 402 265(65.9) 124(30.8) 13(3.2) 265(65.9) 137(34.1)
T2DM 4 227 125(55.1) 86(37.9) 16(7.0) 125(55.1) 102(44.9)

&t 629 390(62.0) 210(33.4) 29(4.6) 390(62.0) 239(38.0)

118 9.489 7.255

P1E 0.009 0.007

2.2 # 4 ALDH2 FER R 3748 35 i 2 UM IR
o 1) EL B8]

ZRAE R 7 43 M R Bifi ALDH2 H& IR 28 75 K
PIGIN (TR AR IR A G R, kA2
RUME PR s 19 LE ) 5k 25 38 i (P<0.01) o DUE R &
A LR AR X 2 RUBE PR RCE 2E AT KR U A
M, 78 ALDH2 3£ [H Glu504Lys {7 5 1Y L & 48
SR A 2 BB R I fE B I &R (P<0.01) , KURS:

PEAG H 4 1.578, 95% ‘B {5 X [H] 2 1.131~2.202
W2,
2.3 M55 ALDH2 FE N 5 &

X BB 40 5 A 1k W 6] ALDH2 BL PR ) | 58 75 %
Bt 2 R B Lg% E L (P>0.05), 27
W R G 41 9 4 1k W) 18] ALDH2 JE R R | 58 A8 R
() o0 i 22 ¥ LG 2% & L (P>0.05) . WL
3,

K2 62901FiXER ALDH2 R B B 2 BIMERBHI DL [n(%) ]

Table 2 Proportion of type 2 diabetes mellitus in 629 subjects with ALDH2 genotype [n(% ) ]
B% GG #! GL #! LL %! SR igecelt)
T2DM 3% 227 125(32.1) 86(41.0) 16(55.2) 102 125
9k DM Z i3 402 265(67.9) 124(59.0) 13(44.8) 137 265
&t 629 390 210 29 239 390
71H 9.256 7.255
P1H 0.002 0.007
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£33 WMABLMRNEALDH2 EEENSH (n(%)]
Table 3 Distribution of ALDH2 genotypes between male and female [ (%) ]
PN A G
) . "
A e B GG #! GL #! LL % LAY FRAENY
5 330 221(67.0) 100(30.3) 9(2.7) 221(67.0) 109(33.0)
o i 72 44(61.1) 24(33.3) 4(5.6) 44.(61.1) 28(38.9)
18 1.946 0.903
P 0.378 0.342
% 154 85(55.2) 58(37.7) 11(7.1) 85(55.2) 69 (44.8)
T2DM 41 ﬁ 73 40(54.8) 28(38.4) 5(6.8) 40(54.8) 33 (45.2)
71E 0.014 0.003
P 0.993 0.955
2.4 2 BUBE bR A& B R E] RO ZE AR SR AR 0 A =0.606, P>0.05) , IEAT A R J5 20007 452R .
Gk 7~ GG, GL, LL 4 [X 8 [i] HbA e 7K F- 1) 43 115 #4 JC
2.41 HbAKVHYHLAL 2 5 (F {6 =0.291, P=0.748, P>0.05) . Bf /4 7

s 7 (GL+LL ) 8] HbAc 7K F 14 4 i
I8 2% 5 (F {H =0.546, P=0.461, P>0.05)
*4,

DL

Fz4 T2DM AZEUMBFFRIFEZSEREPSHAKE (vxs)

Table 4 The distribution level of each biochemical serological index in each genotype (x+s)

BN R 5 22 0 B, 4% 5 TN 20 (] 23 it 7K

. B S FARTY
LD
GG #! GL #! LL & A R A
HbA,, 8.818+2.559 9.023+2.296 8.955+2.788 8.818+2.559 9.01422.350
25 J6 1A (mmol/L ) 8.897+3.546 9.851+4.431 6.946+2.424 8.897+3.546 9.453+4.321
FAE=3.690, P=0.027 F1{ti=1.035,P=0.310
23 JE % % (mU/L) 19.46+16.59 20.57+17.65 17.82+11.31 19.46%16.59 20.15+16.83
F1i=0.205,P=0.815
il 5 2 BT e 4k 7.5536.979 9.399+9.463 5.392+3.713 7.553+6.979 8.84628.986
F{H=1.949,P=0.145
FE RS R RIS R 0.302+0.032 0.299+0.035 0.31120.034 0.302+0.032 0.301+0.035
F {=0.865, P=0.423
o £ 2 fEke Bk 6.798+6.281 8.459+8.517 4.853+3.341 6.79826.281 7.9613%8.088
F{t=1.949, P=0.145
2.4.2 =G MBS0 HRER Fz5 T2DM AEZEFEEE = MIEKFER LR E

Table 5 The statistical results of FBG levels among

Tk 2 R A G 2 B X (F i =3.600, 2=

genotypes in the T2DM group

0.027 , P<0.05) , GL % f: & (9.851) , H & & GG Pl 2
). GLII & )AL SR e OE e

A1(8.897) , LL B H¢ Ik (6.946 ) ; 2 W5 9 48 7 (17)
GG & 5 GL A | LL #Y =3 Jig 1 B /K F 22 % L4 S 3.690 / /0027
WeE S, LL B 5 GL M 25 I i #f ok P 4 2 BAERGGO)VS R . / /0310
52 ,nz, 2 él_:: ) (GG) I:j 25 AR ﬂ;u (GL+LL) e )31
G PRI SR Ko GG #1 VS GL #! /0954 5626 0.092
(GL+LL) lﬂaﬂﬁﬂuﬂ%ﬂiﬂﬁé’ﬂ%?ﬁﬁﬂﬁ%ﬁ o GG VSLLZ / 1951 1113 0.087
GL % VS LL % / 2904  1.156 0.013

W5,
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ALDH2 5875 3 R 7 BR 36 N rf #5417 R AR AIG
FE YT B 28 28 5% Ry 30%~50% , U
NBEI G5 3R 15%~30% ANZET A RIIFFE iR
R X BRZH ALDH2 5 R 58 78 5 %88 34.1% , 5 A0 ¢
FRIER—F, T 2 BUWE R 28 1 58 A8 3 46 1 2 T
15 M 44.9% o AR IE B R DUR NHERE & ALDH2
F R 2R AR BRI RE N, 8 2 RUBE PRI Y H 9T 5
" ALDH2 £: 14 Glu504Lys %8725 () A BE, 5 50 B 2
RUEIRIE . #5548 B ANFERY ALDH2 XS 9
IAREIR ST 28 1 B Ak A A T A R L 2
ST e R 2 Wy o ) AR I A S A0 i v ) 2
1)t \DNA 8 55 £ YR o T i DI 6, AT
T S Z AP Zy S S B e 4 ) 2]
Wl DR S I i ) A ke TRl AR YR )
5% WL 7% , ALDH2 £: X Glu504Lys B A= %1 5 5¢ 728 7
) 2 AURE PR R, LS | BUIAOK IR B2 R .
A BE5 BAAN T JESEE PR A6 i %o 2 RO PR g 8 3 Y 3R
AV B A WHSEA G, BA 200 s A 1
PMEIVE R, A BE 035 5 ) Qg e A AL
PRAE LR 5 A 5 4 o, A1 5 2 — 2D i

25 W I 7K B 73 T e 5% 28 7K Bz S
FEPRIR e R A R X TR IR IR T B PR A Y
R WA EEAEH . HbA S W LA IT 8~12 &
() IR 7K T , A RIS 0 T 58 TS A DR S o
ALDH2 587 71 5 i) HbA /K B 5 525 T 95 A4 4l
HRURE Y AR R ALDH2 3L R B X i
NHE 2 U BRI A RE HbA UK SEX JERm . Al BE
05T 0 B AR ARER R s kB 2T 45 AN 1) A
K, IR SRRV EAHNARIEHERA K,
ALDH2 FE R 57535 CREIBCRALT A0 5 1R
v T KT 1 T e R 1 RS R AR B R i 2R
iE B BRI R R VA YT A AR A
ALDH2 FE R G A5 %5 T A ) At A 16 P S 2055
AR Y CETEAR N E R, 50 2 R s
() 2 e N i . ALDH2 DR RT 38 1ok 30 4 T 400 i
AR R TR 5 A L ) 483 0 S SRR TR, XN L Ab
TEPERESS Y ot i) g A T A5 2 AR AR 5 ) 2 BUBE IR
Js S L2 FhIF RORE R R A R T, TR [R] ALDH2
HE DRI WE PRI 25 W36 7 1 SO AN [] o —
ANEZEFERY S XX 25 2 BB R B T
BT AR S IEH .

2 AU RS 1) A S MLl 1) E B T 2 i 5 R K
BUA B AT D BE B pA 1 A B SR R A 3R AR
PN RATR , B I 3% K 2 U0 A 4 W 1 1) g
IR, e B AU T REARXT BE AT . HOMA FRAS AR
RJE—FP A0S RS AR ) 2% B i 5 R AK
LA RS B 40D RERY & FHTE bR , A WF 98 & B
ALDH2 K& DK 587 4 g 15 22 /K V- R 8% ZR IR B
A LB AR R T ARG 4Bt B 45 ALDH2 &
Glu504Lys 37 g7, 58 25 X} ffe £ 220 A 5 2R AUk
PESFDIREIFTCRE M, 5 CHRIEAR—F >, e
A g2 B B SRR DR X i 5 1) Ty i A s e
HL A SER A5 B 2 A8 X 2 TR i S8 1) R RUAY
HARAER , RN EATIR A A8 (R A A
By iAW =y Ve- APS ED = e N S P = s i s O 022
G, 225K P S R SR, Xof 5 JRR ik PRI A e o A
R S A HEA T IRIE (R 545 R R ELA 1 B ) S o
P, £ HiL DX S iR PR s 2 SR TR 25 57 K
I, A e IR 5 R e Wit A% 2% 5 80 4
WLHRIS5ET7 T AT, 4578 ALDH2 %5 5 L 278 S 5
2 RUME PR K M Rk SR AL

Zi: R, ALDH2 3[R Glu504Lys £ A1 52 2
USRI & A WG R 2R, 5 HbA e iR 5 AT
(R 7K ST W S AR G o angE HE— 20 i gE FE K 5 3
LR S R Y A B R AT BOR AL ALDH2
SEPRA B 2 BOBE IR R TE BT TR BT HE A

(1] 8kE;, TR, BEE R . ALDH2 FERIR IR B I & e i
FHIBEFEIERET ], AR TR AR, 2015, 46(3) :229-232.

[2]  Pan G, Deshpande M, Pang H, et al. Precision medicine ap-
proach: Empagliflozin for diabetic cardiomyopathy in mice
with aldehyde dehydrogenase (ALDH) 2 * 2 mutation, a spe-
cific genetic mutation in millions of East Asians [J]. Bur J
Pharmacol, 2018, 839:76-81.

[3] Chang B, Hao S, Zhang L, et al. Association between alde-
hyde dehydrogenase 2 Glu504Lys polymorphism and alcohol-
ic liver disease[J ]. Am J Med Sci, 2018, 356(1):10-14.

(4] FC22bvmn . SRR /R BE, WAm ik . A e, #1004
BRI BT AR AL, A5 . 2 FRUBH PR 5 1 560 B e 1L R
1A% FT RS A CY92C19 . ALDH2 e [ 22 25 P i 4 G M AF
FE[T]. Bl SR, 2016, 32(10):1379-1383,1387.

(5] PR B R o a2 . b [ 2 0N DR By TR 4R
(2013 BO [T 1. Al IR A% 2014,6(7) - 447-498.

(6] IRmHE, PRIEEBE, RM I, 45 . B2 I 2 ROBE B B8 I
nesfatin-1 & apelin 5 5 & RILHTAY X R A FELT]. b E 2F
PR5F, 2013,5(43) :493-495. (F4% 432 7)
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Fii) 22 0% - - PR IE Sl e DR 8 i A AR TR L2 4 L 2R 1)
R
Tl R AME ORIA B S EAY wFH

(f5 F] BE W 27 0% %0 W -o- Dl 1 1 %0 B 2 DY 28 2% 9 i PR A1 JA i RE A, S Sz ok 2R AR itk 2
HMIZR . FTiE ORI 400 W -O- B T M S50 A 5 DA A A I a5 4 (D1t PCR J Ak it 20 ) 25 I PR AR
AR IR, SR A R AR A L, BEAT 7K A ALK B 20 AR A A o R B 20 Bl K L0 40 i R 1 i P
DNA, Jf s Sr 09 AR PP ik AT S0IE . SRR M SL 1 27 {9114 % Wl -o- i R JE S i A A AL bk L 4
L RAEAS AL 14 PSR 405 FI A 6 S8 A8 SR, 06 TR 45 5 38 W UK A= 1 Ik 020 400 i 2% ) i PR 28 26 70 5 1l
IREEAEORFR/R (Y 2B RA B, 518 ACHITSY H 3 10 48] 240 - - W A2 I3 2t i PR 2 728 7 A A 7 L4 40
FAATERBALAG R, ATLME N E RS2 0 B GEIR, T T AN 38 20 -o- D TR Mt S i3k A 5 28 1) & 1
PERE

(RE2IA1] %0t -o- WM Sl 5 L P RAS 5 KB AR &R

Establishment of immortalized lymphocyte cell lines with mutation of the

glucose -6- phosphate dehydrogenase gene

JIA Zheng', ZHANG Yanyan’, SUN Nan' , ZHANG Wenxin', GAO Fei', SUN Jing', HUANG Jie' * ,
QU Shoufang'*

(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. MGI Tech Co., Ltd, Shenzhen,
China, 518083)

[ABSTRACT] Objective To establish immortalized lymphocyte cell lines by collecting 27 clinical
peripheral blood samples harboring glucose - 6 - phosphate dehydrogenase (G6PD) gene mutations. Methods
The glucose-6-phosphate dehydrogenase gene mutation detection kit ( fluorescence PCR melting curve method )
was used to screen the mutation type of clinical samples, and then peripheral blood was collected for
transformation of immortalized lymphocyte lines. The genomic DNA of the successfully established
lymphocyte line was extracted and verified by the next - generation sequencing method. Results We
established 27 immortalized lymphocyte cell lines, including 14 different homozygous or heterozygous G6PD
mutation types. The genetic mutation types of immortalized lymphocyte lines were the same as those originally
indicated in clinical samples. Conclusion The established immortalized lymphocyte cell lines with G6PD
mutations in this study have stable genetic information and can be used as a national reference resource to
evaluate the performance of the G6PD gene mutation Kit.

[KEY WORDS] Glucose-6-phosphate dehydrogenase ; Gene mutation ; Immortalized cell line
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i) 7% B -0- W5 152 it U ( glucose-6-phosphate de-
hydrogenase , GO6PD ) ikt = it 72 Hi i T X Y o {R K
B 2 X 8 (Xq28) i) G6PD H:[H %7 33 G6PD
B B S S, 2 —Fh DAV I %% 1 A 2 R
TE ISR, H DL PR R INA B A= LB Ak L
fR IHZT 2R MUAE | A S0 2 WM I B 2 R YL PE I
LA A AE TR 32 250 A AR VL B DA R b
X, JEVAT R RS )P s FE L SO L ] A
R X . GOPD it Z iF: H 5 ZHCT- BTG R AEAR
HHZW AP s 2. 7E GOPD HlZ fE 1Y /5 &
H X, BEJT JE GOPD ik Z A i % . VA — i X143
AGE A BB AE , BT R (BYEE G )&
AW S A B S P =, PR A AR B AR
R (FRA LA ET) , R TEOLE A& #
Gyt BB PR T RE BRI IE BN RIS =
PRI I AN 308 e il 3 A 00 4 B, ] LA 2o 4 i 2
e 0, A 3k TR DR R DN 5 O 2 TR S AR R AR
GOPD it 2 4 1 43 Har il 5 25 , A4 9 IR EF PCR
SR A GRS R R ] s 25 P R RA TR
151 g7 e = i /S ) s TR

AT v I 7 7 9 - O - W TR 2 i PR 9 722 ) ]
RS2, Rl 5 M E RS % 5 PN
] 26 AR - ©- T 1 00 S Tl e PR 2 A R A o o .
W -6~ 1 It S BHR = i A S — P B DR , %2R
Z:7% (it B SR ME LA DRI R SR I R A AR | i
PR 1) JEL I 2 S ST A AR T AR R A A R
YRR AN R o AR B ek T 2 W - - B 1R I A
FE R AR B A AR L AR AR R, T AR AR
AR GEUR , IR FH AR L 2 A T B0

1 #RTE

1.1 MR
111 FEACORIE S sk 2

ZAC P2 5y S HEUE B R BRI T 1A 4 PR B
WA RS 5T H W SIEERE 33 X, BF A
W 245, B AME 10 mL #b & i, i R A SR 4
S M R AR AT R TR ER PUBE Y L2 RAEE . SREE
AP LG AT AR AR AN R R
1.1.2 AR

RPMI 1640 15323 i 24F 1L 3% (FBS) Al & %
e R AP A 35 [ GIBCO 23 7] 5 AN A ik i
YIS B W PR R A R LT AR (DMSO)
W bR S R R A BR A w5 8 2 0 -6- TR i

S I R 28 A5 A6 0 3 7] 6 (9t PCR A AR i 4% )
P B 1 S AR M R A R w44t 5 JE R 4 DNA
PRGN & (REER ) th R IINAE R 1 B A BR 2
FJHRAL 5 B A L3 PR D 57 6 P e R 3 R £y
A BR R

¥ % 41 SLAN-96S 4= H 3 = [l PCR 4341 &
g, 1 EGE YR A B2 ) 4 42 s MGISEQ-
2000 H& PRI 3 A3, PRI I 1 B3 A B2+
Pefit.
12 Fik
1.2.1 AR IHiA

et FH 70 250 1 - 6~ Tl i I S 5 R 2 A A A7)
& (56 PCR G fff 4235 ), 42 B8 BH 5 1 8 Oy
2 P REARHEA TR
1.2.2 KA AL L 20 B R Y ST
1.2.2.1 EBVYRER AT & 75 B95-8 Ak,
K H RPMI 1640 35 35 FE0IG 2F 1.7 (FBS) #1785
I%, BEME 2~3 RN — UK, 14 i K5 3% 5L 09 H
Ho PUHRRE IR 10 KI5 WSO8 40 i 70 AL S 37°C4%
F R EZ dREL 3 Y, 2 000 rpm 250> 10 min, YE
VE A 0.2 wm JERE R AR E B AT RS
#=H.
1.22.2 M Bk EL AR 4> 5 FgL ik BUREE
AN E I 5 mL, N A SERFR & A 5 5 R R
XU RPMI 1640 15 57 HEM B i o B4 B I )
I 28 28 JIN A 432 7 B 0045 DY R bk L 4 40 2
Wb, 2 000 rpm B0 20 min, /NCUREC IR |
BRI E.OE T A S A BPLRY RPM1640 1
Fi B 8 mL ¥E¥ 2 ¥, 1 500 rpm B0 10 min J5 , 25
i SRIE A 25070 EBV W HE 1.5 mL 3F
IR A 0.4 mL DL 58 4 15 57 S f B A M DTUE
IR 4 B B TR D 2 T25 B R B 4 i s
FEHE T 37°CHY 5% CO B FE /AT 9%
1223 KA MR E M R BRI R 24~
48 h & , 8 ) B I B L A0 M A AR 1 B 40
HR o RS20 MRS B SR A R/ | 35 S A /b 5 58
EREFRILAREERE IR . — JA T LS A it 3R A B
HMDIRAS AT P4 . FRES SR (A v B, 4
Jitl R A 2 H % 42 8F, 1 300 rpm 5.0 5 47 B, 1%
o FRUNMERE 57 2 R B8R I (3~6x10°~/mL) ,
1 300 rpm B0 5 43, WA 0 A . RS 90 448 A i) £
AT 10% DMSO VRAFI , 185 4t I VR AF vk B2
i I s BRI A28 BIRATAS o SRS Hie bR
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URAE AR AEAR P HEAT M0 B PR IR A0, I A S B
BT IFEA
1.2.3 KA ALIbk EL 40 A 2R 19 S0 IE

W i 2B AR L 40 A R B 2 5 S A T R A
DNA 2, {5 S5 i W 5 R TR RS DU DNA 11 56 %
PE o SR FB A L3 R R & A T30 0E . SR
it 11 119 7 9 45 5L D 4 DNA TR 100~200 bp 42
411 DNA J Btk K& &, i A Fide 3k % £
Joi TS % PCR 18 o 97349 PCR 711k
DNA 4 #E47 H A X 3 E % )5 , £ 1] MGISEQ-
2000 F PR 3 ASCHEA T e 38

2 H#HR

21 FEATRiA

SR Y 2 1 - 6~ 1l 1 ot 2 g 56 R 2 722 Ak 0 35
& (F6 PCR G ff th 26 7% ) , AR Hi S5 R 24428 7=
K5 0500 22 SR AS I GoPD JER 2878 o 1 i L AA:
D RE A FE RN W A R B W B R & ' FAM,
HEX .ROX Hl CY5 2 8 > N 38 1 79 s fi g 5 By
A TR BRI 3 T ) 9 A 0 22 TR0 A 05 (Tm (B 1)
2 FIWTREA R T KRR . YA i i 55 B
A AR BT IO J i e 25 5 (ATm {H) 7E£ 1 CLAN Y
RISy B A R | 95 Sl i 20 B BV Ry 28R AU I | d
Ji i A R [R) 28 AR BRI RRAS . 33 (9B A 1 i A
45 LA L2 1, CNGB030108 FEAS 7 2 W i A 1A
R CY5 o i) 3 38 H BT A 0 A 28 AR I (1)l A 0
T 7 /30 1 0 A e 5 A B A 0, HL R AR I 55
S A RGF B A ik Ui 22 57 AE (—4.8°C) ~ (=3C) Ju [H]
W, RWE 1376 (G>T) 42 A BUR AR 76 )W B 1A
2 ROX A i) 388 3 H 30 5 A= 0 71 28 A U 1) il 5 0
T 7 /30 1 0 A e 34 A B A 0 | HL 98 AR I 5
A A BE ) 5 A 06 25 F7E 5.19C~6.41 CHE Y,
FHES519(C>T) 42 A8, UL 1,
2.2 kAL ELANIE R ST

K H EBV HAL MR A 7L, 58 1 33 )
FEAH R Horb 27 IR R 0, 6 I A B T
P T BRI, R IR 81% , KI5 T R h
100% , 7T DARACH T2 3ot o8 . 7480 8 B s T
AL F 20 L A6 S 96 h I, 20 AR FR B @3
RUEAERK A A G 2 5 Ak 2 B IS, PR AT D28
MIZR A, A T SR i 20 L SR AL e Ak 5%
3~4 JE G, AR LA i A EE SR KLU B PR
ST, VR RE B, FRIA A R ), L] 2A~ 8] 2C,

R1 BEAMBEER

Table 1 The screening results of samples

¥ FEA G5 SR B
1 CNGB030074 1376(G-T)/N
2 CNGB030075 392(G-T)E 4T
3 CNGB030076 517(T-C)/N
4 CNGB030077 871(G-A)N
5 CNGB030078 871(G-A)/N
6 CNGB030079 871(G-A/EET
7 CNGB030080 871(G-A)/EET
8 CNGB030081 95(A-G)/N
9 CNGB030082 95(A-G)/N
10 CNGB030083 95(A-G)/ G T
11 CNGB030084 95(A-G)/E4ET
12 CNGB030085 1024.(C-T)/1383(G-A)
13 CNGB030086 1388(G-A)/1388(G-A)
14 CNGB030101 1383(G—A)/N
15 CNGB030102 1376(G—T)/N
16 CNGB030103 871(G—A)/N
17 CNGBO030104 1388(G—A)/N
18 CNGB030105 1388(G—A)/N
19 CNGB030106 392125 F
20 CNGB030107 1376(G—T) /257
21 CNGB030108 1376(G—T)/519
22 CNGB030109 95(A—G)/N
23 CNGBO030110 1360(C—T)/N
24 CNGB030111 1388(G—A)/N
25 CNGB030112 1388(G—A)/519
26 CNGB030113 1024(C—T)/2EET
27 CNGB030114 95(A—G)/N
28 CNGBO030115 1376(G—T)/N
29 CNGB030116 95(A—G)/N
30 CNGB030117 1388(G—A)/1383(G—A)
31 CNGB030118 1024(C—T)/N
32 CNGB030119 392(G—T)/N
33 CNGB030120 1383(G—A)/392(G—T)

1 N #/R IE# (normal )

12708 B-ROX

-d(Rn)/T

T (O 3R B AE TR X IR, S (0 R B X IR, R (A FOR R R AR
1 CNGB030108 HA it 2 45
Figure 1 The screening result of CNGB030108

2.3 AR T A0 At 2R B 5 E

FHBE A 21 DNA $2 B 0] & 38 B 7k A= 4R ik
EL 200 i 22 R 7 B R 4H DN, i ] 0.8% 35 s A 8 e
HL K, 4551 78 DNA 4501 58 3%, I A Hiar 7R i
e, FEWI RN 20 DNA LA IR Iy 52 4 1k
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HAREOKR; BAE15K; CHH 30K

B2 kEUHBMABREZLE 0.15XF 30 RER (x50)
Figure 2 The result of immortalized lymphocyte cell line transformation on day 0, dayl5 and day 30 (x50)

SR FH v 38 0Tk AT IR, RE A 45 R 8
53R 56 't PCR %65 fiff 111 28 3k i 25 A 405 SR — 2, D
[ 3 152 2, CNGB030108 FE A (1) I 7 45 F- 87~
16 X Y4k 153 762 678 bp ( NS KL K 4H hgl9) i
BAL A £ 94 2% reads L C A3 (IE 7] 2 G A
JE) 1 108 2% reads S FF T Ol HE (IE [7] /2 A B ) , %
B J& ¢.519 C>T 4% 4 5748 3 7F X Y 4 1K 153 760
484 bp B ALK 2] 60 4% reads 3 £F G Hil & (1E [
J& C % ) Fl 68 4% reads 4% T Al JE (IE i) J& A B
), KU .1 376 G>T 285 58745,

T : A ChX 153 762 678 bp (hgl9) i ;5 M J¥ 45 4 , B o ChX
153 760 484 (hg19) 137 5 3 e 4%
B3 CNGB030108 #4745 R
Figure 3 The sequencing results of CNGB030108

3 itig

AKAAAR RSN SR A i 28 0 A e 1) 52 Ak
SR AP i a0 IR EE Y I NI = ¥ E)
JCFRIGFERE S i fe o F AN B 22 1 7 SO fi
F EB Ji 75 (EBV) e AL A1 Jil i itk 8 200 Jif DA i 36
PR — P REAE 1 22 70 2 K A AT/ B bk 2 40 g
B, AR AN S A IE I AR ARG R H A i
SERIRA(E R . 76 B ik EL 40 4%t ad R o A
IHLEEZFE A, T LA T o B 40 6 ) G328 2% 49 3
P, A7 ZCBH 1k T 9tk E 20 3 © e AR Y B itk 2 240

F2 KEUKEBHMABEARGIESR

Table 2  The verification results of immortalized lymphocyte

cell lines

DR A2
SRAE B

¥ FEA G 5

1 CNGBO030075
2 CNGBO030078
3 CNGBO030079
4 CNGBO030081
5 CNGB030082
6 CNGB030084
7 CNGBO030085
CNGBO030086
CNGBO030101

10 CNGB030102
11 CNGB030103
12 CNGBO030104
13 CNGBO030105
14 CNGBO030106
15 CNGBO030107
16 CNGBO030108
17 CNGBO030109
18 CNGBO030110
19 CNGBO030111
20 CNGBO030112
21 CNGBO030113
22 CNGBO030114
23 CNGBO030115
24 CNGB030116
25 CNGBO030117
26 CNGBO030119
27 CNGBO030120

¢.392G>T 4fi & 578
c.871G>A ZRE RAE
c.871G>A 44y 587s
C.95A>G Zu 45 RAF
c.95A>G Z4 A RAR
c.95A>G #if5 A8

¢.1024C>T 255875
c.1388G>A 74 5878

.1388G>A 4li 55578
c.1388G>A Z 45578
c.1376G>T Z 4 5375
c.871G>A ZR45 5878
c.1388G>A Z4 A R4S,
c.1388G>A Ze & R 7%

.392G>T 4li & 2878
c.1376G>T 445378

¢.1376G>T 44 275
¢.519C>T Z4 4 548

c.95A>G Z & 5878
c.1360C>T Ze 4 28745
.1388G>A & 5e7p

¢.1388G>A 245 RA%,
¢.519C>T 244 R A7

.1024C>T 4li & 5845
C.95A>G Zu 45 RAF
c.1376G>T Z 43 5578
c.95A>G 4 A A8
c.1388G>A 4li & 537
€.392G>T A& R_AF

c.1388G>A Z4 4 5877 ;
¢.392G>T 5 58748
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) Teets , DT B 8 A RIOR o 3RAS 1 ik A= e 4 Jif
RAE S SR A R h e o (R AR, AT AR IR
R ) O DR R 1 v 16 W P )
18 0% V5 A7 AL AG A 65 € [ A 9 A A JE (UK Bio-
bank ) | 3¢ [ [E 37 T A 0 5% B¢ (National Institutes of
Health, NIH) | 3¢ [& [ 5¢ A\ 28 Bk A 41 g 4 (The
NIGMS Human Genetic Cell Repository ) , 35 FHAE
i FEE N RARTE T A A M s A BT

3 = UL A BRIk GoPD HE [F 78 S5 A 45
c.95A>G.c.392G>T.c.487G>A ¢.493A>G.c.592C>T .
¢.1024C>T . ¢.1360C>T ., ¢.1376G>T . ¢.1388G>A ,
X 9 AR S AR S 90% L BN AHFSE R
] 760 1 -0~ Tl 198 M 2 il 2 728 R AU 1 A1 S 4 AR A
285 EB IR 15 oAb, e & Sl Sy T A -
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e B IR EA miR-21 . miR-155 284k 5 5 e g A
TR HERERS ) AH S M

WA KA A aE

[ ZE] B OFEMEEE R ZEIER miR-21 . miR-155 254650 D AERTAS | S8 20 M DR T A AE S
FiE 201543 H 2 2018 4F 12 A WM TEA GE2 Wk MEEAE i 58 Il 3 iR YIS A BE )5 24 /NI N 22
TS 4 (LVEF) 434 LVEF<50%24H 5 LVEF=50%2H ; 575 B[R] B 7E A B 1A 14 2 B 40 (4 g it
WAL ; HeA 3 ALIEIG R R IR miR-21 & miR-155 £3k  MERIEN FHEny 25, &R 1% CRP,
PCT .cTnl .BNP  TNF-a IL-2 . ICAM-1 % & MAf#F miR-21, miR-155 FikEEH LVEF<50%4]> LVEF=50%
20> R B #5 (P<0.05) ; LVEF<50% 4] AL T~ 4 BIFE PR miR-21, miR-155 #i5 it X IV TNF-a IL-2.,
ICAM-1 7 E Y9 i TAAWE F % (P<0.05) ; LVEF<50%2H H 3 (G FF miR-21, miR-155 Fik& 5114 CRP.
PCT.cTnl .BNP,TNF-aIL-2 . ICAM-1 & ¥ IEAHSE ; miR-21, miR-155 ik & 51 PCT . TNF-a IL-2,
ICAM-1 & &3 £ & LVEF<50% M S R F AL T BRI R . &R MdE B H 5 miR-21, miR-155
A B2 5O D RERRAR R JAE R T4 2 ¢ | RIS HREEAE & O DI RE A £ 5 TS Y fa i 2

[XgiR]  MFIE; OIfE; miR-21; miR-155; Fi5

Correlation between changes of miR-21, miR-155 and inflammatory cytokines

and cardiac dysfunction in patients with sepsis

JIA Qiming'*, ZHANG Tao’, HE Nana', WEI Lei'

(1. Henan Cancer Hospital ICU, Zhengzhou, Henan, China, 450000; 2. Department of Cardiology,
Zhengzhou Central Hospital , Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To study the relationship between the changes of miR-21, miR-155 and
cardiac dysfunction, inflammatory cytokines in sepsis patients. Methods 58 patients diagnosed with sepsis in
our hospital from March 2015 to December 2018 were recruited. According to left ventricular ejection fraction
(LVEF) within 24 hours after admission, patients were divided into LVEF < 50% and =50% group. In
addition, 40 healthy volunteers who were examined in our hospital during the same period were selected as the
control group. The difference of clinical data, circulating miR-21 and miR-155 expression, serum inflammatory
factors contents were compared among the three groups. Results  The trend of serum CRP, PCT, cTnl, BNP,
TNF-a, IL-2, ICAM-1 and circulating miR-21, miR-155 expression is LVEF <50% group > LVEF = 50%
group > control group. The circulating miR-21, miR-155 expression levels and serum TNF-a, IL-2, ICAM-1
levels of dead patients in LVEF <50% group were significantly higher than those of surviving patients (P<0.05).
The circulating miR-21, miR155 expression in patients with LVEF <50% was positively correlated with serum
CRP, PCT, cTnl, BNP, TNF-a, IL-2, and ICAM-1 levels. Increased miR-21, miR-155 expression and PCT,
TNF-a, IL-2, ICAM-1 levels are risk factors for death in sepsis patients with LVEF <50%. Conclusion The

significantly increased circulating miR - 21, miR - 155 in sepsis patients is related to cardiac dysfunction and

A2TA . BEAAAFEET A (81370615)
A AL 1. W & B M E TR ICU, 7T &, %7 1 450000

2. FRM s B RS WA, BT, #6 450000
*BAEHES R, E-mail : yuezhishanlu6@163.com
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increased inflammatory factors. It is also a risk factor for the prognosis of patients with sepsis and cardiac

dysfunction.

[KEY WORDS] Sepsis; cardiac function; miR-21; miR-155; Prognosis

i B A PR BRI 5 RS 1 4 B RAE W 2R A 1IE
A — 2 R R R R FEAE R 5 0T 5 | e 2 4 B D) e
R &AW ROAMERE K O IE 2 kBRI
Jpa At i UL 7 SREEN B, MEREAE AR R N AR AE
97 P4 R BB TR R 8 A0 B IR - 1 K i 225 |
AL UL M A3 5 | 1 A JOE 6 455 Th B DR , 7 1HE 2
fitlh AT HE UG A B0 I I AR ve T 2 4% B DI g b
it A TR, Z2F /N RNA (microRNA,
miR) BIE S S 5 MeREAE O L3 L 98 E S I (1) 3
P2, Hih miR-21 & miR-155 Pl miRs 75 M5 4E 4
FHHPEA R SRR miR-21 Fl miR-155
A HE I [ 8 7 22 S 40 M IR 1 10 3k S 4k, R
e B E A IO ) i B A5 S8 3 76 PR miR-21 A& miR-
155 I 784k 5 RAE PR 70 WA 195G 3R B PR A ST
KULHGGE o R, AR BF 504 00 5 e 35 A8 5 1 26
miR-21, miR-155 251k 5.0 I HERR AT  RAE 4N T
FIAEEE , 43HT miR-21, miR-155 284k 5 MeEERE 4
oI BE R B CE DG B TRUIS AR G, LA I
PRIEH e B A 510 DI REBE 1S B34 (R0 15 I )5
PR

1 ARSI

11—k

e 2015 4F 3 A & 2018 4F 12 A WRI7EA B2
W Sy e B i 19 58 11 FR B VR IR A S . A bR
HE: OFF G MEFRAE M IZWbnifE s QI R GEORH S TS
TR SR H s D ABEJA 24 /NEE P 352 00 I 22 35
PG s A BE I 24 /NP B3 B ik 1L K% 1 75 A
A, @ BRELFIRY OSBRSS H
B br i« DA I 2B A 0 dE O LR L0 WL
BE s @4 I Mk R | 45 4 2 209% s @ I B IE T E
ZH LD YRR AT . ARG AL 24 /N O EZ
A ) A 45 B4 ) LVEF<50% 2H % LVEF=50%
o Ty HCRVHAAEAS B A 1 f B 75 SR 40 B4R
X HERAL . ARSI 3 A AR B S B2 B3 ) Ak i
1.2 Fik
1.2 LIIRERIINE

[ TEAE S A B 24 /NI N 352 PR35 O IE &
AR PR R A, 0 R A AR A R A B AT R 2

W R A R SRR 1-5MHz, 3k UK B 55 A2
O ZE R A MG 5 DN 7 0 25 43 11534 (left ventric-
ular ejection fraction, LVEF)
1.2.2  fEH miR-21, miR-155 &35 4

WREEARE R ABEIT 24 h PSRRI ¥ ki 3 mL,
Xof R A B ARG B SR A I KU 3 mL, R FH 1LV
RNA 2 B 57 & (db o | R A | it 5 .
BTN3071-1QS) #2 i RNA, % F] miRNA cDNA 45—
A A & (AU RAR A F] LS KR211) S 7 5%
4 cDNA, 2% miRNA 752 f PCR ASIHAH] &
(LI KM F S FP401) % miR-21 .miR-155.U6
HATY 1, miR-21 19 L5198 5’ -GATCCTAG-
CATCGTAGCTA-3' . Mifs | ¥ il A &im H 5 149,
miR - 155 B [ i 51 ¥ & 5’ - TAGCTAGCTAGC-
TAGCTA-3' . MiEs |9 A &Hs 5 19 U6 B9 T
W51 M 5'-TAGATCGTATAGCTAT-3' . FiiE5 19
J 5'-TAAGCTAGCTAGCTAGCTA-5', ¥ )%
$9:95C 3 min J5 95C 15 5.60°C 30 s, & 40 MiE
I AR EPEI L L R AEIRHE (CO) , DL U6 NS, 4
HEATL 2438 miR-21 .miR-155 FAHXTF 57K
1.2.3  ILTF AR A8 A A 20 i PR 1) A

Jie 5 0 SR E A BT 24 h PSR A I Bk af 3
mL, i 8 A 7 J 2 ARG I R A I bk i 3 mL, 5
A3 B I3 Je R F 4 A S A A4 A (DL o & IR
o], S AUS800) Il 22 C Jz )i 2 [ (C-reactive
protein, CRP) . %45 2 Jii (Procalcitonin,, PCT) | JJLES
#E 1 I(Cardiac tropnin I, cTnl) | isi £/ K (brain natri-
uretic peptide, BNP) (1Y 75 &, 5% H] - HEBEHE 2 w] 4z
F1%) il K B 5 TR o 92 1 7] 6 00 ok 98 IR B8 A F - o
(Tumor necrosis factor - o, TNF - ) ( it 5
ml077385) . 141 % -2 (interleukin-2, IL-2) (#t 5 .
ml028590) . 40 Jitg [a] Zh B 43 T~ - 1 (Intercellular adhe-
sion molecule-1,ICAM-1) (4{t5 : ml060413 ) /Y & & .
1.2.4 Stk

K H1 SPSS 21.0 FA4F EA T 8585 4 Bt , T80 R
Fn(%) R AT R TR FORHH (x£5) RR
P2 ) e AR H ¢ R B, 22 21 8] LR Oy 22 0
BT o AHIEVE SN BT R JH Pearson £ 5 , 22 K 2 40 B %
H logistics [F1IH73HT, P<0.05 RS A G E X
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2 #HR

3 H— R RY
32 [P 1 AR RS BMI Y ELES, 22 R Gi2F

2.1

& X (P>0.05) ; Ifil 7 CRP.PCT.cTnl .BNP 7 [t
ok W LVEF<50% 2H <LVEF=50% 4f < %} 18 21 |
ERAGITHFE L (P<0.05), WE1,

Tl 3HEH—MEMMEIEE (vxs)
Table 1 ccomparison of general data among 3 groups (x+s)

g Xt R ZH (n=40) LVEF=50%4H (n=38) LVEF<50%4 (n=20) Z/F i PE
PR (B 12) 23/17 22/16 12/8 0.036 0.982
(%) 42.39+9.59 45.12+10.92 40.39+11.87 1.432 0.244
BMI (kg/m?*) 22.93+5.82 23.14+6.14 22.46%5.67 0.087 0.917
CRP(mg/L) 3.28+0.62 30.38+7.82 61.39+9.94 530.616 0.000
PCT(ng/mL) 0.58+0.08 3.29+0.68 14.69+3.94 417.803 0.000
¢Tnl(ng/mL) 0.45+0.08 0.68+0.12 1.52+0.20 481.609 0.000
BNP(ng/L) 32.93+7.95 63.29+10.29 132.29+21.29 417.546 0.000

2.2 3 HEH miR-21, miR-155 K Ifi. 775 4 4 K+
A H
PGS miR-21, miR-155 F&iAH K IE TNF-o .

IL-2 . ICAM-1 7 & e B 45 R 87 . LVEF<50% 2 %
B, HOR & LVEF=50%4H , % IR 1%, ZE R A &
s X (P<0.05), W#E2,

%2 3ZHMEIN miR-21,miR-155 B 175 TNF-a IL-2 . ICAM-1 B Lb%E (x+5)

Table 2 comparison of circulation miR-21, miR-155 and serum TNF-a, IL-2, ICAM-1 among 3 groups (x +s)
2H 5 n miR-21 miR-155 TNF-a(ng/L) IL-2(ng/L) ICAM-1(ng/mL)
X HE2H 40 1.02+0.19 0.97+0.16 9.38+1.32 14.28+2.37 126.49+17.96
LVEF=50%% 38 1.42+0.23 1.38+0.19 20.19+4.82 32.93+6.48 349.58+62.39
LVEF<50%% 20 2.19+0.42 1.83+0.32 57.92+9.94 82.93+13.28 649.39+85.93
F1§ 129.091 113.378 543.380 586.608 592.120
P{H 0.000 0.000 0.000 0.000 0.000

2.3 LVEF<50%% miR-21, miR-155 55 Ifil {# 48§ #
B A

LVEF<50% 4 f& % ) ¥ miR-21, miR-155
#5551 % CRP.PCT,cTnl ,BNP, TNF-a IL-2,
ICAM-1 &R IFEML, ZR A% E X (P<
0.05) W3 3.

%3 LVEF <50%%H miR-21, miR-155 5 I i&H#5HR A4 < 14
Table 3 correlation between miR-21, miR-155 and serum

index in LVEF <50% group

% miR-21 miR-155
o rfl P r{H Py
CRP 0.273 <0.05 0.410 <0.05
PCT 0.306 <0.05 0.377 <0.05
cTnl 0227 <0.05 0.342 <0.05
BNP 0.285 <0.05 0.266 <0.05
TNF-a 0.329 <0.05 0.325 <0.05
1L-2 0.268 <0.05 0.367 <0.05
ICAM-1 0.402 <0.05 0.291 <0.05

2.4 LVEF<50% 41 " 7 1% I %6 1° /8 & 1 %
miR-21, miR-155 M IfiL 1% RAE K F 19 Heds

LVEF<50% 4 H 26 1° & % 19 1 2 miR-21,
miR-155 215 M M7 TNF-a  IL-2 . ICAM-1 5
VRS THGERSE, ZFASI¥E X (P<
0.05) WL 4.
2.5 LVEF<50%41 & 0745 )7 A O H &

PL LVEF<50% 41 & # & AL T-VE MBI 45 R
B 1 2%, LLAG PR miR-21, miR-155 & Ifil i CRP .
PCT .cTnl .BNP ,TNF-a .IL-2 . ICAM-1 £ H ZE i
HEAT logistics [71 19 23 1, miR-21, miR-155 ik
51 ¥ PCT.TNF-o . IL-2 . ICAM-1 & & & &
LVEF<50% [ it B¢ AE (8 5 S0 T 1 FE B B %, 1L v
CRP . BNP 5 LVEF<50% F) Jif¢ 25 i 5 % 56 1~ L W]
WXRRNES,

3 it

I e M T 3 )l A
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%4 LVEF <50% AP 1EiE R T BEREF miR-21, miR-155 K [f17E TNF-a IL-2 ICAM-1 BJELEE [n, (x+s) ]
Table 4 comparison of circulation miR-21, miR-155 and serum TNF-a, IL-2, ICAM-1 between survival and death patients in
LVEF <50% group [n, (x+s) ]

LVEF<50%%H n miR-21 miR-155 TNF-a(ng/L) IL-2(ng/L) ICAM-1(ng/mL)
1 B 12 1.57+0.27 1.48+0.23 41.23+7.42 62.58+10.38 501.23+68.69
YT 8 2.75+0.54 2.18+0.41 74.61+13.28 106.61+18.59 795.51+101.29

HE 6.505 4.906 7.233 6.817 7777
P{H 0.000 0.000 0.000 0.000 0.000

&5 LVEF <S0%BBERTHERPEXERSH
Table 5 related factors analysis of treatment outcome of

patients in LVEF <50% group

Kz  BH ORMH 95%ClI Wald i P&

CRP 0.182 1.284  0.883~2.294 1.194  >0.05
PCT 0.329 1.859 1.323~2.938 6.696  <0.05
cTnl 0.291 1.676 1.149~3.029 4.848  <0.05
BNP 0.209 1.139  0.773~1.589 0918  >0.05
PCT 0.737 2.029  1.448~2.938 8.595  <0.05
TNF-a 0428 1.575 1.277~2.575 5.585  <0.05
IL-2 0.272 1441 1.103~2.669 5.019  <0.05
ICAM-1 0.347 1.395 1.084~2.774 4.273  <0.05
miR-155 0.312 1.838 1.258~2.912 6.012  <0.05
miR-21  0.298 2312 1.575~3.382 8.391  <0.05

BEFET R MRHEIE B R A DI Re et iy 2
o 3L AR 3L R A PN AR IE L N Y B TR0 R T
W MM £, miR-21 Fl miR-155 43 51§
1] JAK2/STATS il % . TLRA4. 3 % S & 40 1 R 4
JE BRI s 2 MR AE JR A IR PR 1M, miR-21
K miR-155 [ F R B3 L2 et al I,
TGS T miR-21 2 miR-155 7E M EE4E 4 IF 0
ke kg i v A (I & B8 miR-21 & miR-155
FIR M 2 5 M AE B O DI BE RS 1 R A A G,
558 H B MEERE A I — 2, X — 25k
1 D PR AT g S AL AR BIL I A O, 78 MR AR
FORAE SN 1 FE U B AR miR-21 2 miR-155
FERAAZERS Z LR R 7R .

HEAE LI 0 2 i UM B AE R8T R A O DB
BEE B Y B B (K K, CRP M PCT & FH TN R0 ik
FERFE AR "2, cTnl K BNP 2 T PEM O LI 35 %
O INREGR FFEFR " o ABIFFE IR S0 Bk s , 7 ik
BEAE B0 D REER ALY i F2 b, CRP . PCT . cTnl
BNP & 8401 i 75 F H. LVEF<50%4H H % miR-21,
miR-155 £ ik & 5 [ {#% CRP .PCT.cTnl ,BNP & E
A, BEAJE PR miR-21, miR-155 FiAH L 5
W EEIE A IO DI REBR AR 0 17 & R AR LA O, 45 &

miR-21 J miR-155 PF A1 (30 58 V| A, ik =3
i A I 0> Ty Rl B i e 1 & R A2 ki A8 v miR-21
Je miR-155 {934 22 A J2 UARAZE AL AR 5 5E I 1) 9%
WRTBORW |, O WA AT 88 K A= T Bidi

miR-21, miR-155 4 A4 Y12~ AE R0 ] R
JiE I, EEEAE A IO T BE B A 5 34 6 25 miR-21,
miR-155 F ik (3% 2 rTRESEALA B oA 1A
Pl TNF-a IL-2 ICAM-1 Z7E AL 1L h A
A SN 1 FE B0 PR T AR AR 5 X SR AE R
T 5 B e S, 76 M BRI £ O T BB Ak i i 7
i, Ifl 3 TNF-o  IL-2 . ICAM-1 2 & 34 8 8 T} 5
H LVEF<50% 41 miR-21 , miR-155 ik & 5 Ifi i
TNF-a . IL-2 ICAM-1 2 IE X, X — xS
miR-21 & miR-155 /- I RAE A —3, Hn] fE
) S5 DR 2 R B FR R ) miR-21, miR-155 34 %
AN AR SR AE S B TR, 5 B S 1 SRR
R AP EATAE , DR H B T 22 Fh 0 0 40 R 7/
KR

5, ASHIEFE 30 X e T AR A B TS AT T
B 7, 2 H R AET R S AF TG R A miR-21,
miR-155 A 225 1] 1, 535 miR-21, miR-155 Fik it
(3 2 53697 45 R O, FET- B I 1E 2R miR-21,
miR-155 Kk \E ¥ B & TSR E ., L
1 logistics [0 943 58 IF miR-21, miR-155 F k&
e iE A OIS R EIRIT S R B OE &
AT : miR-21, miR-155 33k & 3 22 & e 0 &
I 0 Ty RE i 5 R & AE T B Ik S G I R 2R 1
miR-21, miR-155 335 &8 X I #4E & I 0 D g i
15 £ 1 s HA S M A

vz F R TR0 B 2 PR miR-21, miR-155
R 1 2 5.0 T Re R AT A G | [R) i A 2 5 i i 7
iE G 0 T AE B AT AR E TS RS & Kok
miR-21, miR-155 AUBEEAE H PR ik B8 5E 5 JF
DT BE R A B I B T AR A

(FT#%4497)
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PRl 2 e /R EE A O 11 PCR 54T
R APAREE FRAAR

(8 E] B8 g7 A8 BB P F T I PR A I 041 5 28 /) 18 B 1) S 3008 it PCR %
Tk RO RIS recA BT 51T T80 PCR 43940 19, WA+ T8 E 7t PCR
HINEI o 435 AR 28010 5 8 JR T S5 200 TR R AR iR OSSR, LASMS |35 55— %6 PCR 93 ; i/ PCR 7™
Wy, AN 51T YR 56 6 8 B PCR KGN recA D235 KF , AL S 3028 2 B PCR L I 5
Mo TRIPREEE 2007 7o 82 IR B8 T A0 TR (K 4 DNA EFT o BE B BE T R, b2 b AT S0 e Bt PCR, ffi 8
W RS, 5 TSR PE0E f PCR EF Vitek 2 Compact {2543 IS5 35 Bl PRATAS , Lb A i 11
Kt )y, SR HATOEE i PCR VA HEXVE A sO e /R PR A A 38 i 26, i JAb AR ISR 5 5
G, S5 % B PCR AR T FRE 1x10' CFU/mL B TE R A 1x10° ng/pL (5L 2H DNA, A 855 1)
R, HATOEE 5 PCRIEREA UGN 14 F1I PRARASAAE 1 20 5o g R A R (R HH R 40.0% )
fi Vitek 2 Compact [N H 10 5] (Kt 200 28.6% ) , Hodb a4 IR, &8 SR 9O6ER PCR %L
AT A AN ELR I FH I RS A 5, S FLRR S R BRI S e ol (A AR R AR

[ER] FERAMN TR RMEE; recA RN 5 $a00EE B PCR; I PRAG I

Establishment of nested fluorescent quantitative PCR for rapid detection of

Burkholderia cepacia

LIN Liying*, DENG Suiyan, GUO Xuguang

(Department of Clinical Laboratory, the Third Affiliated Hospital of Guangzhou Medical University, Guang-
zhou Guangdong, China, 510150)

[ABSTRACT] Objective To establish a nested fluorescent quantitative PCR method for the detection
of Burkholderia cepacia (B. cepacia). Methods According to the sequence of recA gene, the external prim-
ers for PCR amplification and the internal primers for fluorescent quantitative PCR were designed. Using the
reference strains of B. cepacia and other bacteria as templates, the first round of PCR amplification was carried
out with external primers; the PCR products were used as templates, and the expression level of recA gene
was detected by SYBR Green dyebased fluorescent quantitative PCR with internal primers to evaluate the speci-
ficity of nested fluorescent quantitative PCR. At the same time, the bacterial solution and genomic DNA of B.
cepacia were diluted by concentration gradient, and the nested fluorescent quantitative PCR was carried out to
determine its sensitivity. Finally, 20 clinical specimens were identified by nested fluorescent quantitative PCR
and VITEK 2 compact respectively, and their detection ability was compared. Results Nested fluorescent
quantitative PCR only had amplification curve for B. cepacia, but no detection signal for other strains. At the
same time, the detection limit of nested fluorescent quantitative PCR was 1x10" CFU/mL bacterial solution and
1x107° ng/pL genomic DNA, which had high sensitivity. The nested fluorescent quantitative PCR effectively
detected B. cepacia infection in 14 clinical samples (detection rate=40.0% ) , but only 10 cases were detected

by VITEK 2 compact instrument (detection rate=28.6% ) , among which 4 cases could not be identified, indi-
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cating that the nested fluorescent quantitative PCR had more accurate detection performance. Conclusion

Nested fluorescent quantitative PCR is an effective, rapid and direct method for clinical detection of Burkholde-

ria cepacian.
[KEY WORDS]
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Figure 1 Amplification curves of nested quantitative PCR

for different bacterial strains
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Figure 2 Amplification curves of Burkholderia cepacia with

different concentrations by nested quantitative PCR
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Preliminary study on the effect of 56°C heat inactivation on the detection of

influenza virus nucleic acids
ZHOU Bailing, YANG Guangneng, CHEN Junling, FENG Xingxing, XU Bin, KUI Liyue, DU Tingyi*
(Department of Laboratory Medicine, Kumming Children’s Hospital, Kumming, Yunnan, China, 650100)

[ABSTRACT] Objective To explore the effect of heat inactivation at 56°C for 30 min on the detection of
nucleic acids from influenza A and B virus. Methods From January to February 2020, 47 cases of influenza
viruses which were positive in oropharyngeal swab specimens detected by quantitative real - time polymerase
chain reaction (qPCR ), including 21 cases of influenza A virus and 26 cases of influenza B virus, and 14 cases
of influenza A and B virus both negative in oropharyngeal swab specimens detected by qPCR were selected as
the study objects. They were divided into two groups. One group was detected by qPCR without heating, and
the other was detected by qPCR after heating at 56°C for 30 min. The results of the nucleic acid detection were
compared between two groups. T test was used to compare the two groups. Pearson correlation analysis was used
to analyze the correlation between the two groups. Results The coincidence rate is 100% of both influenza
virus positive and negative samples after heat inactivation compared to non - heat inactivation. The cycling
threshold (Ct) value of influenza A virus before heat inactivation was 26.98+5.07, and 27.95+4.76 after heat
inactivation. The Ct value of influenza B virus before inactivation was 24.83+3.77, and 24.80+3.32 after heat
inactivation. There was no significant difference between the Ct results between two groups (P>0.05).

Conclusion The method of heat inactivation at 56°C for 30min had no significant effect on the qPCR test

FAR B R AR TR KRR A B F R K AR 6 £ A2 R B (2020-1-N-057)
4?73‘%%1- BT ILE ERARF, &, 29 650100
BAZAEA A EE L, E-mail : timkally@163.com

%
2t



© 442 - ATEWEIRITAE 20204F4 A

2% B4l T Mol Diagn Ther, April 2020, Vol. 12 No. 4

results of influenza A and B virus in oropharyngeal swab samples.

[KEY WORDS]

viruses; Oropharyngeal swab
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Table 1 The gPCR results of unheated and heat inactivation
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Table 2 Comparison of the qPCR results between
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15 X Ta) LA, H7E AR X)L ) 22 (B 7R I PR
Al DL 32 DL 1A B B ol & U 18 1) gPCR K
W43 Br s , Horb 3.8% (1/26) 1Y 5 7E 95% 1 — £
PE SRR B AR X R LS, /N T 5% , FLE A X [A]
PLN I 2E (A I R _ErT L2, WK 1B,

! % 0
- 20 25 30 35 40 20 25 30 35
> Fr -
-10 S8y
-15 A B

TE = P A Dy W3 O 5 HO 45 2R 204, 6 By £ B U B 75 A9 4
Ko
Bl RIS BRI o 2 I 2 R — Bk A
Figure 1 Analysis of consistent results between unheated

and heat inactivation

2.3 Uit B B AR AS R B R BRI JS Y
qPCR Z5 R b4

XF 14 {51 FH Y 0 % B B £ B Tk RO 75 A% TR
G I BR A 7 IR A AR 2R AT A IR AU A S 1Y
qPCR %5 5 A8, IR 45 54030 P2 3 BA
PEZERAF G2 K 100%

3 it

TR R 9 5 1 7 1R S B AT A 19 4k 2 3K
TR ST 4 ) U RS [, B 95 7 1) v RS H 2
IR, HAE AR A AR G M i g kgt 5k
o FTE B AR 11 o R A A 1% 3 75 A0 0 Y )
i e B KNG HAS B Yz s 1 IR R T
T BRI P T R IR | P A 5 A
PERREE 1457 W I A 0 o T I PR AGE 56 1
R S A N B R A Gt B B0 P R 1)
B (AR IR B | D /R R0 5 S U i 45 ) KL
B, B 22 BT 5% O 4 T M0 B AL 97 s AR I B K T
Jei W A A R R i AR TR K Je X A
i R0 ) ) 5% i BFF e A0 o B L AR R IR TR
T X SARS Se R BE BT I OIS SR A 5T R
K, 56C .60 min F 56°C .30 min X} SARS TR
B UG R GE, [R) B e i BE K 30 min &2 60
min BRI 5 AR AN T BREEFA U AE B 58 R R
56°C .30 min 1 75% £, B4 FRAA K35 A FR A b A
25 S FLA B S A FH O H— B0PE R 5k ik
S5 1 BIF 5T & IR A VA A W A T T 0 ) 390 ) £
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T, 56°C K i T BOR AT ME IE TS S 6 R
RNA [ B & B A, I 75 I RNA i 410 i 570 /5 00
RNA AT 2 — R 35

AHF5EF 1 56°C . 30 min #4795 75 K3 , I
JEE R A TS B A e PR B 1 () B A R U
R 3% X S 6 = A R AG TN B S W K AR P
BN — B o0 M e 22 55 235 SR vm] L % B PR R 37 U
95 75 PHPEARAS Hh A = BAR AR IS o C{E R i
TEAR T A M AR E) C B, W78 278 30 B 75 BH M b
A s, R IAE NS L Ce B R MR T 4 Ct
LB G, % 8RN 8 L =45 On g it
Y BE TN IS R AT LA UE RNA FIEE - E A 910
A3, R 8 A 0 KT 5 A% R R B T
@A) BRI 114y AR 3 SR 5 1) 3 R AR A
Shy— o, T S B B AR A AT BE B A i JRR
o3 5 9 S [ 37 280 1 AS ] I 0 22 (8] 0] B8 X 4R K0
IR A — s Q1T RE T T B IR S iR i 4
R AR 22 o 7E R IR0 B 75 A S 86 v, AR
) qPCR 45 5 5 i i 25 5 KT 2 A8 80w
BEM 22 5%, 245 50 BRI 95 25 J5 6 R 37 s
BE ORI 503 55 M 5K iy AN A A

TINER I T B 1) 7 VAR 1 B 48 T [l i AR5 |
A H A A2, X REAR A TN 5 25 14 i A
PAT DR ARG 0 2 A% R ARG TN 52 56 25 N B A JER e XL
W o Xt T AR 4 I 2 7 R TR A% R ARG T 355 A
TEANTRIZE DL X Jy i (AR o ekt g 2 Rt
TR I m HE B K30 T B0 75 A% R 4G 10 445 7 1)
M TEAS 0 A 38 U R E B R ORI A 9 5 A
T iR 52 06 2 Xof 2 KU REAR G A A L ) sl A
TR T G e 6 R B 1 0 I PR32 T 0 8 591132 W
BT, LR A BB SR, IF
T 58 I T BRI PR AH S 4G I 35T H A 52 i)
A

AR S8 2 5 N I3 9 7 10 w0 A B 5 b &
B, X T B AR SR F I 56°C 30 min 2K 36 5 75
Je B AT RO RO B DL M & RN O RO B Y
qPCR i , HL4h S 38 A B 5 5 W (HL 7R AR A 52
WAFTEF AR R Z Ak O T8 = KR, A
BEHEAT KOG 5 R R AR, NI TG EAG L 2 1
I B KA B RCR DR ok G e I S 6 = A 1) A6 )
U4 TR 7 R BE 1 AS R 58 41T s @ X T i 18
B FH MR A L, 55 FHEARAS &7 LD ((UAT 4 161)
FE AR 350 B B 559 BHAMEBR AR ) | 1 R BE A 800 Al

I R L S T A TR A TN W SR FH P A AR 19 5
Wi o AU AW FT 58 4 AL H A 0 A L A
03 e v B BE AL R 25 R 3R R A5 B 5 O A S8R £
il o LIRS R AR BB ST R PG v A5 B it — 20
B SE R

&% 3Lk
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2 TRk bR 9 8B4 200 8l bk b )22 ISR 5 hs - CRP,
UAER A0 H:

HE MR AR

[ ZE] BB %42 BB G (T2DM) 205 8 sh kb )2 IS EE (CIMT) 55 ¢ i A
(hs-CRP) . JR 145 [ HE M 2 (UAER) (9 AH 61 . 35 WBE AR BE 2018 4E 1 A & 2019 48 12 H WA 1)
T2DM 3 63 1], % FH % {6 22 3% 888 7 12 W ORI CIMT , 4 F CIMT 4341, 1F % 41 (CIMT<0.9 mm ) 18
1), 14 )5 20 (CIMT0.9~1.2 mm) 23 ] , BE He 40 (CIMT>1.2 mm) 22 {5l . %f [t 3 4 4F #% . ¥ 51 . T2DM ¥i%
2 . BMI, WHR W47 [ (SBP) &5k K (DBP) B B BE(TC) H il =5 (TG ) %5 25 B Mg 85 11 I &
(HDL-C) i £ JE 75 11 IH [ B2 (LDL-C) .25 IZ M85 (FPG) L i LT (SCr) .25 I8 JE 5 3% (FINS) Bi{k i 21
F M (HbAlc) & J5 2h M 4% (2hPG) I C /2 1 B [ (hs-CRP) | JR 1 2 F1HE 38 (UAER) S8 %8 kL, 40 Br
CIMT 5 hs-CRP \UAER fAHXCHE . &58R 3 4H4F % 147 . BMI.WHR ,SBP .DBP FINS . SCr [L#¢ , 22 5+
TG it L (P>0.05) ;3 41952 \HbAlc . TC .HDL-C .LDL-C .hs-CRP .UAER 4%, 25 S H it 5 L
(P<0.05) ; iR 4] 34JE4 FPG . 2hPG . TG M i & T IE# 4, 2 5 A 5113 & L (P<0.05) , T2DM £ #
CIMT 5% #¢ .FPG .2hPG .HbAlc . TG .TC LDL-C .hs-CRP . UAER % iF #H 5 1% (P<0.05) , 5 HDL-C % 71
AFAE(P=0.027), 51 T2DM ¥ CIMT 4 hs-CRP 5 UAER #4156, hs-CRP 5 UAER 154 46 ]
TPl T2DM F8 & R 428 5 AS .

[SEEIA] 2 AV IR ; Tl kb )2 NRRIEEE s W C SO 8515 R A A P HEE 3 5 A OGP

Correlation between carotid intima thickness and hs- CRP, UAER in patients

with type 2 diabetes mellitus

XIE Jun', SUN Yuanyuan®, YU Qigui'

(1. Department of General Medicine, The No.2 People’s Hospital of Heifei, Hefei, Anhui, China, 230011 ;
2. Department of Clinical Nutrition, The No.2 Hospital of Hefei, Hefei, AnHui China, 230011)

[ABSTRACT] Objective To analyze the correlation between carotid medial intimal thickness
(CIMT) and high-sensitivity C-reactive protein (hs-CRP) and urine protein excretion rate (UAER ) in patients
with type 2 diabetes (T2DM ). Methods 63 T2DM patients admitted to our hospital from January 2018 to De-
cember 2019 were collected, and and the color Doppler ultrasound diagnostic instrument was used to detect
CIMT. Based on CIMT grouping, 18 patients in normal group (CIMT <0.9 mm) and 23 in thickened group
(CIMT 0.9~1.2 mm) and 22 in plaque group (CIMT>1.2 mm). The age, sex, T2DM course, BMI, WHR,
systolic blood pressure (SBP) , diastolic blood pressure (DBP), total cholesterol (TC), triglyceride (TG),
high-density lipoprotein cholesterol (HDL-C), Low-density lipoprotein cholesterol (LDL-C), fasting blood
glucose (FPG), serum creatinine (SCr), fasting insulin (FINS), glycated hemoglobin (HbAlc), high-sensi-

tivity C-reactive protein (hs-CRP), and 2h blood glucose after meals (2hPG) , urinary protein excretion rate

A AT B 2017 R BCE A ZEBR B RIS % 3B (1704£0804042)
MEHBAL ] AT H AR ERAHRE A, 28, 402 230011
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(UAER) were compared, and the correlation between CIMT and hs-CRP and UAER was analyzed. Results
There were no statistically significant differences in age, gender, BMI, WHR, SBP, DBP, FINS, and SCr
in the three groups (P>0.05). The differences in the course of disease, HbAlc, TC, HDL-C, LDL-C, hs-
CRP, and UAER in the three groups were statistically significant (P<0.05). FPG, 2hPG and TG in the plaque
and thickening group were significantly higher than those in the normal group (P<0.05). CIMT was positively
correlated with the course of disease, FPG, 2hPG, HbAlc, TG, TC, LDL-C, hs-CRP, and UAER in T2DM

patients (P<0.05) ,

and negatively correlated with HDL-C (P=0.027). Conclusion CIMT and hs-CRP are

closely related to UAER in T2DM patients. The combined detection of hs-CRP and UAER can predict the early

assessment of macrovascular disease or AS in T2DM patients.
[KEY WORDS]

nary protein excretion rate ; Correlation

N 2 U PR 5 (Type 2 Diabetes Mellitus,
T2DM) [k HE B E K, 452K T2DM T £ G0 &
FEJR R IGRESAGIE R . IR A O i A AR R
FET-H) T2DM 3 % m , 8l Bk o)+ A 4L (Athero-
sclerosis, AS) W J2HH R Jog F8 70 i 1l 785 ik 12 e
B E . BEFEIAN"™, T2DM B3 S sh ik 2 i
JIF JEL B (Carotid Intima-MediaThickness, CIMT ) 3
P2 & A AS FUHFE bR . XI5 Ch , IR
FAR RO R A S e m N R 22—, IR & O
L A8 S 0 S SO 4R b o WFSEIESE Y, T2DM 5
AS g A8 HE 8 R 2 A 18 MR SORE I, C WY 2R
(C-reactive Protein, CRP) M J& AS % ¥ 1 2 br i
Y2z — {8 T2DM H & 5] CIMT 34 8 i3 B AF
16 Ik 2 CRP, & A B 50 46 WU 8 B C ) i 25 M
(Highsensitivity C-reactive protein , hs-CRP) 55 JK [
5 FHEMR (Urinary albumin excretion rate, UAER ) ,
HEAT T2DM £ % CIMT 5 hs-CRP, UAER HJ #f]
Ktk

1 WM&REFE

1.1 X%

W AE A B 2018 4F 1 H & 2019 4F 12 H GG H)
T2DM & # 63 f , 4F #% 53~72 %, F ¥ 4 ik
(63.81£6.02) % , H 1 41 i, Lotk 22 1] . ¥k A
5 2 BORE R B TR 6 FE (2017 4D 2 Wik
S R 1~17 4R P H R R (9.52+4.17) 4F . 4
VNN ®T2DM Wiz @I (3 4~ A W) ok
Yo QR VLE M, W EAT N R DT S A5
L @ﬁﬁﬁﬂ%ﬂ&ﬁﬁt&%ﬂ% TEAZR Y © T AT R
HRFEHCEFZEMERZER. HEBRinE: Q&
IO QN B T RE B AT s O FF o RGP
@ AR MR I 5 B Iigd s © s 1 s DR R |

2 diabetes mellitus; Carotid intima thickness; Hypersensitive C reactive protein; Uri-

s @B IR 5 & B P20 728 A I g AR
5 QU BU O WU FES R 5 o A 525038 o R B S
PR G SR =
12 ik
1.2.1 CIMT ¥

% H LOGIQ500 #% {7, Z 3 i) i 75 12 Wi {X
(3£E GE) , B & 73, T2 5 R, i e
T R TR, DL AR A AR Sk, R % 8.2~10.0
MHz , Il 5& 72 47 W5 fll] CIMT, 0] & 5 3%k £ 351 i 5h
Jik 58 SRR K 35 P9 A0l ik , 34199 4 28 SRS K Ll
O 1 em i IEC 1 em s5, RO 35 3 Jhk W 12 A4~
SOIRZES CIMT ¥E AR R 255 . 2% (P E
1o I K B 96 36 F ) E B B ik o R B AL 0 AR B

PERAE K T2DM B 4 4 1E % 41 (CIMT<
0.9 mm) , 4 J& 20 (CIMT0.9~1.2 mm) , B B 4
(CIMT>1.2 mm) .,
1.2.2  BERpEE

AR MR T2DM R R | B R E

R FEl R, TR E 45 £ (Body Mass Index , BMI)
5 R 1 (Waist hip ratio, WHR ) ,
1.2.3  JEHRAa

W I FR 2 U 45 F (Systolic Blood Pressure,
SBP) . &} 5K H (Diastolic blood pressure, DBP) ., Hi
T2DM i # ShJE bk i (2512 ) 5 mL, & 1] COBAS
800 44> [ B A AL A ISR I 3 I [ 8 ( Total cho-
lesterol, TC) . H i =g (Triglyceride , TG) . /=5 % J&
fig & FH AH[# B (High density lipoprotein-cholesterol ,
HDL-C) X% & B £ 1 I [ B (Low density lipo-
protein - cholesterol, LDL - C) | %5 }& Ifi. #% (Fasting
blood glucose, FPG) . Il AL [ (Serum creatinine,
SCr) . %5 Ji& Jik 1% 2 (Fasting insulin, FINS ) ; & H =
A5V AR €0 3 43 B 35 A TOBE £k 1M 21 2 1 (Glycohe-
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moglobin Alc, HbAlc) s il ik f 92 Wz i ik A6 )
3 C Jx i % A (Highsensitivity C-reactive protein ,
hs-CRP) ; i # 1l #5452 b, HCOh J] K I
2 mL K I % J5 2 h i 4 (2hPostprandial blood glu-
cose,, 2hPG) ; B 3 h JRIK , FH 4 5 LU 3o 325 A ) IR
I 2 1 HE it 2% (Urinary albumin excretion rate,
UAER,
1.3 Git2Firik

K1 SPSS 20.0 HfF #EATHCHE 70 A, T BCRR
Phn(%) A7y fde it E SRR (ks) Kom , B IE
AT, AL R ¢ K5, Z2 41 R 5 22 0 Fr s #H G
PE 5341 R FH Pearson 5, 251 81 ik SEHRLAG [ 52 i [H] 2=
K H Logistic Z K Z [1H 5347, LA P<0.05 2 %4458
TR

2 HR

FF CIMT 2 45 44, 1E # 41 (CIMT<0.9
mm) 18 i (& 1), 3 J5E 40 (CIMTO0.9~1.2 mm ) 23 1]
(E2), BEH4 (CIMT>1.2 mm) 22 5] (K 3).,

2.1 3AIGIRGR AL

3 AW e . BMI,WHR ,SBP .DBP . FINS .
SCr tb#22 R It 2= B L (P>0.05) 53 4L 2 .
HbAlc.TC .HDL-C.LDL-C.hs-CRP.UAER [ #

B1 AWM CIMT 0.89 mm, Zf CIMT 0.87 mm
Figure 1 CIMT 0.89 mm on the right, CIMT 0.87 mm on
the left

B2 &M CIMT 1.02 mm, Zf| CIMT 1.03 mm
Figure 2 Right CIMT 1.02 mm, left CIMT 1.03 mm

B3 A CIMT1.21 mm, Z M CIMT1.40 mm
Figure 3 Right CIMT1.21 mm, left CIMT1.40 mm

23 H G E L (P<0.05) ; BEHL 4 1 R4
FPG .2hPG . TG ¥ i & TIEH 4, 2 5 A S it
B (P<0.05),%1,

R1 3ARKRFMHLLE (vxs)
Table 1  Comparison of Clinical Data of 3 Groups (x +s)

i A 1IEH 4 (n=18) R (n=23) B (n=22) FIH PAH
() 63.47+6.24 63.85+5.72 64.11+5.88 0.06 0.9438
B 11/7 16/7 14/8 0.3485 0.8401

I e (A1) 7.95+4.28 9.37+4.05" 11.24+4.12° 3.19 0.0483
BMI(kg/m*) 25.73+x2.17 25.62+2.05 25.43+2.09 0.11 0.8994
WHR 0.91+0.06 0.90£0.07 0.90+0.08 0.13 0.8809
SBP(mmHg) 131.81+13.07 133.54+13.52 134.07+13.66 0.15 0.8615
DBP(mmHg) 80.16+9.62 78.34+9.88 77.28+9.43 0.45 0.6428
FPG (mmol/L) 8.24+1.86 9.59+1.94* 10.42+2.25 5.73 0.0053
2hPG (mmol/L.) 12.57+1.51 13.78+1.63" 14.19+1.72* 5.17 0.0085
HbAlc(%) 7.36x1.09 8.11+1.13" 8.82+1.27* 7.72 0.0010
TG (mmol/L) 1.68+0.52 2.23+0.61" 2.57+0.66" 10.80 0.0001
TC (mmol/L) 5.73+1.02 6.45+1.12° 7.13£1.15" 7.98 0.0008
HDL-C (mmol/L) 1.51+0.17 1.28+0.15* 0.98+0.13* 63.44 0.0000
LDL-C(mmol/L) 2.71+0.31 2.99+0.36" 3.42+0.43" 18.53 0.0000
FINS (mIU/L) 18.96+5.43 19.34+5.62 19.73+5.77 0.09 0.9110
SCr(mmol/L) 73.46x11.68 75.31+12.72 76.08+12.85 0.58 0.5618
hs-CRP(mg/L) 2.07+£0.85 2.79+0.92" 3.85+0.97" 19.15 0.0000
UAER (jug/min) 18.69+6.28 69.73+15.88" 173.54+41.15® 182.68 0.0000

0 5 IE R 4 L P<0.05, 538 L4 18 'P<0.05
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2.2 T2DM % CIMT 5 HAths K R (14 560 Hr
T2DM i # CIMT 5 %% #& . FPG. 2hPG
HbAlc . TG.TC.LDL-C . hs-CRP,UAER & IF # ¢
Ve, 22534 G0 i2¢ 75 L (P<0.05) , 5 HDL-C £ A
Kotk , 2 A Geita7 L (P<0.05) 3K 2,
Fz2 T2DM £#H CIMT 5EMEZMNEX D
Table 2 T2DM Correlation analysis between patient CIMT

and other factors

AR r i P{H
SR 0.196 0.039
FPG 0.264 0.015
2hPG 0.253 0.019
HbAlc 0.297 <0.001
TG 0.246 0.018
TC 0.255 0.015
HDL-C -0.249 0.027
LDL-C 0.316 0.008
FINS 0.197 0.302
SCr 0.062 0.575
hs-CRP 0.329 <0.001
UAER 0.288 <0.001

2.3 g kBEHSER: F K Logistic [543

¥ T2DM % CIMT>1.2 mm (i 30 Bk BEHe ) 7
g KA i, LA AR FPG ., 2hPG . HbAlc TG, TC,
HDL-C.LDL-C .FINS .SCr.hs-CRP . UAER ¥ || 7%
i, 1T Logistic 2 [ Z [BIH 07, 45 R 453 1 A
HbA1.TC.LDL-C.hs-CRP.UAER J& T2DM H %
IRk FSPRBEH A fE B R N R, 22 7 A Gl eE
B (P<0.05),% 3,

R3 TNERPEIR B E 2 Logistic [E )39 #7
Table 3 Risk factors Logistic regression analysis of

carotid plaque

AR P Wald{d OR (95%CI ) P1{H

I i 2778 4.982
HbAlc 2.661 4.831
TC 0.762  4.125
LDL-C 0613 3.686
hs-CRP  3.079  6.407
UAER 2136 4.356

1.546(1.029~2.142)  0.025
1.438(0.985~2.021)  0.023
1.223(1.006~1.372)  0.029
1.825(1.297~2.605)  0.035
28.464(2.145~73.212) <0.001
8.564(1.208~43.597)  <0.001

3 itig

WaE & BT R4S R A8 A6 T 1) T2DM i
H 60% L) 1o BF5EHE T, Sl bk N EAE R AS &
2 AR, T2DM JIT 855100 1fi 6 2% IR 2 B

Sk S Jok I PN RS JRE | 9 34 A B o A A Ak BE e
JE 2 BN AE P EBEAE o B CIMT 2 Jz W 351 5
ik AS FEATFAFEFR
H R Il AR X T2DM I & K i 45995 22 18 9 PRI AIL
Hil M AR IS . (HAMFFEUESE I, T2DM 5 AS 1
kPR R E P AR, 32 40 M R T S R M R
Jamshid %35 Y, CRP 5 T2DM K AS %5 K I 4 9%
AR Y947 BH AR G , CRP AT i T2DM H & RAE
N, FLJE AS S fE MK E 22—, TSR,
CRP /K V34K A2 3 T2DM . #18PE & 5E ), i
T2DM i % & CIMT #4552 mi K 2% . # hs-CRP
FKEARAE A T | PEAL T2DM 8 R0 AS XU
Bk B o AR R 5 T2DM i
R LG50 78 A 5% VD DGR, IR A oo i A 9 95
MIERHERZ —, KEES VI, CIMT 5 24 h
PRIG O B A B AE G . AP AR LI,
UAER 5 T2DM % CIMT 2 iFAH ¢, HZ H &
Logistic [#1 94347 52 & 29 8 ik BEBR 1) e 15 52 1
£ RYRAEAHRM K, BiUR T2DM B #
FETER MR AR PTRE . 43 BTl A, T2DM 34 1
i R H K, BVAETE 4 B P o B2 20 M 2 RE
ZEAL, SE MR LA, 2 AU K i B B
SEMR 18k S8 RE M B B P SN X A2 54 P Rz 40 i B
BaEAE R, AR B K Il A s AR 5 AS HEJR YL ik
UAER W] 1E A J WK I 45 7 I A8 FR
AHIF 58 45 W HbA1 ., TC . LDL-C J& T2DM
BH I R T KBS R s P E e HEie
R[N, T2DM FE 6% | il g /K - B 98 4 J2 1y 34135
Z: 5 CIMT ¥4 )8 5 K i &5 A8 i 2 , SafAiysas
L e G L\ N1 S S B W S o NG|
255, AT RE S5 A FE e DISCA HE IR & 1l R A G
Zi I Frik , T2DM i # CIMT 5 hs-CRP 5
UAER % ¥JJ 4 5 , hs-CRP 5 UAER -4 46  7] 5
WF-fit T2DM A8 25 L K 45 2 5 AS o

5% STk
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(# Z] B %1 GDM 2 EFR 1 # OPG , TNF-a, I HK K FIIE B 2/ TNF-a L1 M H 5
TR RS TR AL AR B DG ORI IR o ikl T EOK 28 W2 BRI 5 325 00 it 40 44 GDM i £ i
40 2 EFEZ2 A 13 o OPG, TNF-a FLEIRIE 2 97K F-. 4T OPG . TNF-o FIARHE K 55 4T IR A PR 9 ¢
FERIAIETE, &R WIAWH R B, B . BMI. TG .\ TC .LDL-C H#, 22 % LS H 25 X (P>0.05) ;
44 . FBG .HDL-C . TG/TC . TC/HDL-C .LDL-C/HDL-C . AIP i £ 2 (HOMA-IR .QUICKI [t #% , 2% 54 4t
1T 5 L (P<0.05) . GDM 41 1) TNF-o 33k K755 T NGT 41 ; 1iif OPG | B Ik 2 A AR 3 /TNF-a 1) L {H
WHEMT NGT 4L, 2545145 L (P<0.05) . NEBEZE/TNF-o HLIE 5 58 5 R HKHT 2 1A E (r=-0.68,
P<0.05) , Hill =@M (r=-0.39, P<0.05) 15 g2 & Z BUsME 52 1EAE ¢ (7=0.69, P<0.05) . Z T M 01 H 43 H7
FW, MR 2/ TNF-o FUE 5 B0 5 ZARPUASI A IE . — e U340 M £ 1, GDM 5 OPG 7K - & 1E A1
X, 58K E/TNF-o IWAZ A, 418 GDM Z2IH MG 28 H 1) OPG /K- T 5 i g 15 2/ TNF-a L
{ELA S B AIG o 12 b3 T RS2 DTk 22 1 J 5 IR0 A0 I B S % v JXUE A B GDML 32 B R 97 W s )
ARAhRED)
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Diagnostic analysis of serum OPG, TNF - « and adiponectin in gestational

diabetes mellitus

WEN lJie*, LIU Ping, GUO Rui

(Department of Obstetrics and Gynecology, Affiliated Hospital of North China University of Technology ,
Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To explore OPG, TNF-«, adiponectin and adiponectin/TNF-a« ratio in the
blood circulation of gestational diabetes mellitus (GDM) pregnant women and the relationship with metabolic
syndrome biomarkers and clinical significance. Methods 40 women with GDM and 40 normal pregnant women
were recruited in this study. The levels of serum OPG, TNF-a and total adiponectin were measured using
enzyme-linked immunosorbent assay (ELISA). The correlation between OPG, TNF-a and adiponectin and the
degree of GDM was analyzed. Results There was no statistically significant difference in gestational age,
BMI, TG, TC, LDL-C (P>0.05). The age of pregnant women, FBG, HDL-C, TG /TC, TC/ HDL-C, LDL-
C/HDL-C, AIP, insulin, HOMA-IR, and QUICKI were was statistically significant between two groups (P<
0.05). The expression level of TNF-« in the GDM group was higher than that in the control group. The ratio of
OPG, adiponectin and adiponectin / TNF-a was significantly lower than that in the control group (P<0.05).
Adiponectin/TNF-« ratio was negatively correlated with insulin resistance (r=—0.68, P<0.05). Triglycerides

(r==10.39, P<0.05) were positively correlated with insulin sensitivity (r=0.69, P<0.05). Multiple linear

AL A A EFAHFEHLE LA (20191162)
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regression analysis showed that the adiponectin/TNF -« ratio was independently related to insulin resistance.

Binary logistic regression analysis indicated that GDM was positively correlated with OPG levels and

negatively correlated with adiponectin/TNF-« ratio. Conclusion the OPG level in the GDM groupincreased ,

while the adiponectin/TNF - a ratio decreased significantly. This ratio may be an effective biomarker for

assessing pregnant women’s high risk of insulin resistance and dyslipidemia, as well as GDM diagnostic and

treatment monitoring targets.
[KEY WORDS]

Insulin resistance

4 % B FK %5 (Gestational diabetes mellitus,
GDM) , iX &7 A ] SO AR S — 12 W
EPRET A2 N R, R E SR R iR —
GDM 2 S HURILFL ™ (I A2 10 0 7 5 & A
PRI A ZR A AE . AR S & 3 GDM R4
WERAEEMNEL., KEMHABEETFS5T
GDM Fy955 LA L) & J i B, S 4F K, 72 GDM e
R 22 HFSE T 9B &K (osteoclastogenesis inhibi-
tory factor, OPG) i 4 4 jfi Kl i g SR FE A -«
(TNF-a ) FI4T % 41 Bl 51~ An i X 2 (adiponectin) [
EHI® . OPG FrZ 581, 5 — oAk
WA SCHE, TNF-o S A RETE M2 [a] 5 | 2 e 5 =
AT FZ—. 72—, IREREAE bt
RN, 18 1 I AMP 3505 ) 2 TR , B9
e IR R 3 N i Y e € G E 1R 1
WEIE 15 — 2P JE B A5 I, IF AR U W Y 4 B
GDM & i) ] REHLH] . OPG . TNF-o FIJi 8K % X
S GNE A0 PR 1 R A 255 | R A R A B IR A2
FEWUARE A B ZEEL, NG RS . A5
B BT 5 1F # i B i ( normal glucose tolerance,
NGT) 2 I 2H A L GDM 2 1 1 WA 35 1 1 OPG
TNF-a, BB 2 FIAS I 28/ TNF-o FofE S H 540128
BIEAEYIFREYII LR

1 ABSHE

1.1 — BBk

PEHL 2018 4F 1 % 2018 4F 12 A fE4edb 3 T
T2 B e 7 Bk R I 42 52 K R i A A 1Y 40
# GDM ¥]7=1H (GDM 4H) , L) K 40 44 1 (IR 24~
28 JEIBTIEH M (NGT 4) . Firfi & A F IR e %
BAERE . ARSI IRAT B B0 B2 51 St
Eh=

PAFRIE : OFNG Sk IR T IR0 7= 10 s Q41
h22~35 % o HEBRBRUE Ny ; O ZE I NER B T RE R

Gestational diabetes mellitus; Osteoprotin; Tumor necrosis factor o; Adiponectin;

B QM A N 43 I 259 B 5 B I I A
B
1.2 EWitsif

GDM 132 Wr AR HE 100 5 11 AR 7 26 1 1 4
W dEAT I, 5kl 100 g A A A % T 250 mL
AR AN TR, 1 R AT S IR, 1T R
30 FrBROBCIL, 2 4 U3, OB AT 23 I
B PR A 5.6 nmol/L, — /Bt i M BE FBR b 10.3
nmol/L, Wi /NI S5 IfiL B I FR A 8.6 nmol/L, 45 % Tt
I b BRAEAS ] B> GDM.,
1.3 Hik

D R B I B s AR U, RS BRI
FECER K I 5 mL FHUALAE, 3 000 r/min &> 5 min
BRELIM Y . R A AR Y (Thermo, Multiskan FC ) fiff
B 0 08 TN 5 D5 175 TNF-o JEBX R R K .
i FH 42 H 30 4 164X ( Olympus , AU400 ) ] H 25
MLY% 4 %5 0 (FBG ) , B i1 [& B (TC) , H i — 2 g
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[ JIH [ 5 (LDL-C) (i Friedewald J7 F2 it & ; it
¥ 4 4 4% TC/HDL-C [, LDL-C/HDL-C I #1 TG/
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it FH IR & R HE DA S AR T4l (HOMA-IR ) 45
/5 X, HOMA -IR=(FPGXFINS )/22.5 i1 & JiE & %
P o R 2R MR K A 45 4 (QUICKTD)
QUICKI=1/[ logFINS ( wU/mL) +10gFBG (mg/dL) ]
FH A TR 5 28 U
1.5 Gil#obr

K F SPSS 19.0 G it 8 4T /3B o T T
B (x +5) 7R, 48] 25 5 HO B HE SR ¢ K 0 o
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2.1 WA A R BORH L

PIZH Gk} A R, G . BMI. TG .\ TC .LDL-C
L, 22 55 LG 27 5 L (P>0.05) ; 4F- 1 \FBG
HDL-C . TG/TC . TC/HDL-C .LDL-C/HDL-C ., AIP,
Jii % % . HOMA-IR . QUICKI [ %5, 22 B4 S it
BN (P<0.05), WFE1,

x1 EIRMERBAIEE Z2EARELRFE (x£5)
Table 1 Biochemichal characteristics of gestational diabetes

mellitus (GDM ) and normal pregnant women (x =s)

21 NGT(n=40) GDM(n=40) t{i P14
(%) 20.25+0.58 31.57+0.54 18.516 <0.001
Jii (&) 26.15£0.24  26.23+0.22 1.554 >0.05
BMI(kg/m?*) 27.25x1.18  27.66x1.17 1.560 >0.05
FBG(mg/dL) 78.45+1.29  100.83x1.54 70.458 <0.001
TG(mg/dL) 221.83+74  256.12+69.12 2.142 >0.01
TC (mg/dL) 242.67+30.18 225.84+39.88 2.128 >0.01

HDL-C(mg/dL)
LDL-C(mg/dL)

52214295  34.7x2.71 27.646 <0.001
146.1+27.84 139.92+20.11 1.138 >0.05

TG/TC 0.94+0.06  1.17+0.1 12.474 <0.001
TC/HDL-C 5.32+0.54  7.88+0.65 19.160 <0.001
LDL-C/HDL-C 3234036 5.17+0.58 17.974 <0.001
AIP 0.63+0.04  0.87+0.04 26.833 <0.001
SR (WIU/MmL)  9.54+0.55  12.56+0.9 18.109 <0.001
HOMA-IR 1.8520.11  3.1120.22 32.398 <0.001
QUICKI 0.36£0.01  0.33+0.01 13.416 <0.001

2.2 NGT il GDM 4 OPG ,TNF-a FlJEHE & /K
1 He A

GDM 41 1) TNF-a 35 K5 F NGT 4. 1
OPG . IR Bk X MR BX Z/TNF-« B FL 1l B & K T
NGT %1 ., 78 NGT 41, HOMA-IR 5 % {t 5 JI§ BB
K AECZR/TNF-a HLE 2 AL, 5 TNF-a 2 1E
A, QUICKI 5 AR MJEEL R / TNF-a LL{H 2
IEAH X, 55 TNF-« {§ . LDL-C/HDL-C f4 Lt {8
TG/TC [LfE R AAH . Wk 2,

2.3 OPG 5l RFEHR WA A 7 45 R

10443 H7 22 W] , HOMA-IR #8405 TNF-o. . TG .
TG/TC LI AIP 2 1EAH ¢ ; 5 56 & /TNF-o L {H
£ HAME. QUICKI BY{H 5 TNF-a . TG . TG/TC [t
FTAIP 5 £ AH ¢ 5 5 B 3% Z/TNF- o L 5 1E AH

®3 IEKRERHEXERRSH
Table 3 Research and analysis of the correlation of

clinical indicators

HOMA-IR QUICKI
i H

rf& PHE rfi PH
TNF-a 0.38  0.001 —0.38 0.001
TG 0.30  0.006 —0.31 0.006
TG/TC 0.35  0.001 -0.35 0.001
AIP 0.36  0.001 —0.36 0.006

Adiponectin/TNF-a ratio  —0.45 0.001 045 0.001

3 it

U i SR PR 93 2 Bl 100 UL 19 O R 2 —
H R R AL Sy Bt 2 28 300 ) a0 e 2R A A N R B
FEYIKT- T 5 & 5 e, 38Uk iy AR L
FGAE B & o AR ORI PR & 52 ma fig )L A
K REA R EIRE A LR, SR % B4
ORI PRI PTG R RAAR A I A iR ARG o

AR BRI G EA L N5 4H40% OPG
B FRIBFEME R A IE Al T o 3 2= 5 1. A
WF 5% %k I GDM 41 OPG 7K - & 3 w5 T 1E % 41,
Akinci % % Bl GDM Ji 5 [a] ik £ A7 485 25 A fiF
(1) 58 OPG 7K 1 25 iy, o 5 BMIL 25 7 1%
[ ZE (HOMA-IR & C-J v 8 [ S EAE ", 3)
WS 56 % BUAE /N BUR ) B 2 1 3 OPG e 1R I 34
) PR A0 M A AL B F1 -1 A TNF-o 2635 B 8 7
B FRTFSY W] OPG SR B &) R &
RAIE B YIM G, GDM & — R8P R AR A,
ST N 2 [ 5 BT i & K 2 i OPG 7]

K2 EIRVERBINEE Z 138 OPG.TNF-o FIREBAZ K TE (x+5)

Table 2 OPG, TNF-a and adiponectin levels of gestational diabetes mellitus (GDM ) and normal pregnant women (x +s)

20 5] n OPG Adiponectin (wg/mL) TNF-a (pg/mL) Adiponectin/TNF-a ratio
NGT 40 2224.76+881.47 6.37+0.59 115.68+12.64 4.80+0.07
GDM 40 1148.15+700.13 4.50+0.38 225.08+27.35 4.31+0.05
1 6.049 16.853 22.964 36.026
PiE <0.001 <0.001 <0.001 <0.001
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1, HOMA-IR 55 F 2 A, 5 TNF-a £ 1E
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12 A S SR R ek A0 TR A R 0D B DR g 2
I BE B 2 /TNF-« 19 H B F B, 5 1865 F KL
SEAAHIC . R, AR5 LS 21 i BiE 3K 3R AR
X &£ /TNF-« [ {8 5 FBG 1 TG Ay £ AH 3¢ 7 LLAE
g R X GDM Z2 AR 25 4 AiF I & 0 1 PR 9
TEH

2 AR K BT R OB RO BB E TR
OPG G BX 2 Fll TNF-a« [ 43 0 8 . OPG 5 JREK
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FIRGTT FAES

S

% x|

(8 ZE] BB ORI RIFE BB fER H 2 M i3 C R & 11 (CRP) B A It
CD14 3 #1 (sCD14-ST) & - F W B AN . ik $EEL 2016 4F 12 H 2 2019 4F 3 H TABE k2 2K
BT R 164 BINBFFERT G, LS AR OC TR}, Wil FE il 2% CRP A1 sCD14-ST K V22 4k s R logistic
A3 AT 2 R 56T 5 01 & B B i g fE B DR 25 HL 1 32U AR RRAE i 26 (ROC 11 4k) , B CRP I
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WERIG A APERRAE CEAE G PE MR A B ]2 3 S R 2R A B, 22 A SR 24 L (P<0.05) .
T2.T3 . T4 I, 3 & & BeJ& e % CRP Ml sCD14-ST /K F- 2567 G T RE#a S, R IF K IR B B e 3 ) 2 4F
Sr B RS T & B B il e % CRP FI sCD14-ST /K44 85 TR I & BE e il e %, 2 S A it 8 L
(P<0.05) . ZH R logistic [PV 53 AT IESEHE RIS 2 AVEERAE B A S Ml 5a) 4 B i ) & 1 3% CRP
Fl sCD14-ST J2 5 B0 K & 1Y 48 I 2 5 B SR Y B FE I IF R (P<0.05) o ROC i1k {7k CRP,sCD14-ST
Ko HEBE A/ AUC 4 0.712,0.804,0.918, FURE 71.02% . 79.55% .87.22% , Fi 5k 72.27% . 77.48% |
85.96% . L FWIBICT R IF K B P B b B 2R 20 s 2o 13k P 2R A 5 A
1M %% CRP .sCD14-ST /K P28k, FI| T HL R B T, B AIG B2 e B e 2
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Nosocomial infection factors and prediction of CRP and sCD14-ST in patients

with rheumatoid arthritis

MENG Qingfang*, GUO Dongfang, DANG Zheng, LIU Zhe

(Department of Rheumatology and immunology, Zhumadian Central Hospital, Zhumadian, Henan, China,
463000)

[ABSTRACT] Objective To study the risk factors of rheumatoid arthritis complicated with nosocomi-
al infection and the early predictive value of plasma C-reactive protein (CRP) combined with soluble CD14
subtype (sCD14-ST). Methods A total of 164 patients with rheumatoid arthritis who were admitted to the
hospital from December 2016 to March 2019 were enrolled in the study. The relevant data were observed to
monitor the changes of plasma CRP and sCD14-ST levels. Logistic analysis of rheumatoid joints was used. The
risk factors for nosocomial infection were complicated by inflammation ; and the receiver operating characteris-
tic curve (ROC curve) was drawn to determine the early predictive value of CRP and sCD14-ST for rheuma-
toid arthritis complicated with nosocomial infection. Results There were 22 cases of nosocomial infection,
and the infection rate was 13.41%. Diabetes, invasive procedure, catheterization, immunosuppressive agents,
and hospitalization time were compared with the same group, and the difference was statistically significant
(P<0.05). At T2, T3 and T4, the levels of CRP and sCD14-ST in patients with nosocomial infections in-
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creased first and then decreased, while those without nosocomial infections continued to decline. The levels of

CRP and sCD14-ST in patients with nosocomial infections were higher than those without nosocomial infec-

tions (P<0.05). Multivariate logistic regression analysis confirmed that diabetes mellitus, invasive operation,

catheterization, immunosuppressive agents, hospitalization time and plasma CRP and sCD14-ST were risk fac-
tors for nosocomial infection in rheumatoid arthritis (P<0.05). ROC curve showed that CRP, sCD14-ST and
their combined detection AUC were 0.712, 0.804, 0.918 respectively; sensitivity were 71.02% , 79.55% ,
87.22% respectively ; specificity were 72.27% ,77.48% , 85.96% respectively. Conclusion There are various

risk factors for rheumatoid arthritis complicated with nosocomial infection. Strengthening screening of plasma

CRP and sCD14-ST levels are helpful for early detection, early intervention and reduction of nosocomial infec-

tion rate.
[KEY WORDS]
ble CD14 subtype; Predictive value
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Table 1 Clinical risk factors of nosocomial infection in
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Table 3 Logistic regression analysis of factors affecting

nosocomial infection in rheumatoid arthritis
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Table 4 Plasma CRP and sCD14-ST levels for early
prediction of rheumatoid arthritis complicated with

nosocomial infection ROC curve analysis
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Regulation of 17 - estradiol on the differentiation of hepatic progenitor cells

and Wnt signaling pathway in rBMSCs

7ZENG Lingfeng', HUANG Junyu’, XIONG Yao', ZHANG Zhidong', WANG Jinghao', HUANG Shuo®* ,
WEI Hongcheng®*

(1. Department of pharmacy , The first affiliated hospital of Jinan University, Guangzhou, Guangdong, Chi-
na, 510630; 2. Department of gastroenterology, The First Affiliated Hospital of Jinan University, Guang-
zhou, Guangdong, China, 510630; 3. Departments of Radiology, Xiehe Hospital, Tongji Medical College,
Huazhong University of Science and Technology, Wuhan, Hubei, China, 430030; 4. The fifth affiliated hos-
pital, Guangzhou medical university , Guangzhou, Guangdong, China, 510700)

[ABSTRACT] Objective To investigate the regulatory effect of 17@3-estradiol (17B-E2) on the differ-
entiation of hepatic progenitor cells of rat bone marrow mesenchymal stem cells (rBMSCs) and Wnt signaling
pathway. Methods rBMSCs were obtained by whole bone marrow adherence method. The cells were divided
into four groups: a-MEM medium (control) , liver-inducing medium (classical) , and Es+a. -MEM medium
(E.) , E. + hepatic inducing medium (classical + E.) , observed in morphology. The AFP concentration was

measured using the luminescence immunoassay. The expression of Wnt signaling proteins, included Wnt3a, 3-
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catenin and LRP-5, was detected by Western blot. Results Morphologically, rBMSCs in the classic and
classic + E2 groups gradually showed liver progenitor-like changes, while the control group and E2 group
showed no significant changes. The AFP concentration of classic group and classic + E2 group was significant-
ly higher than that of the control group and E2 group (P<0.05). The AFP value of classic + E2 group was sig-
nificantly higher than that of the classic group (P<0.05). Compared with the control group and the E2 group,
the expression levels of 3-Catenin and Wnt3a in the classic group and the classic + E2 group were significantly
reduced (P<0.05), and the expression levels of B-Catenin and Wnt3a in the classic + E2 group were signifi-

cantly lower than that in the classic group (P<0.05). There was no statistically significant difference in the ex-

pression of LRP-5 (P>0.05). Conclusion

173 -E2 can promote the differentiation of rBMSCs hepatic pro-

genitor cells, and the mechanism may be related to the regulation of Wnt-catenin signaling pathway.

[KEY WORDS]

tion of hepatic progenitor cells

N T B % ¥5 & 4 (artificial liver support sys-
tem, ALSS) 1F 9 8 (X IE 2 8 A6 97 7 s, ol &
I E 22 i 24 5 65 03 JHF A 5 5 A8 3 1 A= A, B 4 R
R AR OB A, BRI, AR RN
38 SRR AR A B 55 I 40 M A ) S s s,
FENF A 2 FhDife , Ge T i B SE %, AR A
TR w2 B, el FEAR S SR AR e
(A A I, R N TR & e i O . - b (]
o )51 41 g (Bone marrow mesenchymal stem cells,
BMSCs ) R L4257 1 180200 B 656 ik 240 it A/ 58 o 2
1 U0/ 20 L A 35 BT 0 AR, S SRR 44 i ) R 1 £
I RN G g2 1 1 A5 2, DA TTT G S D) RE 99 22 I A
TEERR . I3 40 IFoE R WI ME R W R AL B
PRIPYEH . BT, BMSCs JH 1] 534k 14 BIL ) R 3%
B 5 R BR8] 78 5T T 40 g (rat Bone mar-
row mesenchymal stem cells , rBMSCs) i [v] 73 46 3
W AN A . ASHIE ST A AR AN T rBMSCs 3 0] 41
A BT AE 40 B, 4R 1 178 - Mt — B (178 -estradiol ,
17B-E2) %} rBMSCs JFFAH 20 B 1] 53k 1) 5% ) B HL vk
FEVE B, 0 0E 17B-E, J& 75 i 3 I8 #5 Wt f5 5
3 R0 rBMSCs T AEL4H M 1] 534K

1 #R5FE®

1.1 SEERAi

rBMSCs H % K 2= IR o T dE s .
1.2 EEH S5

a-MEM }% 7 3 (32 [# HyClone ) ; B3 175 556
SR IR NIRAE S o8 B 3R 3 | D-Hanks P 5
ZE W (M PanEra) 5 DGR G 25 L35 (R ) 5
0.25% 1375 (1 i (S5 [E Gibeo ) 5 173-E B (75 24 57
%) ; CCK-8 ik 7 £ (b 5 Dojindo) ; CD29 #i

Bone mesenchymal stem cells; 173 -estradiol; Wnt signaling pathway; Differentia-

& .CD45 Hit i . CD80 Hit {4 . CD0 Hi {4 (£ [E Bio-
legend ) ; Tris-HCL (pH 8.3) ) (dt st KK % ) ;
B -Catenin % [ U1K . Wnt3a 2 1K . LRP-5 & 11
Pk . GAPDH % Lk . WB —Hi 7 B ik (35 [E
CST) . AR TAES (i —H SW-CI-IF) |
CO, 55 3546 (3£ |8 Thermo Scientific3111 %) {f i3/
1= 3 B0 AL (75 [E eppendorf Centrifuge 5702) . 5]
A 2% W MEE (H A OLYMPUS CK40) | ifi br {1
(3£ [ Bio-Rad680 &) | it =X 4fi e % (32 [E] BD FAC-
SAria ) . R R & A & &AL (L Boyue
ScanDrop 100) | #EBAY (b5 FEH B 17-4070) (&
W RE 2 48 (i K BE Tanon-1600) 7K F HiL Pk Fll
( i KHE HE-120)

1.3 ik

1.3.1 4 iE % 5 40 i s s

B Ps-Ps AU rBMSCs, 15 3% T 25 cm?® 15 35
W, 45412 37°C (5% CO, B0 AN B FR 40 v 85 5%
3 d 4, 5 20 L T R A S SR, DA 12 He
AT . A0MI4> Jy 4 4H : o-MEM 58 4> 85 3% Sk
(Control) 4 . 15% FBS R T/ 5 58 & 55 97 2 (4
#)2H . (10° mol/L) 17B-E.+a-MEM 5 4> 15 95 5
(E.) 4 . (10° mol/L) 17B-E.+ i 155 7 58 4 b 5 Ak
(4 8L4E, ) 4 .

B P.-PsAXHY rBMSCs , 37233557 3% , H] D-Hanks
TR R 2 VR % JR it 1 ) s B 2 B . 96 FLAR
H B FLIZFP 2 000 440, 5 E 6 MR AL, S 6 17
10 41, AL AN A 200 pL 5¢ 4 55 37 5, A 37C
5% CO.KiFe s 7% s b R, &5 H I 1 %) 6 FL ik
17 CCK-8 40 3if P A I , &L 100 L B5 R M A
10 pL CCK-8 ¥, JF B TR M E 250 )5,
B THEARCT , A 5 D& AE 450 nm &k i I



BT SIHYT4eE 202044 1 %5124 #5441 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 - 461 -

(OD1H ). VARSI (R) A Ak bR, OD {E A 9\ Ak b
2245 rBMSCs 4= K i 2k .
1.3.2 4t

il B2 B . 2 000 rpm 50 6 min, & |
11 , JH D-Hanks ¥ 8240, $42 3 I, B 300 pL 5L
RS T 1.5 mL B0 FIIA 700 uL oK &
W, Fe o0 S) B IS, 4°C 338 . D-Hanks &
Ve 2 YK, U500 wL EE AL, 1 600 rpm #5.0> 10
min, 7 F35, A 200 wL PI L, 1R 4D, 58 R
7 F 15 min, 2208 , FH 40 6L SRS 441 At J1 3
1.3.3  rBMSCs F1H 5 &40 &

il o8 B 240 S Y O O AR % SR 1% 10° cells/
mL ; #% # /F Ui B 43 3 in A CD29 . CD45 ., CD80 .
CD90,37C R 5 30 min; {8 5 40U 22 5
1.3.4  rBMSCs ‘B In] JJIg [n] 43 L RE 1 46 0

Fi2 140 BRERE FRANME , 75 40 M il & 60% 22 47
A3 175 45 R 3 RS T R R A
WA ), 35 2 R R b 85 3% 5, H D-Hanks ¥4
Pk 3 WK, 4 BN 95% . B 1 52 10 min, F 2848 7K
T 3 U, 4 WIINA 0.1% Tris-HCL- 36 2 21 Y4
T AN ZL O YL 37°CIF B 45 min .60 min, H 751
JKIEEPE 2 4% Tris-HCL- 4 R 21 Y4 , 60% 53 TN i 15
VEZ ML O Yuil, B T W iR T I .

1.3.5 rBMSCs AFP (1)l 5E

Fie 140 K 1A BAER SR 40, 55 3.6.10 K
X 4 25 40 A E B T AT 24, HC300 L B Tk
RANCAPE AL I 4541 AFP {H .

1.3.6 Wt {5 5 i iy 454 H

F2 1.4.1 S VA2 FVEEFR AN, T i S LR
BLOE A 24, BT ok L SR BUR A e
R AR 1 S BB VR, DA 124 LR AR
HFRELE R, F800TR AT, 99°C/KIB I 10 min, 44
2 RS HBIK, 7B, —$i(B-Catenin, Wnt3a,
LRP-5)4C WE 40, — i 37CFE 2h, B3,

1.3.7 Stk

K FH SPSS 13.0 K {4 52 50 B8 i 47 48 1t 43
B, R PR (R £5) R, 240 8] (1) 22 57 Lh R
FH A R 7 224341, W4 18] %) 22 57 L 388 % ] Bon-
ferroni K3 3643 #T , P<0.05 £n 2= A Gt L,

2 #R

2.1 rBMSCs %5
B R UL rBMSCs 52 BE A K A0 i 5 5Lk

WIE SCFATHES . H A0 B A BEAE AR R B 3 &2
MRIA I —, WWE 1A, rBMSCs 2 18]“S" B
£, ES 2 d R PR, 56 8 d BT T, Bl 5 1%
Wik N B0 KB 28 . WK 1B, rBMSCs
Go/G, 141 Bl M 87.5% , Go+S/M BRIt H 12.5% , 3%
WK 53 rBMSCs 2 T 50, HA /D8 40 4 i ik
THGE, F5 6 T ARy RetE . W 1C,

100 B

3.00

oD

2.00

1.00 270

1 2 3 4 5 6 78 9 0 32 64 9% 128 160
KH(d) DNA Content

Tt AP B PR rBMSCs 25 3d; B: P3 AR rBMSCs 71 K il £
C:P3 18 rBMSCs 4 JE 1]
1 BMSCs ¥
Figure 1 Identification of rBMSCs

2.4 rBMSCs KRSV 04 E

gE L i 7R rBMSCs 363K CD29 ,CD90 f B 3%
H 99.72% . 97.45% ; 1fii CD45. CD80 it FH 14 % Jy
1.28% .1.01% , fF & T A A= Yrr e . WL 2,

CD29 CD9%O CD45
A [ATFITC B [AlPE c [A]PE
50
60
60 40
= 3 40
w0 z 30 = 40
z 2 g
5 © 20 <
20 20
10
0 0 0
10" 10' 107 10° 10" 10" 10° 10" 10" 10" 107 10°
FITC PE PE
CD80 control
D [AJPE E [AJPE
80
D
60
60
40 £
= 2 40
3 o
[¢]
20 20
0 0
10" 10 10° 10 10" 10 107 10
PE PE

A B.C.D 455885 372 3K 453 19 rBMSCs CD29,CD90 ., CD45
CDS80 FH: AR B A2s X 4l .
B2 PR rBMSCs REREWHETE

Figure 2 Identification of surface markers of P,



¢ 462 - ATEWEIRITAE 20204F4 A

2% B4l T Mol Diagn Ther, April 2020, Vol. 12 No. 4

2.5 rBMSCs ‘B0 X g oAb e J1 458

WCE S 14 K, Xt rBMSCs 3EA7 96 & 41
gt 45 T AT WA A A S i DORR ) 55 3 4 e i 2T
i, T JE AR R 5. DLIEI 3AL X rBMSCs
PEATIMET O Ge o, 555 T W ULAR 105 20 Mo R B o 38 2%
S AR RNES IR

B
T : A: PR rBMSCs 1H 7555 P R EL Y (45 B: PR rBMSCs i
7SR IMAL O Ye

B3 rBMSCs KB ERIEESUEENERE (x100)
Figure 3 Identification of differentiation potency of ¥rBMSCs

from P, generation (x100)

2.7 rBMSCs [m}JHAH 40 it m) 75 3 5 e A8 4k
B3R, A MA 58 M+E 41 rBMSCs K
W 2 2 208 2R RIE 2CAS | 20 it 19 4 o 5 0
G KX LLIAR /N W RERE ) W55 , 255 10 K,
KZHAM R LRARE, 2 =AY ST HE
51, 5 R 20 B JE A #H A o 1T Control £ A1 E. 2 G
W B IES 2 0UE AR MR RIE . WWE 4,

3d 6d 10d

E2 Classical Contro

Classical+E2

B4 &HrBMSCs EMFESF 3.6.10 d BHMFZ (x100)
Figure 4 Cell morphology after 3.6 and 10 days of rBMSCs

induction in each group (x100)

2.8 44 rBMSCs AFP {1 5E

Bonferroni K 35 45 5% , A~ [A] 41 [B] AFP i 3%
F A (F=8.948, P=0.012) , Z A G it %5 X,
AN ] K £% 6] AFP {8 34 8000 W 12 2k 722 (P>0.05) ,
ZF G EE L, LMY L M+E 411 AFP A
g 2 B4 &5 T Control \E, 4 (P<0.05) , H £ #L+E, 2H
AFP {} It & 5 T 22 8114 (P<0.05) , 1fif Control \E, 41
AFP {H3 0 ng/mL, VL 5,

8 Control a
3 Classical
E E2 b
?:n 6 Classical+E, a
= b
<
o 4
g a
= b
£ 2
g
Q
=)

0

3 6 10

Time (day)

¥ : 55 Control 41HI EL 4, *P<0.05; 5 2 41 M HL 45, "P<0.05.
5 &% rBMSCs AFP ¥{&
Figure 5 Average AFP of rBMSCs in each group

2.9 KU rBMSCs AL A0 1) 43k it B v Wt £
53 B FRIB T L

iz 1] Western Blot 1543 7 & U 265 36,10 K 4%
¢2H rBMSCs ' Wnt3a , 3-Catenin ,LRP-5 [ &5 H # ik
., 5 Control 41 N B, 4HAH L , & L2l 5 28 i+ E,
21 " Y B-Catenin , Wnt3a 3% ik = 1 I 2 [ AIK (P<
0.05), H 2 #.+E, 4 B-Catenin . Wnt3a £ 1A 5 15 i
FALF 44 (P<0.05) 5 1M 4 41 7] LRP-5 [ 4 35
2SI B EE (P>0.05) 5 B A [6] K 5k 0] 4 4
B -Catenin . Wnt3a , LRP-5 [ 3% ik 25 5 3 JC I & 1%
(P>0.05), LKl 6,

3 it

JHF£F Al — AN A3 2o A, 47 % R A
WA A, BT T FBCA IR, B AER 5
T, AR A R T [ AT I AR 7 (]
ey # AR e 4 A Y T RE PR I AN B AR A SRR R
I — N XERE . BMSCs SRR T B 88, & — 2R HA
Z R BE Ry T A0, Ho ) TR E e A R
TCHEF SN S5 AR 5, JO 75 5 FEAC PR R R, S ol B
B T 40 5



TSR A

202044 H #5124 %5441 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 © 463 -+

0.5 Control 41
. 2l
-Catenin N
B - 0.4 B4
03 Z L E 41
W3 ®
s Z 00 & b
= .
o o b
LRP-6 a
0.0
p-Catenin  Wnt3a LRP-5
GAPDH
05 Control £
Cateni Ze g
p-Catenin 0.4 B4l
= 2L E 41
% 0.3
Wnt3a =X a
E 00
s L ab o
LRP-5 0.1 b
a
0.0
GAPDH B-Catenin Wht3a LRP-5
Control 41 Z:#4.41 B4 ZWME4
0.5 Control £
o 244l
B-Catenin  #Z : E. 41
- ZME 4
© 03
Whnt3a = a
= 00 b
= a
a
LRP-5 01 b
a
0.0
GAPDH B-Catenin  Wnt3a LRP-5

Control 4] L4 EHl ZMEH

A B .COl A 3.6.10 K44 Wit {5 5 8 I FR B EN; 5
Control 40 A LL#4 ,*P<0.05 ; 55 £ MLZH A LE 4, "P<0.05
6 EAWnESERNRIE
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Estimated value of serum MIF level in assessing hypoxia, sleep disorder and

vascular endothelial injury in adult OSAHS patients

HUANG Yiwei*, ZHANG Hao, LI Lingzhen
( Department of Neurology , Zhumadian Central Hospital, Zhumadian, Henan, China, 463000)

[ABSTRACT] Objective To investigate the correlation between serum macrophage migration
inhibiting factor (MIF) level and severity of in adult OSAHS patients, and its predictive value to long-term
risk of cerebral infarction in patients. Methods 87 cases of adult OSAHS patients in our hospital during May
2017 to May 2018 were divided into mild to moderate group (n=56) . severe group (n=31) according to apnea
hypopnea index (AHI). The differences in serum MIF, arterial blood gas indicators [Blood oxygen partial
pressure (Pa0, ) , carbon dioxide partial pressure (PaCO,) , blood oxygen saturation (Sa0.) , PH value ], sleep
structural parameters [sleep latency, total sleep time, total wake time, wake times, percentage of REM in

total sleep time (REM% ) , percentage of NREM in total sleep time (NREM% ) ] and serum inflammatory
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cytokines [ C-reactive protein (CRP) , tumor necrosis factor alpha (TNF-alpha) , Interleukin-1(IL-1) ] were
compared among the subjects in each group. Pearson test was used to evaluate the correlation between serum
MIF level and hypoxia, sleep disorder and vascular endothelial injury in adult OSAHS patients. The ROC
curve was used to analyze the predictive value of MIF for long-term cerebral infarction in OSAHS patients.
Results Serum MIF level of mild to moderate group, severe group were higher than those in normal control
group; PaO., SaO, and PH levels were lower than normal control group, PaCO, level was higher than that in
normal control group; Sleep latency, total time of awakening, number of awakening and NREM% were
greater than those in normal control group, while total sleep time and REM% were smaller than those in
normal control group; serum levels of CRP, TNF-a, IL-1 were higher than those in normal control group,
level of NO was lower than that of normal control group (P<0.05). Changes of above indexes in severe group
were all greater than those in mild and moderate group (P<0.05). Correlation analysis showed that serum MIF
level of adult OSAHS patients was directly correlated with the severity of disease. ROC curve showed that
when serum MIF level was 13.28 ng/mL, the maximum yoden index was 40.70, and the area under the curve

was 0.773 (95% CI: 0.631~0.914). The sensitivity and specificity of predicting the occurrence of cerebral

infarction were 83.56% and 57.14% , P=0.001. Conclusion

Serum MIF level of adult OSAHS patients

increases abnormally, which has certain value in reflecting the severity of disease.
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Inflammatory response ; Cerebral infarction
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7.65)% , Bk 28 ], Ltk 22 B . g A b DFF
G AR R 2 s W W 27 S 2 R BRI 2 5 =7 261 7]
S 1) CBEL 2 1 e IR I I 7 455 18 K2R B R 12 TR 48

OSAHS; MIF; Arterial blood gases; Sleep structure; Endothelial injury;

5 (2011 AT ) i 4 OSAHS 1 7E X ; @4
I 18~79 JH 4 ; B K112 OSAHS BEA: JoH KA
7 o HEBRARAE : DA I 1 B ZE M Il 0 S
IO it 45 T R | A T B AR 1 0 s @45 I O
i O LA BB 55 0 JUE 9 A8 5 O B A3 il 38 - AR s 5
@) B I P P o AR P R B 52 {1 A< A
4 (Apnea-hypopnea Index, AHI) % OSAHS 4 />
R % v 4 (5 Y/M<AHI<30 Y/h) 56 i | 5 41
(AHI=30 %) 31 19l , Fifi 3 M K@ ¥ e 28 A
TG EE A o ASRWEFERA BE e HZ: Dy 25 T A At
1.2 [fiL 3 MIF 7K

B 3 AT TR X G /= 8: 00 am 25 I JFH bk il
WhRAR 3.0 mL, 37°CHf i 2 h 5 sl 0 43 2
T, [ B (HBS-1101, BioRad) >R PRI e
Bt (Human MIF ELISA Kit, 25 25K K3l MIF 7K
1.3 JTEAOCHE bR

B3 A 5T 6T S 1 = 81 00 am %5 JE B Bl ik
MR ARAS 2.0 mL, 2K 5 [ GEM3000 1L 53 Hr A
I 7€ 1M % 53 & (Oxygen partial pressure, PaO.) , —.
A Ak 43 I (Partial pressure of carbon dioxide, Pa-
CO,) . IfiL % 1 A1 BE (Oxygen saturation, SaO,) . PH
{855 3l bk I A8 AR K P o SR T8 B A B 2 T
Aliced 2 T i IR S W UATE 58 X 4 1 B R 4540 =
B, 0, B AR R OR S0 | e R S [ B TR BB ]
B P URRR PR HR Bl i BIR (Rapid eye movemenent,
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REM) (& B HIR 5[] B 43 L (REM% ) L FE PR R 5
it A (Non Rapid Eye Movement, NREM ) i & i %
B [H] 7 43 L (NREM % ) - [R) R 25 A J] ok o, i
AR, AR 4% (HBS-1101, BioRad ) 5k FH X
B 98 W o6 3 Ak ) 48 PR B 7K F- AL 4 C s b 8]
H (C-reactive protein, CRP) (Human CRP ELISA
Kit, 32 = K ) IR R HE A F o (Tumor necrosis fac-
tor «, TNF-«) (Human TNF-« ELISA Kit, £ =
K ) .14 % -1 (Interleukin-1, IL-1) (Human IL-1
ELISA Kit, # & K) .
1.4 KEESE R BETT

SR FH AR 0 1192 5T Bt s 161 95k | 3% [l 5 45
D5 A TRETT , BTN 25 R R A5 & A G AR BT, B 5
KRN 2019410 H 31 H,
1.5 Gt eirk

K I SPSS 20.0 #RAFAL B . 45 1E 2553 A1 1

THRE TR LA (x £5) FoR , Z 41 R 7 2246
55, 21 MR PR LG R H LSD-1 o THELTE R n
(%) 27N, IR L BCR ] 2 K g o WA £ 4 1 A
Kt g3 AR Pearson A5 59% . MIF X A5 46 (1%) 4 1)
PR 3230 T AEF#E (Receiver operating char-
acteristic curve, ROC) i1 £k #1. P<0.05 Fn =R
EEN -0

2 R

2.1 I3 MIF KR8 ik i < A8

Bevh A R A AR K IILTE MIF K& T
TE 6 B, LB 55 I I v MIF K i — 25
T (P<0.05) . B EE A | HE R4 B Y PaO..
Sa0, . PH 7K FAIL T 1E & X HR 41, PaCO. 7K - 5 T 1E
BN RRAL, L BE 1 N B R 48 AR AR A i S —
N (P<0.05), W1,

F1 3HEMIFAFNEKMSIEIRKFHILLER (x+5)

Table 1 Comparison of serum MIF and arterial blood gas index levels between the 3 groups (x+s)

St 1E 3 %R 4H (n=50) B (n=56) A (n=31) Fly {8 P{H
B 28/22 34/22 22/9 1.822 0.402
AE 44.76+7.65 44.83+8.29 45.10+8.32 0.652 0.516
[NDEE 24.50+3.74 24.87+3.49 24.76%3.52 0.782 0.436
MIF 8.59+0.97 11.51%0.76 13.730.98 16.454 0.000
PaO, 98.63+1.23 92.20+5.81 83.64+9.52 7.725 0.000
PaCO, 38.46+5.10 44.80£6.37 50.72+7.34 9.470 0.000
Sa0, 98.77+1.20 94.65+3.42 85.84+9.20 10.711 0.000
PH 7.39+0.11 7.28+0.18 7.13+0.24 8.295 0.000
2.2 MEIRZEH S HEE H BT[]\ REM % /N T 1E 3 X B2, LI 9 175 o

bR A R 2 AR B AR P IR L i TR
SR [E] | B B YK B  NREM% K F 1E % % IR 4, &

H bR 4R bn 2 AL o — 2B 5 (P<0.05) o L
2,

R2 SEMIREHSHKTERIEE ()

Table 2 Comparison of sleep structure parameters between 3 groups (x #s)

ikl no HEARVEAI (min)  SEARAT ] (min) LGRS ] (min) SEEEREC(IR)  REM%  NREM%
IEHXTRAL 50 30.15+4.28 439.74%73.13 57.12+8.59 5.4620.68  22.38+2.75 73.10£8.65
BoPEAH 56 43.84%5.61 380.31£45.82 79.66+9.21 8.20+0.92  19.45+2.17 82.64%9.53
Cigi il 31 57.96+8.22 311.49+37.24 93.74+11.85 9.76+1.14  14.02+1.83 87.92+9.70
F1H 15.914 10.920 15.549 12.845 15.372 8.055
Pl 0.000 0.000 0.000 0.000 0.000 0.000

2.3 RIEHT
ERr R R A R I P CRP L TNF-ou IL-1

L1 N =B Rl o6 S I S N K o) 1 O B % = 7
AR B HE— 3N (P<0.05) . W 3.
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®3 3AMBRERFKFRILLE (v+s)
Table 3 Comparation of serum inflammatory cytokine levels

between 3 groups (x+s)

a3 . CRP TNF-a IL-1
(mg/L) (pg/mL) (pg/mL)
IEFXTERY] 50 1.05+023  3.46+048  2.81x0.35
B4 56 4282059  9.21+1.52  5.03+0.57
WA 31 10.64+2.12  17.58+2.63  9.74+1.13
FAi4 29.022 35.634 34.385
P1iH 0.000 0.000 0.000

2.4 MMM

OSAHS # # Ifil 7% MIF 7K -5 Pa0O, ., SaO, . PH
KA ARG, 5 PaCO, K5 TEAH G ; 5 MR IR 7%
PRIV 5 T LB R] 5 B UK B NREM % 2 1E AH ¢
55 B BE AR 5] (8] \REM % 2 514 56 ; 5 CRP , TNF-a
IL-1 7K P2 IEAH G (P<0.05) WL 3% 4.

F4 OSAHS FE#H [1iE MIF K FHFIEIEIRAIE X ES 7
Table 4 Correlation analysis of serum MIF level and

disease indexes in OSAHS patients

Eiztnn r{H PiA
PaO, —0.764 0.000
PaCO, 0.661 0.018
Sa0, -0.599 0.028

PH -0.684 0.009
RN 0.637 0.022
T AR s ] -0.702 0.003
i JE L[] 0.814 0.000
R EL 0.653 0.020
REM% -0.775 0.000
NREM% 0.696 0.005
CRP 0.682 0.010
TNF-a 0.723 0.000
IL-1 0.597 0.029

2.6 ROC HiZk/r#r

B 7 0 N , 87 1] OSAHS 4 i 31 v 4 41
14 45 o 41l % MIF 7K°F-h 13.28 ng/mL B, 24 %%
18 B K My 4070, it €8 R R R 0.773,
(95%CI: 0.631~0.914 ) , T8I figi B 5E A A= 1) R B
FE R 83.56% | i 5+ E A 57.14% , P=0.001, UL
K1,

100

80

60

40

Sensitivity (%)

20

0 20 40 60 80 100
Specificity (%)
Bl 1 & MIF Xt OSAHS #3583 & £ XK Ky
i E
Figure 1 Predictive value of serum MIF in OSAHS patients

with cerebral infarction

3 iTig

OSAHS Jifr i il B -1 2550 7T % 4 B 24 ik 4
T RN ) AR 2 DA B O I 9 s 2k 57 S 6 TR
£, WL T8 1 OSAHS B #1778 L3 £ Fl
ST T 1R 2R3, P RE AR —FPREIR 1 2 M
MIF H AR 5310, 2 55 05 B B 28 i 1 s sl
[ S A i S 7 P 30 vt % 44 AR

OSAHS H# A St £ L5 F A Xk
78 R B AGEY RAEEAL I Bk, AR 5 AT 2
SAEY RN AR AR LA R, LR S 83
SAEM AL B e A A ZE S LA ) R BB AR
il A5 FR 3 IR AU A 22 PR I A B PR I 5 i
A RS SRR S AR BEEW) A , HLREE N N
H B 5 PaO, PHH T [ H 0 123, PaCO. A I i —
H ETF. sk A8 bR KOV 5 E 5 5 22 OSAHS
BB A B & AR NN T e IR A A % D) AH
K, i B Wy T R ) T AR AR — o AR
LM K ELJE OSAHS B 1Y E B4 IEZ —21, £
S MG LS PT Ak A B OSAHS B 35 174 B IS 245
ZRLRR X 5 B A IR B T R 0 1 e R
PIMH . 3L OSAHS &3 1Ly MIF K5 Fik
LS B B AR 245 44 35 LR B8 3 B B2 A G, $7m
MIF 7] Jz it OSAHS 3 15 /™ 5 F& B, H T fig B #E
)45 2 5 i .

OSAHS B #H FFE b T 18 PRk ECR A =4k
14 ST I 38 R I T AR 0 R 0 R T R, 3 T
AEJE T 2L B A8 N R0 0 o0 I A8 S ke A2 R
B 3 I A N ZEHL I 22—, S0 OSAHS B3 il



468 ATEWEIRITAE 20204F4 A

124

a4 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

1 CRP \ TNF-« | IL-1 [ 7K - f i A =7, ELBE
I3 1% I B CRP, TNF-«  IL-1 7K - 3F — 45 36
ROC {45 #7 % B, 1fiL3E MIF 7K ¥4 13.28 ng/mL
B X OSAHS 5 2 32 A & A= ik 451 5 1 T80 417 {1 e
T, R I3 MIF 7K 7%+ OSAHS #8348 % A&
AU ELAT — 5 T 1A

25 TR, ATAR LA R 4516 : OSAHS H 3% IfiL i
i MIF K58 38, HEAAROK 5 s s i
JE BEARSS P ZE AR B | SO SN AR B B A G, 1]
RE A S e OSAHS 5 175 7™ 5 i B (1) &4 fAi {8 35 b
Z—o HIME MIF /KX OSAHS £ 2 Az A 4
YA AR A — e BN (. A58 tAF e —
S JR) B a0 9 A5 11 50 R LR 95 S MITF 5% 1]
OSAHS WEERIHLE] , A TR RSt ik — P58
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VPR E A 2 A AR LT PCT .NT-proBNP K-
A4k B 3 S

MmEE* FH i

[ ZE] BH HRArEMREREELESHE(ARDS) B IS R4S 2 B (PCT) N K4 B B ik 4 ik
i1 (NT-proBNP) 284k J2 2% X . F55% B BE 2017 4F 10 A % 2019 4E 10 A U4 1Y 96 1] ARDS 3%,
M8 SR B I T AR A MR 2 (n=39) VP EEAH (n=31) FIEE JE4H (n=26) , 3 I 2534 A B 28d SET
B, 43 R EFFH (n=84) FBET-H (n=12) , ic 55 BB I R B2 W6 R} L i v R F S5 6 4, X LE S L 2 57
Spearman 6 46 4347 IfL 7% PCT .NT-proBNP 5 SOFA , APACHE Il FYAH G ; 3238 3 TARERAE i 4 (ROC) K
M2 F A (AUC) 43 H7 I3 PCT .NT-pro BNP 7E ARDS B H WS i i, S8 Bard hEd
TR B M) AT IR R AR PR BTk (MAP) U TR (CVP) L 45 (WBC) |
MATHEH (Hb) I (ALB) 3, 252 G250 L (P>0.05) o B2 A v i 4l 2 o 2 RICU A B fisf
8] AU I E] 4R B0(O1) 0K (HR) \PCT \NT-proBNP . SOFA K APACHE Il -4y Fb %5, 22 53 H.
G2 L (P<0.05) . PCT 5 SOFA ¢ APACHE Il #4377 7£ B . 1E 4 5 7 , NT-proBNP £ SOFA &
APACHE Il #4377 76 W] & f A 56, 25 5% B ST % 2 L (P<0.05) o fFIG 4l 540141 1l 7% PCT .
NT-proBNP 7K - H #5825 5 B A 88 i1 2% & L (P<0.05) . ROC [k 45 5 % 7R , PCT . NT-proBNP K %
BEA 12 W) AUC 43 51 R 0.847 (95%CI 0.795~0.900 ) . 0.729 (95%CI 0.657~0.802) . 0.932 (95%CI 0.899~
0.965), #51% IfiLi% PCT NT-pro BNP X} F il ARDS 55 & 15 ™ B FL B K Wi EoAT B B i, nl 1l
ARDS R W2 Wi (21545

[XEA] AVEFFREALEGAE; FEFSER A NoKin B 7L 4k B AT A&

Changes and significance of serum PCT and NT-proBNP levels in patients with

acute respiratory distress syndrome
YANG Huiliang*, LI Ying, BA Xiaotong

(Department of Emergency Medicine, Daxing Teaching Hospital, Capital Medical University, Beijing,
China, 102600)

[ABSTRACT] Objective To investigate the changes and significance of serum procalcitonin (PCT)
and N-terminal B-type natriuretic peptide precursor (NT-proBNP) in patients with acute respiratory distress
syndrome (ARDS). Methods A total of 96 patients with ARDS treated in our hospital from October 2017 to
October 2019 were selected and divided into mild group (n=39) , moderate group (n=31), and severe group
(n=26) according to the severity of their patients. ), And observe the 28-day deaths of patients in the hospital.
They were divided into survival group (n=84) and death group (n=12). Patients’ clinical baseline data, serum
factors and other indicators were recorded. Differences between the groups were compared. Spearman test was
used to analyze serum PCT, The correlation between NT-pro BNP and SOFA and APACHE II ; the receiver

operating characteristic curve (ROC) and the area under the curve (AUC) analyzed the value of serum PCT
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and NT - pro BNP in the prognosis diagnosis of ARDS patients. Results Defferences in gender, age,
respiratory rate, oxygen concentration, mean arterial pressure (MAP) , central venous pressure (CVP), white
blood cell count (WBC) , hemoglobin (Hb) , albumin (ALB ) in mild, moderate and severe groups no
statistical significance (P>0.05). There were statistically significant differences in hospitalization time,
mechanical ventilation time, oxygenation index (OI) , heart rate (HR) , PCT, NT-pro BNP, SOFA, and
APACHE I scores in the mild, moderate and severe groups (P<0.05). There was a significant positive
correlation between PCT and SOFA and APACHE Il scores, and a significant negative correlation between NT-
pro BNP and SOFA and APACHE Il scores (P<0.05). The differences in serum PCT and NT-pro BNP levels
between the survival group and the death group were statistically significant (P<0.05). ROC curve results

showed that the AUC of PCT, NT-pro BNP, and the combined diagnosis were 0.847 (95% CI 0.795~0.900) ,

0.729(95% CI 0.657~0.802) , 0.932(95% CI 0.899~0.965). Conclusion

Serum PCT and NT-pro BNP have

significant value in predicting the severity and prognosis of patients with ARDS, and can be used as reference

indicators for early diagnosis of ARDS.
[KEY WORDS]

peptide precursor

2Pk R W F 8 ZE 5 1E (Acute respiratory dis-
tress syndrome , ARDS) & Il JR _F 50 UL — 28
SfE I, B LRI M PN B R0 v A 45 A 32
FRAE , TG SR i K i AR S i D) RE i 15t %
IR P I 3y 5, R SR TR . R
FHREY S ARDS 1Y & A K b TR B UIAE G,
FHATEER 7 AR T H G K27 KR T
S HAEEE L, ARDS #8540 1 i
I B2 NG ZAEE  RAE T 2 ARDS
SIS s ) il IS SR iy vtV AN = O < SR
b, A 3 R s A AL R 7 R R i 2 210
R 4% 2 J5 (Procalcitonin , PCT) Sy HL {4 J2% 94 1 58 SiE
BRI B bR B, 5 R R R K
WA KR BY . N K s B Y fil 44 K FT K (N-ter-
minal B-type natriuretic peptide precursor, NT-proB-
NP) [ 1028 DI RE S A 15 00 , T2 & B2 A
HRAE P AT LURNBOLRE R 3 SRRk Rt , AR
HIF 5T Sk P IR 38 £ A ik BRI Y PCT  NT-
proBNP /KA 46 Ko AT T 5%, A AR-
DS B WIm RISTT FI UG SCE S BEA RO

1 AHESHE

1.1 — gk

PEIBUCAS BE 2017 4 10 H 22 2019 4 10 H WGAHY
96 {5l ARDS 75 . HRIEAIME L ARDS 2 Wibs ifi
PE U R I T R, JR 4 O R R 4 (200
mmHg<PaO,/Fi0,<300 mmHg, n=39) . #' i 41 (100
mmHg<PaO,/Fi0,<200 mmHg, n=31) Fl & 3 2

Acute respiratory distress syndrome; Procalcitonin; N - terminal B - type natriuretic

(PaO./Fi0.<100 mmHg, n=26) , 3 WL & & 1E B
28d FE TG L, 70 M AEAF 2 (n=84) FIFE T4 (n=
12) . GAbRHE : OFF A MMk 75T ARDS 1
ZWiIbRIE" s @ % B ABERT A <24 h; Gl X 28
b 7R AU A EE AR B 52 5 @ R85 5K s N TR =
IR B ANERE A . HEBRbRAE : O K I VB O
GELENAR IR T H ;s QB IRl 2 8
P R ZE PR it it 20 Bk e Rk e R S 5 T g
SH BRI R B 2 IR 2 3 vl 2R BT s A
Bt 24 h NAET 83 s @H A PR 3R BT SO0 B & 58
UL . 3 B EAEER] AR b R 2E 5 T
GiiteE 8 X (P>0.05) , BA A HE .
1.2 ik

TESR T A PRI AR I 4 I PR IE R BT R, AR
P IS 4 T WA R PR B &Y
E 7K FEL A ST PR BT | IR LA B SRR 9T ST R
F ML S ] W EE W 47K 5 (Respiratory
intensive care unit, RICU ) ¥ [5¢ B [1] | I W 4 % i
AR E R bR

A BB A B 5 D 112 3l JJk  (Mean arteri-
al pressure, MAP) . "1 .0 ## Jik J& (Central venous
pressure, CVP) | /> % (Heart rate , HR) . 5 & 78 %L
(Oxygenation index , OD)$§ 45, il 5 mL =5 i i ik
I, R 38 5 BS-220 4= [ 3l A A6 43 Hr A (BRI A B
A BT L I A BR S WD) I A A
(White blood cell count, WBC) . Ifil. £ 7 [ (Hemo-
globin, Hb) . 17 [ (Albumin,, ALB ) /K*F-, PCT %
JH BRAHMS R # 2 % % (PCT-Q) Ml % , NT-pro
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BNP R JH i 1k 4 5 W B 3% (BLISA) 7€ , 1057 &
Bl f AL s R e M AR EORABR A E . A A
B 28d J5 & H 7 BT 2% B Y g % % (Sequential Or-
gan Failure Assessment, SOFA ) P43 I & 11 A4 Bl 2%
12 P fdE R R B0 BF 4 1T (acute physiology and
chronic health evaluation scoring system, APACHE
10 ) 3 Aili A8 2 T 1 0, X 00 Bolosy | BB TS
P
1.3 Gt

K JH SPSS 19.0 #AF#E A7 B8 o B, TR R
Phn TR IHEGERLL (R +s) o, IR ELEER A ¢
K56 , 22 4H 18] b3 % FH B K 3 5 2243 BT 5 Spearman
K B 4> B Il ¥ PCT. NT - proBNP 5 SOFA .
APACHE I 9 A1 5 1 5 32 ik 2 T A1 45 ik il 2%
(ROC) K iy £& T 1fi £ (AUC) 43 #7 Ifi 3% PCT . NT-
pro BNP 7E ARDS /& % W5 2 Wi i M (6 . P<
0.05 M2 BA G E X,

2 #R

2.1 A[E™EFLE ARDS & LR b
BRPREA PR N A AR E M AR
B, 2R IE S L (P>0.05) ;3 4HH % RICU 1+

Bt B 1) LA U 8] P, 26 5 HoA Ge it~ 0
(P<0.05) , H.BE#H B0 1 I E , RICU {EBE i [a] |
HUBGE I TR 2. k1.

®1 AEFEREE ARDS BEELERLE (v=s)
Table 1 Comparison of baseline data of patients with ARDS

of different severity (x+s)

ql n IS P51 RIC}JG‘EI&% MW@%

(%)  (B&)  mEd)  EEd)
BREH 39 67.8+3.7 23/16 57209  5.1%1.1
REE 31 68.5+4.5  17/14 0.2+1.9°  8.8+1.7
WAH 26 67.3x4.1  15/11  16.8+3.5" 15.9+3.6"
FAE 0.473 0.011 17.650 17.145
P{E 0.630  0.9182 0.000 0.000

SR A A, P<0.05; 5 B A, "P<0.05,

2.2 AN[EHEME ARDS H& IR i
BRPEAH | rpREAH R R A R IR R T AR
W MAP.CVP WBC.Hb,ALB L%, 2 7 L4
THERE L (P>0.05), R Y] KX 4] Ol
HR . PCT NT-pro BNP,SOFA /% APACHE II ¥4}
P, 22 5 BAT it 2 L (P<0.05) , HFfi% B3
S 15 N, O & F F%AIX , HR \PCT .NT-pro BNP,
SOFA & APACHE Il ¥¥:43 i 37 &, L3k 2.

F2 AEM™EERE ARDS BEMAZHILE (v£5)

Table 2 Comparison of clinical data of patients with ARDS of different severity (x+s)

i 5 B (n=39) HF R (n=31) T (n=26) FIi P{E

IR 431 3% (YK /min ) 29.8+4.0 31.5+4.4 31.6+3.8 1.874 0.064
M 4% (L/min) 0.6+0.2 0.7+0.4 0.7+0.5 1.067 0.293
o1 118.249.9 06.4+7.8 84.3+8.3 19.787 0.000
MAP(mmHg) 85.3+11.5 84.4+10.9 81.8+11.7 1.470 0.145
CVP(cmH.0) 9.3+2.9 8.73.1 8.3+3.6 1.526 0.130
HR (YX/min) 03.8+7.2 08.3+8.1" 113.1+11.4" 10.163 0.000
WBC(x10%L) 6.7+1.8 7.242.0 7.5%2.6 1.838 0.069
Hb(g/L) 116.8+22.4 113.8+21.9 109.8+24.5 1.522 0.131
ALB(g/L) 28.8+5.3 27.6+4.6 27.0+5.2 1.669 0.098
PCT(ng/mL) 5.2+1.7 7.2+1.8° 9.62.3" 11.104 0.000
NT-pro BNP(ng/L) 1399.5+164.2 2427.8+207.5" 4438.6+369.7" 55.514 0.000
SOFA (43) 7.1£1.7 8.7+1.1° 10.1+3.2" 5.688 0.000
APACHEI (4}) 15.3+3.6 19.2+4.1° 25.2+3.9% 13.251 0.000

SR R, *P<0.05; 5 A I, 'P<0.05,

2.3 ARDS & & Il 7% PCT. NT - pro BNP 5
APACHE Il .SOFA 43 f{AH e 43 #r

PCT 4 SOFA(r=0.492, P=0.000) 2 APACHE Il
(r=0.473, P=0.000) PF-53 477 W i IEAH DG , NT-pro
BNP 5 SOFA (=0.416, P=0.000) 2 APACHE Il (=

0.485, P=0.000) VP43 F7 1 W i A G, 22 R B
it L (P<0.05)
2.4 K[ETWiJG ARDS 3 IfiL i PCT .NT-pro BNP
K Hegs

I AL LT PCT /K B B K FIET- 4 &
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# ,NT-pro BNP /K- i 2 5 TALT- A3, 2 % A
HYit27 L (P<0.05), W3,

%3 AETWE ARDS £ MiF PCT.NT-pro BNP 7k £
BEg (x+s)
Table 3 Comparison of serum PCT and NT—pro BNP levels
in patients with ARDS with different prognosis (x +s)

213 n PCT(ng/mL) NT-pro BNP(ng/L)
g 84 6.6+1.9 1576.3+163.5
o 12 10.322.8 4722.1£405.2

tH 4.434 26.586

P{E 0.001 0.000

2.5 PCT . NT-pro BNP X} F ARDS &4 fiil J5 i2 Wi
i ROC £k

ROC Hi£k 45 54 /8, PCT \NT-pro BNP K i %
Bk 512 W 19 AUC 43 51 R 0.847 (95% CI 0.795~
0.900) .0.729 (95% CI 0.657~0.802) . 0.932 (95%CI
0.899~0.965) , 24 PCT 4 6.3 ng/mL I, H:32 Wi U
& R 0.835 K 5 R 0.759, 24 NT-pro BNP
2794.5 ng/L i, HAaZ Wi U S hy 0.721, R R 2R
0.729, X & 12 W ) BOR BEE O 0913, FE 55 A
0.906, UL 1,

1o il 42 35
PCT

NTproBNP
08 AR
EET

0.6

U

0.4
0.2

0.0
00 02 0.4 06 08 1.0
LRk

E 1 PCT.NT-pro BNP 3tF ARDS E&F/F12H
ROC Hi £k
Figure 1 ROC curve of PCT and NT-pro BNP for prognosis
diagnosis of ARDS patients

3 itig

ARDS ¥ KA TAIRvE J-E A0 R S
G IUETR MW, T E A E TR B A A SR
Wi, ARDS AR S &G RIEALEHVILR,
WEFEIN Kbt 58 BT A 2 B 7 ol 25 7 £l 9 4 T 1 5
LA K A 20 i 58 1 PR O P R, a0 T S 3
ARDS Fl &ttt (ALD B9 & A7 ABAa SR
HRIE"™, RAE P F KT 5% T = 5 % T ARDS & /E

KR IHEAS LR, AH IC S SN R B i Ao i
5 ARDS 835 ili S A5 P I 4 T B o 2L AR A
ABFFEXS ARDS fE & LR 2 E AH O A0 N 5 58
B IPE E R TS W AH M TR ST, AT AR-
DS B Wi PRI 97 FUG PEAG 2 AR 3 . AT
FEAS R MR, ARDS S8 35 BE 5 0 17 DN, O1 38
i, HR i G0, MAP . CVP  FEI R 1% AL TS
s R BN Ak, 30 R Ry 9 1 ™ B, SR MY
PEAE SN 9 A 4540 B 7™ T AR HE T A 4 R A
I 45 375 BA R4 P 5 B 04 40, I I T 0 % A fr
IR ; B ARDS HE RN, & &4t
e S i e T 114 DR 7 3, S A D L £ A R
TG LB i, AR R, R

PCT i —Fh & A 116 42 5L 1R 1 8 1 o, Hohy
R A5 25 T P2 2R, IEH LR PCT 2 il Bk
JiR C 4 R 5306 I 28 A i P9 B, 11 7K i T K e 7y 22
WYERY o IE# AR T PCT & WA, (7R84
JE Y I e B 45 U P PCT B S 7 o PCT SO
TR R AE F2 W ) 335 BRAR B, IR F 7= H &2
W EL A A e 1) R R R S O ARBIESE R B
RPN AL N, 1% PCT /KSF W B T
Peon M B AL, PCT HBLEA T PETH A
I £ JUK (BNP ) 2 B 0> 25 40 W 140 I 90 K T A 28 T
i, 42 8 NT-pro BNP, NT-pro BNP f4 5E 1 41,
A FEWI R, AT AR A IR ALA BNP 7K (4T 5% 45
RFEFR™ . NT-pro BNP Fh 5 5.0 HEFE 1 G far g
K REFRAS A %, ARDS H 4 I% S I AE S 5000 14
W AR € T B0 WL 6 B0 i H B 0d b, o0
JUE e 7 A A ) 6 2R A A2 BH S B, I Bl 1 &
B X AP G it — 25 e ™ . NT-pro BNP F 5 if
L5 ARDS & il sl ik i FE B O T REAS & 2%, WF 9%
FHA X 2 2R G0 TR I A O i A A1 4
F7 1€ BNP &% 5% 3L R (5 53 306 ) BE 40 HIL 20 Jifd
K. BABFIEFEW IL-6 . TNF-a . N7 225 K0
PRI~ AT 3 3 4 S A Jo e 1 0 3 O LA AL BNP AH G
L, N TTAE 3 NT-pro BNP AKCERG I, 45 | fr
W, Il 3% PCT .NT-pro BNP Xf T-1iilll ARDS £ %%
5 7 5 R R T B W A, AT /E S ARDS
R W S %1545 .

2% 3k

[1]  Hendrickson CM, Matthay MA. Potential Value of Biomark-
er Signatures in Sepsis and Acute Respiratory Distress Syn-

(T#F 477 R)
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NFHSEER T 4 FEaAE R F-lC AR o TEARYE TR R BT
Je B A

et KER E4Em

(# ZE] BM HiTAKMEE A 4(HE4) B FER o (CXCLY) AR HE 1 4 (LN )21 K 7l
JERRI A . AR BEHUREE 2016 4F 1 H ~20184F 1 H A Y 82 1] LN (B F/E R #F o541, 75 64 80
B R GE VR LT BEARAE (SLE ) A& A 51 LN BB AE A0 B2 o R % FL WAL A B 1L 7 HE4 . CXCL9 7K, i
23 TAE (ROC) #1443 A7 1l % HE4 . CXCLO /K2 Wi . AR A4 45 78 HIGRIT, iRy 6 1>
A RIS LAR R B B R A E G B S HA MG A RF 5HUE RIFH . St m#E A
BErt 3A97 6 S H S I3 HE4 . CXCL9 /K- , 2% ] Logistic [\ 943 H7 LN i & 50 [ 2, 3 ] ROC [ k4>
BT 1ML HE4 ,CXCLO KX s AN R AN . R IFF8 4 A B I HE4 . CXCLO /K- T XF
B4 (P<0.05) ;ROC HHZE 4 H7 7R, L7 HE4 ,CXCL9 B &2 W AUC 24 0.773, KT HE4(0.670) .CXCL9
(0.613) , 24 HE4 W7 {H>160.07 U/mL , CXCL9 # ¥ {f >218.93 pg/mL I, 58 Ny 76.83% , 5 5 5 N
76.25% ; TG A KEVAIT 6 4 H 5 IL3E HE4 . CXCLY /K i35 T il J5 KT (P<0.05) ; Logistic [8]J- 234 i
/K, SLEDAI 343 (OR=2.820) . IfiLi# HE4(OR=1.283) ,CXCLI(OR=2.141) /K ¥-J& LN )5 Ft) 5 5% ] [K] 2
(P<0.05) ; ROC i £ #r B, 1697 6 4~ A Ji CXCLO il 7 5 A B AUC M 0.670, K T HE4.(0.667) ,
K >191.88 I, HURE N 60.00% , F5- 5 0 76.12% . 518 1fiLiE HE4 .CXCLO 78 LN H 5 5 & kR
BV BA R EA RAF2 W8, 2 U B9 T L2 00 R 28, a] VR R TS AN B B9 1000 X7

[REIR] MR % B PRk 9; AMHE2EN 4; B4 BIRK G FH

The application value of human epididymis protein 4 and chemokine ligand 9

in the diagnosis and prognosis of lupus nephritis
WEI Hua*, ZHANG Caifeng, WANG Jiali
(Department of nephrology, Xinxiang central hospital, Xinxiang, Henan, China, 453000)

[ABSTRACT] Objective To investigate the value of human epididymis protein 4 (HE4) and chemo-
kine ligand 9 (CXCL9) in the diagnosis and prognosis of lupus nephritis (LN). Methods 82 patients with
LN who were admitted to our hospital were enrolled from January 2016 to January 2018. Eighty patients with
systemic lupus erythematosus (SLE) without LN were selected as the control group. Serum HE4 and CXCL9
levels were measured and compared between the two groups. The diagnostic value of serum HE4 and CXCL9
levels was analyzed by using the receiver work (ROC) curve. All the patients in the study group received rou-
tine treatment for 6 months. After the treatment, they were followed up for 1 year. According to whether the
compound renal endpoint occurred, the patients with poor prognosis and prognosis were classified. The serum
levels of HE4 and CXCL9 were measured at the time of admission and 6 months after treatment. Logistic re-
gression analysis was used to analyze the prognostic factors of LN. The ROC curve was used to analyze the pre-

dictive value of serum HE4 and CXCL9 levels for poor prognosis. Results The levels of serum HE4 and CX-

KA B T AT E S L XA B (122102310013)
Yk EAs .37 5 TP ERE AR, T, # % 453000
*BAEMEH B4 F-mail : 15637359221@163.com
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CL9 in the study group were higher than those in the control group (P<0.05). The ROC curve analysis showed
that the combined AUC of serum HE4 and CXCL9 was 0.773, which was greater than HE4 (0.670) and CX-
CL9 (0.613), when the cutoff value of HE4>160.07 U/mL and the cutoff value of CXCL9>218.93 pg/mL, the
sensitivity was 76.83% and the specificity was 76.25% ; the serum HE4 and CXCL9 levels were higher than
those with good prognosis after 6 months of treatment (P<0.05). Logistic regression analysis showed that SLE-
DAI score (OR=2.820) , serum HE4 (OR=1.283), and CXCL9 (OR=2.141) levels were important factors af-
fecting the prognosis of LN (P<0.05) ; the ROC curve analysis showed that CXCL9 predicted a poor prognosis
AUC of 0.670 after treatment for 6 months, which was greater than HE4. (0.667) , when the cutoff value
Serum HE4 and CX-

CL9 are highly expressed in LN. Combined detection has good diagnostic value and is an important prognostic

was >191.88, the sensitivity was 60.00% and the specificity was 76.12%. Conclusion

factor. It can be used as a predictor of poor prognosis.
[KEY WORDS]

endpoint

M HEPE ' 28 (Lupus nephritis, LN) J& T &2 41
2T BEARHE (Systemic lupus erythematosus , SLE ) f i
U HL ™ RORE 22—, AT B 4 R0 o AR A
AR kA U . B I PR i JCAR A LN F-
B B RE SR 2 . PEnATW A BoR B
i~z BAEFRE SLE B #FE T i A ip SR T L s
T BIRIRR T2 W SIS A OCHE bR
X K B R R T 7 48 R TS AR L L FEIRAE TR
B HA R L, MRS R, Bk - Ec ik o
(CXCLY) J& TH#afb I+ ZH G E L 51, A 4565 %2
PRA 4 IR | B G5 T 1 20 R e i3 £ 4
JL, PR S e AL, 2 5 SLE &9 (i
TR JIA SCHRTE 18 B I e 1 G T A2 4
Je B I /NG AT RS T BT 52 8 11 4 (Human epi-
didymal protein 4, HE4) #f A M , S BOL N & 5
SR TR HE T AR LN 2 W 5 35 9 i
EA S Z JE ARG . BT 0, AR B IR SR G 97
Hr HE4 . CXCL9 7& LN i2 i & B J5 09 b A, 15
A IRIZIR RIS B R . T

1 AMSHE

1.1 — R

FEHUA B 2016 4F 1 H ~2018 4F 1 H IR Y 82
B LN B 1E s 4L, Bk 12 61, Lok 70 6], 4F
1% 20~63 %, E Y AER (35.31+7.33) %, B I fiEds
B« 1 LA (126.30+35.27) wmol/L, JR & & (9.22+
2.05) mmol/L., %3 % L 80 ] & 4t 1 21 B JH 4%
(SLE) A& Jf LN B & AR R, B3 11 4], %
PE 69 B, 4E1% 21~64 % | V-3 4F 13 (36.48+6.90) %,
W Ih e b5 « 1ML (98.23+27.76) wmol/L, JR E A

Lupus nephritis ; Chemokine ligand 9; Human epididymis protein 4; Composite renal

(7.81+1.75)mmol/L ., P44 M 1 45 — i v
Yo nl b (P>0.05) , 4 20 5 Dy RE 48 b I LT | R
REOMHE, ZRAH G2 X (P<0.05) . AWF5E
LR BEACHZ RS H L

AR - OB 5T I 2 RIS W B 48000
REAIE S LN, HAF A 36 B XR A 2% 25 i & 19 LN
I WibR e s QX B H112 8 SLE, HAR &
I LN; @A R RS2 3 ; @B H R KRB
AT 5, AR B RS R 15 HERRAE : DF
BB s QFF RS M S RE B | s
PEBEI T 5 B)0 JHF M 45 L Athy B 2k 4% )™ ) e
WH; OIS IRERE; 054K
WEFEHT 1A P R FH 448 B R 1 245 o 92 410 o )
= O A 2 BRI A I R PRS2
12 Hik
1.2 Ky ik

KAEZS WKL 4 mL, B O AR B0 RN
2 500 r/min, #0228 15 em, B0 B [E 5 10
min, B, A7 100K, /it RAML
22 RGN I HEA K, W [ 58 R AERT 28 Rl
4 {8k RO I U B0 G A T A 5 R
P T EDK £ 38 W% o3 A 0 1L 375 CXICLO 7K, e #5014
F 5% [El BIOTEK 2 w] #4454 (E1x800 #4) f&2
TSI TSI, AR 42 RE UL R 1 SRR E AR TR
1.2.2 RIT A

WA T A B 4 IR e Ry , M1 F ik 1.0
mg/(kg-d),2 4 H 5/ F 2 10 me/d; KK
e 4] 3 d 7 faf & 50 mg/d, 2 5 E R 20 mg/d;
JE DLYB A F AR 100 mg/ik , 1 kid. FE3R97 6 A .
BEVI 14F, Gt B A B IR S R AN, R
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A48 LA G | v LT A 3 B /N DE A R
(eGFR) T [#=50% . &= H¥ET-,
1.4 Suit2pabs

fii FH SPSS 24.0 # A HE 175 Hi b 2, 1 R
PL(x+s) RN, e K50, THECFORL L n (%) R, K
5, >R HH Logistic [F1H 7 HTH57 LN T 5 s [ 2,
v FH ROC £ 43 #r 1L 7 HE4 . CXCL9 7K ~*F- % LN
2 W K 1000 S MR, P<0.05 K 2% 5B G it

2 HR

2.1 P4 A BERT IfiL7E HE4 . CXCL9 /K~F-
98 40 A 5 B 1ML 3% HEA . CXCL9 7K &5 T %t
MB2H (P<0.05), W3 1,

F1 FHANBERME HE4.CXCLI K FEEER (v+s)
Table 1 Comparison of serum HE4 and CXCL9 levels in

two groups at admission (x+s)

25 n HEA4(U/mL) CXCL9(pg/mL)
gt 82 184.35+62.24 234.46+42.09
X HE2H 80 126.27+58.82 207.11+38.20

il 6.101 4.328

PAY <0.001 <0.001

2.2 iy HE4 .CXCL9 /K2 Wi (8

ROC il £k 43 ¥7 t. 7% , 1L i HE4 , CXCLO Bk &
12 Wi AUC & 0.773, K T HE4 (0.670) . CXCL9
(0.613) , >4 HE4 # 7 {5 >160.07 U/mL . CXCL9 #%

Wi {5 >218.93 pg/mL, R & N 76.83% , F5 5 5
76.25% . WK 2,
2.3 AN[TG B — TR

BIT T 1A, JCi s e ), ek A 2 A B
LS FA 15, 45 2 Bl HAET |8 Bl 4R
9% .5 1B /NER I i K (eGFR) F [=50% ., i) B
WA R AR S TS A R E M, 25500
Giit2E B X (P>0.05) ; FilJ5 R 4F 345 SLE 9% 1 2
$5 %% (SLEDAD) -7 fik F Fiil J5 A R34 (P<0.05) ,
#* 3.

K3 AREBEEE-—MABILE (vxs)
Table 3 Comparison of General information of patients with

different prognosis (x =s)

B RAF# PR AR

s :

L (n=67) (n=15) il Pl
(%) 35.14+7.06 36.09£6.57 0.477 0.635
SRR (4F) 1.60£0.49  1.74+0.61 0.955 0.342

PRSI (B 1) 10/57 2/13 0.061 0.805
SLEDAI ¥4 (43) 12.80+2.33 17.16+2.51 6.461 <0.001

2.4 KGR E ABER JRY7 6 A~ A )5 G
HE4 .CXCL9 7KF

Wi A BE I I3 HE4 . CXCL9 /KT8 B i 2%
5 (P>0.05) ; Fil J5 AN R #1697 6 A~ H I I3
HE4 . CXCL9 /K -5 F #il J5 R 47 # (P<0.05) , UL
# A4,

&2 ROCHINER
Table 2 ROC analysis results

i/ks  AUC 95%Cl 7% PlE BT E BUREE (%) FEREE (%)
HE4  0.670 0.588~0.753 4.044  <0.001 >162.08 U/mL 45.12 81.25
CXCL9 0613 0.526~0.700 2559  0.011 >221.07 pg/mL 75.61 43.75
PIFBAS 0773 0.697~0.848  7.092  <0.001 HE4>160.07 U/mL ,CXCL9>218.93 pg/mL 76.83 76.25

£4 TR RENRR 47 6 S HEACXCLO KT (v25)

Table 4 Serum HE4 and CXCLO levels at admission to patients with different prognosis at 6 months after treatment (x +s)

13 . HE4(U/mL) CXCL9(pg/mL)
B HIreHa ABIf HIreHa
S ER N 15 193.39+35.49 137.58+27.25 247.73+38.84 201.85+33.51
M5 RAr# 4l 67 182.32+31.26 116.19+24.17 231.49+34.77 174.31+28.26
HH 1.210 3.027 1.601 3.297
P{E 0.230 <0.05 0.113 <0.05
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2.5 LN W5 s K &R 5 Hr

DL & A U AN R R AR & (R &
AR A R FHRAE R 0, &4 HUG A B F AR
1), K SLEDAI #¥¥43 | IliL i# HE4 . CXCL9 /KA
B AR, Y5 Logistic 2 [H 2 [9] 9 43 M #8425
SR, SLEDAI 43 | Il i HE4 . CXCL9 7K - J&
LN il J5 [ #2520 A 2R (P<0.05) , L3 5,

&5 LNBUEZIMEZRS
Table 5 Analysis of factors affecting LN prognosis

A BH SEMH v;f{lg/ OR fii
SLEDAIIT} 1.037 0425 5949 2.820 1.558~5.103 0.001
75 HEA  0.249 0.131 3.620 1.283 1.020~1.614 0.001
117 CXCLY 0.761 0.308 6.109 2.141 1.319~3.475 0.001

95%CI  P1H

2.6 [fiLi HE4 .CXCLO KPR 5 A KA T

ROC 145341 7, 1697 6 4~ J1 J5 CXCL9 fil
M5 A B AUC 24 0.670, K F HE4(0.667) , 24
W (8 >191.88 I, HUEJE K 60.00% , 45 S
76.12%. &1,

100
30
60

fosal
%
By
= 0

20
CXCL9

HE4
0

0 20 40 60 80 100
100-45 51
E1 & HE4.CXCLY Bl Hi/5 A R ROC #ik
Figure 1 Serum HE4, CXCL9 predict prognosis ROC curve

3 it
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oM Ry IR H R, B L2 K2 I PR 2
LN &:An e, XA 7 B 30U 0 W 34 5 AT 48 i A
B, (A8 T a2 7 X B E T R 2%,
Z R BB bR A B, TC Tk 4 T R W 4 20
AR R, Sk 5 R AR 1R ACKE LR )
A T A I R EE S T 1)

HE4 J& T8 8 Mg bRk 4, 32 %8 383K Tl o
S LR AEHIE BRI NS S R LR
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B i 2 20 B ek AR T R, AR R s BB I
HE4 78 LN rp 2 5 m il a3, H S WE 16 L%
YIAHC . Tl ZE4r DA BF 53 7E SLE 3% Hin
FIXUBS: DA b 14T 22 504 AR A I, I 52 1l 7 HE4
1EHALYY K fie v B R X

i A 3 38 DA A, LN 9 BEE 2 1 = AL ) 2t
JER A WIE R DU T 5 /NER 5 2505 41 2040 iy =
AR AL PR T, 1 A e AN BT RE S H . Sk
& i, CXCLI J& T IFN-y i3 81 CXC 8 fb A1,
JE— MR ROk AR, 5 RGN A E R
PE B B S5 A AL B A 6. CXCL9 5
ZARLGE AT, ATUOE CDA BH M 19 T 40 1 . 3% 43 4
L RN AR, AR LA Bl R e 2 R S e 1
FeMER N o T LN HRE FR Y A R SR T
T Ik 2 40 it 5 2 44 e A Ol 5 CXCLO ik 79 A8
KA GRS TR VIR . AR EIR ik
¥7¥ 6 I HJ5 , LN B4 I3 CXCL9 B i R R&, s
K35 T R B 3 B i, H. Logistic [B1H 4347 I
7, L7 CXCLY 7K - & LN i 5 1Y 8 2 5 i
%, RN ML CXCLY K- 2552 W T | i R
BT LA, B A TR R T R I

AT 5T 45 F 0 W I PR AR X LN £ 38 ] 3 0o 4G
DI HEA . CXCL /K-F-4f B iz W, Of 1097
b =1 e D | R N e R A A R KD SR S I = |
T LB R IATT 4 B O T 1 L

2% AL, L% HE4 . CXCLO 7E LN 1 5 g
R AR B AT R A2 Wi i, 2 15 &

SEMR R 2 ATAE R UG A B A 0 1 .

5% ik
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The expression of Survivin in cervical phosphorous carcinoma and its

relationship with clinicopathological features
Eerdemutu JIA Yuling*, QIN Xiaoling, NIU Li rong, BAO Ying na, YU Zhilong

(Department of radiotherapy, affiliated hospital of Inner Mongolia medical university, Hohhot, Mongolia,
China, 010050)

[ABSTRACT] Objective To investigate the expression of Survivin and its relationship with
clinicopathological features of cervical phosphorous carcinoma. Methods From August 2012 to August
2019, 200 cases of cancer tissue samples from cervical phosphorus cancer patients were collected, and 200
cases of paracancerous tissues confirmed by pathological examination as normal cervical tissues were taken as
controls. In addition, 50 cases of cervical squamous intraepithelial lesions confirmed by pathology after
cervical tumor resection were selected. Immunohistochemical staining was used to detect the expression of
survivin protein in cervical squamous cell carcinoma tissues, paracancerous tissues and cervical squamous
intraepithelial lesion.The expression of survivin mRNA in each tissue was detected by PCR. The relationship

between the expression of Survivin and the clinicopathological features of cervical phosphorous carcinoma was
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analyzed. Results  Immunohistochemical results show that survivin is mainly located in the cytoplasm or
nucleus in cancer tissues, and it is weakly positive to strong positive expression. The expression of survivin in
the nucleus is increased with the stage. The total positive rate of survivin (100.00% ) in cervical phosphorous
carcinoma tissue was significantly higher than that in paracancerous tissues (0.00% ) and cervical squamous
intraepithelial lesion tissue (0.00% ), the difference was statistically significant (P<0.05). RT-PCR test results
showed that the relative expression of survivin mRNA in cervical phosphorous carcinoma was significantly
higher than that in adjacent tissues and cervical squamous intraepithelial lesions (P<0.05). There was no
significant difference in the expression of survivin mRNA between adjacent tissues and cervical squamous
intraepithelial lesions (P>0.05). There were significant differences in the expression of survivin protein and
mRNA in cervical cancer tissues with different FIGO stages, tissue grades, invasion depth and lymph node
metastasis (P<0.05), but there was no significant difference in the expression of survivin protein and mRNA in
cervical cancer tissues of different ages (P>0.05). Conclusion  Survivin expression in cervical

phosphocarcinoma tissue is significantly increased, and it is related to the clinical stage, malignant degree and

invasion and metastasis of cervical phosphorous carcinoma.

[KEY WORDS] Cervical cancer; Survivin; Clinicopathological features
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F i £ H5 bR 2 W DHVD M B, IF lLEBSRYT 3 1 5 A RTFRUE S 3 LP(a) LOPN  IRF-4 mRNA
KOV B 0 D REFE A5 [ £2 0 Z 94 1170 B0 (LVEF) O EFR B (CD) 17K, 2B 45 L8 45 6 b5 0 D REFE A A1
Keth, BB ZIRMEAS B A | IR AR R A R AR A 2 1L T LP (a) L OPN IRF-4 mRNA /K
LA (F=47.427,66.514, 36.432) , 22 5 A e it 2% B X (P<0.05) 5 jeb.Co 0 W AR B 55 10 | I3 LP (a) |
OPN . IRF-4 mRNA J& DHVD /¥ i) 5 B 5200 K K (P<0.05) ; L5 & 8454, LP(a) 2 DHVD il £k ~
T (AUC) 5k, 9 0.802, A W {8 BBURR B M 70.00% , 45 5 4 86.09% ;3497 3 A &, WAL L% LP
(a) ,OPN /KPR T4 %% . LR , IRF-4 mRNA 7KF- & LVEF CI & T A 804  AUE (P<0.05) ; 1%
LP(a) .OPN 5 LVEF CI f£7£ i 3% /1M1 & 5 & , IRF-4 mRNA 5 LVEF \CIf#{E L Z IEAH LR R, EZRA
GiihEmE L (P<0.05), 5 DHVD & IM7% LP(a) ,OPN \IRF-4 mRNA £k 54, J& DHVD & 4: Y &
ZLRZW 2, £ DHVD 121 BATA T80 1 B 48w i A
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Expressions and clinical significance of serum LP (a) , OPN, IRF-4 in patients

with degenerative heart valve disease
WANG Junhua*, CUI Qintao, HAN Peili, LIU Xiaochen

(Department of cardiovascular surgery, The First affiliated hospital of xinxiang medical college, Weihui
Henan, China, 453100)

[ABSTRACT] Objective To investigate the expression of serum lipoprotein (a) [LP(a) ], osteopontin
(OPN), interferon regulatory factor-4 (IRF-4) in patients with degenerative heart valve disease (DHVD) and
its clinical significance. Methods 120 patients with DHVD in our hospital were selected as the study group,
and 115 healthy people who were examined during the same period were used as the control group. The serum
LP(a), OPN, IRF-4 mRNA levels were compared between the two groups. The influencing factors of the
incidence of DHVD and the diagnostic value of serum indicators for DHVD were analyzed. The levels of serum
LP (a), OPN, IRF-4 mRNA and cardiac function indexes [left ventricular ejection fraction (LVEF), cardiac
index (CI) | of patients with different therapeutic effects after 3 months of treatment were compared. The
correlation between serum indexes and cardiac function indexes was evaluated. Results The serum LP (a) ,
OPN, IRF-4 mRNA levels have significant difference in the patients with multi-valvular disease and with single-
valvular disease, and healthy people (F=47.427, 66.514, 36.432), (P<0.05). Coronary heart disease, smoking

EAMA . MhH A SEFRELSAHMAAB (17A320017)
VR BAe . 34 EFRE—WEE RS %I, T, T4E 453100
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© 484 - ATEWEIRITAE 20204F4 A

2% B4l T Mol Diagn Ther, April 2020, Vol. 12 No. 4

history, high blood pressure, serum LP (a), OPN, and IRF-4 mRNA are important influencing factors for the
onset of DHVD (P<0.05). Coronary heart disease, smoking history, hypertension, serum LP(a), OPN, IRF-4
mRNA are important influencing factors of DHVD (P<0.05). Among the various serum indexes, the area under
the curve (AUC) for diagnosis of DHVD by LP (a) is the largest, 0.802, the sensitivity of the cutoff value is
70.00% , and the specificity is 86.09%. After the treatment for 3 months, the serum LP(a) and OPN levels of
the effective patients were lower than those of the effective and ineffective patients, and the IRF-4 mRNA levels
and LVEF, CI were higher than those of the effective and ineffective (P<0.05). The serum LP(a) and OPN had
negative correlation with LVEF and CI. Intersetingly , theIRF-4 mRNA had positive correlation with LVEF and
CI (P<0.05). Conclusion The abnormal expression of serum LP (a), OPN and IRF-4 mRNA in DHVD

patients is an important influencing factor of DHVD, and has high application value in the diagnosis and

evaluation of DHVD.
[KEY WORDS]

factor-4; Cardiac function; Diagnosis
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(0.830)> ABE%E 7 K LBP(0.806)> A BE45 7 K DcR3(0.766) ; Il iF LBP \HSP70 . DcR3 1 f 40 A% fis 41 4k
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The value of serum LBP, HSP70, DcR3 levels in predicting the outcome of

patients with acute respiratory distress syndrome

MA Lingling'*, YANG Qiuwei’ , KONG Bianduo'

(1. Department of respiratory medicine , luoyang first people’s hospital , luoyang, Henan, China, 471000 ;
2. Department of endocrinology , luoyang first people’s hospital , luoyang, Henan, China, 471000)

[ABSTRACT] Objective To investigate the value of serum lipopolysaccharide binding protein
(LBP), heat shock protein 70 (HSP70) and trap receptor 3 (DcR3) levels in predicting the outcome of pa-
tients with acute respiratory distress syndrome (ARDS). Methods 92 patients with ARDS admitted to our
hospital from May 2017 to May 2019 were recruited as the research object. According to the prognosis of 30
days, 64 surviving patients were selected as the survival group, and 28 patients with all-cause death were the
death group. The serum levels of LBP, HSP70, DcR3, sequential organ failure assessment (sofa) , acute
physiology and chronic health I (APACHE II ) were compared between the two groups. Results  The se-
rum LBP and DcR3 levels were higher in the death group on the day of admission and the 7th day after admis-
sion than those in the survival group. HSP70 level was lower than that in the survival group. SOFA and
APACHE 1I scores were higher than in the survival group (P<0.05). The difference inthe survival group and
the seventh day after admission was significant compared to the death group (P<0.05). The Serum LBP and
DcR3 levels were positively correlated with SOFA and APACHE Il scores, and HSP70 was negatively corre-
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lated with SOFA and APACHE Il scores (P<0.05). Seventh day after admission, HSP70 AUC (0.830) >
LBP (0.806) >DcR3 (0.766). There were significant differences in the survival curves of serum LBP,

HSP70, and DcR3 between the high-risk groups and the low -risk groups (P<0.05). Conclusion

Serum

LBP, HSP70, and DcR3 levels are closely related to the severity of ARDS patients, and are expected to be

the main predictors of ARDS prognosis.
[KEY WORDS]
protein 70; Trap receptor 3; ROC; Lung injury
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( Kaplan-Meier , KM) M1 & i 47 A4 A7 i 2 507, R
Log-Rank K% , P<0.05 /822 5 A Gt 5 L.

2 #R

2.1 Y IEATOR L
AL IEAR TR M) AE S BMI S 45 45 L
BESTSIE L (P>0.05), WEI1,
2.2 4L LBP . HSP70 . DcR3 7K
FET-ZHABERS (A BESS 7 KL LBP . DeR3 7K
S T A AU, HSP70 /K I T AE 740 (P<0.05)
HAERFHABERT 5 AP 7 REE R TIET-4, 2
SHAGIFE L (P<0.05), L2,
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F1 WA—MTEBLE (n(%)]
Table 1 Comparison of 2 groups of general data [n(%) ]

o Jacyea:tl SETEH ‘
—REEH (i=64)  (n=pg) XM PAHE
PRI (B2 35/29 16/12 0.048 0.827
(L) 60.70+7.09  60.28+7.27 0.260 0.796
BMI (kg/m?) 20.92+1.86 21.14+2.05 0.506 0.614
Jiti F8 Bk 53(82.81) 23(82.14) 0.049 0.825
A3 5(7.81) 2(7.14)  0.100 0.752
AEFFEA 3(4.69) 2(7.14)  0.001 0.983
JoR R 3(4.69) 1(3.57)  0.097 0.754
[45 2% 5 (ng/mL)  7.40£1.08  6.83x1.86  1.847 0.068
A7 TC I B 40/24 16/12 3.058 0.080

%2 WAME LBP.HSP70.DcR3 KPELLEE (x+s)
Table 2 Comparison of serum LBP, HSP70 and DcR3

levels between 2 groups (x+s)

i3 LBP HSP70  DcR3
- (pg/mL)  (pg/L) (ng/mL)
BET-2H 28 121.90+32.27 1.02+0.31 3.16+0.62
. HAE 64 93.37+29.06 1.33+0.34 2.59+0.58
ABERS
tHH 4.189 4.130 4.247
Pl <0.001 <0.001  <0.001

FET-ZH 28 102.05+34.00 1.17+0.42 3.04+1.01
ABE AP 64 67.44222.46 1.85+£0.69 1.83+0.60

TR A 5.774 4.829 7.149
P{H <0.001 <0.001  <0.001
AR BET-41 28 19.85+3.23 0.15+0.06 0.12+0.04
E”i‘* AR 64 25.93+5.10 0.52+0.21 0.76:0.25
ABESE 7R )
HE 5.809 0136  13.431
ZMH
P{E <0.001 <0.001  <0.001

2.3 4] SOFA ,APACHE I ¥4y

FET-H ABERT  ABES 7 K SOFA APACHE Il
W T A (P<0.05) , HAEFH ABER 5 A
BEsh 7 REMEE THT- A, ZR B AR FE X
(P<0.05), .3 3,

2.4 il ¥ LBP, HSP70., DcR3 /K ¥ 5 SOFA .
APACHE II #F-43 B #H P

Pearson £k P4 #H 5¢ P 43 A7, IfiL 3% LBP . DcR3
7KF 5 SOFA . APACHE Il -4 5t 1E 4 5% , HSP70
£ SOFA | APACHE Il T 73 £ i #H 3¢ (P<0.05) ,
W4,

% 4 i LBP.HSP70.DcR3 7k F 5 SOFA ,APACHE Il
5 B4 K
Table 4 Correlation of serum LBP, HSP70, DcR3 levels

with sofa and Apache II scores

LBP HSP70 DcR3

PP
rfE& PE rH PH rfH PE

SOFA ¥4
A BEfsf 0.471 <0.001 0.446 <0.001 0.486 <0.001
ABRS 7R 0.583 <0.001 —0.529 <0.001 0.537 <0.001

APACHE Il 4%

A BEfst 0.503 <0.001 —0.512 <0.001 0.611 <0.001
ABEE TR 0.621 <0.001 —0.635 <0.001 0.702 <0.001

2.5 ARDS & 15 s R &

PL ARDS B35 Tl 5 1E A IH AR i, A BE I &
Jf MODS . A B if Jf & K 3¢ . ifil #& LBP . HSP70
DcR3 ., SOFA \ APACHE T ¥ 70 1E i H ALZ i, 45 A
Logistic [71 5 3 A B A, 25 3 W oR , A B i & JF
MODS . A Bt B Jf % 4K 3% | Ifi % LBP. HSP70,
DcR3 . SOFA . APACHE Il ¥4 /& ARDS £ & i )5
() E S R (P<0.05) , W3 5,
2.6 IiLy% LBP . HSP70,DcR3 %I ARDS fiil 5 i fii
UEANIED

ROC MR #r B w , ABERT  ABES 7 KL
LBP .HSP70 .DcR3 *f ARDS i 5 ) H. A — & Hi
Hrfli, ABE%5 7 K HSP70 AUC (0.830)> A B4 7
K LBP(0.806)> A g% 7 K DcR3(0.766) . W3
6. &1,

%3 TiZH SOFA.APACHE I {4 EE8R (x£s)

Table 3 Comparison of sofa and Apache Il scores between 2 groups (x+s)

5 i SOFA 43 (43) APACHE Il 143 (43)

) NG ABEH 7R %MH B B 7K %l
FET-H 28 8.69+1.41 8.03+£2.67 0.66+0.23 18.10+1.73 17.06+4.75 1.04+0.96
A 64 7.37+1.35 5.39+1.80 1.98+0.30 16.96+1.40 12.34+3.22 4.62+1.13

HH 4.258 5.550 20.744 3.340 5.562 14.605

P <0.001 <0.001 <0.001 0.001 <0.001 <0.001
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®5 ARDS BEWREHMHMEZR
Table 5 Prognostic factors of death in patients with ARDS

A B SE i Wald/y (i OR i 95%CI{H P18
ABER& I MODS 1.553 0.420 13.670 4.725 2.711~8.235 <0.001
BRI AR TE 1.426 0.517 7.605 7.105 2.437~7.105 <0.001
LBP 0.990 0.381 6.749 5.063 1.430~5.063 <0.001

HSP70 -0.615 0.273 5.082 0.907 0.322~0.907 0.013
DcR3 1.282 0.409 9.831 6.004 2.165~6.004 <0.001
SOFA 143 1.180 0.426 7.666 5.179 2.043~5.179 <0.001
APACHE I #£43 0.973 0.312 9.723 4.081 1.715~4.081 <0.001

®6 ROCHIMER
Table 6 ROC analysis results

S AUC 95%CI 1A Z 51t B ERWTERRE (%) EEERNERE (%) PE
A Bt LBP 0.686  0.581~0.779 3.281 >100.30 78.57 59.38 0.001
A HSP70 0.760  0.659~0.843 0.843 <1.29 75.00 67.19 <0.001
ARt DeR3 0.744  0.643~0.830 4.616 >3.02 60.71 79.69 <0.001
ABE5 7K LBP 0.806  0.710~0.881 5.379 >02.28 67.86 90.62 <0.001
ABESE 7K HSP70  0.830  0.737~0.900 7413 <1.45 75.00 79.69 <0.001
APBEZ 7K DcR3 0.766  0.667~0.848 4.095 >2.46 71.43 87.50 <0.001
100 100 100
A B C
80 80 80
3 60 Jij 60 a0 60
# # 5
E E oy B 40
20 20 20
ABE45 7dDeR3 B %5 7dHSPT0 ABE 45 7dLBP
o ABEHS DeR3 o ABEH HSP70 0 Bt LBP
0 20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100
100-45 51 100-45 54 100-45 51
1 A DeR3 il ARDS i) i ROC #h4k ; B > HSP70 iiill ARDS i) (1 #h £k ; C S LBP iiill ARDS ) ROC Hh 2k
E1 ROC #h%k

Figure 1 ROC curve

2.7 HAtAHr & LBP \HSP70 . DcR3 5 & 41 A% 15 21 A= A7 il £ Xk
WRAEAEAF=0" FET-="1", LLIROC kit b, 2R AR X (=19.438; x2=31.134; =
BWTE S ALY Efadl, KM i Fr s il 30.894, P<0.001), WK 2,

HEAES BT R HEAF ST R AL HEAES BT R
A 10 B 10 C 1o
0.8 0.8 0.8
= = =
& 06 & 06 L 06
ﬁ & &
| <
04 g = 04 g gt 04 s
B LBP (3 fa4l Bk HSP70 {5 & 20 j:Y3 DcR3 5 fE 4l
0.2 LBP £ n 0.2 HSP70 % f& 0.2 DcR3 filf 41
LBP ‘ré f, ;HJ%E:Uﬁ HSP70 & fe 41-K3 5 /5 DeR3 Ik fis -k 5 I
00 LBP I 41- K5 0.0 HSP70 IR fi 2 - K5 5 0.0 DeR3 fIEfa 41 -5 515
0d 10d 20d 30d 0d 10d 20d 30d 0d 10d 20d 30d
i [ IRF fE] I [

A LBP A A7 /4 ; B S HSP70 Z4E4£H1Z% ; C Jy DeR3 AE A2
& 2 LBP.HSP70.DcR3 4 77 £k
Figure 2  Survival curve (LBP \HSP70 .DcR3)
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ARDS = % i BRI AE Tl N B 42 B ok B T
AU B R T S I Ke K i 306 P AR T 4R A g 98, T g
R R AE BN, 54493 il R i A DY R A0 i %
W, i —20 5| K amam v i i, e B B oE R A
g7, LBP & | B2 R N & 1, 15 A LBP
M2 B A 5~10 wg/mL, 2Pk 2 3] 24 h Py Af
B % 200 we/mL, 24 LBP B & 45 5 N 5=
(LPS)HYZSHE A &5 At , RIUATE 5 S 1G4 S Ak
PEERIEA FRA L, AFFTS5 3 R, ARDS 3t
THE ABERT A BESS 7d 1137 LBP /K -1 5 3
PR, WIS WMUESS , ARDS % AR}, Al g & kK
LPS BURAER , W0 125 5 7 (NF-xB) , B K i
R RAE I F-o (TNF-a) L A4 R 6. 40 it [a 26 B 43
F-1(ICAM-1) G4 R T K — A& B K
MENENGIR 5 A3k BE SAE B, I EE AR 5

HSP70 2 A= 1) 20 M AE L JOR AR 72 A 1 v
PRAFEE T, EAT RO A1 R L A e 40 M fe e 1
SRR, Wl 2R S5 0 RN AR AE
B e R B, AR AE Y N BRLSE I R
HSP70 /K-t 25 F+ 57, A Bl T B AR S <08 il v v
VR H TNF-o JIL-1 %5 20 i R 1 7, ofik G il 46 47
TNEE . AW FTE ) L LA BERT A BESS 7 KL
i HSP70 7K F 0] %1, ARDS ‘77 £ 2% Ifil i HSP70
K TAET B, 5 LR AIRl . ARDS
AL 75 R ™ A PR R, 2 T E HSP70 ik
e, W B s RGIE R TR, b BB AR
SR PUR IR 2 2 T AN, 2 5 40 e e i, 3
il TNF-o 302 2 R 19 338, REEBLR i34
Y HABERT L ABESS 7 KL HSP70 ¥4
K2R A , U8 I3 HSP70 %} ARDS i j5 B A — &
T

DcR3 J&—Ff 33 kD Wl 1, 0] 58 G PE 4G
4 FasL, 0 40 M 08 7=, 98 55 1k 35 9 0 G 5 I A%
1Ml FasL/DeR3 7KF-Z5 L, — 7 T FE 2 U AT it ¢
BRI BRIVBE 15 S 18 2F e, B s sE ) 3
AR P A R L % IS 21 5] ARDS
FEIE 4 .20 1] ARDS Ji54E % DeR3 ¢ & & 38, ARDS
J5 FE 3 DeR3 ¥k JE 52 B I i 6 IR 2 4 0 i 375
DcR3 /KAl fig 5 ARDS &4 ik JRA 54, [Fmt 2
Cox [F1 443 #7 i 75 DecR3=2.7 ng/mL J& ARDS %
30 d AET- I A 7 fE B TR &R, 5 A 58 LA — 3.

ARDS %A R PU AR W 50 R S g - R
PR I8 DeR3 o B ik , i g 40 B e 1) 2L A 4t
SAEMER M2 R AU, S BT 2% 40 i R 430, 4
ICAM-1 . IL-8 &5 RAEH 7 & &, I fli i 43 , 52
TG . 4 Pearson £ P AH /0T & B, DcR3
Yj SOFA \APACHE Il W43 AR IEAH G K R R
1ML 7% DcR3 7K - # 5 , ARDS ¥ 175 /™ 5 4 B bl iy
A LI 3% DeR3 76 ARDS i 5 P4 th B — & 1l
WA

Zg B nl A, If ¥ LBP, HSP70, DcR3 /K F 5
ARDS B 1E ™ R R % UIAH G, J& ARDS &
Tl e W E s 2, W] Rk PP AL ARDS f8 3 T
Ji P8 B L A
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. a
.’I,/a 3 e

/I JUHERE i 5 AS 13 B DTS I HLiAs 1M B IIEF
s s arPr

14 3

(8 ZE] BH EHr/NJLE R A R B0 S PR IgM SRR IS s it kads . Ak
WCAEARBE 2017 47 1 H 2 2019 4F 12 T W03 B9 AE Ml 52 F8L 308 4], LG8 963k E A7 il 48 32 44 (MP) |
Jiti & A JE A (CP) I B 45 B9 75 (RSV) BRI 2 (ADV) | Bl it /200 75 1 8 (PTVL) | Bl i /2% 7 2 7Y
(PIV2) . @l Wi B 7% 3 A (PIV3) | H U3 B 7 (FA) L 2 R O 75 (FB) ) B2 4795 2 B & (COXB ) %
22 Tl ST D B TgML TR ARG I o 4 BT 1T DX A A o SR P 3 TR A 280k R oy B (A D 3~4 ),
B AT 5~9 A) B8P 10~11 ), 4 (AT 12~2 A ), WA [F 257 MP ,ADV RSV JE& YL 7017 £ 55, 1
A FREN R BILIFRAEE L. R D308 5 5 AE Mt 58 B UL R 1gM Bk B R 58.77%(181/308) ,
Horp MP YL (5 E i, ADV 5 RSV IR YL 2, HoAl 4035 PIV3 \FA .COXB .FB .PIV1 %, LI YL 52
7 41.56% (128/308) , WL JE YL R A 13.96% (43/308) , 2 IR YLK 3.25% (10/308) . @MP YL 1 3~7 &
AT B W S T < 2 (LD 5 1~3 2 (L), 236 248 L (P<0.05) ,RSV
R B LI 5 & LI s TR AT, 25 5 GE i E R L (P<0.05) , ADV &G h 228 R 4l LI
W TR, 2R A G ERE X (P<0.05), @F B LMP ADV YR L G027 L (P>
0.05), BYEEILRSV IR YR8 & T4k, 2% A 5118 X (P<0.05) . @MP &Y 5z, ADV &
Pk HETHRRE RSV IRYE F s . OMP YR LME s O LR I & E 55, ADV RSV
Y B LA IO R AREIRII &, HL 22 T B J8 L e vy | Js RO O LA 3 IF D i e S5 01 & oE I i
PR, 2 R A SR L (P<0.05) . 8518 ARG AENG R B LRIER EZ L) MP ADV RSV
YLy T, OO Y KU T s .22 MP L ADV RSV SR YL /5215 ; MP L ADV RSV 8L 55 5 4E fili 48 H
JUAEREA 56, Hoh = I i 400 MP SR JRURG B /85, 10 RSV 5 & T2 LI, ADV D4l L30T 5 2 0% i 309 359 A 5

[R8IR]  HAEMTR ; JL2; ol s g SUA s EIGE & MO 35 5 M 2

Detection characteristics and epidemiological trend analysis of different

pathogenic antigens and IgM antibodies in children with severe pneumonia
TAO Shan*
(Department of Special Needs, Xiamen Children’s Hospital , Xiamen, Fujian, China, 361006)

[ABSTRACT] Objective To explore the detection characteristics and epidemic trend of IgM antibody
anti- different pathogens in children with severe pneumonia. Methods A total of 308 children with severe
pneumonia admitted to Xiamen Children’s Hospital from January 2017 to December 2019 were collected.
Mycoplasma pneumoniae (MP) , Chlamydia pneumoniae (CP) , respiratory syncytial virus (RSV) , and
Virus (ADV) , parainfluenza virus type 1 (PIV1), parainfluenza virus type 2 (PIV2) , parainfluenza virus
type 3 (PIV3) , influenza A virus (FA), influenza B virus (FB) , Kosa Detection of multiple pathogenic

KA B B T HCF AR 4 (35027220174016)
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*BAZHE S A, E-mail : mubanpe27204@163.com
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antigens such as parvovirus B (COXB) , antigens and IgM antibodies were detected by immunofluorescence.
According to the climatic characteristics of Xiamen, the average temperature classification method is used to
divide spring (March to April), summer (May to September) , autumn (10 to November) , and winter (12 to
February ) , seasonal distribution characteristics of MP, ADV and RSV infections were observed. The children
with severe pneumonia and their complications were investigated. Results (1) The positive rate of pathogenic
IgM antibodies in 308 children with severe pneumonia was 58.77% (181/308) , amongwhich MP infection
accounted for the highest proportion, followed by ADV and RSV infection, and others included PIV3, FA,
COXB, FB, PIVI. The single infection rate was 41.56% (128/308) , the double infection rate was 13.96%
(43/308) , and the multiple infection rate was 3.25% (10/308). 2 Among MP infections, the infection rate is
the highest between 3 and 7 years old (preschool age) , which is significantly higher than <1 year (infancy)
and 1 to 3 years (infancy) , the difference is statistically significant (P <0.05) , infants with RSV infection
Period and early childhood are significantly higher than preschool age, the difference is statistically significant
(P<0.05). ADV infection in middle school and early childhood is significantly higher than infancy, the
difference is statistically significant (P<0.05). (3 The infection rates of MP and ADV in male and female
children were not statistically significant (P>0.05). The RSV infection rates in male children were significantly
higher than that in females, and the difference was statistically significant (P<0.05). @ MP infection is the
highest in summer, ADV infection is higher in spring and summer, and RSV infection is the highest in
summer. (3 Children with MP infection have higher rates of respiratory failure and myocardial damage
complications. Various complications of children with ADV and RSV infection are also frequent. Children with
multiple infections have complications such as respiratory failure, pleural effusion, myocardial damage, and
abnormal liver function, significantly higher than that of a single pathogen (P<0.05). Conclusion The
pathogens detected in children with severe pneumonia in our hospital are mainly MP, ADV and RSV
infections, and the risk of double infection is high. Summer is the high-risk season for MP, ADV and RSV
infection. MP, ADV, RSV infection is related to the age of children with severe pneumonia. Among them, the
risk of MP infection is the highest in preschool age, while RSV is easy to occur in infancy, while ADV has a
higher risk of infection in early childhood and preschool age.

[KEY WORDS] Severe pneumonia; Children; Pathogeny; Mycoplasma pneumoniae; Respiratory

syncytial virus; Adenovirus

P A il 28 S [ A Al LR LI P
IR N<T % W4l JLAET: 2R N, H#E g 10% /9 /)
JUNT 5 R 2t S D EAE I 48 o IFSE A B, TR Al

F1% T A il 52 S8 LA B 5 0 4, OBk 308 fif 22 K
2 7% /N JLEEM R, 455 RAE RER R o
R BB IREL A5 LB AL DR AT R i 4

o5 R B 2 B2 K | 40%~65% 2 1 JE 40 T P AR
JERGL PR, M/ NEESE P IR 9 T B A il 48k
YR AW BT, BSO8R LR IS AR 4%, I IR
YNSRI o X L in 5 B RE il 98 9 JA 4 L A
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e, BILARY 0 3 SRR R Bl R 7 R A
XoJ L T 98 T A R B o ARG UCAR S T T T
JUEE BE e 2017 4F 1 H & 2019 4F 12 H WA 9 308
5] 2R it 98 KB L BERE , BRI HAE il 48 o it A S
A, A B ELAE il R R A T F AR A

1 ABSHE

1.1 W%
WA BE 2017 A5 1 H £ 2019 4F 12 A WG

1297 FLIE (2019 4 i) 7 il 5 1Y H10E i 58 12 W AR
" AR E - O G AR IR 12 W bR
HE s Qe D Bk o 3 s QLK E MG R & .
HEBR AR UE - D5 I W 45 4% ; @1 K Jik 26 B bk 12 45
LA ; B SR UE W s @3 BvE 5 4% s ©EB i
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1.2 Jrik

A EUILABE 1 d, BURE#K I 3 mL, 2 000 1/
min Z5.0 (10 min) , 3 I RRSE (B ) B2 2 52 5512 Wr
JBEAR 3 ) Az 7 I W i D AR TS B AR TgM ) &
Fie HRRG A b o B R BRAE , Ui 9k A T i R
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A& (Chlamyoliapueumoniae , CP) . -1 38 & i 95 25
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(Respiratory syncytial virus pneumonia, RSV) | [l Jii
7 (Adenovirus , ADV ) | &l i Ji&%% 7% 1 AY ( Parainflu-
enza virus type 1,PIV1) | Bl 7 895 B 2 % (Parain-
fluenza virus type 2, PIV2) . &l i & 5 7 3 M
(Parainfluenza virus type 3, PIV3) | B % 3 JE& 0 5
(influenza A, FA) | £ A Jii JE& % # (influenza B,
FB) . #] 5% #7 9% 2 B %Y ( Coxsackie b virus, COXB )
8 Z P IR P S TgM B AR R . R HH R 5
EUROStar lll Plus %¢5't 305 , 7R AT 100 W, I 4%
450~515 nm , ¥ 52 : 40 MLV %E 20 1, W) 5% - 20 i Ak
JT WL EE 40 A, 52 RF S R 5 6 AT 1 A W Sy P AR
FH P o
1.3 JfFRAEVFE bR

I 8 5+ YA TR R >R, I TR A0 % 3 P
(RR>28/min) , PaC02>6.67 kPa(50 mmHg) . A3
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SE O . O LR B . 0 R VLIRS U ) T
(Creatine kinase-MB, CK-MB) . | i Jlii = i} (Lac-
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transaminase , AST) 5 & F+ &5 o M s B - X Z& T
DA B B 52, RRRCIR M | 2235 8y 8 75 I BRI
(A=A A
1.4 Gutsork

K JH SPSS 20.0 #AF53 07, HHECFRBHA %2R
AR H R g, A Ee W EUN T 5, R A
Fisher ffi VIHE R 55, P<0.05 W] F/R 22 55 BA 45
TR

2 H#HR

2.1 R ARR I O

308 151 = A Jili 4 L JR IgM T 1R PR
58.77%(181/308) , Hirh MP &L 5 b fc/& , ADV 5
RSV Bk z , HoAl 42 4% PIV3 . FA . COXB .FB
PIVI (L3R 1), BT YLK Sy 41.56% (128/308) ,
XL R YL %R 13.96% (43/308) , Hirh MP+ADV 3L
P IR B oA UL 27 61 (1 62.79% ) , 53 9
9 MP+RSV &Yt (5 20.93% ), £ 8 iYL % 3.25%
(10/308) , MP + ADV + RSV & HJ % I 6 i ( 5
60.0% ) .
2.2 N[EIAFIE e A SR YL R A AT

MP e 1 3~7 5 (AT ) SRS R i v, B
WET<1Z(BILW) 5 1-3 % (4L, 2%HE
S it 5 L (P<0.05) , RSV B i 32 L 545 )L

W& TR, 225 A58 L (P<
0.05) , ADV &Y 225 i 2L 8w T2
L, 2R A G R L (P<0.05), W 1,

®1 AEEH MP.ADV RSV B4 S5 (n(%) ]
Table 1 Characteristics of MP, ADV and RSV infection at
different ages [n(%) |

FRIE(S)  n MP ADV RSV

<L(CZJL) 144 17(11.81) 13(9.03) 34(23.61)
1~3(4JLH) 87 37(42.53) 22(25.29) 18(20.69)
3~TCHEBTT) 77 49(63.64) 27(35.06)  3(3.90)
1 65.0520 231615  13.9577
Pia 0.0000 0.0000 0.0009

2.3 N[ I AR SR A A A3 B

B B ILMP ADV UL F LR TG T R
X(P>0.05), Bk JL RSV B YL FE B & T 4ok,
ERAGITFE L (P<0.05), k2,

£2 AEMS MP.ADV. RSV BZ4F m 347 [n(%) ]
Table 2 Characteristics of MP, ADV and RSV infection by
sex [n(%) ]

R B MP ADV RSV
5 189 57(30.16)  37(19.58) 42(22.22)
& 119 46(38.66)  25(21.01) 13(10.92)

P 2.3685 0.0931 6.3543

P1E 0.1238 0.7603 0.0117

2.4 HAE M A e SR AR AN [ 224 43 A R S A BT

MP R i, B & THRE KE X
Z ERA G FE L (P<0.05),ADV &Y 5
ZUERE,ARETRK ANE, ZRARIT¥E
M (P<0.05) . RSV JEYL B 245 i, B o & T4
% e KFE ZRAG5IEE X (P<0.05), 1L
3. F1~3,

x3 AEASHEEMK MP.ADV RSV BRIER
Table 3 Severe MP, ADV, RSV infection in different

years, seasons

N MP () ADV (ff]) RSV ()

5 16 14 13

-l 63 34 31

774 13 7 5

% 11 7 6
e 78.9395 33.2202 33.0957
Pia 0.0000 0.0000 0.0000
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Figure 3  Severe pneumonia RSV infection in different

seasons

2.5 A[ap s YL EAE M A B LI ARG LT

gt FAE A R LI v | M i AR
O WU E P RE W 4 I ACRE B , Herh MP %
e B LW v O LR T R E B, ADV
RSV &Y 8 L4 2T R E I A, H 22 gy i
DL by | s B O WL 3 D B 4
IFRAE W i S T AR, 2R A G E X
(P<0.05), W5 4.

3 it

WFFEHG 0, &l LA 2 R AR IR e 5 b X 2
T AR IS S R F AR AR T AR AR, L ERE il R
JEARBHPEAS H 2R AT 35 3] 68%~89% ., ASWIF 58 ] 1 5
1 i X /N L F 0 il 28 9 TR i R LR TgM i 4 B
PERS RN 58% , 5 4 F % T BESE AR, . Hidh MP
B 5 i S, ADV 5 RSV &Lk > . 5 e[
A A 5 FRE I A 0 R R AR — B (AT AT
XU J 22 B SR B A7 4 T 9 v 2295 SRR [
YORWE Ry o b &3, SEE il % R L 322 LA MP &%
Yk, 3% MP R il BUR AU o B AR
YIa W02 R I BRI, 5 A R T 28 A 45, o
FHLAAR G e 7y, 3840 H g B A AR KU BT K
Jayaweera %5 "' 5% , MP 5 ADV 1, RSV Ji% i i &
JERYL R H L, S EORE T A 1 R SR R AR R R

ANBISE A B L EE TR Ml A 9 LA FEPEAG Hh R
AT ARAUAT O , MP JER Y — A4 PU ZH AT g, (L ke
RN A AR RE S E TSR IRE R A K
XIFAE ST MP A TR FGE T, MP B dr & TR
ko AT 5~9 H MPIRYLR s e R E Y2 5
TSR T IR I PR G , B0 MP 35 P S, 5
4l )L MP B KU 380 . AHFSE T ADV B
W Ry 2T 5 IR T SR A TR AT
HE59NRANE P ADV JEYEF T 9~10 H A rZs,
T ADV B m e B AETE M, FRE BN
RSV JRYL e, 55RE5 46 98 RSV IR 7221
— 3, Z T R RS, TS, 5 T
RSV %51, 7 FHULE RSV BT

AW 5T, N [R]HE BI L MP ., ADV i i (A
FHME R LR To W B 25 5, 5 3O S M S A AT
FEAE il 28 95 D A SRR e 5 ) 9 JE B B O . B
L RSV B YL R M &, i RE S 5 M LI

F4 TEARREBLEEMEEILFREBR (2(%)]

Table 4 Complications of Severe Pneumonia in Children with Different Pathogens [n(%) ]

o JEL A n WMl 3 8 g FEE AR LR JFTRESH
MP 103 48(46.60) 51(49.51) 54(52.43) 31(30.10)
ADV 62 20(32.26) 30(48.39) 21(33.87) 17(27.42)
RSV 55 14(25.45) 15(27.27) 11(20.00) 12(21.82)
Z TR YL 10 8(80.00) 7(70.00) 5(50.00) 7(70.00)
1 14.9749 10.6495 17.2273 9.6499
Py 0.0018 0.0138 0.0006 0.0218
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W T8 35 A M T R A8 AT O, RSV IR 5y 5 R I I
TE 9 P ZE, ER il A8 RE IR, 5 S A A
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SRR A K, 2 I AT MP e KUK 5% 5, 1T RSV 5
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JEYLR 25 BT g 5 /N LU S RE DI RE R &
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Y L) K M VI R g O UL T SR . R
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PR S MP LR 2 S B NIZIR, Iz
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ZE b, BT b X HRE T 48 RO L DR S D
MP . ADV RSV &4 Ay 3 | H OO B YGe KU = 5
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SAA .sTREM-1.CRP/PAB 1 SP . 4 i A I il 348
A E Y

INE OERR OEH*

[(# E] B HTEEMHFEEA ACSAA) AT E S R 4000 fil % 22 14&-1 (STREM-1) .C JZ
11 (CRP)/HTE 8 11 (PAB) FL{EE RS #4173 Z40E (SP) F 5 ARG Il B & L, ik R Be 4
R AT LIEF TR SP B3 82 BilfE M BIFIT A, 55 e R W E R R A 80 Bl e R4, AR U R 5
T A R I e A R S e 4 (21 ) AR 4H (61 ) o HLES A EE R RELH TSR ARS 1.3.5.7 d Il
5 SAA STREM-1 7KV, X LB YL 2 5 R B R J5 1.3 .5, 7 d Il 75 SAA .sTREM-1 7K °F- .CRP/ PAB
FUAR, S0 BT 4% H5 b TR1 AR S | SR 3233 TARHRIE (ROC) B IEH 3 25 06F il s i e i W 8, O e T
TR R B Y SAA STREM-1 /K°F- .CRP/ PAB W AH , /3 M7 3 % SR FHEE R, R
P ARG 3 d ML3E SAA sSTREM-1.,CRP/ PAB HLfH A 2] &0, ARG 3.5.7 d i T ARG 4 (P<0.05) ; R
Ji 3 d Ifl 7 SAA 5 sTREM-1,CRP/ PAB . {H 5 1E 4 5%, sTREM-1 5 CRP/ PAB H{i &2 1E A1 5% (P<0.01) ;
1M % SAA sTREM-1,CRP/ PAB &2 Wi A J5 Il i@ e i) ROC 14k T 1H BN 0.876; R J5 3 d 5 1k
B MY SAA sTREM-1.CRP/ PAB [V {H & T 56 2 B UL 8 55 (P<0.05) ; LI SAA .sTREM-1.CRP/ PAB
FOAA 5 IR AR B 2 IE A2 (P<0.05) o 538 SP AR L W3R & BRI T A AR S5 Bl R e 77 7R ML T SAA
STREM-1 /K- \CRP/ PAB H{E TR 4 , H 5™ R O R %), FEA S Ml e vh BLAT 3¢ i i2 W
B8, 7T PRI W s 17 Al R e AR AT

[REIA] Ve Ay CIRNA M ; FIVEE I AR 2008 ; iy

Significance of SAA, sTREM - 1, CRP/PAB in pulmonary infection after

general anesthesia in SP patients
SUN Yuan, WANG Xin, WANG Li*
( Anesthesia, The first hospital of Hebei Medical University, Shijiazhuang, Hebei, China, 050031)

[ABSTRACT] Objective To investigate the significance of serum amyloid A (SAA) , soluble
myeloid triggering receptor-1 (STREM-1), C-reactive protein (CRP)/prealbumin (PAB) ratio in pulmonary
infection after general anesthesia in patients with schizophrenia (SP). Methods A total of 82 SP patients
undergoing upper abdominal surgery under general anesthesia in our hospital were selected as the research
group, and 80 healthy medical examinees in the same period were selected as the healthy control group. They
were divided into infected group (21 cases) and uninfected group (61 cases) according to whether
postoperative pulmonary infection occurred. The levels of serum SAA and sSTREM-1 at 1, 3, 5, and 7 days
after operation in the healthy control group and the research group were compared, and the levels of serum
SAA, sTREM-1, CRP/PAB ratio in the infected group and the uninfected group 1, 3, 5, and 7 days after
operation were compared, and the correlation between the indicators were analyzed, the receiver operating

characteristic (ROC) curve was used to evaluate the diagnostic value of the three for lung infections, the
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levels of SAA, sTREM-1 and CRP/PAB in patients with severe infection and mild infection were compared ,

and the relationship between the three and the degree of infection was analyzed. Results The serum SAA,

STREM-1, CRP/PAB ratio reached a peak at 3 days postoperatively in the infected group, and was higher than

the uninfected group at 3, 5, 7 days postoperatively (P<0.05) ; serum SAA was positively correlated with
STREM-1 and CRP/PAB ratio at the third days after surgery, and STREM-1 was positively correlated with
CRP/PAB ratio (P<0.01) ; the area under the ROC curve of serum SAA, sTREM-1, CRP/PAB combined
diagnosis of pulmonary infection after surgery was 0.876; serum SAA, sTREM-1, and CRP/PAB ratios in

patients with severe infection were higher than those in patients with mild infection at the third day after
surgery (P<0.05); serum SAA, sTREM-1, and CRP/PAB ratios were positively correlated with the degree of

infection (P<0.05). Conclusion

The level of serum SAA, sTREM-1 and the ratio of CRP/PAB were

increased in SP patients with pulmonary infection after upper abdominal general anesthesia, and it is closely

related to the severity of infection, and has a high diagnostic value in postoperative pulmonary infections,

which can provide theoretical basis for clinical diagnosis and disease evaluation.

[KEY WORDS] Amyloid A; C-reactive protein; Prealbumin; Schizophrenia; Pulmonary infection

K5 73 240 (Schizophrenia , SP) s Hfi BL# I
P L RS IE SPIY T AR B EBAET & . RA
it ER R e 1 % b AR A B R TR RS R
IR RAE WG R, SP IR E ARG 5 KAEE %, )
oy I AR i il 38 e 2 R 1 2 0 2
fal R Z—, A OB R
A EFEIROE 2 M B o B LR R RS2 K B
KT AT SP AR AR 1/ %2 kA KUK | 22 i fii 41
LR A B AT BUAE T L 5 B A7) ke =2 AR5 il
PR B L U ALR L Mg E R AR A
(Serum amyloid A, SAA) | A i PR 22 248 Jfd ik & 52
& -1 (Soluble triggering receptor expressed on my-
eloid cells 1, sTREM-1) &34k 2k 41 52 1 D) ik
T TEZ R SAE BN I B AN TR R h R R
IR M SEHTSE S, C SO AR (C-reactive pro-
tein, CRP) 5 7ij i5 2& [ (Prealbumin, PAB) [ {H 5
MR E R T, T SAA STREM-1,
CRP/ PAB HUAE RGP A S S R B, A
WFFEH AR 5T HAE SP B 42 R 5 M 5 2 e 1Y)
AL K R, B TE Ay i PR 58 36 U AL ] 52 it
A

1 ABSHE

1.1 — BBk

PEHUABE 2016 4 7 H 2 20194F 7 H @K F 17
I F AN SP B 82 BiIVE MR G iR A
J S8 15 R A Il B g oy A IR A (21 ) AR R
(61 ), oy BERE ) fa B AR 5 80 fiIAE by fat B
XFHEZH, Horp 58 45 ), 4 35 1, AR i} 31~61 %7,

¥1(46.01£5.77) % AR it £ 45 41 18~21 kg/m®, 13
(20.96+£0.91) kg/m’, 745 SPiZWibRifE"™ ; AR
#E : OAFR T LR FAR ; @B Ef IR PR
WL QT B E AR EFZ AR E .
HEBRARHE : QAR ATAATENGER IR G s QFFAE RIE R G
SOV SR N R E R o NS o R AT
PESE . AFST Bl S Be e I R 2tk
1.2 Jrik
1.2.1  BREE

N ZE R IDKGE S , B 6~8 mL/kg FLAR B ARAK
W, TR i A= W B 97 H F T A A B > 7] Bene
View T 8 2 Tl B M IS W I A= i AAAE 5 32 16 Aspect
28 F) A-2000xp W A4S W 0 A L RUB 48 %X (Bispec-
tral index , BIS) o JFR 1% S I 10 min #t4 1.0 e/
kg A1 EFEBKE (L5 - H 12070534, V1. 95 18 Fif B2 24
ARG BRE] ), 0.4 pg-kg' - h' HREe g & AL 5%
FRBEER T 0.05 mg/kg BRIKIE A [ 3~5 pe/kg S5 K
Je . 1.5~2.5 mg/kg PITH T . 0.15 mg/kg I =X B ity 22
B, SUE AR AS HLWOE S, WA 8~10 mL/kg, U
i 1~2 L/min, W E L 12 2,38 S5 10~15 Y%/ min,
HRF PeiCO, 35~40 mmHg ; REFLESRF M 5 A R,
i 2~6 mg - kg - h' IIA Y . 0.1~0.3 pg-kg'-h
HioF KJE , W AL F sk, PP R W 1%~3% ,
i d 0.1 mg - kg - bt BT R 2R B Ak R LR
I CECE R B oY K e L UEE TN I B 4R
BIS 40~55.
1.2.2 K

PLAE 0 58 48 BUR 25 I8 Bk il 2 mL, 250 15
min, B0 ¥, 8§ 8K 50 9% R % I SAA L PAB,
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STREM-1. 5 &340 i o & W i A= 0 R A PR
oL, GER L RHE TS50 S A B 78
1.3 e

OXF M ARG 1.3.5.7 d. Il 1 SAA .
STREM-1 .CRP/PAB U fl . @4 #rARJ5 3 d Ik
SAA .STREM-1,CRP/PAB [ {5 AH XK1 . @4 Hr
A J5 3 d Il SAA .sTREM-1 . CRP/ PAB It} £
VT A S e A AN . DX B A ) Sk e 2 B R
Il 7% SAA .STREM-1,CRP/PAB [ {8 . &Y f
P « A7 76 B e PR R 5 sl 75 ALIGE <, 45 & — I
UL E N EBEERYE ., &40 iE SAA .
STREM-1 .CRP/PAB {5/ YL FE B 1) K &R
1.4 Giileab

K FH SPSS 22.0 FAF A7 4341, T BUH KL n
(%) F7R AT YR THEBOR L (R £5) 0K, 4
5] Hb %58 % FH ¢ K56 ; Pearson AH 26 P R UM R 3
d Il % SAA .sTREM-1.CRP/ PAB [ . J&& e F2 Bif
FAHCHE  P<0.05 A ZERA G L,

2 #R

2.1 L — TR i
WAL TEAR IS 5] TFARIER R E ek F

A B AR A, 25 EGE I E X (P>
0.05), AR e, W1,

x1 FWAHA-MABLEK (2(%), (x£5)]

Table 1 Comparison of basic in 2 groups [n(%), (x+s) ]
R (%) 40.31£5.33  41.10£5.16  0.600 0.550
PES (B 1) 12/9 34/27 0.013 0.911
TFARER 0.010 0.919

JHIH 13(61.90)  37(60.66)

H R 8(38.10)  24(39.34)
ﬁgff ks 21.46+1.33 2096122 1.583 0.117
FARRE (h) 249+0.46  2.53+0.50  0.322 0.748

A WA (min)  133.12+31.64 129.87+29.55 0.427 0.671

2.2 W ARJFIME SAA sTREM-1,CRP/PAB i {E

W20 AR J5 1 d 175 SAA . sTREM-1.,CRP/PAB
FEAEAR EE , 22 S TR S 122 L (P>0.05) 5 B GL 20 R
J& 3 d 1.7 SAA .sSTREM-1.,CRP/ PAB {8 ik % 5
g, HARJE 3.5.7 d @ TR 4] (P<0.05) , WL
=2,

x2 WAHAARFIMFE SAA.STREM-1,CRP/PAB Lb{E (x+5)
Table 2 Serum SAA,sTREM-1,and CRP/ PAB ratios (x +s)

s 1] 2H 531 n ARE1d ARJF3d yNER KiF7d
SAA(mg/L) YL 21 35.42+6.28 64.11+21.37 51.04+15.24 40.78+10.07
AR GLH 6l 37.27+8.41 40.06+13.30 24.07+7.69 13.7124.10
2L 0.922 5.899 10.533 17.366
P1H 0.359 <0.001 <0.001 <0.001
STREM-1 (ng/mL ) By 21 206.29+57.41 267.53+60.04 218.49+50.71  170.56+41.25
KRG 61 202.44252.09 210.14+53.30 174.06+38.46  132.02+29.14
IR 0.285 4.120 4.195 4.674
PlE 0.777 <0.001 <0.001 <0.001
CRP/PAB 14 YA 21 0.10+0.04 0.30£0.10 0.2320.07 0.1520.04
ARG 61 0.09+0.03 0.1220.04 0.07£0.02 0.0420.01
i 1.206 11.696 16.194 19.949
P1E 0.232 <0.001 <0.001 <0.001

2.3 ARJ5 3 d I SAA sSTREM-1,CRP/PAB I H
AHIEME

Pearson A &M, RJ5 3 d L7 SAA (1,=0.845;
r=0.671) 5 sTREM-1,CRP/PAB I {f & IF 41 5¢ ,
sSTREM-1(r=0.784) 5 CRP/PAB [ {f & iF4H 5 (P<
0.01), L& 1,

2.4 AJ53dIMiE SAA .sTREM-1,CRP/PAB [ {#
W E

1M.7# SAA .sTREM-1,CRP/PAB Bt &2 W R 5
it ¥ 8% Y% () AUC 1H 4 0.876, K T SAA0.768.
sTREM-1 0.701 ,CRP/PAB 0.786(P<0.01) , iL. 3 3.
K2,
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Figure 1 Correlation between serum SAA, sTREM-1, and CRP/PAB ratios at 3 days after surgery
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Table 3 Diagnostic value

URE FESE

B AR AUC 95%CI s
EEEL D o BT (%) (%)
SAA 0.768 0.662~0.854 >584  66.67  88.52
sTREM-1 0.701 0.590~0.797 >210.3 90.48 47.54
CRP/PAB
0.786 0.682~0.869 >0.1  52.38 98.36
A
=“HEA 0876 0.785~0.939 - 76.19 91.80
1.0 1.0
A B
0.8 0.8
i 0.6 I 0.6
= 04 = 04
i £k 5
02 NEES T 02
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SHL
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Figure 2 ROC curve
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0.05),

x4 FEREREREEEEFMF SAASTREM-1,.CRP/PAB
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Table 4 Comparison of serum SAA,sTREM-1,CRP/PAB

ratios in patients with different infection (x +s)

IR R RERGRE

) t P
LD (n=8) (n=13) {1 15
SAA(mg/L) 73.96x£17.03  58.05+£13.29 2.396 0.027
STREM-1 288.85+40.16  254.41+£31.22 2.204 0.040
(ng/mL)

CRP/PAB bl 0.35+0.07 0.27+0.04  3.355 0.003

3 it

254 S R) TR A A 88 R 4 B SRR I T
ARG Mt ER IR 9 22 F UL T PR R 0 A
FEAEHERR FiRsZm R f5 &, i 20% SP B
17 1 IR 4 B BRI TR 5 & A Bl B iR gL | 540 3¢
IE T —F, B I PR 7 B 5T 35 AH OC T
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A R B D BE R 711, 2 T AR AR O
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Y5 G 2 R 1 DR -1 A, A 384 i LA X g D AR v
BRAE ST, INh SAA BA #5 RAEH T, AWF5E4s
B, ARG 1B BH RIS TS SAA Yy
BOIE W E TS, R AR A0 7T Re 34 ALk
ROE L, 5 K SAA mRNA # 5 £ ik, F9ds
tH, SAA AL AT A TS S A0 T AR L 4 L
PR 240 16 A5 R i 20 M RE I TL-17 (IL-23 45 RAE
Jo s AL LA G RE F B A SAA AU R AE
PR, B 2 RAES S ik 7], /TReS 5 A
SHUARRE I B KRR R . AR SR,
AJG 3 d MG SAA ik F G , B ] ZE 4 H
FR BT FRAR (IR AL 5 T ARG . RAE X
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VI SAA 28 N ¥ 45 5 v % i 5 25 1 (High-densi-
ty lipoprotein , HDL ) A] # 6t &£ 55 HDL 45 & (1) 25
1 A21(ApoA2D) ¥ i 2 PE BT AH SAA/ HDL & &
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PEAG I 15 P AL A5 S 5

25 1, SP B I I 4 B BRI T AR R 5 il
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LT

(8 =] B WF9mig /MR & A 1(TSP-1) | /M M 2R K K7 (PDGF ) i g 1 1
HWWUE RIERN . ik 2017 4F 3 A & 2019 4F 2 H WA B2 cif 19 65 91 ICH (835, Bl Vi
90 d, 5 il A B 2R GE H BT, MR 6 40 B Rankin B 2 0E 06 5 20 L FiUS B4 (n=37) F1 ¥
JEARRA (n=23), HERSHNAEHILL TR, I0) 22 240 Gt 2 3 X3 b5173E 254 Logistic 1]
VRGBT, BRI I TS AS Rk S7 5 e B 2 OF Sy UM A R R B4R AR TR AR R s M
JE LIk NTHSS $F-43 il & B g i A i 2 K 225 T I 0E S5 8 0 L35, 22 5 A Ge i 7 L (P<0.05)
Logistic [[1 I3 7 22 B & 1fiL . (OR=1.275, 95%CI; 1.052~1.545) =% J§ Il § (OR=1.551, 95%CI; 1.219~
1.974) . Ifi B 44 B (OR=1.368, 95%CI: 1.124~1.664) . NIHSS # 4 (OR=2.537, 95%CI: 1.109~5.802) .
TSP-1(OR=2.659, 95%CI: 1.202~5.881) % PDGF (OR=3.086, 95%CI : 1.324~7.197 )% 6 T 45 bF /& K 11}
I 2 30 79 J A 57 5% 1 R ER (P<0.05) 5 AR 4 ROC #H 2k 1] #5 , TSP-1 12 Wi i ifi SE > 121.23 ng/mL , HX i
1 A RE N 78.26% , i S N 78.38% , AUC K 0.877 (95%CI : 0.782~0.971) ; PDGF 2 Wi ¥ It 5 1
369.34 ng/L, H X} R 19 RAHE N 73.91% , F5 5 N 70.27% , AUC N 0.778(95%CI : 0.638~0.918) ; 1£ e f£
It S B0 R I A v S AT AN, R AU O 86.96% , 5 67.57% , AUC 2 0.943 (95%CI :
0.881~1.000) , F WA (6 . £5i& w5 M 2 i ImoB% | i i 44 B . NIHSS 3143 . 1fi ¥ TSP-1 il PDGF %5
& b 2 I HR i A TS R R B ST fE B B 2, LI TSP-1 A1 PDGF Sl sk 36 412 Wi 1w A F0 0
TR AR .
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Clinical value of serum TSP-1 and PDGF in evaluating short-term prognosis in

patients with intracerebral hemorrhage

GAO Yangyang '*, LI Jieng’

(1. Department of Neurology , Bayannaoer Hospital , Bayannaoer , Inner Mongolia , China, 015000 ;
2. Department of Neurology , Bayannaoer Hospital , Bayannaoer, Inner Mongolia, 015000)

[ABSTRACT] Objective To study the clinical value of serum TSP-1 and PDGF in evaluating short-
term prognosis in patients with intracerebral hemorrhage. Methods 65 cases of patients with intracerebral
hemorrhage (ICH) from March 2017 to February 2019 in our hospital were retrospectively analyzed. After 90
days of follow-up, 5 patients withdrew from the study because of their personal reasons. The patients were
divided into favorable outcome group (n=37) and unfavorable outcome group (n=23) depending on modified
Rankin scale scores. The basic information and treatment of patients in the two groups were compared using
single factor analysis, and the significantly different single factors were analyzed by non-conditional logistic
regression analysis. Finally, the dangerous factors for poor prognosis were established. Results There were

significant differences in body mass index, hypertension, hematoma volume, NIHSS score, pulmonary
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infection, broken ventricle and fasting blood glucose between the two groups. Logistic regression analysis
show that hypertension (OR=1.275,95%CI:1.052~1.545) , fasting blood glucose (OR=1.551, 95%CI: 1.219~
1.974) , hematoma volume (OR=1.368, 95% CI: 1.124~1.664) , NIHSS score (OR=2.537, 95% CI: 1.109~
5.802) , TSP - 1 (OR=2.659, 95% CI: 1.202~5.881) and PDGF (OR=3.086, 95% CI: 1.324~7.197) are
independent poor prognostic factors of intracerebral hemorrhage (P<0.05). According to the ROC curve, the
diagnostic criterion of TSP-1 was 121.23 ng/mL, the corresponding sensitivity, specificity and AUC were
78.26% , 78.38% and 0.877 (95%CI:0.782~0.971) , respectively. The diagnostic criterion of PDGF was 369.34
ng/L, the corresponding sensitivity, specificity and AUC were 73.91% , 70.27% , 0.778 (95% CI: 0.638~
0.918) , respectively. At the optimal critical cut-off point, the joint detection method is parallel detection, with
a sensitivity of 86.96% , a specificity 0of67.57% , and an AUC 0f0.943 (95% CI: 0.881~1.000) , which has
evaluation value. Conclusion Hypertension, fasting blood glucose, hematoma volume, NIHSS score, serum

TSP-1 and PDGEF are independent risk factors for poor short-term prognosis of cerebral hemorrhage and serum

TSP-1 and PDGEF alone or in combination can be used to predict their short-term poor prognosis.

[KEY WORDS] Platelet-derived growth factor; Thrombospondin-1; Intracerebral hemorrhage; Short-

term prognosis; Clinical value

Jigi H4 1. (intracerebral hemorrhage , ICH ) J2&$5#L
PRAE AR SN 0 LAk - e A Wi S T A I 8 A 1 M
BRPEIE , AT BB B L BB | A B S Ok
AR . ICH BA A il i 18 ™ 8 S = AE T
REFER CHBRMW B E a2, Rk
PR ICH s 2E BAIL I 2 ), 9 15 1 J st B MLAACKE 5 |
AV EIREY S g . /MR Y R 1
(thrombospondin-1, TSP-1) 5 J& I 1514 3 S #fl 2
P, AR S/ INAS PN B 240 25 P R 3 1 T
i EA —E AR, HEAE ICH JE AN S 57 3%
BRI YE A 4K 7 (platelet-derived
growth factor, PDGF) 7EUEF 4 V-1 WL A PP 22 i Jox
G A B AER IR, RN TR
TEALIAR M 2T fE , ICH 2 FEBE B ARANE 15 S
22 Yyednitr, PN AT e 5 ICH i kA Lk e
KA —ER LR . HILAPFFR IS ICH A
[v 7 J5 2% Je 6 4 TSP-1 .PDGF k7K, #5331 i
TSP-1 1 PDGF X #iilll ICH i 1 lifs FRANME , 15 76
Rl R ICH F8 3 P RN A= 36 o e AR

1 BREFE

1.1 — Bk

PEHL 2017 4F 3 H % 2019 4F 2 H 6] A B liif
[ 65 il ICH .35 , i 1 & 42 M ICH iR YT 5 1
FrARRE B96T 5 2 Bt 90 d, 5 9 s IR B I
Zl ST, M Bl R Rankin H2 367 PEA0 8
G R4 (0~2 43, n=37) TG A B4 (3~6
gy, n=23) ., TILARBARIEZE 5L A I

AN BRUE : O FTA B YRFA I i R 12
Wrbr e, HoAE R EAE s @KW 2 A BB [ AN
# 3T 24 h; QAR VL 18~75 % 5 @It PRI 11 9 )
Fra St @B ML R G R A 5T .
HE B b5 1 - O 3l Bk 5 F R 58 51 & 19 4k & 1
I @3 = A A A Bt i /N die sk e B 25 9
@B I MIE . B B e g a4 B RAEF s @ik
3SNMHABEBRFARAE O/ IFHEEMS T
OZN e
1.2 IfiL% TSP-1 A1 PDGF &l

G300 T B A BEIR T IR AR A 25 T T Rk
ML %5 10 mL, >R FH £# [# Hettich ROTOFIX32A & .[»
PLEA 2 500 r/min Y3 B EE OC A T B 15
min, K% EVE W, B H A5 s o 0 36 [
BIOTEK 4 [ 31 i 43 P FX £ 988 W2 B 325 00 2 1l 7
TSP-1 1 PDGF 7K , A 55 4t FH R 57) &0k A L
TEALEE S A PR A F] .

1.4 B TTRME

TN 51 AT BT A ) 5 WA B AR 3 B %
L, ARSI RS RO R AR AT 48 2
(<18.5 kg/m* MR 1355 5 18.5~24.0 kg/m® A 1EH# 5
>24.0 kg/m* A AERE) 5T = a0 Ag B KRR s A
FI22 0k s 7 B it e AR A e Bsf 5 [ 6l 57 T2
Az B S o i 3R NTHSS 3743 (0~15 43, IEH# 526l
s B XG5 16~20 43, H o BE XL 21~42 43, EE R
HR) TFEARIEST A T S SRR TR
23 G 1fiL 4 (<7.0 mmol/L , 1E F Ifil % ; >7.0 mmol/L,
o B ) PR ACIEFE ARS8 A BE T e 755
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K SPSS 25.0 #AF AT 5 s A0 B, T R
PL(x+5) 3R AT K HHECR R n(%) FR, 1
R 2 K5, Logistic [F1H 3 #r 2 W K 2K, LA P<

0.05 BREFAGIFE X,
2 #R

21 AR LR

PR 2 RR 3 R AR o e L i T ot A
R NIHSS ¥ 53 il 8% 4y M Al == K 25 8 il
Wi SRR A LL AL, 22 7 A BT B L (P<0.05) o
k1,
2.2 1L} TSP-1 #1 PDGF H. %5

TiJG A K4 #0317 TSP-1 . PDGF W i & T
s R4, 2 %4 %12 5 X (P<0.05) , W
%2,
2.3 Logistic [11J4 53 #F

VIR R B h 22 5 A et & L de hr R
HAS &, DL o0 diRYT WG & A R AR &, 173k
251 Logistic [F11H 04T . Logistic A1 194341 & BH /&
I 25 OB | i b A48 NTHSS 3743 . TSP-1 J¢
PDGF %5 6 T 5 5 S i H 1l %6 39 150 /5 2k 57 5 i 1A
R, ERAHIFE L (P<0.05), L3 3,
2.4 BRI K 356 A T2 BT K e

P IfL i TSP-1 H1 PDGE 1E Jy ¥ 46 75 i, LA
Je 15 RAFVE AR AR i, DLRUEREE S X A, DL1-
BT A Y fl2 4S ROC R (LI 1) . AR
ROC £ ] 15, TSP-1 12 Wi i1l ALk 121.23 ng/
mL ; PDGF 2 Wi (1)1l 5 4 369.34 ng/L ; 1 fe A I
FEU) 5B AR vk O AT R I, A PR A
XIS

3 it

ICH 245 PR 5 1% 0L W T 8 17 2 3 s 25 TR
B A M ST I 1 S ERE R L HLA K
FEARHN B R AERE T, BT ICH, I RAR 5 2R
O TR R B R STIR T ST AR R D
RAAT 0 P9 AN & 2 T RE™ . ICH iR Bi)e 5
P51 T E AR P R U R R A K T I R
ToA R T AEFR ™ . ML TSP-1 78 ICH B34 1
PR S 223k, 1T I3 PDGF 5 #0 Z D g A4 28 A A7 7E
— 2 A A SR PR AR I S ICH TS A7 7E %
1, (EHC B4R T ICH % A T S BP9t s b
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FMABREELZHFRLEn(%)]

Table 1 Comparison of baseline data between the

two groups [n(%) ]

TiE i
R SR/ ANERHA i P
(n=37) (n=23)
PNEE 7R
Bk 24(64.86) 18(78.26) 1.212 0271
RS 0.519 0471
=60 % 19(51.35) 14(60.87)
<60 % 18(48.65) 9(39.13)
Rk 0.159  0.690
WU 29(78.38) 19(82.61)
HiAth 8(21.62) 4(17.39)
JEAEH 0.071  0.791
AT 19(51.35) 11(47.83)
ol 18(48.65) 12(52.17)
AND=Ei2A0 6.348  0.042
<18.5 kg/m? 3(8.11) 4(17.39)
18.5~24.0 kg/m*>  28(75.68) 10(43.48)
>24.0 kg/m?* 6(16.21)  9(39.13)
i 7(18.92)  10(43.48) 4.213  0.040
= LR 13(35.14) 7(30.43) 0.141 0.707
M R s 11(29.73) 5(21.74) 0.463 0.496
el 10(27.03) 4(17.39) 0.736  0.391
PR TR
QN AT 0.306 0.858
s 11(29.73) 7(30.43)
izt 14(37.84) 10(43.48)
T 12(32.43) 6(26.09)
I R FR 5.157  0.023
<30 mL 24(64.86) 8(34.78)
=30 mL 13(35.14) 15(65.22)
BRI NIHSS 1745 6.155 0.046
0~15 4% 13(35.14) 4(17.39)
16~20 4% 16(43.24) 7(30.43)
21~42 4y 8(21.62) 12(52.18)
FARIBITY 16(43.24) 8(34.78) 0.423 0.515
W ARG = 13(35.14) 15(65.22) 5.157 0.023
Jiti 50 S e 12(32.43) 14(60.87) 4.671 0.031
ABE T I3 FE bk
S T ] 0.227 0.893
<5.18 mmol/L 14(37.84) 9(39.13)
5.18~6.22 mmol/L 13(35.13) 9(39.13)
>6.22 mmol/L 10(27.03) 5(21.74)
Hiw =g 1.045 0.593
<1.70 mmol/L 13(35.14) 8(34.78)
1.70~2.26 mmol/L 12(32.43) 10(43.48)
>2.26 mmol/L 12(32.43) 5(21.74)
PR B R 25 2488 0.288
<3.37 mmol/L 15(40.54) 10(43.48)
3.37~4.14 mmol/L 11(29.73) 10(43.48)
>4.14 mmol/L 11(29.73) 3(13.04)
R A 1.227  0.542
<1.04 mmol/L 14(37.84) 11(47.83)
1.04~1.55 mmol/L 12(32.43) 8(34.78)
>1.55 mmol/L 11(29.73) 4(17.39)
73 1 1 B 4.671 0.031
<7.0 mmol/L 25(67.57) 9(39.13)
=7.0 mmol/L 12(32.43) 14(60.87)
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*2 WHEBEME TSP-1 1 PDGF /K E3FEE (x+s)
Table 2 Comparison of serum TSP-1 F1 PDGF value

between the 2 groups (x+s)

i n  TSP-1(ng/mL)  PDGF(ng/L)
TiJE R4l 37 102.47+18.65 341.34+32.59
T AN R4 23 165.34+10.76 421.32+52.60
i 16.548 8.205
P{H <0.001 <0.001

%+ 3 Logistic ElIFHHrE R

Table 3 Result of logistic regression

A7s&  BIH S.EfEWald{i P8 OR{E 95%CI

LK 0243 0.098 6.148 0.013 1.275 1.052~1.545
M 0439 0.123 12.739 <0.001 1.551 1.219~1.974
MAAEL 0313 0.100 9.797 0.002 1.368 1.124~1.664

NIHSS #F43 0.931 0.422 4.867 0.027 2.537 1.109~5.802

TSP-1 0.978 0.405 5.831 0.016 2.659 1.202~5.881

PDGF 1.127 0432 6.806 0.009 3.086 1.324~7.197

HWEIH -0.564 0.121 21.726 <0.001 - -
ROC £k
1.0
0.8
0.6
i
=
04 TSP-1
PDGF
TSP-1+PDCF
0.2 SHL
0.0
0.0 0.2 0.4 0.6 0.8 1.0
145 S

B 1 Logistic EJ3FN#EE ROC # £ E
Figure 1 ROC curve of the prediction model based on

Logistic regression analysis
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S ML A i 24 L DTG 4R 38, 184 2L R S5 7 1 ) I ()
FI v TR 165 o) 7 4 1 Pl R ok, 7 i R IR
I, 5l A& i i i A AU 38
HAGE, AL ALAM LD fe , i i 235 & A
RO, G IR A & A2 L Hol AR A K, ICH
BB TG, NIHSS W42 I PR A A4S
i 8 95 95 1) 48 b, mTABr ICH £8 2 #l 22 D) e 1 40
FREE, M ICH B3 s il ol — e R B 1 ph 22 ) fig

5 e B S s R

M3 TSP-1 2B Bl 1, T 5 2RI fg X
SRR N A2 RS G, B SRR /MR AR T L
2 21 i A BTN B 20 R AR K S A B T RE Y
2 ICH &AM, TSP-1 #e i i b vmy , HLm] fi gk S A
G V8 AR B R IR, 1T A 240 B A0 R ST A A
WA @ E e 5 & MU . PDGF J&— 28 &
FIBT, TEHAE 00T AR AE Tl /MR o FURE 5 1717 10
A& e i R A0S DR Y PDGF, 7553 I
AR | i 55T T LA B 45 K i 043 PDGF, iff
T 2 A AR 0 4 24 WA i A5 Tk e 40 it 4 A B
REPY . EXF LR TE SRS IR T H e S T &,
T T B v R IR R A A PR BRI X
ICH F 3 B4k & 405 s B ST 2 T R 5 = T %, e
PRAFXHREIRYY , B35 EE A RN 5 & I AL
A FEIH S RSG5 U5 BB ER , %)
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Changes and Significance of Serum TNF-alpha, PCT and IL-1beta Levels in

Patients with Postoperative Infection after Cesarean Section

WU Xiaofeng'*, WANG Ran’, LI Wanling *

(1. Department of Obstetrics and Gynecology , Wolong District Maternal and child health hospital, Nanyang ,
Henan, China, 473000; 2. Department of Obstetrics and Gynecology, Nanyang first people ’ s Hospital,
Nanyang, Henan, China, 473000)

[ABSTRACT] Objective To investigate the dynamic changes of serum TNF-«, procalcitonin (PCT)
and interleukin - 18 (IL - 1B) in parturients with infection after cesarean section and their significance.
Methods 80 cases of postpartum infection after cesarean section were selected as case group (January 2015
to December 2017) and 160 cases of postpartum infection without cesarean section were selected as control
group. The dynamic changes of serum TNF-«, PCT and IL- 1beta levels were compared between the two
groups. The value of three indicators in differential diagnosis of postpartum infection was analyzed by using the
working curve of subjects. Results On the 1st day after delivery, there was no significant difference in
serum TNF-a, PCT and IL-1beta levels between the case group and the control group (P>0.05). On the 1st,
3rd and 5th day after delivery, the levels of serum TNF-a, PCT and IL-1beta in the case group increased
significantly, and were higher than those in the control group on the 3rd and 5th day after delivery (P<0.05).
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ROC was drawn according to the levels of serum TNF-a, PCT and IL-1beta on the 3rd day after delivery. The
AUC values of serum PCT, TNF-« and IL-1 beta levels were 0.888, 0.766 and 0.751 respectively, and the
corresponding diagnostic thresholds were 1.26 pg/mL, 2.00 ng/mL and 2.51 pg/mL respectively (P<0.05).

Conclusion

Serum levels of TNF-alpha, PCT and IL-1beta in patients with infection after cesarean section

showed an obvious upward trend in the early stage. Monitoring of the levels of TNF-alpha, PCT and IL-1beta

are conducive to the diagnosis and guidance of clinical treatment.

[KEY WORDS]

1beta; Dynamic changes
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Table 1 Comparison of dynamic trends of serum TNF-a, PCT, IL-1{ in two groups of women (x+s)
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Correlation of serum 3 - hCG and progesterone expression with thyroid

function and motilin in patients with hyperemesis gravidarum

LI Feng*, LU Haifeng, CUI Bingyi, QIN Chunyi
(Clinical laboratory, Tangshan hospital of traditional Chinese medicine, Tangshan, Hebei, China, 063000 )

[ABSTRACT] Objective To investigate the expression of serum B-human chorionic gonadotropin (-
hCG) and progesterone (P) in patients with hyperemesis gravidarum and the correlation with thyroid function
and motilin (MOT). Methods From January 2018 to October 2019, 81 pregnant women with severe vomit-
ing in hospital were selected as the study group and 79 normal pregnant women were selected as the control
group. The serum B-hCG, P, MOT levels, hyperemesis gravidarum (VAS score) , thyroid function [ free thy-
roxine (FT4) , free triiodothyronine (FT3) , and thyroid stimulating hormone (TSH) ] were measured and
compared between the two groups. The correlations of serum -hCG and P levels with VAS score and thyroid
function and MOT were analyzed. Results The serum B-hCG level in the study group was higher than that in
the control group, and the serum P level was lower than that in the control group (P<0.05). Serum FT3 and
FT4 levels and VAS scores in the study group were higher than those in the control group, and serum TSH and
MOT levels were lower than those in the control group (P<0.05). There was a significant negative correlation

between serum B-hCG levels and serum TSH and MOT levels, and a significant positive correlation with se-
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rum FT3, FT4 levels, and VAS scores (P < 0.05). Serum P level was positively correlated with serum TSH
and MOT levels, and negatively correlated with serum FT3, FT4 levels and VAS scores (P<0.05).Serum -
hCG and P were highly related to hyperemesis gravidarum (P<0.05). Conclusion Serum B-hCG expression
is abnormally increased in patients with hyperemesis gravidarum, and the expression of P is low, which is

closely related to the patients’ thyroid function, MOT level and the degree of hyperemesis gravidarum. Moni-

toring the changes can provide a guidance for the clinical rational intervention.
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Table 1 General information of research group and control

2.1

group [n(%), (x+s) ]

ol poplikicl _
M
AH (n=81) (n=79) iy P
AFiat (kg)  54.19%2.97 55.24+4.11 1.856 0.065
T () 26.19+3.09 27.01+2.50 1.843 0.067
2B (JF) 7.31+1.15 6.92+1.45 1.887 0.061
2R (WR) 1.9620.45 2.01£0.49  0.673 0.502
TR I
PG R 76(93.83) 72(91.14)
0.417 0.519
Z IR IR 5(6.17) 7(8.86)
JA I B b ()
Ay 35(43.21) 30(37.97)
kT 46(56.79) 49(62.03) 0454 0.500

2.2 WM B-hCG . P /K
T4 1M 7 B-hCG /K- #e %) BE4H &, 1ML 3% P
HOEE X IR ZH AR (P<0.05) (£ 2)

®2 HRAMITBHMTE B-hCG.PKF (xxs)
Table 2 Serum 3 - hCG and P levels in the two groups

(x+s)

21 n B-hCG(IU/L) P(nmol/L)
g4l 81 15 6291.33+46 887.33 23.42+6.89
MR 79 10 9403.65+32 820.89 32.78+9.66

1 7.311 7.070

P1H <0.001 <0.001

2.2 P HARIRINAE .MOT K VAS 353

WFSELH MG FT \FT, KPS VAS 373 300 IR
4178 L L3 TSH K2 MOT /KF- 500t B AL (P<0.05)
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®3 FHFRERINEE MOT K VAS 45} (x+5)
Table 3 Thyroid function, MOT and VAS scores of the 2 groups (x+s)

21 ) n FT,(pmol/L) FT,(pmol/L) TSH(mU/L) VAS P53 (43) MOT(ng/L)
WAl 81 7.24+1.01 661.11+198.34 1.68+0.33 7.64+1.41 67.14+15.92
popiEEl 79 6.49+2.04 232.64+69.42 1.8620.12 2.35+1.34 144.36+30.08

t{H 2.958 18.146 4.563 24.315 20.365

P 0.004 <0.001 <0.001 <0.001 <0.001
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Figure 1  Correlation of serum 3-hCG, P levels with thyroid function and VAS score
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Table 4 Relationship between serum 3 - hCG, P and hyperemesis gravidarum

E-3 B1E S.E.fH Wald/y* {8 OR 11§ 95%CI Pl
B-hCG 1.291 0.462 7.807 3.636 1.278~10.344 <0.001
P 1.169 0.454 6.633 3.220 1.071~9.679 <0.001
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The detection and significance of CysC.al-MG.32-MG of early kidney injure

in patients with chronic obstructive pulmonary disease
LI Haiyan™*
(Dongying New District Hospital, Dongying, Shandong, China, 257000)

[ABSTRACT] Objective To investigate the detection value of serum cystatin C (CysC) , «al
microglobulin («1-MG) and B2 microglobulin (2-MG) in chronic obstructive pulmonary disease (COPD )
and correlation of the early stage of hypoxia kidney injury. Methods A total of 206 elderly patients with COPD
from January 2013 to August 2016 in our hospital were selected as the study object. Based on the blood gas
analysis, they were divided into COPD with mild, moderate and severe hypoxia groups. A total of 50 healthy
people were selected as control group. The CysC, al-MG, B2-MG, Scr levels were detected and compared
for analysis. The ROC curve was used to analyze the diagnostic value of CysC, a1-MG and (32-MG on COPD
and COPD combined with renal injury. Pearson correlation analysis was used to analyze the correlation
between CysC, BUN, a1-MG and B2-MG and Scr. Results (D Compared with control group, CysC, al-
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MG, B2-MG levels in COPD group significantly increased, and the Scr levels had no statistical significance on
the difference with the control group (P>0.05). @CysC level in mild, moderate and severe hypoxia group were
significantly higher than that in control group, and the differences had no statistical significance (P<0.05) ; ol-
MG, B2-MG levels in moderate and severe hypoxia group were significantly higher than that in control group
(P<0.05). Compared with group mild hypoxia group, CysC, al-MG, B2-MG levels in severe hypoxia group
were higher (P<0.05) ; compared with moderate hypoxia group, CysC level in severe hypoxia group were
higher (P<0.05); @al-MG, B2-MG and CysC were negatively correlated with Scr (all P<0.05). @The ROC
curve shows that the area under the curve for predicting COPD by CysC, al-MG, B2-MG, and combined
detection were 0.810, 0.743, 0.812, 0.915, 0.936 respectively; and the optimal thresholds were 1.74 mg/L,
12.22 mg/L, 2.34 mg/L respectively; sensitivity were 0.806, 0.726, 0.794, 0.903 respectively; specificity were
0.795, 0.705, 0.782, 0.903 respectively. The AUC of CysC, al-MG, 2-MG and the combined detection were
0.864, 0.832, and 0.812 respectively; and the optimal thresholds were 1.62 mg/L, 12.08 mg/L, and 2.58 mg/L
respectively; and the sensitivity were 0.824, 0.816, 0.808, and 0.914 respectively; with specificities
were(.786, 0.774, 0.762, and 0.903 respectively. Conclusions The combined detection of CysC, «1-MG, 8

2-MG is of great value in predicting the degree of disease in patients with COPD and preventing the occurrence

of renal injury complications caused by hypoxia.

[KEY WORDS] Cystatin C; «l - microglobulin; B2 - microglobulin; chronic obstructive pulmonary

disease; kidney injure; diagnostic value
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Expressions of COX-2, VEGF and p53 in elderly AML patients treated with

decitabine and their prognosis

WANG Zhanfang*, ZHANG Fangfang, YANG Hai, CHEN Chaohua

(Department of Hematology, the First People s Hospital of Pingdingshan, Pingdingshan, Henan, China,
467000)

[ABSTRACT] Objective To investigate the expression of serum cyclooxygenase 2 (COX-2) ,
vascular endothelial growth factor (VEGF) and p53 protein in elderly patients with acute myeloid leukemia
(AML) treated with decitabine and their prognostic value. Methods 80 patients with AML admitted to our
hospital from January 2014 to January 2019 were selected as the study group, and 40 healthy people who
underwent physical examination in our hospital were selected as the control group. The levels of COX -2,
VEGF, p53 protein, humoral immunity and cellular immunity in the study group before and after treatment and

the control group were compared and the correlation of indexes were also analyzed. According to the patients
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after treatment, they were divided into complete remission group (n=48) and incomplete remission group (n=
32). The levels of COX-2, VEGF, p53 protein in the two groups were analyzed. The incidence of central
nervous system leukemia (CNSL) between the two groups was compared. The predictive value of COX-2,
VEGF, and p53 protein in the prognosis of AML was analyzed using the receiver operating characteristic curve
(ROC). Results The levels of COX-2, VEGF, and p53 proteins in the study group were significantly higher
than those in the control group, and the difference was statistically significant (P<0.05). However, after
treatment, the levels of COX-2, VEGF, and p53 protein in the study group were significantly lower than those
before treatment. The difference was statistically significant (P<0.05). After treatment, the levels of humoral
immune indicators IgA, IgG, and IgM in the study group were significantly lower than before treatment (P<
0.05). After treatment, the cell immune indicators of CD3 +, CD4 +, CD8 +, and CD4 +/ CD$8 + in the study
group were significant lower than before treatment (P<0.05). Correlation analysis indicates that there is a
significant positive correlation between COX-2, VEGF and p53 proteins (P<0.05). The difference in COX-2,
VEGF and p53 protein levels between AML patients in complete remission group and incomplete remission
group was statistically significant (P<0.05). The difference in median survival between AML patients in
complete remission group and incomplete remission group was statistically significant (P<0.05). ROC curve
results showed that the area under the curve (AUC) of COX-2, VEGF, p53 protein and combined detection in
CNSL diagnosis were 0.836 (95% CI: 0.776~0.896) , 0.802 (95% CI: 0.730~0.873) , 0.716 (95% CI: 0.639~
0.793) and 0.905 (95%CI: 0.863~0.947). Conclusion The levels of serum COX-2, VEGF and p53 are of
great significance for the clinical treatment effect and prognosis evaluation of elderly AML patients.

[KEY WORDS] Acute myeloid leukemia; Old age; Cyclooxygenase 2; Vascular endothelial growth
factor; p53 protein
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JL 11190 12 W 596 97 48 B (2016 AF R ) ) HEAT
H B o
1.4 Sit et

>R 1 SPSS 20.0 i AF BEAT Bt o , T ECHORE
Ph% 3Ron , A0 L8k H 7 K 5 5 o 12 204l DA
(% =), 1A BCR ] R4 . Spearman A1 G
P43 BT COX-2  VEGF K& p53 8 [ 22 [ (1 A e 1 &
H 5 G 45 Fr A O HE 5 R 32108 AR R Hh
2% (receiver operator characteristic curve , ROC) 73 #7
COX-2.VEGF . p53 # 1 7E CNSL H iy Uil 4 1A .
P<0.05 AZEF BA G

2 #R

2.1 PHALIM I HE bR AR A

WF 5% 40 5 E A7 R COX-2 . VEGF } p53 % [
IR 08 25 v T IR (RR YT R B EA YT R
WREAL, 25 BEA %% 8 L (P<0.05) . P54
SBFEIRYT 5 VR IR G e T8 bn TN A I S e 1 bR 24 R
7T R AR, 25 S B SR i L(P<0.05)
UUN g

F1 MAMBFHERELER (x£5)

Table 1 Changes of serum indicators in the 2 groups (x+s)

i AL (n=t0) SR (7=40) it P
1RYTHT BITIE

COX-2(ng/L) 53.2+6.1 31.0+3.1 30.3£3.2° 29.019 0.000
VEGF(pg/mL) 158.8+35.7 72.2+7.5 70.746.9° 21.233 0.000
p53 &1 (ng/L) 211.5+33.8 108.3+13.7 106.7+14.9* 25.309 0.000
IgA(g/L) 2.3+0.9 1.5+0.7 - 4.276 0.000
IeG(g/L) 11.7£1.9 9.1£1.6 - 9.362 0.000
IgM(g/L) 1.0+£0.2 0.7+0.2 - 9.487 0.000
CD3+(%) 54.2+6.6 38.7+4.5 - 17.355 0.000
CD4+(%) 34.2+4.3 28.8+3.2 - 9.011 0.000
CD8+(%) 29.0+2.7 20.9+2.6 - 19.328 0.000
CD4+/CD8+ 1.2+0.3 0.9+0.2 - 7.442 0.000

TE X B S T4 # L °P<0.05,
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2.2 MY
A O Moy A 45 R R, COX-2 ., VEGF K

p53 £ H 2 6] A7 76 B & 1E #H 56 % (P<0.05) , UL
%%20

%2 COX-2.VEGF K p53 BB 5 & IEIRHIHE XS
Table 2 Correlation analysis of COX-2, VEGF and p53 proteins with various indicators

COX-2 VEGF p53
i H
r {8 P{H rfE P1E r{l P
COX-2 - - 0.583 0.000 0.612 0.000
VEGF 0.501 0.000 - - 0.000
p53 HEH 0.559 0.000 0.537 0.000 - -

2.3 ANRENAIT SR EAE AML %% COX-2 ., VEGF
K p53 3 K M A A7 (Overall Survival , OS)
Fbdg

564 Rt 4 AML i # COX-2. VEGF & p53

HEAKFHBANTFRTE2EMA, Z 55 HA 51T
R (P<0.05), TEEZMAET AML B # 0OS
B KT ARTE2EMA, 2R HAGI#E L (P<
0.05), W5 3.

%3 RRIBTEREE AMLEE SRR G20)

Table 3 Comparison of various indicators in different treatment outcomes of elderly AML patients (x s )

215 n COX-2 (ng/L) VEGF (pg/mL) p53 # 1 (ng/L) 0S(H)
St 48 31.5+4.4 70.3+7.7 102.3+10.4 12.6+2.7
AFERAH 32 44.1%5.3 166.9+20.8 198.7+10.8 5.9%1.6
i 11.555 25.148 39.997 13.914
PiH 0.000 0.000 0.000 0.000
2.4 COX-2.VEGF J p53 Tiilll CNSL f) ROC £k 3 it

ROC £k 45 i 7, COX-2 . VEGF . p53 & I
F A KD AE CNSL 2 W iy il 261 1 B (AUC)
43594 0.836(95% CI: 0.776~0.896) .0.802(95% CI:
0.730~0.873) . 0.716 (95% CI: 0.639~0.793 ) % 0.905
(95%CI:0.863~0.947) , VL& 1,

ROC ik
Lo B 2 U
COX2
P53
0.8 VEGF
Sl
P =354
o 06 SHLk
B
0.4
0.2
0.0
0.0 0.2 0.4 0.6 0.8 1.0
1-Rp 51

1 COX-2.VEGF & p53 il CNSL i ROC Hi %
COX-2, VEGEF and p53 predict ROC curves of
CNSL

Figure 1

W 5 AT 25 W0 RGBT O 48 (AN W7 el itk 58 38
AML B W KT R0A 2 7 W 327 (B4 A M
MR R R AR P A 2 XA B AR R TP
o SR LG b T 2 3BT IR G CAG JF
ZNHAE AML W HE HRYT %8 . KW EAR YT Al
PRE 1 95 20 16 GO HH 1 A 40 B R B 1 S 1
2 S, DB T A7 24 0T i 48 e 1 R A
RORY ., HPG Ml AT LIE A DNA 4, il il DNA H
FLHL RS TS B JE AL, DT S00G s 6 1 A B Bt
AML YRR FESER IR I R A e 4%
T A e A I A AR S DDA DG, B A i A
RN A BB ) B A . WFR R EY B
i oA A K, T 0 R 2 2 SR SORE SR T
HEgh , NI R B SR IR N 2= 40 T T

WFFE M, COX-2 3 it Z P25 5 i
() J A= Rk J , HLmT B 4 2 5 Mo i R A
COX-2 S H i 41| it 25 7 W) vl 412 37 4 il DNA 45 B
FIAH A3 58 ; COX-2 34 nl A il pi s F 4R T, 51 %
BILAA PRV G 72 AT M G 28 PG R . 2 T 3%
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FoAz AR 25 4 J5 AR a3E 11 it g5 40 i 344 52, D20 11 i 55
ML T . p53 #1525 DIAH G, p53 J A %€
s a] S HUH 2 X DNA 852 Ao 0 T %
FITREAVE R, PRI p53 2R 17K T4 7R 1 WL
PR e Sy e AR AT 4 SR R, 28 P b G
CAG 77 £ 4b¥7 J5 , & 4F AML & & 1Y COX-2,
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VEGF & p53 # /K-, G B F 1
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AML B FIRIT R A 348 R H5 bR . ROC HiZk 2
IR, COX-2  VEGF ,p53 Bt &4 7 CNSL 2
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A JA 1. CD40 . CD40L #é35 Fe I il BAFF /K F-%} ITP
JE gy R (el

FRE™ FHE? ORI KA xFH' OKE FRE' T4

[# ZE] BB 74N ML CD40 . CDAOL 3 ik J I i BAFF /K7 Xt ITP (& 3 97 %014 B
. ik EBEARBEIAR ITP 5 80 5l (LA ) K w) )8 e A A F & 100 1) (R RE A AT 0 9%
PIZA 3447 A1 JE Il CDA0 , CDA0L 36 1K K IfiL 78 BAFF 7K K60 AR H 57 R0 0 7 466 S B 41 8 5 o IR IT
SR KARYY IO 4H o X L 2 204N A 1. CD40 . CD40L 53k K IfiL i BAFF /K F, -5 A [\ 7 &% s 3 oh
Jil Il CD40 . CD40L %3k J2 il 75 BAFF /K FiEAT X 1L . Z558R WAL 414N E Il CD40 . CDA0OL % ik K IfiL i
BAFF /K- 3 W 5 5 X BB 41 (P<0.05) o 97 JG e I 21 A8 3 f8 3 4681 I CD40 . CDAOL 3% ik K i i
BAFF /K200 & i T8 97 IR 41 (P<0.05) o ITP 4 4MA I CD40 . CDAOL # ik K Ifil ¥ BAFF 7K -1
57 a5 2 U OC (r<0, P<0.05) . ROC [ 53 B 45 2R & 7R 21 Ji 1l CD40 . CD40L K BAFF X ITP J7
AR A {8 55 w5 (34 AUC>0.7, P<0.05) . Z5if  ITP &% 4MH 1 CD40 .CD4OL % ITP H %7 s B &8
o 118 S0 A1 £

[£887] &% CD40; CDAOL; IfiliE BAFF /K F-; ITP; J74k

The predictive value of peripheral blood CD40, CD40L expression and serum

BAFTF level on the efficacy of patients with immune thrombocytopenic purpura
YIN Fenglei' *, YIN Juan®’, ZHAO Fang', ZHANG Rui', LIU Jing', ZHANG Wei', LI Shuchen', WANG
Juan'

(1. Department of Hematology, Cangzhou Central Hospital, Cangzhou, Hebei, China, 061000; 2. Operating
Room of Cangzhou People’s Hospital , Cangzhou, Hebei, China, 061000)

[ABSTRACT] Objective To investigate the predictive value of peripheral blood CD40, CD40L ex-
pression and serum BAFF level in the treatment of immune thrombocytopenic purpura (ITP) patients. Meth-
ods 80 patients with ITPadmitted to our hospital wererecruited as the observation group. 100 healthy people
who underwent physical examination in our hospital were selected as the control group. Peripheral blood
CD40, CD40L expression and serum BAFF level were observed in both groups. The patients were divided into
two groups according to the results of efficacy judgment. The expression of CD40, CD40L and serum BAFF in
peripheral blood from the two groups were compared. Results The expression of CD40, CD40L and serum
BAFF in the peripheral blood in the observation group were significantly higher than those in the control group

(P<0.05). The expression of CD40, CD40L and serum BAFF in peripheral blood of patients with non-re-
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sponse group were significantly higher than those in response group (P<0.05). The expression of CD40,

CD40L and serum BAFF in peripheral blood of patients with ITP were negatively correlated with curative ef-
fect (r<0, P<0.05). ROC curve analysis results show that the peripheral blood CD40, CD40L and BAFF have
high predictive value for ITP efficacy (all AUC>0.7, P<0.05). Conclusion The peripheral blood CD40 and
CD40L in patients with ITP have a high predictive value for the efficacy of ITP patients.

[KEY WORDS] Bone marrow CD40; CD40L; Serum BAFF level; ITP; Curative effect

Ji & A 9% 1 A /s A ik 20 S (idiopathic throm-
bocytopenic purpura, ITP) Al R [ W A% $ 457
G REA T B, DL/ R
20 L 1 Bl 22 R L R R R Rk
S HIL T 5 AN BH AR , AT 5 00 VAR BT D™= A= Bt o/
BT AR IS8 /N AR AR, T 5 i 9k 28 200 L %) 3% Ak %
BPERN o B AR LIS P oK P v TR
5 B 21 M 19 S g2 i A2 1 R e g M g, {H LK
g AT AT S B0 G g8 R S SZ BELTT 7 R AR TR
B REBR G , FBUL S R R B G R I kA £
I AF 5T S 7 Ab JE I CD40 , CDAOL 35 3k K Il
BAFF 7K V7€ ITP & A8 J i v B F S 1 38 3L, B
X R AR AR X ITP £8 357 2450 I T A BfF 5 44
A A 5E 5 A O 2R 1A A i CD40
CDA40L 7% ik X IfiL i BAFF 7K 5F- % ITP 5 % 57 2
FIINANAEL LA Ay a2 1) 7 285 000 2 fHE T 1 S i

1 AHESHE

1.1 — R

PEFE 2017 4F 12 A & 2019 4F 3 A fEA B2
IRYT Y ITP 8 80 i (WLER 4 ) K [v] 3 4t S {4 A
A 100 1) O BRZ) #EAT A 5E o Hoh Xy B 20 53
441 , 1 36 1] ; 4F % 23~58 %, F- 14 (42.23+6.11)
% s BMI 48 $1 21~29 kg/m?, F 15 (26.58+3.05 ) kg/
m?, WMEEH T 55 6], Lo 45 B 4E R 21~59 %, F
¥1(42.22+6.31) % ; B K5t it 45 %1 (Body Mass In-
dex, BMI) 20~28 kg/m*, *F- 4 (26.33 £2.88) kg/m’,
NAPRUE : O BB OB R A S e P il
ANAR R D REIZE B E R SRR PR A G2
Wt , Xof BRZE AT B A DI W 5 @32 1038 TORE Mg
I s QR E XA A IR B IS R 1. HE
B br i : O 7RG 4k & TP 1Y B3 QA e
) H s @A WEH I . PR AE RS
BMI 5 804) L 25 5 ¥ o Ge 122 2 L (P>0.05) , B

Al Hetk
12 FHik

M4 & il CD40 . CDAOL 46 1 - 4l B 52 4034
Y7 BT HRZH 23 I A0 S K O 4 mL, i B v
B EARIC PR B B3 A CD40-FITC 2 CD40L-PE
%10 pL ORI &3 B T 2R E R&G A H]) RS
JE =R NWEE , DL PBS 9% MORTE VS iR AT 35 E 9§
BRK R 2 B Attune NxT 78055 2 48 Ji 450 K6 )
B AR 10 000 A4~ 4 B, LAY A% i 22 3K 1F 4y
Mo @M% BAFF Kl : SR A2 PR A8 X £ 11450 2 mL,
7E 3 000 r/min %3 N B5.0> 15 min, IR 0.8 mL 7%
R, LA it I5¢ B 05 R B 1 S BAFF K7 30500 &
W F 26 [ Sigma A F] o @Y7 K Wi bR ifE « 58 4 5%
it /TR 100X10° L LA F HS iR bR 2%
A5 /RSO 30x10°L L1 HABSE Y HT N
25 LA L, TGS AL TR/ RO 2 30x10°L,
ERITRIAR L TR R 2 45 s 30 eIk . AR
Pt AR AR R SR 2 5 R 2 4, 58 2 G2 SR AU
BE R AGATT R AL, JER B AR YT TG
RNiZH .
1.3 Silehik

K 1 SPSS 22.0 A4 AT 500 2 B, 1 it B R
(e xs) Fmm , R e K- 54087 , A S PE 430 R
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A JE I CD40 . CD4OL 2 3k & Ifil i BAFF 7K %t
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*®1 248 FHFSNE M CD40,CDA0L K% R M1 i& BAFF
KEXFEE (x+5)

Table 1 Comparison of CD40, CD40L expression and

serum BAFF levels in peripheral blood of 2 groups of

patients (x+s)

2150 CD40 CD40L BAFF(ng/L)
XTHELE 7.31£2.07 324106  603.17+112.38
WL 12.9243.05  6.09+1.70  716.44+137.48

1l 6.721 5.947 2.936

P 0.000 0.000 0.005

2.2 WA [T A A 46 A I CD40 . CD40L
F35 KL 7 BAFF 7KF- %t e

IR YT TGN 4 R A B E SRR I CD40 . CD40L
Fik K i BAFF KP4 5 i THRYT RN 4, 25
S HEAST#E X (P<0.05), W2,
2.3 ITP # # 41 Il CD40 ., CD40L 2 ik K IfiL 3%
BAFF 7K - 557 %A K43 Bt

ITP 3 4ME 1. CD40 .CDAOL #55 M IfiL i BAFF
K8 57 8402 B2 TG, (r {23 51128 -0.691
—0.713.-0.652) . Z=SFHA G5 X (P<0.05),

®2 MBEAXREITTHEBEZEINEAM CD40.CDIOL FRiL K M7E BAFF K FIFLE (v +5)
Table 2 Comparison of CD40, CD40L expression and serum BAFF levels in peripheral blood of patients with different

curative effects in the observation groups (x +s)

2 51 n CD40 CD40L BAFF (ng/L)
b I r e 56 11.63+3.73 5.61+1.14 683.08+111.88
NEY T WA 24 15.92+5.09 6.88+1.25 804.07£117.65
Yy 2.127 2.237 2.155
Pii 0.045 0.034 0.040
/
2.4 ROC /it 3 i
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ITP J7 8 1 ) cutoff {E Ky 6.08% , AUC K 0.784.,
R R 81.75% , 5 7 & N 90.25% ; BAFF Xf ITP
I R MY cutoff {H A 745.02 ng/L, AUC N
0.708, 7 U 81.02% , F5 T BE K 90.14% . W,
K1,
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1.0

Source of the Curve
CD40
CD40L
BAFF
Reference Line

0.8

0.6

Sensitivity

0.4

0.2

0.0

0.0 0.2 0.4 0.6 0.8 1.0
1-Specificity
E1 ROCZ#HE

Figure 1 ROC analysis chart
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Solid variant of papillary renal cell carcinoma: a case report and literature

review

WANG Fang', XIANG Longquan', LI Qian', WANG Haiqing®, CHENG Jun’, LIN Fanzhong'*

(1. Department of Pathology , Jining NO.1 People’s Hospital , Jining, Shandong, 272111; 2. Department of
Vascular Surgery, NO.1 People’s Hospital, Jining, Shandong, 272111; 3. Department of Radiology, Binzhou
People’s Hospital, Binzhou, Shandong, 256610 )

[ABSTRACT] Objective To explore the clinicopathological features, immunophenotype, differential
diagnosis and clinical prognosis in one case of solid variant of papillary renal cell carcinoma (SPRCC).
Methods Cancer tissues from one case of SPRCC were examined by HE staining under a microscope to
observe the histological features. The immunophenotype was observed with EnVision staining. The differential
diagnosis was performed with other types of renal cell tumors. Results The histologic feature of SPRCC is
that the tumor cells were arranged in solid lamellae, small tubes and sacs, and the papillary structure was rare or
almost invisible. The tumor cells are cubic, eosinophilic cytoplasm. The size of the nucleus is consistent, the
nucleolus is not obvious The WHO/ISUP grade is low. Most of them are grade 1, and a few of them are grade 2.
Immunophenotypes show that CKpan, CK7, CK8/18, CK19, P504S, CD10, EMA, PAX-8 and Vimentin are
all expressed, while RCC, WT-1, CK20, CD57, Syn, CD56, CgA, CD117, Desmin, SMA, Myogenin, S-
100, E-cadherin are not expressed.Ki-67 positive index is very low. Conclusion The characteristics of SPRCC
under the microscope are different from the classic papillary renal cell carcinoma, with unique structural
characteristics. The immunophenotype is almost the same as the classic papillary renal cell carcinoma. To help
determine the diagnosis, immunohistochemistry and HE staining should be applied simultaneously.

[KEY WORDS] Solid variant of papillary renal cell carcinoma; Histological characteristics;

Immunophenotype ; Differential diagnosis
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Figure 1 Histological characteristics and immunophenotype of SPRCC
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Table 1 The clinical datas and immunohistochemical results of SPRCC
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Changes of serum CysC, VEGF, IL-17, and ACTA levels in elderly patients

with COPD and severe respiratory failure

CAO Tingting', WAN Jun', FENG Yonghai*, CHU Heying"**

(1. Department of general medicine, the Fifth Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450052; 2. Department of respiratory medicine, the Fifth Affiliated Hospital of Zhengzhou
University, Zhengzhou, Henan, China, 450052; 3. Department of respiratory medicine, the First Affiliated
Hospital of Zhengzhou University , Zhengzhou, Henan, China, 450052)

[ABSTRACT] Objective To investigate the expression of serum cystatin C (CysC) , vascular endo-
thelial growth factor (VEGF) , interleukin 17 (IL-17) and activin A (ACTA) in elderly patients with chronic
obstructive pulmonary disease (COPD) with severe respiratory failure. Methods 224 elderly patients with
COPD were selected in our hospital from March 2016 to March 2019, according to the occurrence of severe re-
spiratory failure, they were divided into an observation group (n=78) and a control group (n=146) , and 86
healthy medical examinees in the same period were selected as the healthy control group. Compared the serum

CysC, VEGF, IL-17 and ACTA levels of patients with different prognosis in the three groups and the observa-
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tion group, and analyzed the diagnostic value of serum indicators for elderly COPD with severe respiratory fail-
ure and the correlation between serum indicators, and the correlation between serum indicators and APACHE
Il score and the prognostic value were analyzed. Results The levels of serum CysC, VEGF, IL-17, and
ACTA in the three groups were statistically significant (P<0.05) ; VEGF was negatively correlated with
CysC, IL-17, and ACTA levels, and CysC, IL-17, and ACTA levels were positively correlated (P<0.05) ;
the serum levels of CysC, IL-17, ACTA, and APACHE Il score were higher in dead patients than in surviv-
ing patients, and VEGF levels were lower than in surviving patients (P<0.05) ; VEGF level was negatively
correlated with APACHE Il score, and CysC, IL-17, and ACTA levels were positively correlated with
APACHE Il score (P<0.05) ; the combined serum levels of CysC, VEGF, IL-17, and ACTA in predicting
the prognosis of COPD with severe respiratory failure in elderly patients (0.864) was greater than that of a sin-
gle serum indicator, with a sensitivity of 92.86% and a specificity of 70.00%. Conclusion Serum CysC,
VEGF, IL-17, and ACTA levels are abnormally expressed in elderly patients with COPD and severe respirato-
ry failure, and are closely related to the disease, and the combined detection is expected to be an effective
method for diagnosis and prognosis of elderly COPD with severe respiratory failure.
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obstructive pulmonary disease ; Respiratory failure

Cystatin C; Vascular endothelial growth factor; Interleukin 17; Activin A ; Chronic
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IR K EHFS T Em AR, f TE4E  IL-17.ACTA 5 Z4 COPD ™ 5 I’ W 5 Ik 5 %
COPD GANLAE IR PFIE B M RE 055, i 5 TR AOARSGHE . BURHran T,

i J R 3 )RR REAS , 175 R ™ E I IR G, A G
5% A B, 2Tk I T JEE Gy J& COPD & 3 & AT
W s by 1 S A, AT R — 2 B A R E I K
SEPEPEIRD . B4 E C(Cystatin C, CysC) 1 #ii 5
R ST S i R 7 S /N 11| L
1MiL45 P iz A 4 I 1 (vascular endothelial growth fac-
tor, VEGF ) REA R0 19 il 6 b Bz 200 A0 it /87 1 B2 240
Ji, H Y R MRS X I 2 B E . AN R
17(Interleukin 17,IL-17) J#i% % A(Activin A, AC-

1 ZARANAGx

1.1 — sk

PEHR 2016 4F 3 H % 2019 4F 3 J A B 224 14 2%
4F COPD i 3, M4 A JC &k A5 7™ H WP W 3 0t 3 441
WELH (n=78) % IELH (n=146) , 5 1% B 5] 15 1t e
TRK % 86 B Ry %t B4 . P JEA BB}« AR Y
FE PRI AR BT R AR R GO LA, 2 R RS
B (P>0.05), HfaT bk, W 1,

F1 MABRKHABILE (2(%), (xzs)]
Table 1 Comparison of general data between the 2 groups [n(%), (x£s) ]

— TRt MEEA (n=78) BIEY] (n=146) X HR 4 (n=86) Fly{E P
P (T 14) 45/33 84/62 49/37 0.010 0.995
(%) 65.97+2.15 66.19+1.74 65.80+1.83 1.218 0.297
COPD Ji 2 (4F ) 9.89+1.22 10.02+1.13 9.72+1.30 1.693 0.186
R e L (kg/m?) 22.79+2.20 23.15+2.08 22.94+2.13 0.779 0.460
G IFE
LR 20(25.64) 37(25.34) 21(24.42)
Bl PRI 13(16.67) 24(16.44) 14.(16.28) 0.019 1.000
e I ILE 8(10.26) 14(9.59) 8(9.30)
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W AFRHE: DIFFE COPD A ERE ; @Wg¢
4H BNk Il 4253 <60 mmHg , Bk i — & Ak 43 5>
50 mmHg; @FH#>60 % ; DR H K 5@ 458 F 1
WA . HEBRARE : DA IF Il KA | B it Uk
Pe SN Qi 6 J8 4 Bl FIRE K B R A O
P 8 A | SRR e L 70 I U 7 ) A T B 18
N5 Ik ity 2, 5 (D B B P I 7 52 255 B MR s ORG # AT
TSR o ARLR AR BACEZ: 01 2 Rt
1.2 ik
1.2 Koy vk

22 WEHL 3 mL ki, 250> 12 min, 3 000 t/min,
Ay B UM , B T-70CkFIRIR R . RH2A
SRR (W [ 35 E Bio-Bad 23 7)) LI f 528 1% Bt
RIS M3 Cys C.VEGF . IL-17 . ACTA /KF, H
PRPRAE 328 AL PR HEAL T DUAE S AL, Ak
B b bR L A IR i FL A3 B S IR i (50 wL) |
FEMRE & (50 L) IR AT, B, & T 37CIRK T,
PR S B se 53 ) . iR E 30 min J5 , L
YIS Ve U, B VRV 5 W, 5 I 0 i A i 5
(50 pL), JFE T 37CH/KIR T 30 min, B PR
S5UGHT, I AR . 37CHROE L 10 min, T
FALIR N 1R (50 pL) , 2 1F K% . 15 min 4
450 nm AR 25 LGRS (ODE D) .

1.2.2 RIT

P2 3807 DABCIR YL | e~ Wit L DK e b2k

F A AIT VRO R IR L 2 I R A TR A X

i A0 B 7E G BE A T 08 5% 21 12 A7 A b A AR 55
B IE R B SR -
1.2 WEHEhR

D3 3 4 1fiL 7% CysC . VEGF IL-17 ,ACTA 7K
., @437 I CysC . VEGF . IL-17 . ACTA /K %
Z R A e . O HEAS [A] TS R 35 1ML T 35 A K
Bt A B 508 P g B R LT 43 1T (APACHE
)34, Horh APACHEN #4343 71 43 @47
BT IfiL 7 CysC . VEGF . IL-17 . ACTA 7K % 5 APA-
CHEI oA, BTl CysC . VEGF.IL-17 .
ACTA /KX & 4F COPD ™ 5 - W 3 il 1 /5 1)
T {E
1.5 Gtk

K SPSS 22.0 #4443 B A #RE A , 31 Bk
FH (xxs)Fon, K5, THECRRH n(%) s, 41
] bb 45 R FH 2 K 56, 22 4l 1) 36 FH O 22 43 #r L R
Pearson #E47 4% A 43 H7 , >R FH 2 108 TAES:
fiE 2 (ROC) 23 HriZ2 W TN {E , P<0.05 /R 2
SHEGIEE L

2 HFR

2.1 3 4113% CysC.VEGF .IL-17 . ACTA /K-

3 4111 7% CysC.VEGF . IL-17 ,ACTA /K-, 2
A G B L (P<0.05) , HoIfl 7 CysC . IL-17.
ACTA /K-, WS 4H >0 2H > X R 2H ; VEGF 7K F-,
S <FRAEA <X HRZH . WL 2.

Rz 2 34HMF CysC.VEGF.,IL-17,ACTA /K EXF Lt (x+s)
Table 2 Comparison of serum CysC, VEGF, IL-17 and Acta levels between the 2 groups (x+s)

iRl n Cys C(ng/mL) VEGF(mg/L) IL-17(ng/L) ACTA (ng/L)
pUE 22| 78 151.23+30.24 323.43+54.12% 65.14+18.52" 45.69+8.24*
FoREl 146 130.47+24.58" 387.64+69.12° 44.87+15.76 36.51+6.25"
popicE 36 102.41+£20.37 451.63+£67.29 18.31+12.84 25.74+6.13
F1E 79.021 79.267 182.984 178.781
P{H <0.001 <0.001 <0.001 <0.001

T 5T BRAL HL R *P<0.05 ;5 5 (T HR AL HE 3 P<0.05

2.2 MG FEARAH S BT
W EE 4 VEGF 5 CysC .\ IL-17 ,ACTA (/K F- 5
A6 X £, CysC 5 IL-17 . ACTA 7K F- 2 1EAH ¢
KFR,IL-17 5 ACTA 2 IEAHX(P<0.05), WL 1,
2.3 ARG B a5 /KF .AAPACHEIL -5
LA WABIT A, B BB T 28 9], 473 50
W . FET: B F M CysC.IL-17., ACTA /K 3 |

APACHE Il 273 & T #7116 /245 , VEGF /KL T
R RH , ZS A2 L (P<0.05), W3,
2.4 IiEH8tr 5 APACHEI PF-53AH e 3 Ay
WL ZZ 4] VEGF (r=-0.349) 7K *F- 5 APACHE Il
P43 5 01 AH 56 56 &, CysC (r=0.836) \IL-17 (r=
0.654) \ACTA (r=0.675)7K*f-5 APACHE Il /-4 %
IEMERER, ZRA 5T FE X (P<0.05),



- 536 - BNTEWiERIF4E 20204E4 45124 4544 T Mol Diagn Ther, April 2020, Vol. 12 No. 4

A s B 100 C 100

—~ 400 ~ 80 —~ 80
< 2 3

2 350 2 60 £ 60

& 300 540 S a0
@ = 3

> 250 20 < 20

200 0 0

0 50 100 150 200 250 0 50 100 150 200 250 0 50 100 150 200 250
Cys C (ng/mL) Cys C (ng/mL) Cys C (ng/mL)

D 100 E 80 F 80

5 % 3 60 2 60

B 60 2 } 2 \
=40 & =

- 3 S

= R S 20 2 20

0 0 0

200 250 300 350 400 450 200 250 300 350 400 450 0 20 40 60 80 100
VEGF (mg/mL) VEGF(mg/mL) IL-17 (ng/L)

AR CysC 5 VEGF M1t 5 B 24 CysC 5 IL-17 #156H: 5 C 24 CysC 5 ACTA #5614 ; D 24 VEGF 5 IL-17 #1C 1 : E 8 VEGF 5 ACTA

A ; FoMIL-17 5 ACTA FH G

1

I EHEFRAE X M3

Figure 1 Correlation Analysis of serum indexes

®3 AEWGEEEMEFERKTEAPACHE 1S3 EE (x+5)
Table 3 Comparison of serum index level and APACHE Il score in patients with different prognosis (x+s)

2H 531 n CysC(ng/mL) VEGF(mg/L) IL-17(ng/L) ACTA (ng/L) APACHE II #1453 (41)
TR 28 169.32+31.25 158.14+31.31 74.56+19.62 49.30+9.47 31.41+5.02
Jear e 50 141.10+22.83 415.82+70.26 48.31+15.37 39.25+6.12 24.78+4.83

tHE 5.283 30.775 6.541 5.689 5.734

P1H <0.001 <0.001 <0.001 <0.001 <0.001

2.5 IMEFEFR X AR COPD f: ™ B I I 5 0 T i 3 Wi

) T A1

22 ROC fh £k , IfiL 7§ CysC. VEGF.IL-17,
ACTA 7K B A 5% il % 4F COPD £ 7™ 5 MWl 4
5 W5 ) AUC 4 0.864 (95%Cl: 0.768~0.931, Z 4t
11:9.204) , KT 1ML i% VEGF(0.806) .IL-17(0.796) |
ACTA (0.743) . CysC (0.696 ) f 8 92.86% , 45
SR 70.00%, VLIE 2,

A
100 100
80 380
S 60 s 60
40 B 40
=) ACTA #
20 CysC 20
IL-17
VEGF
0 0
0 20 40 60 80 100 0 20 40 60 80 100
1-Fp 54 (%) 1-Fp 54 (%)

2 IMiEERE—REEXZE COPD = E MK RiE
T Ky E

Figure 2  the predictive value of single and combined serum

indexes for the prognosis of COPD with severe respiratory

failure in the elderly

COPD ff: ™ 5 I 18 5 b g 24 2 2l 2% % 31 i
SER S AGE S TE R, 7T S B H S RGE
SR, BTl RE Z WO E , 51 & — R 50 A4 P AR
SAMIERL T B, RS W K B0 S X
fik COPD ™ 5 M0l & vy g A6 38 HAT FE 2 5 3L

L7 CysC 7£ 3% 4= COPD ¥ /™ & - 1 %2 it £
H RSk, A COPD B il & JHIR A M
S, 0TI EE I 440 S5 AR A A i AR a7 6, T
H AR IR 5 R AR N AR, 4k
TR AR CysC BT, N EE A PN AR A 40 M 12 31 , 452 473
WP W il o6 R, B4 i 46 < T R B 1 & A X
Bt 28 ROC 8 & BRI 3 CysC 7K V- H A 1%
kAT COPD ™ 2 I W 55 i T Ji 114) A 2050 351 0 A
EREEPI

VEGF /K- &3k , 16 fili 2 Jik o g v e 45 G dgk
FER™ . ARBEFE 45 8w, Il VEGF K7
4F COPD ™ 5 MW 5 il (8 3 v (IR 3R 3k, v
J18E - A R FESE ST AL, VEGE K T B —
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R 2 Tl DA I 58 A0 i A7 5 i 6 BE | 4 5 5 i
M AT SR AR, DT — 25 [ AT P i
Tifie, e R R E I R, ARSI R I,
VEGF 7K ¥ T [ W] GE 3 Il % 4F- COPD )™ 2 I W)
TR AE T B E KU, I R AT 5 VEGF /K T
A AE 2 B AV I 248 0078 L A R 0 L0, R it e 1 e
PRI A7 A B A G

HIEHEFEF I, COPD S84 G 18 M 48 0 Hr 4k
AN EZRRN S B SRR A X0, ZAE
COPD 1™ 5 I W 5 vy S8 5 1L 37 TL-17 KPR I
Vo B e SN 2R AL, 23 R AR 2 4F COPD ™
P v B I RE , (2 F IL-17 00, 5 0
flrfr R AL, 25 Ml 0 1 S RE T JR o BE AR 4
M N BE SC3E AZ BRFR B, 15 R WP W 0 . Pearson
LA HTHE— AR M I IL-17 K-k 208
22 B RN S, LI 98 RE 9K S I, AR Ak S IE 1)
AE , W 1 AR B, B2 5 AT COPD ™ E I I 3
Wy BREAFIEF . 5340, B COPD ¥ 1/ 7™ 5 /2 i in
#,ACTA G o3 ibdh 2, vl ik [ 43 5553 Wb
T 2 R S E R -3 36, A8 a0 IE - L4 v
B 5ER 51 R A AN BTN, Bl S E L
LR | N 1 O (S Ny U1 S 2
CysC.VEGF .IL-17 . ACTA fF4E— & eIk, X%
4F COPD 1™ E WP ol A — i 2 Wi (i, i
— AR A R A2, 1L CysC . VEGF \IL-17 ,
ACTA JKF-BX A T 2 4 COPD A 7™ 5 I W 4 b
TG 5 5 M 0T 3K 70.00% , $2 7R 1iL7E CysC . VEGF
IL-17 . ACTA 7K~F- 3K A5 A6 ) 78 FU i 2 47 COPD
JEE P I R 0 s AT — e (e

g LAl 1L CysC . VEGF \IL-17 \ACTA BX
A KN A B2 i 4 COPD A ™ 5 I 1 58 36 12
Je VB T A BT B
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14-3-3¢ S5 A R LI Je e 2 Je b 1 s 0k g

FTEL' HEL HBIAR

[# ZE] 14-3-3 FE 15 (14-3-3 protein family ) & —2 @k H & AR SF /NS F A, ) I2 R4
ERAYMIEN . 14-3-3 B H B 0 8 A AT P, 32225 HA AR PR VR R T & P R 4 #0 R RO A
o 14-3-30 /2 14-3-3 AR B EZE MR Z — U2 8238 02 560, HHOR 2 2% 3 8
14-3-30 SREIERIWESE . AR SCLER T 3 JLAE RS 3 % 14-3-3¢ S0 ROBFST , Jo S FLIRIE T 25 2 %
RS ARSI TT , S AL A2 T AR I S L SR AR .

[E@A] 14-3-30 A

14-3-3C and breast cancer

DONG Zhengyuan', YANG Qingling®, CHEN Changjie’*

(1. Key Laboratory of Cancer Transforming Medicine in Anhui Province, Bengbu Medical College , Bengbu,
Anhui, China, 233000; 2. Department of Biochemistry & Molecular Biology; Bengbu Medical College,
Bengbu, Anhui, China, 233000)

[ABSTRACT]

teins, widely exists in eukaryotic cells. The 14-3-3 protein has no obvious catalytic activity, and mainly inter-

The 14-3-3 protein family is a kind of acidic and highly conserved small molecule pro-

acts with other proteins to regulate the target protein. 14-3-3( is one of the important members of the 14-3-3
protein family. Recently, we found that found that 14-3-3( is a novel target for the cancer therapy. In this re-
view, we focus on the current progress on breast cancer resistance, recurrence, and metastasis, and discuss
the potential of 14-3-3( serviced as an effective therapeutic target for breast cancer in patient whose tumors
overexpress 14-3-3(.

[KEY WOEDS] 14-3-3{protein; Breast cancer
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MAE GO0, S BAR T R, 38 V175 2 — Mg 1A 2L
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RERINESTTRH A B JLAEF SN ROR BT

14-3-3C, F¥iE - S W IR YT L R 2% i i 24 42
BETB R . 14-3-30 S SR (25 A5 g
PR B E AW E MY, 14-3-30 EAE—Fh
FERSEA N SARGSERS  EHNRTE .
PR T AR 78 45 o 7 bl 31 J AR . 14-3-3¢
2 5 9 0E 0 & AR 40 JE 0 T AR R i 24 55
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S TEARSCHE S LR T 14-3-30 HEE , L H:
53U & A i 25 Bk FERB A I 43 T L
il , B HAE M FR &Y G R W DL AR Y7 S
HHE

1 14-3-30 5IEE

14-3-3C AT ZFi 5538 1%, 2 5 0E 0 k4
K T2y B AR AR, L, 14-3-3¢ AT REJE—F
BEIETRYT 43 T i

FEMFE T I, AR Hsp 27 5% 14-3-3L W] T
AE /N 4l ff9 fili 955 (non - small cell lung carcinoma,
NSCLC) W= 22 fé% 7% , H KA Hsp 27 Fl 14-3-3¢
AN P BE 58 2K B Hsp 27 Al 14-3-3( N 1R 28
MERRE . RO RR AT I b, 00 S 4 40
14-3-3¢0 A MR K TIE R A4, 14-3-30 iR
F1 i 2615 5 00 5 TNM 20 ) K G R Wis A %,
I3 35 AT 10 ) O B AN B A AT RS SR N
B AR T AR R AR OGS, 14-3-
30 H AR IEH LU RIRRAL, 768 R 42
Sk, BE R R R KNS 14-3-30 8K
FIRERIEA O, B IR I I PR 12 W it — 2%
() LB o 7E JE R M R T 58 L Zhao JF 45 E 58
T ASH 1-miR-375-14-3-3¢ {5 5 H (4775 , ASH 1
I miR-375 H W3 T8, 1M 14-3-3¢ B B &, 5
W] ASH 1 A1 miR-375 V£ g 40 X -, 17 14-3
-3 PR JE R M I h R L R I VE . 2R A DL L
WG] DL & B, 14-3-3C 1Y 5 2R 38 % T ik 1 &
Al e 5 A B AR, 78 2 P e 41 80 b Gk

2 14-3-3L 53R E

LRI A Sy L S R e R e 1)
PERRRE " FEIRYT SRR v A AR g AR T 2, T 24
SO FLIR IR R E R R LR,
14-3-3¢ 7EFLARFE TR 25 h AR 78 MOk MR 2 . Bl
XF 14-3-30 I FE , ATTA IR 14-3-30 AMUAEFL
i g8 it 24 77 I S A B A AR FLIR i 1 B R RN
L TR S
2.1 14-3-30 SR MmN &4

14-3-3 FIB 38 N bs T LR 1A i AS B
S A R TE MCF10A 40 i 5 2634 14-

3-3(, K 14-3-30 2 Rk = EBIARHEEER K
14-3-30 i Rk AR R AW R IE R,
Rehman SK'™' (1% 525 & B 14-3-3( (5 B8 T
MAPK/c-Jun {55, 3 il T miR-221 ) 5% 54 p27
CDKI 1 BT T B, s 40 i 5 58, H 14-3-3¢-
miR-221-p27 3 5 il b 78 L g R h R HEAE
X R, 14-3-30 1 F2 ik v] ReAE FLAR I 1 R AR &
JE e 5 R AEH . TGF-B/Smad {5 5 16 i h
¥ XU A (o, Horb 14-3-30 K 15 O R P AR
FH™ . TGF-B 7 %z 5 A2 40 i v 48 S i i 410 761
DR, {H 7 98 40 B b VR R e AR R 7], X 7 4
WESE T TGF-B 38 48 T Wi# R0V 43+ Smads A& 4% 7 F
ANFETIRE . AEFLIR b R A0 M A As T, 14-3-
3¢ p53 FouE MR, 70 T TGF-B Ay 1 i 2
RE , P UEJRAE 1) & A 5 I, 14-3-3C AT AiE U TGF-B
BEEHER ., R 14-3-30 WIRIER T B, L
R 14-3-30 FESEIE I R AR PR EEAEA
ARk — OB B o AR A, LR g 1
2.

AR E HE R R 1 — AN REAE AR R R AR
FEIRIE (1 LA B B, X e 1 & A R A DG AR A
FH, L BR R 6 A8 B R 14-3-3¢ A s 5 iR
T 1 A 56 D) 1) 2R3 85 DA G, D0 L2 2L e ot L
A (lactate dehydrogenase A, LDHA) ) & ik , 7E A\
FLIRE E A b 14-3-30 R R BT
LDHA, JIl3% - Ak, R ik ZLIR e & A SRR
I (caffolding protein ) 7E I 7517 *5- [ £ £ 5L & 5 T
KAEE B, 5= X Fh I e A A e kAR ST
SR B FE R, Suen KM '™ & 3 LR (%) <7 22K 1
Shc # 41 i S5 5 981 B ERK B fk . tboh,
1 = FH 1% FL % 9% (Triple Negative Breast Cancer
Tnbe ) 4i Jl #k 1, she 5 22 R W B8 1k 4 5 = 1
VAo R R RSB RL R AR Wy By B it — 20 R B
She 75 24 W2 W5 2 Ak AT G838 i+ 5548 14-3-3( Al Pin-1
1M 51 Akt A1 ERK 5 5 I TF 5o H b al UL, {4 Py
14-3-3¢ Y 55 2% 15 1T BE 1] 42 i A1 0 2L o 10 %
Az, BOCE AR LA IR AR T R AR E R
2.2 14-3-3¢ SFLIRIET 25

TEFLIRSE T, 29 70% &8 T M 3R 2 AR B, X
oL B g X S R T R B R R TR R T A G
() PN 43 AR T 2 [ N A LR TR T AR T T 22
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Horp S SRR R A IR T I — R 25, B
RAFRRCR , HE P AEE (BRI o B
KA 251, Bergamaschi A" HIF5Y ZIAE ~ T
B2 BA F A 14-3-30 BIVERT, B & e fg b
R UL £ X 14-3-3C 1 microRNA-451, R FL
BRIEEES, B F miR-451 By = ik, F I 14-3-3¢, P&
527 SERMs X P9 43 WA 1K B 40 i 1 A= A il 7
AN, Liu ZR™ i — 20 5% & B miR-451a i F ik
A 355 MCE-7 F1 LCC 2 4 Jfi % 5 7 25 i) 5k
P, miR-451a 5 14-3-30 B9 FE I8 5 7 A6, 14-3-3C
R ZE RGN Zm M T, 14-3-3C 5 miR-451a FAH B
R T A A B SR HR PR L r LA 14-3-30 X
M5B I3 25 B SR PEAE I . 14-3-30E AN
A3 WA YT O WXL B B B0 5 AR, X A K R
5 A N, ELAR U AN M A0S AR N
Ay AT T LARE ] 14-3-30 48 (1 M HA e e
(4 FOXM 1) ZER 2 N 43 Wh Ut O 1w oAy B2
BB, AT D0, 14-3-3C 14 HY By 35 L o
M 25 4TI TR KT T
2.3 14-3-3{ 53 EE K

ST iR e 2% L MR AR AR AR R R
ST AR Z LN FARIBIT BT AT NS
ITILAE  BURRYT G M & A5 B8 1 A A7) []
KK %E . 0V ZR 20 g &2 & 0 R R 34y
MLk, B RTHFSE &I 14-3-30 9357 i 2L AR
8RS FHLE s FERRE 02 %, 14-3-3C 1A FH
PR 70% ~75% , T B A& T 9 1 BH MR
45% . AEFLIRIE Y, 14-3-3C KB FE AR AE
IR Z 58 225 HRM TR 53 24 KL DI8E , b4
WG -B | S BREELEE-1 .CDC25B Al bire5, %3
FEOE 5 LR A AR OGP EE TR 2 T 4 3
T 14-3-3L EASIIMERE RN RR, AAHES
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Molecular subgroups and treatment progress of pediatric medulloblastoma

LI Qiu', WANG Xiaojiang', ZHU Jiandong', ZHANG Yong*, XIE Mingxiang**

(1. Zunyi Medical University, Zunyi Guizhou, Zunyi, Guizhou, China, 563003 ; 2. Affiliated Hospital of
Zunyi Medical University , Neurosurgery, Zunyi Guizhou, Zunyi, Guizhou, China, 563003 )

[ABSTRACT]

20% of all children’s central nervous system tumors. The current mortality rate is up to 12.8% , and those who

Medulloblastoma (MB) is the most common malignant brain tumor in children, about

survive often have serious sequelae. Recent genetics and epigenetics have found that MB has 4 molecular sub-
groups, some of which have histological and genetic variations that significantly affect treatment options and
prognosis. In view of MB, a central tumor with high morbidity and high mortality, this review focuses on the
progress of MB treatment and the risk stratify to improve patient survival and reduce sequelae.

[KEY WORDS] Medulloblastoma; Molecular subgroup ; Risk stratification
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WHO 73 28 5 i 5L MB A7 DU A4~ 70 7 1E 23 51 4
WNT #f, SHH #f , Group 3 Fl Group 4.

2. B EAKRF WG ERAYZINA M, H# 3L 563003

*BASAE K A A, E-mail 864925019@qq.com



BNTEWiERIraE 20204E4 4 45124 4545 T Mol Diagn Ther, April 2020, Vol. 12 No. 4 - 543 -
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WNT # 2 e /D WL 40 F1E, 295 Fir ff MB 1)
10%7 . BHEMAEZ B ERB LRI #2557,
BWIHEY AR 10 21, BUAR S & AR IR & P b e
HR I E 2 A bR 3 A TR T £k I HAR
B R i 0, DRI 5 At 7 REAE L i
WA BE A BT , 5 4R 95%

Turcot Z5 & A 3 T i & P i g O & 2 &
PR I8 1 Ol o B o 20 T AR e P R TR
(FAP) Flist & PR E 2 U P 45 B 9 (HNPCC) 1Y
18 4% 27 1 1) B B R A 22 14 ki e R 5 FAP AH G
FAP & f1 APC #1188 3 A i K06 &R 278 51
) APC £ 1 I REI 22K , T30 WNT i A2 8400 43+
B-catenin FY % AL , #4015 HL 7 WNT/B-catenin {55 5
I R SR AT S B UM, [ B, WNT
B MB 3l 5 1 CTNNB1 3[R 55 3 40 7 A0 306 %
AR5 WNT {5538 [ A0 3006 , N 330 B 4 2R 8
RS, AT S8 MB., #F98 £ 10 5 APC %
o M A8 S AH G 1 A B 40 R R LA R A Y T
Ja e ZOERE R 5 — A WL 28R S DDX3X St
% IR 2 i — b nT RE A9 RNA B2 il , I8 e
RS B EI R aiis e # 6 5
Y e A PR JE A R LR 25 A AR

WF5E F B WNT #f 2 /D55 P> 7 . WNTo
(70% ) 1 WNTB (30% ) , K Z % WNTa & 2 )L
LT AT X 2 R A A 6 B R s WNTR
B FE RN WA R 6 B
1.2 SHH#

SHH B 24 7 30% (1) 93 f51] , 31X 2 i Jes £ 3 1) 4
4 L WL Ay A, EEAE NS LT K16 % L
b BHWBEE LWL, RS SR %E T3
(STAT3) A5 %", SHH #f % 8 T/Migi2f 8k, X J2
W R BT R AR RR R 25% , 7F
MB 1, 3 26 R3S 1 TS S P S, 5 AR AR R Y
K T5% M

SHH Bf (9 F-1E 76 T SHH 15 53 5% 19 5 3 1
T 5530 B O 1Y 06 R 1 SE1E Gorlin ZEA11E &
H P PR, 1 B R SR AN I 1 R R AR
Gy KB 2T Y 3 A TS T 7 MBs (MBENSs)
Gorlin ZEAAF B2t PTCHI Jifa #4632 R 2848
F15E , % 3 K 4 i PTC1 (SHH 2 i 26 1 32 14 .
SHH 5 PCT1 (945 G306 T G & BB 32 1R5F- 1
1k (SMO) , M 1fii . SUFU (1) Jitd 5 B 25 HF B¢ i GLI

BRI P 3X T30 GLI i 53 R 1 1 4% 2 Ao R 3
YOS L B A IR S 2 5 A B A 0 BR  (an
MYCN, CCND1), i S 2 igg o, [l i ik 41
il SMO 4% 2 2 M 1T B W SHH 15 5 3448 1 #E 17] 363
ST B T a4, TP53 R84 &5 Li-Fraume-
ni syndrome £ 51 (LFS ) A2 1 28748 , KRAFE 30%
(%) )L SHH-MBs H 1] & 8, I H 5% 22 1) 55 A
K™, GPRI61 Fft & 52454 5 )L 2 SHH-MBs #H
KU AR & BLJE UT snRNA 2878 & A7
5B A X AR H g X, 28 AR A U1
snRNA 1 3 1 % 5 M 5 £ (8 i s 4 6l 3%
(PTCHI) 23 , I3 9 3 I (GLI2 Fl CCND2) ,
X AF L7 AE SHH &I MB 1, 3f = 4L h 7
97% I B\ (SHHS WF. 7)) Fl 25% 1) 5 /b 4F: (SHH«
PR ) 2 AT 2 Y R R I MB A7
ARG Y R 3q 3G N5 9q . 10q Fil 14q I 2K .
ik — 25 F SHH Hf MB 43 P/~ 7. 44 . SHHo 3. Y
& & TP53 7% \MYCN Fl GLI2 ¥ , H. il J5 #%
2%, SHHP WA FZ 0 T 2L, FEi2 Wi # & &2k
e, SEWUS AR . SHHy 2t 3 2 5L 22
L AL ARXT RS , Bl #8047, 240 MBENS J&
T SHHy .74 , SHHS W £ F A7 7E T A, %
A TERT J3 8h 79848
1.3 Group 3

Group 3 215 MB 1) 25% ", % W20 il 5 i 22
5FEAAFRY K 50% " . Group 3 FE M B4
L, B B R WA . o 24 Frp
LRIV ZE T R 2 A0%~45% 1) e 3 AE 12 i)
WELY SR e TR

M HT X Group 3 94y F LAk iR iE 8 /0 . MYC
Ji 9 DR A 47 3 LT 2 3 S W B i AT 9, H A
AETE 17%1%) Group 3 HH AT LA ULE™', B 5% & B
WA Z W g AR, R W] A & AR
JE o H T DNA (W5 #4284k, , 3 i 38 0 1 3 e R 4
TE— B, R S 00 IR 2L R GFID Al GFIB., 3
H Kelch 5 & 751 fl % % 11 4 (KBTBD4) & [A 1)
BTB %5 #4351 25 52 it P 4 AP BEAR DG, 4
Mgt A% 2 5 T, B WL R AR YL (A ik 17q(117q)
2 40% 1) FEEAEAE 117q, H5 A RS A,

Group 3 #f MB A] fig 5 — Fb A [A] A9 37 A4 .
Group 3o H WL T 2L, Of HH W12 25675
Group 3B 41 7] & B GFI1 58 J g JE DAL (%) a0 00 4 77
1 OTX2 "4 ; Group 3y & KA, I Haw 3R
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PEY 3 8p YO ih £ LU K 7q YL R3S i, Group
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2 RITHE

MR INE MB IR YT & F AR LR ARG Ak T?
MZEEIRIT & ABIT RIS R, &0
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() ] A 38t B ™ O S BUAE , AL DA ARG
A3 USSR IR A 5 . I SRR T 9 1)
FE R T A A R AN IR I R
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MR R G B 20 20K 3 % LA 1 B 4 b
Y XU 5 T A7 7 A o 9 200 B e 570 Ay s XU, A
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1.5 cm®, Bl 5> F0F 58 O 0E S, 78 ST R Y o )2 3
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173 FAR B 3 XU (<50% 4723 ) 4, RS 4H
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PR R E 17 5 gL AR ) 7 3 R 414
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P14 Group3 B ; 71 /)2 EEALEG . B Pk SHH

£ MYCN 934 i) SHH DU} 5 % 1 Groupa B MB ;
B 1 1 4 A0 55 55 B2 M Group3 BEEFE A TP53 58748
() SHH"™" . il I FErs /3 268 T - F ko i it
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X Tk R A R B R A AR TC I B3R b . RN
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RAAFRTC AT, % &5 GTR Il RES:
EIE R AL, —BRIEK GTR EANE A Y AR,
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J& I RAE R T W
2.3 AT

AN IR B R BE Al RS JL-F- B3 5k B
A AN Ak 2 KRy, A P B R & . MB
X AT A H R BEAE AR S T A4 i 4 B
Jro& )L MB RJG M E &, Al T H Rl
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B IE QAT 7E AR UE YT R 1 0 U2 ik B, A
kDT IR R E . ARFREF IR WNT S BRAEST
B RS AL I A AR R LT 100% , I/ ik
57 RIVE T B2 Wi WNT B MB 52 10 /504 6
WCRHA T i H 24 Gy /0 % 18Gy ; A W58 T LA
T 5 S B R 25 O IE T T 0 2 I AR
5 AR GE T i DG F AT (XRT) , B
WF 78 45 o 7 B A Y7 (PRT) 5 XRT A EE, 00
T IE R B R, AT RO R IR
[ R R e
2.4 by

97 & MB FEWIRTT R 2 —, LT
T3 2 LR EJL, A7 LR AR 5 mE— A 206
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J5 LA B PR I JHe 4, B A A 9 3 B DA e RO
FEARREE (T 257 A TFo

AT 58 36411 % 8 SHH 5 PCT1 1454
WS T G I AZ 1R 7 1k (SMO) J& SHH #f
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[ SMO % XF T SHH #F i Je8 20 it ¥ 5 A1 20 2 4=
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SMO #1i] ] sonidegib & , MB 4 i i) £F & & A %t
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