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Research advances of germline predisposition factors of myeloid neoplasms

NIE Daijing', WANG Fang', ZHOU Xiaosu®, LIU Ming', LI Mianyang’, LIU Hongxing'*"*

(1. Division of Laboratory Medicine, Hebei Yanda Ludaopei Hospital , Langfang, Hebei, China, 065201 ;
2. Beijing Ludaopei Institute of Hematology, Beijing, China, 100176; 3. Clinical Laboratory Department,
First Medical Center, Chinese PLA General Hospital, Beijing, China, 100039; 4. Division of Pathology and
Laboratory Medicine, Beijing Ludaopei Hospital, Beijing, China, 100176)

[ABSTRACT]

separate classification for the first time in the World Health Organization’s classification of hematopoietic and

In 2016, myeloid neoplasms with germline predisposition (MNGPs) was included as a

lymphoid tissue tumors (4th revised edition). MNGPs account for 4%~15% of myelodysplastic syndromes and
acute myeloid leukemia cases. They have a wide range of causes, rates of progression, and treatment responses.
As such, the correct diagnosis of MNGPs will identify more effective treatment strategies. Utilizing pedigree
surveys to identify mutation carriers is conducive to follow-up and tumor monitoring.
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marrow failure syndrome

Myeloid neoplasm; Germline predisposition; High - throughput sequencing; Bone
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P P8 SR L/ DVl A I R PR o2 R
AN TRV BE /AR sk /D, A 2 v B AR 1] . ETV6
RAF LA T 454 DNA {9 ETS &5 k04, DL — A0
SR SR 0N ST TF H ETV6 25 [ 1A% A7, T
St/ MRAH IR 55 #ik . THCS 2R N &
PR IbR B 0 A s, (HAR ] & A4 MDS/AML,

4 HEMIBIEINEER T B MNGPs

FEAUG GATA2-MNGP GG B S ERLE A 1F
(inherited bone marrow failure syndromes, IBMFS) .
Bloom ZE & 1iE (Bloom syndrome, BSyn) Fljgt {4 4 st
HL IR (telomere biology disorders, TBD) %%/, iX
BB ARV S — 2B, B ZFhim R R

I 25 GATA2 57 Al UL 4 % DX RN AE 9 51X,
2 N B R I A TG BT X AR, R
ST AT R I S R b K 2
MDS/AML j /!, A AT A LA P47 20 e o /0 o B
WEREG AN . GATA2 FH PR 14 5 o3 4 I A
T2 TR AT AR 8 1) 5 B0 - AR R 29 20 ¥, 64%
R IEGE , 9% 22 B 0 ik T K b, 21% L) MDS/
AML J 8 K 3 29 T0% 1) GATA2 I 32 588 #5717 3
23 ik i€y MDS/AML, 2 4E % 29 2% 280
GATA2 - MNGP JL # Jig ] 3 B8 0 # % 1 MDS/
AML, Jf JC MNs ¢ Ji% 52 8 HoA 258 5 1k R B .
GATA2-MNGP 5 22 , & I NRAS %5 1K 4 fifd 52
AR F] g SR k] AML [ E ™', Allo-HSCT 1J
WX A B E UG L H 5 K A R A AR DGR A
ZEREE SO A AR A

IBMFS i #f i 7] J& 7% 1fil (Fanconi anemia,
FA) .Shwachman-Diamond %5 i . Diamond-Black-
fan %% 1ML 1 56 K P H AU v b 48 i s/ E (severe
congenital neutropenia, SCN) 4§, H 1 FA & 4
WL, 25 25%~30% 1) FA J 5 I ICIIE | BTk (038 5
K B MR/ NFLEGAER I FA B3 R A A
i g 1 M 2% 2 SR R 1 600~800 £ , MDS/AML
RESE T K. B 50 2 A 40% 11 FA B3 k4
MDS, 40 % B} 20% %4 4 AML, H /" FANCDI1/
BRCA2 5/B ¥ W R R A s . HATE
YT 22 F FA MG JE IR, FANCA 2875 550 UL, 249
23%~40% ) FANCA 7% g FE K Fr Besh 2%, 76 KL
NGS panel JllJ75X WES 7 HTH 25 5) b 200>

% i DNA fi# i€ i i) BLM %5 [H 2 748 v § 3
BSyn, 8 E WA KB O R A G S

FeP ) BSyn B 40 4 AT 80.9% %A MR,
Hrp H MR AT 40% 2, A BA G B — 51
T 8 % W 912 W o 154 B A5 4 22 1l (aplastic ane-
mia, AA), ¥ XHME A ZIGIT A RN, {H 3 4F
JE R AMLY , IRKE A A A R IR 60 2 U5 Fliz
JE Sk fE S, B G H A BSyn AH G 1 L8 A
fiE . ZRBA WES FIFE SR & B 2 4 #5415 7
A3 AL M BLM 8 8 R 58 A 9 H RUNXI -
PRDM 16 &S BAYE o Z & B AML # HLALY7
REEGEft , 24 $lk allo-HSCT K15 T Hr2 iy 56 4
G At

SCN DA F525 14 mp M4 4 i vk 2D ™ 75 14 40 7
TR YL A R AE , B % W BUR B R ELANE
G6PC3 .GFI1 \WAS Fl HAXT %", T 4F ki 40 i
4 7% il 7% X ¥ (granulocyte colony-stimulating fac-
tor, G-CSF) i 7 FH % Bl 90% () i 5 i k38 1 A=
£ 5 B % A MDS/AML (1) KU o 384, 3 HL 2
G-CSF fll & #H G M . fifi 1] G-CSF &t 10 4 1Y
SCN H# | 5H4E 4 2.3% k& /= MDS/AML, i1 Ji& g
AML B} 48 % CSF3R %72

S KA A B A B (dyskeratosis congenita, DC)
J& TBD W I R R B X 22— |, B 2 vl 0 e
S BBLIAR B el T LT defl . R A B AR L
BEPR R R €5 28 5 5 R0 280 A 11 B 2 L B R AR
MDS/AML 1) & A AU 2 B R A HE Y 2663 £57
5y DC [ ] L F I A 3 i v , i = 7 ok 0 5
SR A LR R X DL AA RIS AR M MDS 25
Wl B—J5 1, 15% ) MDS H 2 #4F DC 41 X 1)
R R IR 524 X F 4 MDS 0% 52 5 AT 1l 41 g
WD Sk SR W g | i/ £ 4 4k ) MDS/AML f&
L WA DC AH OGN R JE I 842

5 HFEr& A MNGPs

3R MNGPs H Refif B — /D3 o3 BAT st AL A )
MNs 2 A% MNGPs (AR ZEAS W40 2 | i
AE SR 2 1Y M 56 3 R A TET2 . SAMDY . SAMDOL
SRP72 .STG2B F1 GSKIP 45 2 | YE—TJX} 179 14
BERIIBMFS 35 5, F WES %578 48% (86
i )  IBMFES, H: 1 18.6% (16/86) N SAMD9 &
SAMDOYL 575 , 7% (6 5] ) 5§ MECOM/EVI1 7% , 8%
(71)) 5 ERCC6L2 7%V | SAMD9 8¢ SAMDOIL Jit
RIAE RARE R RN R L 0 1 MRS |, 5
HEJE R PE AR 7/7q-19 MDS, I H B A 2 Fhin K %
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B, 0] 42 0L MDS/AML &9 2,

TET2 R4 27 % UL T MNs'™ 3 AR T 4R
A FR TET2 5878 () 7% M 58 R a7, 1e
2019 FFARIE R —DEFR D, HATAE Y TET2 5 41
ZRAF 1Y) 3 44 IR ML 43 51 F 39 .45 Hil 46 % i & A R[]
SR IR B IR > AE B I RGE 1 — 1 MNs K &R
o, i AR [R] TET2 #0558 22 11 3 44 IRl 4331 F 53
60 F1 61 2 B2 W A B 2T 41 ig 3% 2 4iE .CMML
AML™, 7 BARE T 2016 4EHE —14 2 % 6
K AML & # [A] I #537 IR &R TET2 #1 NOTCHI
R % RN RUNXI-RUNXITI Fil 4 3L
CALR 575 Fl KIT 7% [ , I BRI J7 S i
2517 X UERIE R R, IR R TET2 2878 HH G A9 IR
Jigea ] BE ELAG S bR SR TS TS 22 A0

6 SENRE

A AT BA T 2017 AF 458 SCHR H st A5 B0 P R 1K
LIRS ARY | S Y00 400 g 46 52 5 110 352 1% &) A6 TR 22 0
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UEHE 57 AH 24 He A9 0 1 Y B Jed B B AP IR 2R 5 2R
PRI, A 80k D A 43 B MINGPs AH G g 38 [ 58
A ] H5 B 22 A5 20 1R B2 W AN AR IE IR YT,
EL R N 3 T 36 R 72 S A 3 S 1 oA A i T 7 5
PRAE G IR B T AN IR 5t 1% 4 K5 2R B
matE,

S LAk
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G Lt A% A 21 A .18 = RHIT 13 Akl
BRI E Ganad s 70 A b e e

RLAH T4 e AR & EAAT BTz

[ ZE] Bev HEh)LY OIS 21 =1k 18 =RF1 13 = FRms 0] & (erid B Pk )
A1k B i, 1 11 BioelectronSeq 4000 S5 A [y~ & 191050 Gt A7 ik, ¥R AR iER il ATk . ik i
JH v 3 I AR JE G LS R B AR (T21 . T18 F1 T13) E R 27 i, 4 FRHLLE 47l b o 7 oK 2k
UL, B CRE RS % fh i 2% i 25 DNA 6 5 SCPE , EALIN R , il ad AR Y45 BB F o A5
AR RS R . SR R ILUF 25 DNA VRN 10% 1 5% i [ 52 B 25785 i 235 53180 0 R 7 e (o fk = 44
40 A~ 3.5% K 3 B [ G I BR 2275 iy, b 2270 20 A2 75 T 45 SR AR e (AR = s ik & H 1ol 70% 0
30% W IE Z 40 A RS 25 2 D ML G (AR =14 M R R ME R 25 b 18 SR ERMER NS %
A 18 AR RS H WA RN 21 (18 A1 13 = 5 Y (0 (A IE B s A U iR 2 1 | RS
il AERIAE 21 18 TN 13 =K. SR I ATl AR E AT DU T2 28 i) & B,
st LRGSR BT I M B B AR

[REEiR]  TCAD™ AR AR 5 Je @ ARARREARIAR 28 AP EAR s Jif JLUF 2 DNA; = {5k

Establishment of industry standards for fetal chromosome aneuploidy

including trisomy 21, trisomy 18 and trisomy 13 (Next-Generation Sequencing)
ZHANG Wenxin, YU Ting, SUN Nan, CHEN Yangyi, GAO Fei, HUANG Jie*, QU Shoufang*

(1. National Institutes for Food and Drug Control, Beijing, China, 100050; 2. CapitalBio Genomics Co.,
Ltd., Dongguan, Guangdong, China, 523808 )

[ABSTRACT] Objective To develop, verify, and evaluate the feasibility of industry standards for
diagnosing fetal chromosome aneuploidy trisomy 21, trisomy 18, and trisomy 13 using next generation
sequencing (NGS). Methods  According to the requirements of the proposed industry standards and national
reference materials of fetal chromosomal aneuploidy abnormality (T21, T18 and T13) , cell-free DNA in
plasma was sequenced using NGS. Chromosome number was determined using bioinformatics analysis
software. Results National positive references with the fetal cell-free DNA concentrations of 10% and 5%
ware the corresponding trisomy. In 40 national limit references with 3.5% concentrations, at least 20 samples
ware the corresponding trisomy. National chimera references with the chimera proportion of 70% and 30%
were the corresponding trisomy. Trisomy 18 was found in two samples with chromosome 18 microduplication
in national microdeletion and microduplication references, while the results of other samples were not trisomy
21, trisomy 18 and trisomy 13. Using national negative references employing normal chromosomes or

chromosomes with other abnormalities, the results were negative for trisomy 21, 18 and 13. Conclusion
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The established industry standards can evaluate kit quality, and provide a basis for product registration and post-

marketing supervision and management.
[KEY WORDS]
sequencing ; Circulating cell-free fetal DNA ; Trisomy (T)

Yo AR R R R S o UL B BB A
21- =ARZEAAF (Trisomy 21, T21) 18- =4KZESAF
(Trisomy 18, T18) Fl1 13- =K ZE & 1iF (Trisomy 13,
T13), DL S — SR ge o R = 1K R1 (47, XXY) be X
OARBARIL (45, X) o 21-=IRZEAAE &84k L
LI Y 0 , K AR 2 1:800", 60% 8 JLTE
JiE NI R AR A WL R s e A A
KBBEGEF MM 13- =ARZE G AEF 18- = IR ERA1IE
LA ™ E e KM 1R EIRS, £
BAE AR VAENAET: . X BN d DG i ™
T 07 A8 A1 R I2 W A7 T 7, DA i B ARG 1 2 ik
KA ARG P TS W R R 8 i o TG A
K o R I KO 2 A AR AR IR L L6
IRUEAT RS0 AT o 1997 4F | 5 I8 B SR TR REAR 1Y
I3 A& BT G JLIIE 25 DNA (circulating cell-free
fetal DNA) , JL-F- 48R I8 T i 55 % 97 )2 40 i .
BEUR SN 1L I B DNA 2 5%~10% 9 fif JL#) DNA
It HLFE 22 A 55 6 ) LI 25 DNA & sz 5
SR 2 /NI BIBEIR R R SR R A A S PR AR
FT X — w5, JoA )™ Fi 2 KA I (Non-invasive
prenatal genetic testing, NIPT) £ AR 4 i JL % {2 1K
Al A5 ARSI BT A BF 9 7 1), B R R FH AR
Il £ R (Next-generation sequencing technology )
LG G B 220 Wi L& A Y R R A5 4
P XU 28 B 28 I HH T I RS

H iR ] 1 JCAH OC Y bR E B A Tl bR i
X2 2R R G 0 P e RN A R AT R
AT b AR HE X0 & PR RE R T RN o ATk bR
) K AT B TR = RS e . AR
o7 FH ) 28 24 i 0B A8 B R (NMIPA) BT 56 T —
PRI BB S LT AR B4R A (T13/T18/T21)
e I3k 6, ok v 3 0 R A R 0l G LS gk
JEREAER (T21 . T18 M1 T13) [E K S fhat A Tk
PR ZARAER AT T

1 #RERE

1.1 WF 510
re A = A A8 JE I L G 6 A %A A

Non-invasive prenatal genetic testing; Chromosomal aneuploidy; Next- generation

(T21.T18 FIT13) EHKZS% i, hE &2 ke
5% Bt CHRTRR HPA B ) 43t

5 ) LY (o A 4 A5 A (T13/T18/T21 ) 4Gt 571
& (AT R i 26 1B 7y 325 ) AT NextSeq CN500 F 4]
DU ASC, B D0 it R 5 35 PR32 W 4 R A B w4
it MG LY AR AR R A5 4K (T21 . T18 . T13) #a i X
F G CBCA TR i 2 3R A0 5 1) i BGISEQ-500
LR A, A2 R AE W B (R0 A BR 2 | 32
it ML iR E R AR 21 =1k 18 = f113 =
PRSI R & (S AR DN 7 25 ) A DAB600 A1l
FEASC, T M T 38 3 A 0 R e 43 A R A w AR
4 LY o R R SR AR (T21 . T18 . T13) A6 M 7 &
(2 SR 73 ) 1 BioelectronSeq 4000 3 & il ¥
10, ARSEM BRI BL A R A HE 4t
1.2 I K725 DNA $2H

SR T 6 156 BH 13 48 A2 19 i 2K U5 25 DNA 42
BRI & (REBR TR ) o805 A% R 48 B s 4l AL i), 32
HUEI 25 2% f B IL2K 37 25 DNA
1.3 SCEMH &

KU NG I LG AR R %A (T13/T18/T21)
3R &, X Il 2K Ui 25 DNA $E47 SCEF . L
e SR v R R ], S I3 T BS DNA K
BOR B, 3647 H AR DNA F B 5 4, RG 1
DNA F BEW s 20 B S 70 R 45 4 i3k
T2 RN IX G BEAR (1) M —VE B BR 25 7 41, PCR ¥ 38 J5
JH DNA 4l A5 Gk A7 4k, JA A8 00 5 50 B )
SCPE . 88O B PCR AU 5 4 A SC P2 1 e
J 4% BR AR T ) TR A S o
1.4 Wy

W — s T PYTR A SO I p ot b, A2
PR AR . P BioelectronSeq 4000 2 A ]
AR K5 A T 4223k 1) DNA SCE I A FLIR Y™
18 52 AR Z | (451> DNA BEOMCFE 2 57 Y SR 48 BR
B3GR, SR 5 A S I AR A
Fo A DU AR R T IR 43 ol B e AN [R] ) 2 ot R
W, B — G I — P 17 2, 242 1 T 2R
4 1 E] DNA h 2 B B T, 5| B2 3% Wi PH (B A8
RN T A B R T 5145 B
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1.5 Bt

NS B =R FUREEE: /K ISR £ NP I R =<1
fastq B A T1L U8 . A BWA 3%, KB4 read
5 RNFILH A 2 1750 047 e, 7105 H o — L
Xof 1) 3 PR 4 B 25 e AR 11 read B, IR RIS AR S
Y ik - read B0 YL AR EH A, (HEH Z
EA X AR AT REA Y 21 45 (18 5 F1 13 %5
YO RIK Z A8, Z [T 3.0 REAS H 5E M e
AR = AP

2 HR

2.1 R A RO

Aol A o ) 8 T i, ZEORER N X 2%
i AR b 2 S R R B R 7 SR A 2R DK
Fo RABEZRSH SR, BER SCFEA HR %
RPN ARHEIE 1.0% , B 227 AMFEARASEE L 2 A FEAR K
W, 285 DU A TRl & i, 25 SRR A 1
N ) 2 AR %) SC P A O R R 0.88% Fil
0.44% , HAR¥H 0% A5 B ARIEZR .

PRifE 2R 3T B 8 27 i 3 A 2 5% 5 b Bl
HEE S %0, A R E TR, B
29 i BEOR B w42 1 = % i (1-BAC L 2-BAC .
3-BAC Fl 4-BAC) I A ROE I 7 AT 3.5 M
(IM 183 1,000,000 % reads) . &3 A.B.C filD
VY AN [T & B E , S5 S A 3 Gk
55, 5 R R AF AR, WA 1,

5.5
5.0

R 45 1-BAC
@ ;”j 2-BAC
= 50 3-BAC

25 4-BAC

fil ) BE2EA3EE fH2EAs i mE2HA3ER B 2EE3
A B ¢ D
Ve, 206 B K58 6443 )] 1R 3R 1-BAC \2-BAC , 3-BAC #lI
4-BAC DUl 2 5%
B1 BEEEHNSERER

Figure 1 Result of data volume reference
22 MHMSFHMFTER

PRAEZOR R A E K 2% b sl Al 2% b B
PEZS 25 i AT A, 45 28 00 RV A i JL e (5 A

AR (21 =4k 18 =4&F1 13 =4K) . A Hriis L
i 85 DNA #¢ B2 4 10% Y T21 . T18 F1 T13 [E 5 [
PES 25 i B |, 45 5 7R 2 R A R e iR — 1k
HS5REA A Yo o kA IS5 R — 5, HobdroR ol
21-T21-17-10% 9 [ Z BH 2 2% i 45 5 o0 21 =1k
KR (2=10.159) , [A] B 42 7% 13 = A& IR XU RS
(Z=-0.824) F1 18 =&AL X (Z2=0.736) , VLE 2,

ch21

0 10 20 30 40
PR 27 (Mb)

B2 PAESEm2 SEBENER

Figure 2 Result of chromosome 21 for positive reference

2.3 MHZHHFEE
PR 2R R FHE K 5 2% 0 (YL 0 R 1IE W FEAR
TR Ath 24 780 e o R Sl B A5 A ) 5l Ak 7% i v ]
PES 2 b AT RGN, &5 S0 21 =4k 18 =R A
13 =B, 20 i JLIiF 25 DNA ¥ B R 10% [H
KIS B, 4558 R BARK 21 =44
18 =RFN 13 =4k, #5784 187-T22-1-10% 1%
M A5 AN 21 =R (2=0.908) (18 =&AL
B (Z==0.023) Fll 13 =R (2=0.383) , 1M 22 =
AT XUB: (2=14.459 ) , H25 S 5920 A 1) Y {1 A%
RIGE R —30, WA 3,

ch22

0 10 20 30 40 50
R 2 A7 7 (Mb)

B3 FPASXm2ESLadigR

Figure 3 Result of chromosome 22 for negative reference

2.4 krilipR

PR R R E R S % il &% 5 ks
TBR 2% St AT R I, X 5% e B A6 0 B2 25 i 1o
SRS L X 3.59% vk B AN B 2 2 i A HE R AN
T 50% . 43 Hr)if JLIF 25 DNA W EE R 5% 3.5%
] G A 0 B 2 25 il R 508 | 465 2R I 7 24 B8 DE A A
HFH R G iR =4, BR7R A 101-T13-7-5%11 5%
TR R I PR 2 2 i 2 R O 13 =R R KU (Z=
10.819) .18 =R KUK (Z=—1.326) Fi1 21 =A% X
[ (Z=0.458) , b7 A 147-T13-3-3.5% (1) 3.5% K &
R B 2 2 45 5ol 13 = XU (2=8.067) (18
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= AR KRS (Z=—2.221) F1 21 = KA XUBS: (Z=—
0.102) , WL 4, S5 R FHALTF 3.5% /i JL DNA
WP e AR RS AR RE A RE IS IE ARG 1

chrl3

A g
al 4
N0
-4
0 20 40 60 80 100
LR A4 B (Mb)
chrl3
B o6
m 4
N 2
0
-2
0 20 40 60 80 100
HEIRI2H 2 (Mb )

TE 2 A NARZR 101-T13-7-5% (1) 5% W< M I BR 2% i, B Ry bk
147-T13-3-3.5%4 3.5% < BEAS I FRZ: %5 il o
B4 5%REFM3SPRENKNRSER 13 SEERK
LR
Figure 4 Result of chromosome 13 for 5% and 3.5% limit

reference

2.5 TMEKMESL % BAA R

PREZR R B R S5 a4l 2 2% 5 b i
R S 2 AT, TR M B S
18,13 .21 S Ak — i BeR/h L B iR
ST REA N 4R A A R 5 DB S, LA et iR
TR R o T AT 5 2 R I 5 SRR B R 21 — AR B
P18 ZARBHMEFN 13 =R BHM: . B R
RS A 24 18 F Y AR 20 Mb DL iR
S 0, 45 B o A 1 18 = ik m KUK
(Z=4.601 14.798) , [al i} 13 = AR KU (2=—1.154
F10.932) F1 21 = ARAL RS (Z=—1.265 F1-1.373) ;
T oAt 8 A fl ik 2R i o 0 5 2 it & SR S8 R A 1 21
SR 18 EARFN13 =4k, WA S,

chrl8

A 1o
= 6
Ny
-2
0 20 40 60 80
L2 A0 (Mb)
chrl8
B ¢
w2
N -2
0 20 40 60 80

HER AL (Mb)
TE: A NBRZR 194- TR 2% ~5% 1R 2 2% i, B S HR7R 200-
i 8-5% T Z 7% i o
B> RESESEMISSEBHEMNER
Figure 5 Result of chromosome 18 for microduplication

reference

2.6 WMEERSHMIFER

PR SRR E R S % ikl 2% bt
B RS % ST R R RE T A DL B SR
kA RS 2 5 R AR A I F RLE A He i S
Wik G kS 2% SR B SORK o TR A L
1R 70% F1 30% 1 [F S 4% 5 K 2 2% i i 5 | 445
TN DI R N NI 3 2 R85 W =i A 2
ARSI ik A AARFEAS . BN R 158-T21-M-70%ii%
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Figure 6 Result of chromosome 21 for chimera reference
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& FACI AT Marfan 2545 AIE2¢ &R A TR i 1%
FIoWi

FIRILNT P HelFT X’ Tar'? gx30 AW Fre

(# ZE] BRI AP 7 Marfan 25 4 1iF 58 5 09 R B8 4% 2732 W7 02 A 4 RO 345
FiE ERxE 2016 4F 10 H 7R AR A 0 G Ok B I 24 35t A% vho0 392 19 1 4] Marfan 28 5 1E R R AT BT
AR 5 75 25 ok £F 4k 2K 19 (FBNT ) 3 R 2875 v 4, 07 A5 285 L3 5 Sanger W 5 647 50 UE , WA Aff 32 (R 58 728
7 85 BEFE FBNI JED 4t X K AD - N & 28 B B AR X3, 7R 3% 86 1R i 2 MK P 2 4 100
A i 2 B A BT IR 2 0 A (SNP) R Ry st A% 3 Bl ic , M gt R d B A5 A0 R AR 7
Xt JUR T 118 2 75 A7 5, L I 5 R0 SR AL S B AT A TR BT SRS W, SR B 5 AEAE FBNI 3
C.247+1G>A B M 2R |, 2 BRI 7 RN AR R B 40 A, SR R 5 N EEIR TP 3 AN IEHE 2 8
o e R T R ELB AL F R I I AR IR A B R A e — L, & RA AR
I X6 Marfan £5 4 fiF 58 2 UEAT A B 38 1% 212 W7 nT LA JEL OB 1hb B0 386 [R5 76 1% 58 2 P O 7 2 KRGS, 38 ]
DA IR B 9 45 A 35 AR VR A 7S 380140 7 ), 2 Miarfan 25545 7iF 1 A SR8 1 2 T 97 T B
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Preimplantation genetic diagnosis of Marfan syndrome using next- generation

sequencing

HE Tianwen'*, LU Jian"?, CHEN Chuanggi’, LIU Dun®, DING Hongke' >, DONG Yungiao*, DU Li"?,
YIN Aihua'**

(1. Medical Genetics Center of Guangdong Women and Children Hospital, Guangzhou, Guangdong, China,
511442; 2. Maternal and Children Metabolic - Genetic Key Laboratory of Guangdong, Guangzhou, Guang-
dong, China, 511442; 3. Reproductive center of Guangdong Women and Children Hospital, Guangzhou,
Guangdong, China, 511442)

[ABSTRACT] Objective To explore the value and advantage of next-generation sequencing in preim-
plantation genetic diagnosis of Marfan syndrome. Methods A Marfan syndrome family was screened for the
FBNI1 gene mutation site by exon capture sequencing in the medical genetics center of Guangdong Women and
Children Hospital in October 2016. The screening results were verified by Sanger sequencing, and the muta-
tion site was identified. The coding region and exon intron junction of the FBNI gene were selected as the tar-
get region, and 100 high-density closely linked single nucleotide polymorphisms (SNP) were selected as the
genetic linkage markers in the upstream and downstream 2m regions of the FBNI gene to construct the couple
haplotypes. Direct sequencing of mutation sites and haplotype linkage analysis by next generation sequencing
were used for preimplantation genetic diagnosis. Results There was a pathogenic mutation of the FBNI gene

c.247+1g>A in the male side. By direct sequencing and haplotype linkage analysis, 3 of the 5 blastocysts of
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the patients were normal and 2 were pathogenic. A well-developed and genetically normal embryo was implant-

ed into the mother’s uterus, and a healthy baby was born at full term. Conclusion preimplantation genetic di-

agnosis of Marfan syndrome family by next generation sequencing can block the risk of recurrence of this sin-

gle gene disease in the family, and can also avoid the abortion caused by the selection of aneuploid embryos,

which is an effective prevention method for birth defects of Marfan syndrome.

[KEY WORDS]

diagnosis

Marfan Z£ & i (Marfan syndrome , MFS ) J&—Ff
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Figure 1 Marfan syndrome pedigree
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A, 32 ) , MiSeq /i &I /7 (Tumina 23 7 , 52 )
1.3 Hik
1.3.1  ARACRSE K FEF 41 DNA 2L

FHCT 1, T2, 1,11 :2 % EDTA $itE5MA
IM45 2 mL, FEHLAM A 1 FE P 41 DNA, R FH R AR A
PO A IR 2 ) 11 0 3 12 DAL 8 3 PR 21 2 Bt 79
(DP329) ##F 17 $12 B, 422 HR 3 70) 5 15 B 45 15 47 4 B
EE (e
1.3.2 FBNI FEH 528 i A J2 ik

X Marfan ZEGAER A T 1.1 :2 111,
I 2 47 A0 5 4 2 00 5 0 A FBNT 3R 58 45 a7
Mo R I B Y B0 28 AR A7 s iE AT Sanger M T 5
HE, FH Oligo6 #5435 4t X B0 07 45 1Y 4 S P 5|
Yy, ¥ 48 5 H ABI3730 it 45 0 M A AT RGN o
ABI3730 345 20 B AU I A= i 1) ab1 SCA4 , FH Seq-
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I ST ELATAE
1.3.3 [ R A RAY R

VL FBNT £:H 9% X S A - N & FA8 5k
H AR X, 762 2L ) R 37 2M X 3k P 56 8 100 >
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o 2 E B I I SNP AR st 4% % Blibrac, A
ION AMPLISEQTM DESIGNER M #ii% it 54y, &
DNA 2lifk % —ARW)F 5, P8 5 S h 17
i LAY
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SUNIE GG R Ak 25 5% . IR & B4 3 R
Sk v AE % WA B E— AR Y 20 pm R,
IR BRI R W T AR S 5% . IR &
B 5 K (D5) B 6 K (D6) WLEE 5 4 IR I pi ELAR
25 37 2 AN M AR 2~ N IFREAT TR A, TE RS
FF T [ A R RS T P A e R UGG o 24 11 1)
VLS A, BCHS 78 5% 2 M IR AV A L 7R
PBS Wi i RGN PCR IO A5 v 1 G A 4
IG5 J5 HEAT B 3R ALV VR AL 3L | o 5t % 2 K A 58
B P TR R RS A
1.4 fHARSE =12

XA ARG () R T3 A A A T R TR 2
HOE P 1% (multiple displacement amplification,
MDA) AR B L FEH Y 1 . P88 s REAT T
# PCR 4" 14 B AU B bR X 88, 7= W 4l 1k 2 P Js
NGS. it NGS ¥t FBNT 3R 545 57 s, HAZ Y A
g 5 DK % Bl SNP o7 55 3% 44 iE 47 PGD., I
Sanger il JF* #F— 5 B03E NGS 255 o £ %5 25 5 @R
ANEEHT B0 2 AR IR HEA T T ARUR BE i YLt f A
fE PR, DAHERRA #547 Gy o s DR G .
1.5 F=HIZH

PEHE PGD 45 R R AT BUR R BN H AT
RAF RIS TR IR R BT i . T IR
TS 14 d 281 HCG B & ALk, TIRIBEAE IS 4
JAAT 4 BHIE B M & S IG R IR, 22 18~24 JF]
AT 3 B 2 A 77 B2 W ik PGD 2%

2 R

2.1 ARG K IIE

SRR AW R IE T P & Y N .
FBNI R H A7 R Beli R sl i 52, 3
(Il :2)%F FBNI 3R b &3 1 A4S 55 Y14 p 58 A48
c.247+1 G>A, WA T, K 58 A8 1 72 5088 122 o
AP RIS . B ACRE(T:1,1:2) B
F I 1) P RAE H Z2AF | 1% 5748 38 1o Sanger I ¥
HATE IR, WL 2 K1,

NCBI 2 751

BHCL2) 79

T Sk TR D A
E2 #£&(:2)FBNI EE c.247+]1 G>A RZE Sanger
e E
Figure 2 Sanger sequence diagram of ¢.247+1 G>A
mutation of FBNI genec in patients (II : 2)

R1 KREFBNI BERTHFERKIELER
Table 1  Screening and validation results of FBNI gene

mutation in family

AR .

Fedk L 2 aneer
L (%) Wy
BAI(1:1) 156 G(94.23)C(5.77) GG

BER(1:2) 152
BHE(I:2) 112
BELET
(II:1)

G(94.08)C(5.26)A(0.66) GG
G(55.36)C(2.68)A(41.96) GA

114 G(94.74)C(5.26) GG

2.2 R HE

LI FBNI FEH 4t X A8 - & F 38 A2 h
H s X3, 7613 A E Ui 2M KO3 P 88 100 4>
T B B I SNP AR Ry i AL bR iC , &
NGS J& , T8 A 80 5 AT FRAR AL 0 B . FROE R
WA SNP AL S BRI A o L3R 2,

x2 BERAFISNPLLRAEMSH

Table 2 number and distribution of effective SNP in couples

. FLH T iF FER F i

FEAR HRH ————————
1IM~2M OM~1M OM~IM  1M~2M

HBEET

(1) 2 7 2 8 1

HBE:2) 2 17 9 12 2

2.3 WRIRHE IR KRR A

AR 20 4>, Horp gl B0 7 17 4>, T LA ICSL &
IEHZ R 154, A IR Z R ¥ & 409 %4, D5
WS 5 MCHE IR AT G 16 R bR o 3 R 7 0 A e
D501 .D502 .D503, D6 MLEH 2 M RFF A 16 A b
HE, FE I FRIC R D601 . D602, 45 /> RE A 1% K6 21 ifd
By 2~9 ML . T A IS HE AT IR IR B B AL v R
A
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2.4 fHARGLHIZW

X {6 Gz A5 1 28 R 0% 5% 2 40 B o3l AT 4
EHEAY . P T B FEATT £ B PCR 73
R H AR X, 7 8 2l ik #E J5 NGS . FIH
Sanger M J7 i 17 i — 20 B iE , 45 R 5 NGS 45 1

—3 ., T RRE R KRR, G RZR
A5 NGS 45 5 Fl Sanger I 73 25 5 7 2E 47 54 7Y 3%
Bt , 85 R os D5 B9 3 NIRRT 2 AN IE R
ERG , D6 B9 2 ARG 1A M IE R IR . W3
3. %4,

£3 FBNIEE c247+1G>A REENBIREZISHER
Table 3 Preimplantation genetic diagnosis results of c¢.247+1G>A mutation of FBNI genec

kE S — A Sanger M 3 T
" LR W 1 5 R % LE 9 (%) e
D501 EH 26 C(84.62)G(15.38) cC ] FE ARG
D502 U 37 C(13.51)T(86.49) CT AR ARG
D503 EH 25 C(92.00)G(8.00) cC ] ARG
D601 o 18 C(61.11)G(5.56)T(33.33) CT NGIR:Z 0y
D601 EH# 29 C(89.66)G(10.34) ccC ARG
R4 HRRBEGERESSNER
Table 4 results of haplotype linkage analysis
(o 5w By D501 D502 D506 D601 D602
. M1 Ml F2 Ml F2 F1 M2 F2

chrl5:47724040
chr15:47850326
chrl5:48024922
chr15:48049776
chrl15:48146976
chr15:48310341
chr15:48540199
chr15:48608083
chr15:48755168
chr15:48779402
chrl5:48797146
chrl15:48797307
chrl5:48797424
chr15:48813107
chr15:48905206
chrl15:48967277
chr15:49017024
chr15:49043989
chr15:49174320
chrl15:49196237
chrl15:49221825
chrl15:49416746
chr15:49518593
chr15:49607852
chrl15:49734634
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AHHAAPPOOQO>ONQOQ>HOSOO> OS> H > S
HAraR>P0QrrHaAE>PQ0SQ>S00000 00
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HeHAaPQOPHQQ0QO>O00SQ0QQR>HQ

HHaHd>>00>r0000>rP003000» 3> 30

OHAA»>00>»0000>H0500> 05> 3> |5
HAaraHdrQarraHdran-HarH400naanald
HHaaAR>QO>»PHQQ00Q00AQ>PAOQ0SQNQQS>HQ
HHAHR>>00>P0000>00S000>8>H0
AsHAE»>00>r0000>230200>05> 3> |5
HaraHrQQrPaHAPQOHQOPSQAQONQAQQ
O3 000r»P0000>r 03300 >03» 3>
HHaHR>>P0Q>PQ000Q>P00SQQQ>S>AHQ

M1 M2 N IEH s F2 N B IER 5 F1 o5 5 80% .

2.5 R HE K B4R (allele drop-out, ADO) 43 #F

FA W KR iR B B0 R A8 7 s (chrl5:
48905206 ) WA &AW . Boit FASTE R IR IR 1Y
Fhp 978 57 15 F 47 A SNP 37 15 A B 41 25 o 5 A
B, 15 E A ADO E o 11.25% .

2.6 WIRBAH K Hii2 W

PE PR AL A A OE R HOR B ORI
(D501) 7EREFETIE 340 A 25T TR %
f. FEAE)E 14 d # 21 E 1 hCG 24 1 044 mIU/mL;
A S 40 d S BHE B 75 DL A2 e e e /N Y
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18 mm~13 mm, J& 2 K 25 4 mm, 7] W0 & #H5h ,
2819 JAl 28 2 B 2 il A T P F2 Wik 52 fat i
Lo 240 JREE 72 o i —E W B2 AR 3 100
g ABEFAROL R 47

3 it

MFS HA & B RSk, AREXRBEA
ANEEE A FERRERHFE, LR KR DA
AT R NI R A E N NI - E 7
FBNI RN E 7 F 15q21.1, 4K 235 kb, 7 65 4~4h
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B 0 AR 34, 3 O T BB IR YT 51 7= 45 BT Ok A
BB A

1996 4, Harton GL 45 A 1 515 PCR £ A X}
Marfan #E17 T 55 — R A BT R RAGIIG Y7 . B
EETHRZEERE AN 2 ERNAY 1Y
(Whole genome amplification, WGA) 4% R /) &
I s R T B2 AP 55 PR AR T DNA AR AR £ iod
/U (1) [ S, e A b4t v T G ) 5 SR 1% o A A
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The value of T - cadherin expression in predicting the prognosis of gastric

cancer after radical operation

LI Lixin', CAI Cuifang®, LI Wenxiang®, SHI Lei', PU Jing"*

(1. Department of Oncology, Second People’s Hospital of Lanzhou, Lanzhou, Gansu, China, 730046 ;
2. Department of Neurourology , Second People’s Hospital of Lanzhou, Lanzhou, Gansu, China, 730046 ;
3. Lanzhou Second People’s Medical Oncology Surgery, Lanzhou, Gansu, China, 730046; 4. Department of
General Surgery, Lanzhou Second People’s Hospital, Lanzhou, Gansu, China, 730046 )

[ABSTRACT] Objective To investigate the prognostic value of T-cadherin expression in patients
with gastric cancer after radical operation. Method 198 patients with gastric cancer admitted to our hospital
from January 2016 to January 2017 were selected as the objects. According to the prognosis, they were divided
into two groups: the group with good prognosis and the group with poor prognosis. The general data of the pa-
tients were collected, and the prognosis of the patients after radical gastrectomy was analyzed. The indepen-
dent influencing factors of poor prognosis were analyzed by multivariate logistic regression analysis. Result
Among 198 patients with gastric cancer, 67 had a poor prognosis, accounting for 33.84%. 131 cases had a
good prognosis, accounting for 66.16%. The results of univariate analysis showed that the poor prognosis after
radical gastric cancer was significantly correlated with tumor size , Borrmann classification, and T-cadherin ex-
pression. Tumor size was greater than 5 cm, Borrmann classification I to II, and T-cadherin expression <50%

of patients, the prognosis is worse (P<0.05). Multivariate logistic regression analysis showed that tumor size ,
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Borrmann classification, T-cadherin expression is an independent risk factor for poor prognosis after radical

gastric cancer (P<0.05). Conclusion Tumor size >5 cm, Borrmann type I ~II and T-cadherin expression

< 50.00% arer risk factors of poor prognosis after radical gastrectomy, which requires clinical attention.
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Establishment the protocol of CD34" cell percentage and absolute counting by

E6 flow cytometer
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[ABSTRACT] Objective To establish and verify the method for detecting the percentage and absolute
count of CD34 " cells by E6 flow cytometer. Methods A total of 89 children who underwent allogeneic
hematopoietic stem cell transplantation for sever (3-thalassemia in the Department of Hematology and Oncology
of Shenzhen Children’s Hospital from January 2019 to December 2019 were collected, taking bone marrow or
peripheral blood from transplanted donor as the research object, the ISHAGE method was established with the
E6 flow cytometer for the percentage of CD34" cells. The absolute count of CD34" cells was calculated by “flow
direct volume method” , and validated the result of the absolute count of CD34" cells with the manual count of

white blood cells. Results The correctness of the absolute count of CD34" cells was validated by combining
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the manual count of white blood cells. The Pearson correlation analysis showed that the absolute count of CD34"

cells in donor peripheral blood stem cells or bone marrow stem cells was highly correlated with the calculated
results of absolute CD34" cell count (r=0.93, R*=0.87, P<0.0001); the white blood cell count and mononuclear

percentage results of the peripheral blood or bone marrow stem cells were highly consistent. Similarly, The

percentage and absolute count results of CD34" cells in the peripheral blood stem cells and bone marrow stem cells

are also highly consistent. Conclusion

The absolute counting results of CD34 * hematopoietic stem cells

calculated by the “flow direct volume method” of the E6 flow cytometer are reliable, and can be used as a reliable

basis for calculating the number of CD34" cells in the transplant before hematopoietic stem cell transplantation.

[KEY WORDS]
Cytometry; Absolute Counting
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Figure 1 CD34" cells counted by ISHAGE method by flow cytometry in a donor of transplantation
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2t Pearson A &P 79 # e 7R ,  — ¥k CD34"
A0 ff 1T BB, B FR 5 32 Y Pearson A G &R BUR
0.930 9, R*=0.87, 95% CI & 0.894 3~0.955 1, P<
0.0001 , & 35 AH 2 5 5 — Uk CD34" 4l fid 3+ # it , 74
Al 5 ¥ 1Y Parson AH 5C & £ M 0.93 , R*=0.86, 95%
CI 4 0.888 0~0.952 1, P<0.000 1, 758 i & A1 % .
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2.3 WA MAEAS 40 L (WBC) F T 3H4m
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PR T T80 41 it 7Y Pearson #H ¢ R K
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Figure 2  The correlation between the 2 counting methods to

analyze the absolute count of CD34" cells
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Figure 3 The correlation between two manual counts and

phenotype of peripheral blood white blood cells
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Figure 4 The correlation between two peripheral blood flow

cytometry counts of CD34" cells
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THECER = BRI HES o AE 26 2 A G > SR R
>RGN A H 2 7 A 507 L (P<0.05) .
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Table 1 CD34" hematopoietic stem cells counting in bone marrow and peripheral blood by flow cytometry (x+s)
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P Tbk B2 AN 9 afn s B Lafn i TK1 Kz E-cadherin 55
EESLY € 594

FRESL Raed HBD HKETRS

[ ZE]1 B W2k 40 A s (ALL) L il 75 B 384 % 1 (TK1) & E-45 %55 A
(E-cadherin) Rk KV NE L . ik HEEARE 2017 4F 1 H 2 2019 4 3 23R 8 ALL i L 172 6] OBL%¢
4H,n=175) , [Al Ik e B fd e JL # 30 41 (F BE 2, n=30) , ¥ I 1ML 3% TK1 K E-cadherin /K, 43 #7 L35 TK1 A
E-cadherin /K VA e M H 5 IGIRFFMERN X R . £ R &4 L7 TKL K & F X 4l (P<
0.05) , B-cadherin 7K AR F X5 FR 4L (P<0.05) ; AN [RIAF & R [RIPE5I AR ALL 285 1fi % TK1 & E-cadherin
KA TG 2 22 5% (P>0.05) , AN[R) WBC 7K B & 75 A A= 6 A MZ i ALL B9 1M1L3% TK1 K E-cadherin /K S-A77E
B FHE R (P<0.05) , Ml 004 B W, ALL B JL TK1 5 E-cadherin 7K - 5 # 1 A 56 (r=-0.401, P<
0.05) , TK1 7K°F- 5 WBC 2 3 1F A5 ¢ (r=0.421, P<0.05) , E-cadherin 7K °F- 5 WCB £ Bl 11 46 3¢ (r=—0.505,
P<0.05). #Z5i  ALL fJLINIE TK1 22 ik 1M E-cadherin {5353k , I H 53543 I PRAERAEAH G , X HLAG A
BT A 40 6 67757 RS AN B P4

[XkgER] 2PEME A ; W 1, B-5SEEE AAIT50 sEsh i

Expression and significance of serum TK1 and E - cadherin in children with

acute lymphoblastic leukemia

XING Dongwen'*, ZHANG Yuzhuan', LIN Jian', LIN Lufei’

(1. Department of Pediatrics, Haikou Third People’s Hospital, Haikou, Hainan, China, 571199; 2. Department
of Pediatrics, Haikou Fourth People’s Hospital, Haikou, Hainan, China, 571199)

[ABSTRACT] Objective To investigate expression and significance of serum TK1 and E-cadher in
children with acute lymphoblastic leukemia (ALL). Methods 172 children with ALL were selected in our
hospital from Jan 2017 to Mar 2019 (the observation group, n=175) and 30 healthy children were selected
(the control group, n=30). Serum level of TK1 and E-cadherin were measured, and the correlation between
TK1 or E-cadherin with clinical characteristics was analyzed. Results The levels of TK1 and E-cadherin in
serum were higher in the observation group than those in the control group (P<0.05) , but no significant
difference in different age, gender and ALL types (P>0.05). There are significant differences in serum TKI
and E-cadherin levels between different WBC levels and whether extramedullary infiltrating ALL occurs (P<
0.05). Correlation analysis results show that TK1 and E - cadherin levels in ALL children are negatively
correlated (r=-0.401, P<0.05). TK1 level was positively correlated with WBC count ( r=0.421, P<0.05) ,
E-cadherin level was negatively correlated with WCB count (r=-0.505, P<0.05). Conclusions The serum
TK1 expression in children with ALL is high and E-cadherin expression is low, and it is related to some
clinical features. The detection of TK1 and E-cadherin is helpful for the assessment of white blood cell load and
extramedullary infiltration.

[KEY WORDS] Acute lymphoblastic leukemia; TK1; E - cadherin; White blood cell count;
Extramedullary infiltration
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S RS (Acute leukemia, AL ) & — 4
YU, AL 3R] L4 o 2P ik I 4 B
(Acute lymphoblastic leukemia, ALL ) Fl 2 4 #% 4f
JIt8 F9 1fi.5% ( Acute myeloid leukemia, AML) P 2S, H
L ALL A 312 ALL BB 58 40 i 5 5 1
B, B 20 A B B AR S LR E R Y
S| = BV B e s A 1 Wit N = g
SRR, AT R R S E R . ALL A
S A T ARG RE AR 3 N A
i, WG 2E . ALL YR 0% 5 B i 09 S50 B 0
%, Mgt 1% 1 (Thymidine kinase 1, TK1) REf% 5z bk
S B 1 B )RR AE AR S 4, TR TR A4 P A i S
WIS EE Y, E-45 K5 % 5 11 (E-cadherin) J& —
Fifr Ca2 MMM A 11, K% B TE 8 R A M
TE b K YR e v B-E5 R 2 R IR W b
XA B TR E MR IEE SR, -2k,
T ETELL R AHA0 0 CD341 1)1 20 it A58 J5 40 it |
Ik, AT RE AR AH O 20 M 1] i 4R T AT 3 i
FErple D A CHEE ALL 2 LMY TK1 ) E-cadherin
FEIR MG IR B SCHA TS, RS IR

1 ABESHE

11—k

PEHL 2017 4E 1 H & 2019 4F 3 A fEABEWGA Y
ALL 8L 172 ) (W24 , n=172) , Hirh 3B 97 4], &
75 0, SF B4R RS (8.18+1.13) ¥, A (22.01+
5.29) kg, Hrh ARG IFRESMRIE £ UL 102 41, 5 )4
A 3E 70 1), WBC 17.4x10°~117.6x10°, F- 1
(31.7+£8.6) x10°, H: ' T-ALL 63 f4i] , B- ALL 109
][] I B e L 3 30 4E %t BR 4, Hodh 58
20 4], 22 10§, - Y 4E K (8.02+1.01) %, 44 &
(21.86+6.10) kg, PIALPER] AFEE ARE LI, 2557
TG4 L (P>0.05), W#E1,

®1 FMA-BABLER (vzs)

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

pUE < il Xif AR

LR (n=172) (n=30) et P
B (B 1) 79/75 20/10 3.559  0.059
(L) 8.18+1.13 8.02+1.01  1.331 0.184
A (kg)  22.01x529  21.86x6.10 0.236 0.813

N AFRE : D2 W 7T & Lo 12 W 57 3R
HE) AR IE" s @ i¥<14 % ; @ h PR B L,
ARENST s @LILMI NIF RS HEER bR &

IEH B 5 AR T RE R A | RGP
R W I A LA
1.2 fapnkaill

SR 25 T R KL, RS 2K B2 My, B 2
mL, 3 500 r/min 5.0 5 min, 53 5 1L T I & 1
Eppendorf & H , ARicd i FE A 5 BU5 & —-80CUk A 15
W, 5% A ELISA % K 1l E-cadherin 25 FH7KF .
MREARR 3 NEfL. ™% 4% I8 E-cadherin ELISA
R & O 7 B AR W R A BR 2 W) BB B 41
TK1 KR H ELISA 2, Ao F K e il {245 7] B
-Cadherin,
1.3 GiileFabH

K H SPSS 22.0 FAF HEATE s 40 BT, T Wk
K (R +s) R, PRALIA] LA AE F ¢ 456, T H 8070k
Hn(%) %, H @ K s, MR H Pearson AH ¢
G3HTe P<0.05 RS A G E L,

2 #R

2.1 P41 TK1 M E-cadherin 7K L35

WELLH 13 LDH A1 TK1 B i & T X R, 2% 5
HEeitFaE L (P<0.05) , M5 B-cadherin /K- i,
XA, 2R A GE# R X (P<0.05), W32,

Fz2 WHZHME TK1 & E-cadherin 7K F b3 (v +s)
Table 2 Comparison of TK1 and E-cadherin in serum in

2 groups (x+s)

21 51 n TK1(pmol/L.)  E-cadherin(ng/mL)
pUk St 172 7.50£1.33 29.91+8.15
XPRRAL 150 1.10£0.42 55.90£10.10

t{H 56.519 -25.537

P1E 0.000 0.000

2.2 KAl RAFAE ALL LI % TK1 & E-cad-
herin 7K F FLAR

ALL LI 7% LDH #1 TK1 B & & T AML &
L, ZRA G 2FE L (P<0.05) , 1 1. 3% E-cadherin
K BALF AML L, 2R B G %8 XL (P<
0.05), W% 3.

2.3 ALL JL# I 775 LDH . TK1 kK FAH %
Z M H 5 WBC L&

M4 R B, ALL 2 )L TK1 5 E-cad-
herin 7K 3 5 B £ A 5% (r=-0.401, P=0.001 ) , TKA
K5 WBC /K 5 811 41 5% (r=0.421, 0.000) ,
E - cadherin 7K 3 5 WCB 7K 3 £ B 1 41 ¢ (r=—
0.505, P=0.000) . WLE 1~3,
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3 AEGAKFFHE ALL BJLIE TK1 & E-cadherin 7K F L2 (x+5)
Table 3 Comparison of LDH and TK1 in serum in ALL patients with different (x +s)
I AR AIE n TK1 (pmol/L) t{H P{H E-cadherin (ng/mL) tH P1E
5 5 97 7.52£1.36 20.31%7.84
% 75 7A47+1.32 0194 012 30.64+8.27 02140253
i (y) <8 88 7.54+1.31 30.74+8.21
>8 84 7.38+1.34 0-229 0.718 28.24+8.09 0406 0.592
WBC(x10°) =32 82 8.64+1.41 22.37+6.94
<32 90 6.46x1.09 0117 0-000 36.81+8.02 a0 0000
ALL 251 T-ALL 63 7.63+1.41 30.82+8.22
B-ALL 109 7.42+1.23 0352 0497 29.21+7.94 0516 0.357
YO =R =
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Expression level and clinical significance of circRNA in cancer tissues and

serum of patients with non-small cell lung cancer
YANG Guangquan®, ZHANG Qianshi, FAN Xigang, WU Fei
(Department of Oncology, Deyang People’ s Hospital, Deyang, Sichuan, China, 618000)

[ABSTRACT] Objective To explore the expression level and clinical significance of circular RNA
(circRNA) from cancer tissues and serum in patients with non-small cell lung cancer (NSCLC). Methods
The pathological tissue specimens of 10 NSCLC patients were collected. circRNAs with significant differential
expression in cancer tissues and adjacent tissues were screened out. Volcano plot was drawn, and cluster analy-
sis was performed. The sera of 46 NSCLC patients and 46 healthy volunteers (the control group) were collect-
ed for circRNA detection. The diagnostic value of serum circRNA on NSCLC was analyzed by ROC curve,
and the area under the curve (AUC) was recorded. The relationship between serum circRNA expression level
and clinical characteristics was analyzed. Results A total of 181 circRNAs with significant differential ex-
pression in cancer tissues and adjacent tissues were identified, including 117 of up-regulated expressions and
64 of down-regulated. expressions. The results of volcanograph and cluster analysis showed that the differential-
ly expressed circRNA can clearly distinguish NSCLC cancer tissues from adjacent tissues. Serum circRNA ex-
pression levels in NSCLC patients have no significant correlation with gender, age, smoking status, degree of
differentiation, pathological type, and clinical stage. The difference was not statistically significant (P>0.05).

ROC curve analysis results showed that the sensitivity of serum circRNA to diagnose NSCLC was 80.43%, the

KA w )| g Tt AR A (16P)574)
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specificity was 58.70% , and the AUC value was 0.752. Conclusion There are significant differences in the

expression of circRNA in NSCLC cancer tissues and adjacent tissues. Serum circRNA has a good diagnostic

value for NSCLC, and circRNA may be related to disease progression.
[KEY WORDS] Non-small cell lung cancer; Circular RNA ; Cancer tissues; Serum; ROC curve
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CK-MB. cTnl. jef k& 5 S D HLPE R & 2 W a1 O AL
BESEBHELIA 5

wHY OERARE X4E°

(8 E] B8 HihO WU VIR A A T8 (CK-MB) | L& U5 8 1 1(cTal) | Je ko 5 B A0
L EE 2 O U E B T 2 R . 73k 1E8F 2017 4F 1 5 2018 4F 10 H AR £ B i 2t 0o L
FEGE 8 82 IR Ty i G CWERAL) , BT A 5838 B4 e IR 2l ki 5% 461 2 5 398 % (] 0 i 3 A A 25 40 4] (% R
M), Wi ARG R T4 B 3 AL B0 5 CK-MB 7K 5 % JTAL 22 2 643 BN <2 Tl 7K 5 WiEL
T B Y0 L IR A, 25 ROC #HZk , 3BT CK-MB . cTnl . J& ik 1 52 36 &0 B L FE 2o WLEE
B PRI W ALRE (RURME RS . R NG T A0 WU B E LItk S 3, N
50.98% , Hk WA, i 52.44% | A1 % 13.73% 2 £T 1.96% ; 5 A8 1ML LA S48 0 32, 1 62.75% ;0
F P A PH M 43 91 (84.31% ) 5 LR 2H Stk -0 WL AT 2B % CK-MB . Tl 7K - 347 5 1 %) R 2 i B R A
(P<0.05) ; ROC £k 25 32 ] CK-MB . cTnl . 78 Ik 1 52 9K G0 H B AR 2P0 WIURE 28 2835 v i 12 W sk
P S T — CK-MB . cTnl & ki 52 O E (P<0.05), 4518 CK-MB .cTnl 7 210 U AT
BEMRIERE WG OB B IRk 2R R & 2k O UL B T2 2, vl BRAR B 112 W iUk
PE RS E (AR R

[REIA] O WA ILRR BN R T8 s 7S LA 2R 1 el i 5 DI 20 UESE s I2WiROR

Study on the value of combined diagnosis of acute myocardial infarction by CK-

MB. cTnl. coronary angiography and electrocardiogram

CHANG Lin"*, CHANG Peiyun®, LIU Juan’

(1. Electrocardiogram room of bozhou people’s hospital, Bozhou, Anhui, China, 236000; 2. Internal medicine
of bozhou people’s hospital, Bozhou, Anhui, China, 236000; 3. Department of cardiology, bozhou people’s
hospital, Bozhou, Anhui, China, 236000)

[ABSTRACT] Objective To investigate the diagnostic effect of myocardial creatine kinase isoenzyme
(CK-MB) , serum troponin I (cTnl) , coronary angiography and electrocardiogram in patients with acute
myocardial infarction. Methods From January 2017 to October 2018, 82 patients with suspected acute
myocardial infarction were selected as the observation group, and all patients were diagnosed by coronary
angiography. 40 healthy patients during the same period were selected as the control group. After admission,
both groups were measured the CK - MB level using automatic biochemical analyzer. Chemiluminescence
analyzer was used to measure cTnl level. All patients in the observation group completed electrocardiogram
examination. The ROC curve was drawn to analyze the diagnostic efficacy (sensitivity, specificity) of CK-MB,

cTnl, coronary angiography combined with ECG in patients with acute myocardial infarction. Results
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Patients with acute myocardial infarction under coronary angiography were mainly descended, accounting for
50.98% , followed by the right coronary artery 33.33%, circumflex branch 13.73%, left main trunk 1.96%. The

diseased blood vessels were mainly single branch lesions, accounting for 62.75%. 43 patients (52.44% ) were

positive in electrocardiogram. The levels of CK-MB and ¢Tnl were higher than those in the control group (P<

0.05). The ROC curve results showed that the diagnostic sensitivity and specificity of CK-MB, c¢Tnl, coronary

angiography and electrocardiogram in patients with acute myocardial infarction were both higher than that of

single CK-MB, cTnl, coronary angiography, electrocardiogram (P<0.05). Conclusion CK-MB and cTnl are

abnormally expressed in patients with acute myocardial infarction. Combined with electrocardiogram and

coronary angiography can improve the diagnosis rate of patients with acute myocardial infarction, and obtain

high diagnostic sensitivity and specificity , which is worthy of promotion and application.

[KEY WORDS]

electrocardiogram; Acute myocardial infarction; Diagnostic effect
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OFR AR . WEELL A BE S5 B Ak JE bk i
5 mL , X FE ZH ft B A AS AR JEL Dk Il 5 mL, 1l 3
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Table 1  Analysis of the results of coronary angiography in

the observation group
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Table 2 Diagnostic effect of electrocardiogram in patients

with acute myocardial infarction
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Table 3 Comparison of CK-MB and cTnl levels between
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Figure 1 Observation group coronary angiography pictures
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Table 4 CK-MB, cTnl, coronary angiography combined

with electrocardiogram in the diagnosis of acute myocardial

infarction
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Figure 2 CK-MB, cTnl, coronary angiography combined with
electrocardiogram in the diagnosis of acute myocardial infarction
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[(# ZE] BHH &% miR-126.miR-96 5 2.0 UAEFE (AMI) 8 2 1ML /NG Ak L35 39 105 #H ¢
Mo Ak EEC20184F 1 A % 2019 4F 9 H A BE 126 il 232 Wk i 5 B2 AMI B E R MBFsE 4,
W 4E 89 il e bk 2 Tk 1 5% 1E B W HE AMI &R E VR 6 R . 583 P 4] miR-126 . miR-96 /K °F- , AN [F]
miR-126 . miR-96 /K - H # ML /NS A8 B [ /N TG A A9 o 4k H0AE 25 1T 2 11 (CD62p ) | IfiL /1N A
H I Ob/Ma Z A W48 AR Z R (PAC-1) (iL/MRTE AL T (PAF) 1,90 d A R0 14 F44 (MACE)
KA HF miR-126 .miR-96 5 IL/MRIGLFEFR MACE KRR, SR A4 miR-126 KPR T4t
IRZH , miR-96 /K V-5 T-XF IR4H , 22 A G245 X (P<0.05) Ik miR-126 . /5 miR-96 &% CD62p PAC-1 .PAF
7K 12 90 d MACE % A #5585 T 5 miR-126 ik miR-96 M3, 22 24 8815 X (P<0.05) ; Spearman 43T ,
CD62p .PAC-1.PAF }% 90 d MACE & 4 % 5 miR-126 i #H2¢ , 55 miR-96 S IEAH %, £ B A Giit 5 X
(P<0.05), #Z5i AMI 8 FHME I miR-126 .miR-96 /K 7 5 2 T4 5, H 5 1l /MR & 16 3 11505 A8 56 1
4, ATAE A % B2 K AMI AR, 36 I RIAYT

[Xg3A] 20N ; miR-126; miR-96; Ml/IMiiEIk; CD62p; PAC-1; PAF

Correlation of miR-126 and miR -96 with platelet activation and short- term

prognosis in patients with acute myocardial infarction

LIU Hanyi', DU Xiaojie', WANG Jingiang', FENG Guiwen*

(1. Department of Critical Care Medicine, Xuchang People’s Hospital, Xuchang, Henan, China, 461000 ;
2. Department of Kidney Transplantation, The First Affiliated Hospital of Zhengzhou University, Zhengzhou,
Henan, China, 450000)

[ABSTRACT] Objective To investigate the correlation between miR-126 and miR-96 and platelet ac-
tivation and short-term prognosis in patients with acute myocardial infarction (AMI). Methods From Janu-
ary 2018 to September 2019, 126 patients undergoing emergency coronary angiography and diagnosed with
AMI in our hospital were selected as the study group, 89 non-AMI patients with normal coronary angiography
were collected as the control group. The levels of miR-126 and miR-96, platelet activation indicators in pa-
tients with different levels of miR-126 and miR-96 [ platelet activation-dependent granule surface membrane
protein (CD62p) , platelet membrane glycoprotein Il b/llla complex fibrinogen receptor (PAC-1), platelet ac-
tivating factor (PAF) ], the incidence of adverse cardiovascular events (MACE) at 90 days were counted in
two groups, the relationship between miR-126, miR-96, platelet activation index and incidence of MACE was
analyzed. Results The level of miR-126 in the study group was lower than that in the control group, and the
level of miR-96 was higher than the control group (P<0.05). The levels of CD62p, PAC-1, PAF and inci-
dence of MACE at 90 days in patients with low miR-126 and high miR-96 were higher than those with high
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miR-126 and low miR-96 (P<0.05). Spearman analysis showed that the incidence of CD62p, PAC-1, PAF

and incidence of MACE at 90 days was negatively correlated with miR-126 and positively correlated with miR-
96 (P<0.05). Conclusion The levels of miR-126 and miR-96 in peripheral blood of patients with AMI are

significantly increased, and they have a good correlation with platelet activation and short-term prognosis,

which can be used as a differential diagnosis marker for AMI and guide clinical treatment.

[ KEY WORDS]
PAC-1; PAF
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Attune NxT i 204 e {300 =2 CD62p \PAC-1 {5 4,
PLBAPERRIC /MR A 43 238 375 5 55 BT mL 1 AR
A, LA K e 92 0 B K Il /0 Al 3 Ak R T
(PAF) , I & 1 A & M3 /R A RHE A BR A A
J e 4R RER) & U B AR
1.2.2 PHh Ik

Pl miR-126 . miR-96 V-3 /K SF-AE k40 L £k | 43
9 15 miR-126 Ik miR-126 1 miR-96 . {Ik miR-96.
1.2.3 FlDik

X e B E B 3 HEAT 1R T2 8 A B Rl
i, 10 A RO I 45 (MACE) , 435 JEBUE T
O WUESE 0 7328 OB | IiliE
1.3 WEAEIR

O™ 4 miR-126. miR-96 /K. @A [A] miR-
126 . miR-96 7K V- 135 CD62p ,PAC-1,PAF £ 90 d
MACE &%, @miR-126.miR-96 5 ifil/MitiF b4
##(CD62p .PAC-1.PAF) .90 d MACE %A R A1
1.4 Gilsab e

i 2 SPSS 22.0 FAF AT Ab BRI , 111 Bk
Ph(x )R AT K50, THECIE R L n( %) 3R, 17
2 K, >R F Spearman HEATAH 40 HT, P<0.05 58
2z RA g L,

2 #R
2.1 P4 miR-126 .miR-96 7K F-

IFFELH miR-126 7K AL FX) FEZH , miR-96 7K F-
XA, 2 R A G R L(P<0.05), L2,

F2 P4 miR-126.miR-96 KF (x+5)
Table 2 miR-126 and mir-96 levels of the 2 groups (x +s)

2151 n miR-96 miR-126
WaEdl 126 158.89+47.38 86.61+24.52
XJ IR 89 70.29+20.42 342.18+75.66

tH 10.179 35.404

P{H <0.001 <0.001

2.2 A miR-126 .miR-96 /K4 M/ IMIH AL bR
fiX miR-126 ., & miR-96 £ # CD62p.PAC-1.

PAF /K V- T/ miR-126 ik miR-96 [ & , 22 34

GiiteE e X (P<0.05), W3,

2.3 miR-126 .miR-96 5 Ifil /M IE b5 FRAH A%
Spearman 4} #7 , CD62p . PAC-1 . PAF 5 miR-

126 A, 5 miR-96 £ 1EHE, Z R A 51T

X (P<0.05), W4,

F3  AE miR-126.miR-96 7K F BE M/MRFELIEHR (x£s)
Table 3 platelet activation indexes in patients with different
miR-126 and mir-96 levels (x+s)

2H 531 n  CD62p(%) PAC-1(%) PAF(ng/mL)
HmiR-126 84  4.1622.32 26.68+11.24  2.38+0.26
{& miR-126 42  6.33+3.18  40.55+10.57  3.01+0.42
t{H 4.357 6.658 10.358
P1{H <0.001 <0.001 <0.001
= miR-96 80  6.29£2.53  41.08+9.56  2.99+0.37
{£ miR-96 46 4.31x2.02 27.46x10.71  2.31+0.33
t{E 4.539 7.366 10.323
P& <0.001 <0.001 <0.001

F4  miR-126.miR-96 5 M /MEE L HEFRHE X 1%
Table 4 correlation between miR-126, mir-96 and platelet

activation index

e miR-126 miR-96
I /MRS P P
CD62p -0.622 <005 0597  <0.05
PAC-1 -0.715  <0.001  0.668  <0.05
PAF -0.734  <0.001 0542  <0.05

2.4 AJd miR-126 . miR-96 7K F- & 90 d MACE
{lX miR-126 . /% miR-96 £ # 90 d MACE k& 4=

R T 5 miR-126 ik miR-96 £ , 22 54 i 2F

B (P<0.05), WFs5,

2.5 miR-126.miR-96 5 90 d MACE &A= FAH KAk

Spearman 43 #7 , 90 d MACE & 4 % 5 miR-
126 S A4, 5 miR-96 & 1FE A 56 (1=—0.853, P:<
0.001;7,=0.752, P,<0.001) .,

3 #it

miRNAs J&— 28 5 B ORSF I N I PR 91 G
/NrF RNA, 22 S54SR E e R
T AR A5 A BRI By, TR K P AR a4 T 1L
AE KA S AR BRI B sh Ml Lo 2L, BT
VT E % B, miRNAs & &5 ML |0 77 50 | AMI 4§
O MBI I e AR W 2E e, P e 32 G
J=AMI . J S YFE Y AMI R miR-126 %
KA T AR E M R E O8O B . 2R
ALV, AMI LA I miR-126 72846 .3, ATy
TSR B AMIFRICY) o 1T UWLR R 2R AL 560008
HBEPEER ML T miR-126 /77522 540, LL AMI HR 48
fete i i . miR-126 J& H FiiE— 2 HI7E P K 40
Z AR5 R IA A0 miRNA , H ] 38 1 9875 1 P R
s Mg A AR A A iR 1R S 5 AMIL KR
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%5 A[E miR-126.miR-96 K F £ EH 90 d MACE Z £ [n(%) |
Table 5 incidence of mace at 90 days in patients with different miR-126 and mir-96 levels (n(%)]

21 5] n eI L LA L i J7 LB 1MLz 5 4 BRHER
= miR-126 84 1(1.19) 0(0.00) 0(0.00) 2(2.38) 3(3.57)
1% miR-126 42 3(7.14) 2(4.76) 2(4.76) 1(2.38) 8(19.04)
718 6.586
P{H 0.010
= miR-96 80 5(6.25) 1(1.25) 3(3.75) 1(1.25) 10(12.50)
{f% miR-96 46 0(0.00) 1(2.17) 0(0.00) 0(0.00) 1(2.17)
P 1H 3.908
P{H 0.048

KRN AR S LR SR AR, miR-96
JET3 /N RNA-183 (miR-183) F % B B AL i1 2 — , H
A3 g A A P 2 A A 2 R TR S S e
B RE B PR X miR-96 BT 5E AR A | 852
ES) R e o= D WA =N oA 1 €2 e e (T YR Rl NS S
A ARG 3 miR-96 KFAE 1L, 45 5 % Bl bk e
Jik % & fiF 52 miR-96 7K - B I 3% &5 . Parahu-
levadeng 55" & Bl miR-96 7£.0> [UFE AL 8 & Hh A7 1
S 2RIk WL AT AR5 9 0E SO | i/ AR T Ak 55
JRPRA G, AR A et — IR SE F IR T WA,
I X — W A5 AR AR FT SR AL PRIE S

AMI & 95 5 I/ I 16 285 DIRE G, A6 i 4 9
A TCAL /N Pl B LR B ot A g 2 5512 W H AT B
S X, PAC-1 & GPIb/Ia & 4 W4 48 1 )5
A 1 GPIb/ITa A7 44 1% M 3 35 & 2 Bl /M 2R
A8 B J 38 B, ORI I /N 2R 1T PAC-1 R A fig
Ak LA S e i /AR TS fE . CD62p S AR UL /N i
TG AL B OB AR AR 1, AR BIRAS R R R R uUR
Fik, — B/ ICSZ G Ak 8 0T 5 it /A A
G REAAFE T I/ MR TR SR 1 . PAF /2 Hil &
PR 5 58 ML /N AR SR S A, P AR IR TG AL S
B4 MR L, PAC-1.CD62p . PAF J I Ifil /M
AL RAFE 22 57, — 3 LRI ARG I 68 B8 A v
Wi /MR REARZS o I AEAIFGY & B, miRNAs 7 1ML
/Nl DR ] 47 400 V) ke 2 DG SR D, AT A T A
mRNA, f& i § 8 (1 3k, DLt 8 3 i/ B 36
B YRR R | S0 96 B I /N AR PN A A
K miR-96, H Il /MR 55 521 45 miR-96 ik 7K
SRR 1Y 2.6 A%, AT IE 52 miR-96 AJ i
2 5 /N A BTG Ao R S 1AM, o0 B 55
L KA RN DN, miR-126 ik 1R
S U VAR BB 5 0 45780 A 9 2 A A8 20 4 AL 7 1Y)
KRR

H A %F miR-126 . miR-96 5 AMI i J5 #Y #H ¢
HF 5% W 5 R K A B 5 6 1 Tt 4T PCT AR 1Y
AMI 5 #1790 d Fifii5 , id s& MACE KA 1H 0, 45
IR B 22 A AE S A O, T DL AMIT AR S
miR-126 . miR-96 7K ¥~ 5 i W] 1 5 2% VI AH OC . #fE
WP Sy, miR-96 . miR-126 7] AN [R] 3 12 2 5 1l
INKRTE AL AR HE AMI & A & R, 3 T R i 1S
[

Zi LA, AMI 2 A1 I miR-126 . miR-96
AR5 3 T, 55 i /AR IS AR 3 T A DG
U, AT 2 B AMI BRaEW , 38 S R IGTT o

Sk
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RDW X & 1ft s -5 Jo BT 12 Wt il
BAHT RLITE A% ABT

(8 E] B W04 1 96 5 (RDW ) XI5 & 2 5 1% (BH) I % B3 B A 12 W S50 AN 6
Fik WCEEARRE 2018 4F 3 A & 2020 4F 3 HUA Y EH (4 208 ], Horf 143 B0 & G 8 (55 ERdl) , if- 40k
TELH, B VR B AR 61 1 (A 21 , 35tk b Bt 53 011 (B 41) , Ak AME BB 20 11 (C 41) ; B4l EH iR
# 65 B CIE p5 BA) , HLAE A5 AT LR GORE CREI 0] R s A S ), 43 I BB PRI et 0o ) , 250 g
(i F§ ACEVARB 254 i FIAh VT 25254 FAH G M L g S48 bR o 10 SR 25 B AR (LAD) 42 % 33 1 434X
(LVEF)Z:fk, #R  GrEid R z= 5 5AE5 A i | 2256 %1158 X (P<0.05). FHEi A B.CL
Y S ZH8FR (LVEF A |, 25 58 G324 75 L (P<0.05) . ¥ AFVE R RS 5 | ASE I s 48 k5 [ A8 i, &
Z % Logistic 447, RDW .LAD J& EH 3% 31 & AF &/ % . R4 RDW /K TF-2: 1 ROC TAEMLZE, thik
FHEFL( ACU) N 0.631, (95% CI: 0.519~0.731) , 283540 1.243 ,RDW X WiHE N 13.3% , 12 1 AF A4
TR 70.9% R A71%, 4518 RDW RImIRIEERIPER I F8 52— EH 8 % Jf & AF 5 RDW 3 =4
X, 75 RDW 1] T0N AF A5 B We T R, S AF F B 48 B XU A & FE RO H o

[EER] @i O Wish; L0510 58 5 5 12l fi

Study on the diagnosis and prediction of hypertension with atrial fibrillation by

RDW
QIU Cunxin*, HU Jianping, YU Lin, ZHOU Enping
(Department of Cardiology , Huangshan People’s Hospital, Huangshan, Anhui, China, 245000)

[ABSTRACT] Objective To explore the predictive value of red blood cell distribution width (RDW )
in diagnosis of essential hypertension (EH) complicated with atrial fibrillation. Methods A total of 208 EH
patients admitted to our hospital from March 2018 to March 2020 were collected, of which 143 were complicat-
ed with atrial fibrillation (atrial fibrillation group), and subgroups were refined, and 61 patients with paroxys-
mal atrial fibrillation (group A) , 53 patients with persistent atrial fibrillation (group B), 29 patients with per-
manent atrial fibrillation (group C) ; 65 patients with simple EH (non-atrial fibrillation group), compare base-
line data (age, gender, smoking history, Drinking history), comorbidities (diabetes, coronary heart disease ) ,
drug application (using ACEI/ ARB drugs, using statins) and related laboratory indicators. The changes of left
atrium inner diameter (LAD) and left ventricular ejection fraction (LVEF) were recorded. Results Compared
with the non-atrial fibrillation group, the laboratory indexes of the atrial fibrillation group were statistically sig-
nificant (P<0.05). The laboratory indexes and LVEF of A, B, and C subgroups were statistically significant
(P<0.05). Taking AF as the dependent variable and using laboratory indicators as independent variables, RDW
and LAD were EH patients with high risk factors of AF after multivariate logistic analysis. According to the
RDW Ilevel, the ROC working curve is drawn. The area under the curve (ACU) is 0.631, (95% CI: 0.519~
0.731), the Youden index is 1.243, the relative diagnostic value of RDW is 13.3%, and the sensitivity of diag-
nosis AF is 70.9%. Sex 47.1%. Conclusion RDW is one of the basic clinical detection indicators. EH patients

A AR B AL KR R (HS1736)
VeF s kI TARER © RFA, 80, 30 245000
*EAEVEE R A H, E-mail : 2hi56223390@163.com
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complicated with AF are associated with increased RDW. High RDW can predict the incidence of AF and reflect

the degree of the disease, and play an active role in early prevention and control of AF and risk assessment.

[KEY WORDS] Hypertension; Atrial fibrillation; Red blood cell distribution width; Diagnosis prediction

0> 73 B 201 (Atrial fibrillation , AF) J Iifi R %52
U A O A A AR L B W U B D A R
LA Bl Wk i 28 55 1 AORE , 15 B RO A S
Ji % 1 ¥ Il (Essential hypertension , EH) W] 217
K AF 115 75 2R 22—, T2 U Fiki 104595 97 53 i)
27, WA, EH & JF AF % i 3 A B0
I = AU, 7™ S e fR A A A T R
T EH & H I & AF RUES B LE K. BFRIA
S BH W 1 #E R K AF 0% T8 G FE I R E
FRAN R AR € 2SI Thiix 1 s S R A R ). 15y
i i J& (Red blood cell distribution width, RDW) C
SN B8 i 968 I8 B8 PR - 45 5 U0 AH OG5 [ RDW
IR 52 B AN ), S BT A0 AR P L 15 5 RDW
SRR . RLLEAE P SY , RDW 55 i i 4 i 2
O R AR DG, A RO I A S T T
M7 X, AR 4R BT EH 8 %% RDW JK-F-
A5 AF L FR

1 AREFE

1.1 Bk

WCEEA B 2018 4F 3 H & 2020 4F 3 H AR EH
B 208 B, AEY 39~74 4 - HIAEY (60.56£6.51)
% B 122 ], Lotk 86 . FTF EH B H R K
AF 534, B 82 (EH+AF) 143 1], 41441, B %
P 5 B 2R 96 1) (A 41) , & IF Sl s Bl R 34 28
B, AANE G B R 19 1 (C4) o 3F 5 Bl (Pl
EH)65 i, ANWFIT 2B Befe B Zs 51 St

I AFRUE : EH L AF £7 5 M G2 Wbn i ™ 5 Ife
PRBEREFF 4, BE A R o HRBR AR E . & 0%
P g & ™ R I DR 4 AT
I 5 M09 2R G0 %5 0 5 R T 6 T HF 5 O U R A
I 5 B M B 5 AU 1 Bl 3 5 T 3 A 45l T
AR,
12 Fik

Geit A 3L Bk}, 5 T E 2 T .
TFREE AR 2 KREME I R 2516 ) 5 mL, [
FH 37 5 BC6900 F1 BC5390 4 [ 3 1M 20 Jifd 43 A7 {SUAS:
I RDW , 9 4 g (white blood cells, WBC) , Hi i Hi
#fl i (neutrophil , N) , 3k [ 4f 2 (lymphocyte, L) -

SR F DL 5 2 7R Rf AUS800 4 H Sl Ak 43 1T AU
K174 & R % & W (aspartate aminotransferase,
AST) . N 2 B2 % %4 i (alanine aminotransferase,
ALT) . 5 JH [ [ (total cholesterol, TC) . = [ H i
(triacylglycerol, TG) . ik % B g & 11 B[4 B
(low density lipoprotein-cholesterol, LDL-C) | 5 %
J& i % M AH [ B (high density lipoprotein cholester-
ol,HDL-C) . IfiL JX % (uric acid, UA) | Ifil {JLEFF (serum
creatinine, SCr) o 17 8 7 .0 3l &I W 22 b7 N 42
(left atrial diameter, LAD) . /& & 5} i1 23 % (left ven-
tricular ejection fraction, LVEF),
1.3 SGil2¢irik

K HH SPSS 20.0 e HR A4 o3 bt , i ok
(x+5) 37, PILAIRNAY FUE T e K55, 224 TR A HeA
it AR 3R 0 5 26 0 B AT 5 THECRORNH n (%) 3R
7N, IR A RS R T o, R I Z I &R Logistic
B9 5347 EH 3 & AF &R 2, H Graphpad x4l
YEROC 1%, 43T RDW il EH £ % % /1 AF 218
BrE, A P<0.05 hESAGITE L.

2 FHR

2.1 PG IROR AL

PR ZE AR 0% P VR s R s O PR e
L9 .WBC . N, AST . TG ,HDL-C ,LDL-C . f#i F
ACEVARB 254 i A TT 25 259 55 I &= b &,
ZER TG L (P>0.05) ; b B4l RDW . L,
ALT .SCr.TC .LAD .LVEF . UA %545 #1 5 4F 55 8
MR, 2R A G L (P<0.05), WK 1,
2.2 B E WAL ROk L8

Pr 8l A B C MV ZH AR 0% P51 L W s R
s PR RO W WBC N AST \ALT . TC . TG .
HDL-C .LDL-C 48 hr b8, Z 7 Bo it 3 X
(P>0.05) ;4.4 L .RDW .SCr.LAD .LVEF %5,
ZERA G FE L (P<0.05), WL 2,
2.3 EHJf& AF el K & Logistic 737

¥ AF 1E A [ 48 i, DA L, RDW, ALT, SCr,
TC.LAD .LVEF . UA 4 H 28 & , £ 2 [N & Logistic
4341, RDW \LAD J& EH (& I & AF S faH %, WL
#* 3.
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F1 WARKERLER (n(%), (x+s)]

Table 1  Comparison of clinical data between 2 groups [n(%), (x+s) ]

FabR PrBiZH (n=143) EG B2 (n=65) 1 P{H

(L) 60.98+6.37 59.63+6.81 1.386 0.167

B 83/60 39/26 0.153 0.696

A 4K BB 15(10.49) 11(16.92) 1.691 0.193

R 9(6.29) 7(10.77) 1.261 0.262

] 34(23.78) 13(20.00) 0.364 0.546

SO 49(34.27) 19(29.23) 0.515 0.473

WBC(X10%L) 6.70+1.17 6.75+1.26 0.279 0.781

FRRE A I (N (X10°/L) 4.83+1.95 4.39+2.01 1.494 0.137

R 4H (L) (x10°/L) 1.73+0.37 2.01+0.35 5.143 <0.05

RDW (%) 13.48+1.05 12.27+0.59 8.681 <0.05

AST(U/L) 24.63+13.66 21.33+£12.52 1.656 0.099

ALT(U/L) 29.19+12.79 18.97+9.76 5.726 <0.05

SCr(mmol/L) 78.61£23.08 65.78+21.49 3.795 <0.05

TC(mmol/L) 3.67+1.07 2.7420.85 6.174 <0.05

TG (mmol/L) 1.46+0.95 1.61+0.83 1.097 0.274

HDL-C(mmol/L) 1.14+0.39 1.1520.42 0.167 0.867

LDL-C (mmol/L) 2.13+1.15 1.98+1.04 0.898 0.370

LAD(cm) 4.3420.28 3.47+0.31 20.078 <0.05

LVEF(%) 48.59+3.44 59.16+4.52 18.553 <0.05

JR1% (UA) (mmol/L) 335.60+88.05 277.52+64.18 4.771 <0.05

i F§ ACEVARB 25§ 19(13.29) 8(12.31) 0.038 0.846

fERATT 25259 39(27.27) 11(16.92) 2.621 0.105

R2 EHEETABRKREMEE (2(%), (xxs) ]
Table 2 Comparison of clinical data of subgroups of patients with atrial fibrillation [7(%), (x +s) ]

bR A #(n=96) B #H (n=28) C 4 (n=19) Fly{d P{H
TS (S 60.25+5.26 62.02+6.63 63.15+6.88 2.56 0.081
Wi 55/41 1711 11/8 0.105 0.949
GRS 8(8.33) 4(14.29) 3(15.79) 1.474 0.479
R 5(5.21) 2(7.14) 2(10.53) 0.803 0.669
W PR IR 23(23.96) 6(21.43) 5(26.32) 0.155 0.926
eI 31(32.29) 10(35.71) 8(42.11) 0.711 0.701
WBC(x10°/L) 6.86+1.25 6.45+1.19 6.28+1.18 2.50 0.086
N(x10°/L) 4.57+1.83 5.08+2.05 5.7422.76 1.33 0.269
L(x10°/L) 1.8620.41 1.580.39" 1.3320.34% 16.71 <0.05
RDW (%) 13.07+1.19 14.2820.85° 15.62+0.97" 47.96 <0.05
AST(U/L) 23.97+12.85 25.19+13.66 27.14+14.36 0.49 0.615
ALT(U/L) 27.86+10.58 30.45+11.65 34.08+13.95 2.63 0.076
SCr(mmol/L) 74.19+17.62 81.08+20.34" 07.33+25.76™ 11.58 <0.05
TC(mmol/L) 3.61£1.18 3.75+1.22 3.85+0.96 0.42 0.656
TG (mmol/L) 1.51+0.87 1.39+0.82 1.34+0.71 0.46 0.634
HDL-C (mmol/L) 1.15+0.41 1.08+0.39 1.19+0.37 0.49 0.614
LDL-C(mmol/L) 2.09+0.96 2.25+1.08 2.14+1.17 0.27 0.762
LAD(cm) 4.26+0.26 4.41+0.24° 4.66+0.29" 19.89 <0.05
LVEF(%) 49.68+3.15 47.0422.96° 45.33+3.87" 18.52 <0.05
UA (mmol/L) 325.28+73.69 347.82+85.16 369.75+91.04 2.97 0.054
{# H{ ACEI/ARB #5%y 12(12.50) 4(14.29) 3(15.79) 0.179 0.914
AT T 25254 26(27.08) 7(25.00) 6(31.58) 0.252 0.882

W5 A4 P<0.05, 5 B 4 A °P<0.05.,

2.4 RDW fiijll EH Jf & AF 1) ROC TAE#Zk

2 JE RDW 7K F- 2 ] ROC T 1F il £k , il £k
T F(ACU) N 0.631, (95%CI : 0.519~0.731) ,

2k %% 5 ¥ 1.243 , RDW AH X2 Wi {5 4 13.3% ,
2 Wr AF B9 80 N 70.9% , B R Pk 47.1%
K1,
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%*3 EH¥}H% AF K&K E & Logistic 747
Table 3 Logistic analysis of risk factors of EH complicated with AF
=D BAE S.EAH Wald (& OR1MH 95%CI P1E
WA (L) 0.928 0.261 2.712 2.574 0.827~7.355 0.127
RDW 1.069 0.385 6.613 2.329 1.159~6.847 0.013
ALT -0.143 0.105 2.119 0.863 0.778~1.029 0.147
SCr -2.736 2.892 1.045 0.881 0.629~1.204 0.305
TC -0.235 0.138 2.762 0.749 0.618~9.056 0.095
LAD 0.279 0.115 7.468 1.225 1.075~1.552 0.007
LVEF -0.572 0.207 1.113 0.979 0.618~1.425 0.085
PRIER (UA) 0.558 0.125 2.157 0.576 0.224~1.269 0.146
y ROC 2 PGB H JE EUAL B B4R 6 . Turcato
0 IS, RDW K- FT B0 7 535 5 Lin 4500
06 N, A BEYE B B8 5 RDW 5 CHA2DS2-VASc
VO S IEARDC, HRBEIFAN AF E USRI (B
0.4 N N . - N
RDW 5 AF Z [A] i FEAIL I v A B o A 23 4
0.2 N e =y
DN v 0 P 8 0 8 A B 7 T LT A0 3 P
0.0

00 02 04 06 08 10
15

El1 RDW Fill EH 3% AF i ROC Tk
Figure I RDW predicts the ROC working curve of EH

concurrent AF
3 it

WATIR IS E N AR KR AW ETH, B
SR I s PRI R 8 DL O B R B RE IR o Sethi 5 A
5%, AF A3 W e AU 35 & ka4 g 4 o, S 350
HOERBOC R = o (0 HRTIG R E X AF J55 AL
AR BT, A 2F A AR 06 5 0 LG5 S
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The expression and significance of serum Lp-PLLA2 and CD147 in patients with

carotid atherosclerosis

TAN Hong'*, ZHU Hongxia®, ZHANG Keshuai®

(1. Department of Neurology, The Second Hospital, Chaoyang, Liaoning, China, 122000; 2. Department of
Internal Medicine, Liaoning Provincial Corps Hospital, Shenyang, Liaoning, China, 110034 3. Department
of Neurosurgery, Air Force Hospital, Northern Theater, PLA, Shenyang, Liaoning, China, 110042)

[ABSTRACT] Objective To investigate the expression and significance of serum Lp-PLA2 and
CD147 in patients with carotid atherosclerosis. Method 87 patients with carotid atherosclerotic stenosis who
were treated in our hospital from Jan 2018 to Feb 2019 were divided into the stable plaque group (n=42) and
unstable plaque group (n=45) according to ultrasonic characteristics of atherosclerotic plaque. 50 healthy
volunteers were selected as the control group, The serum levels of Lp-PLA2 and CD147 were detected and
compared among three groups. The expresive correlation between Lp-PLA2 and CD147 were analyzed by
Pearson. TheROC curve was drawn, and evaluated. Result The serum levels of Lp-PLA2 and CD147 were
higher in the unstable plaque group than that in the stable plaque group and control group. The difference was
statistically significant (P<0.05), and the levels of Lp-PLA2 and CD147 was higher in the stable plaque group

than in the control group, the difference was statistically significant (P<0.05). The correlation analysis showed
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that the levels of Lp-PLA2 and CD147 in the carotid atherosclerosis patients were positively correlated (r=
0.443, P<0.05). The ROC curve showed that the combined detection of serum Lp-PLA2 and CD147 had a

change of 0.874 in the AUC of carotid atherosclerotic plaque, which was higher than the AUC value of Lp-

PLA2 and CD147 alone. Conclusion

Serum Lp-PLA2 and CD147 in patients with carotid atherosclerotic

plaque are significantly increased. The combined detection of Lp-PLA2 and CD147 is helpful to assess the

stability of plaque.

[KEY WORDS] Lipoprotein-associated phospholipase A2; CD147; Carotid atherosclerotic plaque
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Relationship between hs - CRP, NF - kB, VCAM -1 and the condition and

prognosis of ischemic cerebrovascular disease

LI Zhanzeng'*, REN Yinggiao®, WU Shuling', LU Yanhui', GUO lJia'

(1. Neurology Dept, Tangshan People’s Hospital, Tangshan, Hebei, China, 063000; 2. Neurology Dept,
Tangshan Likang Hospital, Tangshan, Hebei, China, 063000)

[ABSTRACT] Objective To investigate the relationship between hypersensitive C-reactive protein
(hs-CRP), nuclear transcription factor (NF-kB ), vascular cell adhesion molecule-1 (VCAM-1) and the con-
dition and prognosis of ischemic cerebrovascular disease (ICD). Methods 118 patients with ICD from Janu-
ary 2018 to September 2019 in our hospital were selected as the observation group, including 82 patients with
acute cerebral infarction (ACI), 36 patients with transient ischemic attack (TIA), and 115 healthy people in
the same period as the control group. The serum hs-CRP, NF-«kB, and VCAM-1 levels of the two groups and
patients with different conditions were compared, and the diagnostic value of the three in distinguishing ACI
from TIA was analyzed, and the relationship between the three and ICD was evaluated. The observation group

was given relevant treatment and followed up 3 months. According to the prognosis, the patients were divided
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into survivors and dead. The serum hs-CRP, NF-kB, and VCAM-1 levels of patients with different prognosis
were compared before and after treatment, and Kaplan-Meier curve was used for survival analysis. Results
The serum levels of hs-CRP, NF-kB and VCAM-1 in the observation group were higher than those in the con-
trol group when they were admitted to the hospital, and the difference was statistically significant (P<0.05).
The levels of serum hs-CRP, NF-kB, and VCAM-1 in ACI patients were higher than those in TIA patients,
and the difference was statistically significant (P<0.05). Serum hs-CRP, NF-kB, VCAM-1 combined differen-
tial diagnosis of ACI, TIA AUC value 0.874 > NF-kB AUC value 0.807 > hs-CRP AUC value 0.794 >VCAM-
1 AUC value 0.779; serum hs- The high expression of CRP, NF-kB and VCAM-1 is positively correlated with
the severity of the disease (P<0.05). The high expression of serum hs-CRP, NF-kB and VCAM-1 was positive-
ly correlated with the severity of the disease (P<0.05). Serum hs-CRP, NF-kB, and VCAM-1 levels of survi-
vors were lower than those before treatment and those who died after 3 days of treatment, and the difference
was statistically significant (P<0.05). The survival rate of patients with high serum hs-CRP, NF-kB and VCAM-1
expression was lower than that of low expression patients, and the difference was statistically significant (P<
0.05). Conclusion  Serum hs-CRP, NF-kB, VCAM-1 levels are closely related to the onset and development
of ICD, and the increase in ACI patients is more significant. Clinically, differential diagnosis and prognostic
evaluation can be made based on the expression of the above serum factors to improve the treatment plan.

[KEY WORDS] Hypersensitive C-reactive protein; Nuclear transcription factor; Vascular cell adhe-

sion molecule-1; Ischemic cerebrovascular disease; Acute cerebral infarction ; Intravascular interventional ther-
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g hs-CRP NF-«kB VCAM-1
(mg/L) (pg/mL) (mg/L)
ACIEE#H 82 8.86x2.04 252.03+63.39 4.57+1.14
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Table 5 Serum hs-CRP, NF-kB and VCAM-1 levels before

and after treatment in patients with different prognosis

X o hs-CRP NF-kB  VCAM-1
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Figure 2 Survival curve
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Expression of prealbumin and procalcitonin in neonatal hyperbilirubinemia

and its correlation with myocardial enzyme spectrum

WANG Lingzhi '*, JIA Wenting', ZHANG Miaomiao®

(1. Department of Pediatrics, the Second Affiliated Hospital of Bengbu Medical College, Bengbu, Anhui,
China, 233000; 2. Department of Obstetrics and Gynecology, the Second Affiliated Hospital of Bengbu
Medical College, Bengbu, Anhui, China, 233000)

[ABSTRACT] Objective To investigate the expression of prealbumin (PA) and procalcitonin
(PCT) in neonatal hyperbilirubinemia and its correlation with myocardial enzyme spectrum. Methods A
total of 112 cases of neonatal hyperbilirubinemia in our hospital from January 2017 to December 2019 were
selected as the research group, 112 healthy newborns in the same period were randomly selected as a control
group at a 1:1 ratio. The levels of PA and PCT in the peripheral blood of the two groups were compared, and
the levels of PA and PCT in the peripheral blood and myocardial enzyme spectrum of children with different
disease levels in the study group were compared [lactate dehydrogenase (LDH) , creatine kinase (CK) ,
creatine kinase MB type Isoenzyme (CK-MB) ] levels to explore the relationship between the levels of PA and
PCT in peripheral blood and the degree of neonatal hyperbilirubinemia, and the correlation with myocardial

enzyme spectrum. Results The PA level in the study group was lower than that in the control group, and the
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PCT level was higher than the control group, the difference was statistically significant (P<0.05). The degree
of neonatal hyperbilirubinemia was significantly correlated with peripheral blood PA and PCT levels (P<
0.05). After further controlling for other factors such as gestational age, birth weight, fecal discharge time,
and improper feeding, the degree of neonatal hyperbilirubinemia was still significantly correlated with
peripheral blood PA and PCT levels (P<0.05). Neonatal hyperbilirubinemia LDH, CK, CK-MB had a
negative correlation with peripheral blood PA, and a positive correlation with peripheral blood PCT (P<0.05).
Conclusion  The expression of PA in the peripheral blood of neonates with hyperbilirubinemia was
significantly decreased, and the expression of PCT was abnormally increased, which were independently and

significantly correlated with the disease degree of the child, and were closely related to the myocardial enzyme

spectrum index. It helps to assist in clinical assessment of children’s condition and bilirubin myocardial injury.
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Neonatal hyperbilirubinemia;
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(Creatine kinase, CK) . AL /i # 1§ MB 7Y [A] T. fif§
(Creatine kinase isoenzymes, CK-MB ) 7K, .0 L
Ao R G ) pe ot BE SR AR R A A R
(#t5:20161225, KLkS : 100 A0/ 85)

AR L IRZE R MUAE RS T PPAL k™ o AR YR R
JLIRLLZR AT G Uik T 9, R g VB
R,
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1.3 WEAE bR

M 51 JE 1. PA . PCT KF- . QWFFE 4 AR
g 17 T BE B LA R Il PA \PCT 7K F . QIRFESME
1M PA \PCT 7K 8 A= JL v AR 21 2 i 56 s 1 7 38
) F o @HIFFE AL A [R] 05 17 A 2B L O LA 3
(LDH.CK.CK-MB) /K ¥, ®# 54 Il PA .
PCT 7K~V 550 LR35 0 R DG
1.4 G5k

B8 L B S FH SPSS 22.0 B, i %R
(X +5)FIR R MG, Z 4 0] H A R 2y
LT T ECER LA (%) F2R , R 2 K56, 8 i
Logistic #E47 [0 55347 , >R FH Pearson # 47 AH M43
Br, P<0.05 h 2 5 A Gt 5L,

2 #R

2.1 WZHANE I PA .PCT /K L5
ST L 0B 1L PA 7K S35 %6 IR 2K, PCT 7K -
BB &, 250851 FE L (P<0.05), L& 2,

®2 TASNEAMPA.PCT KFELLE (x+5)
Table 2 Comparison of PA \PCT levels between two groups

(x+s)

PA KR T E L R BIL, PCT KF T

HERILRERIL, WAL 3.

x3 AEFEERERILINEM PAPCT KFLLE (x£5)

Table 3 Comparison of Peripheral Blood PA \PCT Levels in
Children with Different Conditions (x#s)

S I AR n PA (mg/L) PCT (ng/mL)
L2353 45 146.23+33.41 0.18+0.03
Y5y 41 115.37+27.25 0.40+0.08

W 26 87.68+20.04 0.65+0.12
Fi& 36.063 307.563
P <0.001 <0.001

2.3 AMEIL PA PCT 5% 15 FL R 1Y ¢ £
A1 JE 1 PA PCT 538 A= )Ly RH Z1 28 ML RE 9 175
TR B A (P<0.05), 34,

F4 SAMPAPCTERERENXER
Table 4 Correlation between peripheral blood PA \PCT and

disease degree

AR {H S.E.{H Waldy {8 OR{E  95%CI PiH

PA -0.763 0.215 12.594 0.466 0.244~0.891 <0.001
PCT 1451 0472 9454 4.269 2.246~8.113 <0.001

2H 531 n PA (mg/L) PCT (ng/mL )
ot 112 121.34+26.19 0.37+0.05
Xt e 25 112 168.03+42.17 0.08+0.02

A 9.954 56.991

P{H <0.001 <0.001

2.2 AN[EHEREE B LANE ML PA \PCT /K L85
ASTRl 1 A2 B A8 LAM A I PA (PCT /KFEAH HE
ZRA G E L (P<0.05) , P 5 R B LANE

2.4 ZIutEB A A ST

WG | A R BRAE HE B R IR SR AN
MEEH M E G, Z8E 1l PA . PCT 45 558 4 L
JRET 25 1l A 9 17 2 B Jd 25 AH O (P<0.05) , L3R 5,
2.5  AN[Aldp e AR B AR LoC LB TS 7K T L 8%

ASTR) 9 1 A 2 8 JLAM A I LDH . CK . CK-MB
KA L, 22 547 Geit 27 2 L (P<0.05) 5 # 5 BE A8
JLAME I LDH . CK . CK-MB /K- T8 B &L .
BRERIL, WEe,

x5 ZRLLEMERSEEASH

Table 5 Multiple linear stepwise regression analysis

R AR HasE MWEIHRE dedER IeEE R B eitietl) il P1H
A L NHAT 25 i o 17 i i o 12.214 1.406 - 9.568  <0.001
PA -0.611 0.052 0.713 8.243  <0.001
PCT 0.539 0.041 0.598 0.031  <0.001

®o AEFBEEERBILOMEBEATFLRE (x5, UL)
Table 6 Myocardial enzymatic levels in children with

different conditions (x s, U/L)

S THTERE %L LDH CK CK-MB

B 45 517.43x105.54 233.50+£72.64 46.12+9.81
o 41 682.29+128.20 341.18+105.39 64.06x11.43

HeERE 26 821.56+143.06 492.35+131.80 81.77+15.68
F1H 52.510 63.854 75.302
P1H <0.001 <0.001 <0.001

2.6  AMEIL PA PCT 5.0 LG TEAH G

A6 JE I PA 5 LDH. CK .CK-MB £ i 4 3¢,
PCT 5 LDH.CK.CK-MB £ IEAH(P<0.05), WLE 1.
K2,

3 it

PA JEJIFHE & B — Rl s, A o T
/N IR JE AR L, BB ST W IUE S RS0 3 A
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Figure 1 Correlation between peripheral blood PA and LDH ,CK ,CK-MB
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PR A ek A e HE A BFEIE S PA &5 &
()RR 5 S R AR AR T, AR B ST A5 R
R, A L IR AT 2 e v] S BUR LA E I PA
KT R AR, S5 SRR A R — B, AR
F 95 & PR & BB LR 5 N, AP I PA £ 38&
WIREAR, R A R . $7RF1E I PA
AT FE— 2 R R b e e A L IH 21 26 IRE o 1 7
B BEE LI N EE , i i P R 2T 2K T
1R, KT A 0 5 0 B, S BUF D REREAR, &
B4 W PA W RE 10 ES , e 25 | A1 R I PA /K
SREAR

A 5T 25 S B, B A LR IR 4L 2 IE AR L
HhJAE I PCT &2 58 i RIBRE , 5 ER i ia M
o PCT R—FM M REEMEAKRKET,ET
W65 2 T R 5, PR DR B C 4 203, S BLIR &
A AR LB AT A U B 7R R A H R
TR PRI BLAR K & B BT PCT, 111
BRI | [ B R S WA 25 51l PCT & E
A AR AL AWE oY & B, BT A )L s IR 41 2 e
SOLA AN R I PCT 26 358 7K S 55 955 1 72 & 1) A7 16
B 0 IE A DG 56 2R, 7l o A A0 & i PCT &3k
WA Bl Tl R G A8 L 17 B AT IR AN . A,
ARWF A — D WG AR G (8 HE
B[R] MR RN Y A5 H A N E g ), & BB AR L
e IELET 2% 05 99 17 72 B2 45 5 40 JA] Il PA (PCT 7K ~F-
ARG, HE— 2B UE S AR A I PA (PCT /K- 7E Ht

Az )L v B 21 2R I AE 6 1 P Ak T B A E
8.

O LA 5 2 7 A L e DEL2T 2% IfRE 5 O %) ™ o
I RAEZ — B A LR LEE 25 F AR A T
PR R A GO WL, B 45 70 AR BE A%, R 4T
FTH R s 0 WLAR i i) ST B R Ak | Rl 1R R 1
A IR A A A S, DT 51 R0 LA
el R AT E G R O WL 5 I R
i PR AE AN B 3., AN SE 1 A R B AARAE 3 LA
A HE HERA DT, i 1y T 23 6 S R 0 B
1 K IR Y B R L, ARG LB, B L
1o BEL2T 2%l E A8 L A1 JE 1 LDH .CK . CK-MB /K ¥
SR TR, ELREE R 0 E R R, $ R B A
J 1. LDH ,CK ,CK-MB 7K T 55, 20 JULAH i 453473 72
JEZHHE NN, 5 Chen ZH 25" B 78 45 S ARG , i —
HAESEHT A L AL 2 e vT 5 R O L 7. A
WEFEEE R B, B AR LS ML 3R A A1 A 1 PA 5
LDH . CK ., CK-MB [ f£7E i AH C OC & , 1M 20 JAl i
PCT 5 LDH .CK .CK-MB [ f£7E IEM KR FR . Hb
JEL I PA BEAR, PCT FR 14, $2 7R LR 1 I,
L3 PP AL K- 388w, b U L2 Jf 36475 n o, %
5|5 LDH .CK .CK-MB 35 Fh 5. 487838 i 46
W &R J il PA (PCT R I8 K #4647 B T 1 IR PEAL
BILIRL R B 1 O, R 470 LR, B
Al RBAE AR 21 R0 LI 10592 W T HL A — s
INIER
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[ ZE] BH SIS EMEMGE A BA IR R 778 2 R0 B [RLE A 1E (DS ) 7™ /i i 25 v
MM . Ak #2017 456 H £ 2019 H 6 H FAPBLiE 7242 5.1 DS i (19 11 W~13 W Z2J#] 190 1l 42
10, MRS W4 545 R S B6 2H (16 LR DS 2210, n=25) FIIE 3 4 (IE 3 2210, n=165) o K& J % 11 19 44 1l
W& 2 A(Inhibin-A, Th-A) i #5545 K K7 (PLGF) iR A 6 85 11 A (PAPP-A ) FliF B A\ 406 AR 1 i
PE B WA (free B-hCG) /K. R R A MG Th-A  free B-hCG /K ¥ & = FIEH 4,
PLGF \PAPP-A /K V-2 i K T 1IE W 4, 22 7B it 5 L (P<0.05) ; iR E ROC fh 2k 43 14k 5 W , ML
T B0 A& (PAPP-A+free B-hCG) 2 Wi Z2 L4011t )L DS RYRUER Bl 72.22% 45 5 0 93% EHf1: A
83.16% ; PUBX i 2F (Ih-A+PLGF+PAPP-A+free B-hCG )2 Wi 2% F 401 ity L DS MRS N 93.33% %5 5 N
95% EHA P A 94.21% 5 U 1K 7 A Ay 00 Jak BE S 4% S M X B v T R A, 2 RA SRR L (P<
0.05), #5i& Th-A PLGF ¥ 22 H 0 A DS i JLAYA UM FE 45 , Th-A+PLGF+PAPP-A+free B-hCG It
AR X DS A R B AL, A By TR R 2 G L DS (A v

[RiA] ZR; FEICEEAE; Ny MHI2E A; M K N7 d

Application of serum inhibin A combined with placental growth factor in

prenatal screening of Down’s syndrome in early pregnancy
HUANG Xuezhen, CHEN Qianlan, CAI Jinmei, SUN Lili*

(Department of Inspection, Xiaolan Affiliated Hospital of Southern Medical, Zhongshan, Guangdong, China,
528415)

[ABSTRACT] Objective To explore the application of serum inhibin A combined with placental
growth factor in prenatal screening of Down’s syndrome (DS) in early pregnancy. Methods 90 pregnant
women of 11W-13W+6 gestational weeks who underwent DS screening in our hospital from June 2017 to June
2019 were divided into the experimental group (pregnant women with DS, n=25) and the normal group (nor-
mal pregnant women, n=165) according to the diagnosis results. Serum inhibin A (Inhibin-A, Th-A), placen-
tal growth factor (PLGF), pregnancy-related protein A (PAPP-A) and free human chorionic gonadotropin be-
ta subunit (free beta-hCG) levels were measured and compared between the two groups. Results The serum
levels of Th-A and free beta-hCG in the early pregnancy group were significantly higher than those in the nor-
mal group, and the levels of PLGF and PAPP-A were significantly lower than those in the normal group (P<
0.05). According to the analysis of ROC curve, the sensitivity of PAPP-A + free beta-hCG in diagnosing fetal
DS in the early pregnancy was 72.22% , especially in the early pregnancy group. The sensitivity, specificity
and accuracy of quadruple screening (Ih- A + PLGF + PAPP - A + free beta-hCG) were 93.33% , 95% and
94.21% , respectively. The sensitivity and specificity of quadruple screening were significantly higher than
those in double screening (P<0.05). Conclusion Both Th-A and PIGF are effective serum indexes for screen-
ing DS fetus in early pregnancy. The combination of Ih-A + PIGF + PAPP-A + free 3-hCG has better screening
effect on DS and helps to improve the screening accuracy of DS fetus in early pregnancy.

[KEY WORDS] Early pregnancy ; Down syndrome ; Inhibin A ; Placental growth factor screening
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JH IR ZEA1E (Down’s syndrome, DS) & 107 %}
UL G ) LR T 9500 , 3500 J5t PR e KPR e (14
B BRRE R 1.5% Y . Y ETIG KX DS [# JoE
PEVRIT , AT 240000 A5, BAIR DS i L AE 3t i
AR T B N L2 I T AT R A DG R
1 A (Pregnancy-related protein A, PAPP-A ) Flljjif &
NG AL M iR 3% & B W {3 (free human chori-
onic gonadotropin beta subunit, free B-hCG ) — & i
Ak ol F R A T B, R 07 12 W ORI
RN FRAR ) [F] ES4 g v E HE BR AR AR, B
A th AR XS R PRI, 3 T 1S 0B ) 10 7
FRPRIEATEC A 0 A, 32 55 DS B L% i 2 v o
T Ak A B 2 WF 50K L% A ) 2 A (Inhibin-A
Th-A) 44 A DS fifi #5 , & BH Th-A ] 45 5% 42 i A
BB BE R R 5 BoR IR
“F (Placental growth factor, PLGF) A #] T ¥ 4=
(=02 9 R 7 v R /N e FR R B SR S F el |
REAZ 22 10 I IG LA D 28 1 — D BUS R AR
AR SR HE 5T DU BX 5 25 (Th- A+PLGF+PAPP-A+free
B-hCG)FE2 W2 B G JL DS i im R A, B
s .

1 FREHH

1.1 — R

FEHL 2017 4E 6 H 2 2019 H 6 H TA Ptk 72
FUH DS i 27 19 11 W~13 W22 J# 190 1] 22 1 , AR
P2 Wi g B ALl (I JL AR DS Z24) FlOE &
HOEFZEE) . HAFRHE: QRN 11 W~13 W
JE i Sk AR TR R QFIR U iR s BAF IS 18~
43 % o HEBRbRAE : O N T2 4 oA o4 DS 2L
B QA i PR 9 SR AR T RE R A
H O T R
12 Fik

#8282 B4 1M 37 Th-A . PLGF . PAPP-A Fl free
B-hCG., HhEZEH 11 W~13 W™ i 22 10#0 bk 1M 3 mL,
Ay L35 B HAE I T-20°C., Th-A )3 Jf] ELISA J5

Pek i, 5 ) A 7 8 F] & 3 [E Diagnstic systems
labortonies ( #t 5 : 20181103, i 77 KL A% : 96 A 15/
% ). PLGF.PAPP-A fil free B-hCG i/ JH I [] 43 B¢
2 HPE LRI A I A #% S Wallac Auto DEL-
FIA 1235 B 4> [ gl s} [8] 53 B G B 2 Bk AL, TR
A Wl 23 577 A 2F 2% Perkin Elmer 23 &) 32 £ [ B0
¥ .96 AN iy/&, it 5 . PLGF (667023) . PAPP- A
(669897 ) Fll free B-hCG (668063 ) | .
1.3 LS R

OXF L 22 10 1) — R} A FR AR IS 22 )8
AR 5 1 45 5 % L P 4H 22 0 1AL T 4 A KO-, A 4
Th-A .PLGF .PAPP-A . free 3-hCG ; @)X b —- Bk fifi A
DY B 1 A 12 W 2 LB IG JL DS 19 ROC #2534t
g
1.4 G5k

K H SPSS 21.0 Ge it 2# 4 ab B | 115 5E
B (% +5) ZFeon , AL A FEABSRF ¢ 4556 5 T80 R
(%) FeR , THECFOR L BCR F X K55, P<0.05 2 22
SAGIEE L,

2 R

2.1 MHZEHR— B OR R
WAL 2P B I 28 ) B T e g, 2 R
GitlE L (P>0.05), W#FE 1,

R PAHAON—BBOR LA (oxs)
Table 1 Comparison of clinical data between 2 groups of

pregnant women (x 5)

21 51 n (L) ZefEH R R (kg)
SEGH 25 27.23+#1.67 11252121  54.17+5.28
FEHH 165 26.81+1.73  11.14+147  53.64+5.76

tHH 1.699 0.559 0.659

P 0.091 0.577 0.511

2.2 W ZE MG TR bR K i

Zf B 526 249 1L Th-A | free B-hCG /K F i 2
5 T1E % 41, PLGF .PAPP-A /K V-1 i 4K T 1E %
M, EZRHGIHE L (P<0.05), £ 2,

®2 MAZRAMFHERKFILE (vzs)

Table 2 Comparison of serology levels between 2 groups of pregnant women (x #s)

2H 5 n Ih-A(pg/mL) PLGF(pg/mL) PAPP-A(mU/mL) free -hCG (pg/mL)
SR 25 873.18+358.42 67.24+4.75 1758.16+164.85 9.48+1.57
IEH 4 165 304.51+152.64 112.14+8.37 3986.54+317.92 5.61+1.35

tH 14.477 44.803 59.658 18.265

P{H <0.001 <0.001 <0.001 <0.001
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2.3 KO A A PUI i A 2 Wi 22 R iR )L DS 1Y
ROC Rl £/ #r
ROC £k . 7 DU B 7 A 14 F508% 5 e o 4 BH

W T TR A, 25 A G E L (P<0.05)
W3 K1,

®3 ZEIGEMMUEKEEISE 2281 DS B ROC & ST 4R

Table 3 ROC curve analysis of the diagnosis of fetal DS in the first trimester by the double screening and the quadruple screening

i H FURE (%) PR (%) TR (%)
TG 4 (PAPP-A+ree-hCG) 72.22(65/90) 93(93/100) 83.16(158/190)
DY 1% 25 (Th-A+PLGF+PAPP-A+freeB-hCG) 93.33(84/90) 95(95/100) 94.21(179/190)
PRl 14.068 0.355 11.564
Pl <0.001 0.552 0.001
10 1 Th-B2 PRI R Th-A BT 0] D1 0 30 e 25 5%
08 [R S5 FIAE 1M 38 28 BRI 25 A2 A, D g /D> 3
o 06 PRAE o0 2 A RT3 Th-A i IR 38 AR % 57
£ JEN LA RS 0 A BT T8 ph BECIGE E , 98195 e
e W00 14 4300 A T S S50 R X 4 1 4
. N g MGILIEW KB EAEEEMY, A CkE T,
0 0.2 0.4 0.6 0.8 1.0

1-Rp 5
B B EF0 M EKFE IS W 2 R HAR )L DS B9 ROC #
LoMER
Figure 1 ROC curve analysis of the diagnosis of fetal DS in
the first trimester by the double screening and the quadruple

screening
3 it

DS Hll 21- =K ZEE51F , FRAE K BRI B Down
CRATE, R RMRARBEHRE (2T —421
SYLER) TG R R 60% BOLTERG PR
R, A2 06 # A W R 07 5 RRR IS A K
REZEBMEZ KWL ™, DS =0 1 8 ILA
FREASA RS R ok T U ey, 23R A L
BB TR A T BN 2 — . 4T, EAMF L KA E
G E B T AKT-3¢ e B 3 T 38 g FH R IS
i, B2 LAY 1M %5 PAPP-A+free B-hCG+B # A
A HUE B2 (NT) JE B, %07 %5 DS K th 2R 7E
86%~92%"" . SR PN K 22 vh /Nl i (1) B i sl
BRI, HE LA St B FC O A 32, PRt 22 R
PAPP-A+free B-hCG+B Kl , MM 520 1 48 =5 A I
FHPER SRR H 6, ARGl 242 DS fif
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Zi b fifiR , Th-A \PLGF X} Z2 B 2 DS Jif L
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ST S ARSI 25 TG B OC R o Ak BRHR 78 M 47 W 4 ZUbR AR R fif g 4 24 S NPC 41, 55 40 il
AOIE L BURRARAE A X HE A . Eed 2 41 SATBI R BN B ; I 40 B NPC 412041 g X £k J7 25 W 4 it 25 14
SATBI F ik 5 NPC IIfi RS B4R AE AT 25 L FE R R, &R NPC 41+ SATBI1 & H FHME %A
52.56% , % B4 ' SATB1 25 [ FA M2 4 12.50% , NPC 4 SATB1 45 1 BAPE 22 5 1 5 357K 7 B 1 5 T %
IHZH (P<0.05) ; NPC N1~N3 ] M1 #] SATB1 && [ BHM: 3235 3 15 72 i 38 K7 20501 & 1 No i Mo 1, 22
S G L (P<0.05) s SATBI 2K 11 FH 2% 1% 41 36 WA i 25 2 F 82 42 B it 24 26 18 T° SATBI 2K 141 B
TR, 25 Gt L (P<0.05) ; AL A7 4R B & 3, SATBL 25 [ FH 4 F b 4l A= fE R0 29.64% ,
SATB1 & M BAPE 2 5 Giit# 78 L (P<0.05) s £ A7 # SATBI & ## A K AL TIET -4, 2 5 A 51t
RN (P<0.05) . 4518 NPCHI14Urf SATB1 ik LA, Bk 19 SATB1 A fff a7 240 B X 4015 28 42 1
FEATR 25 6 UG PR A AR

[SE48iA]  EWYE; SATBL; b7 ; T 245k

Analysis of the relationship between SATB1 expression and chemotherapy

resistance and prognosis in nasopharyngeal carcinoma
YANG Hegqiang, LIU Wenfeng*, HU Yue
(The General Hospital of Western Theater Command , Chengdu, Sichuan, China, 610083)

[ABSTRACT] Objective To explore the expression of special AT-rich sequence binding protein 1
(SATB1) in nasopharyngeal carcinoma (NPC) tissues, and analyze its relationship with clinico-pathological
features, chemotherapy resistance and prognosis. Methods 78 paraffin-embedded tissue specimens and fresh
cancer tissues were selected as the NPC group, and another 40 paraffin-embedded tissue specimens were used
as the control group. The expression of SATB1 was compared between the two groups. The relationship be-
tween drug resistance of NPC cells to chemotherapy drugs, the expression of SATB1 and clinico-pathological
features, chemotherapy resistance and prognosis of NPC was analyzed. Results The positive rate and quanti-
tative expression level of SATBI protein in the NPC group was significantly higher than that in the control
group (P<0.05). The positive expression rate and quantitative expression level of SATB1 protein at the stages
of N1-N3 and M1 of NPC was higher than that at the stages of NO and M0 (P<0.05). The cisplatin resistance
rate and paclitaxel resistance rate in SATB1 protein positive expression group were higher than those in SATB1
protein negative expression group (P<0.05). Survival curve analysis showed that the survival rate in SATB1

protein positive expression group was 29.64%. Compared with the survival rate in SATB1 protein negative ex-
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pression group, there was a significant difference (P<0.05). The quantitative expression levels of SATBI in

survivors were significantly lower than those in the dead (P<0.05). Conclusion The expression of SATB1 in

NPC tissues is up-regulated. The high expression of SATB1 can make tumor cells resistant to cisplatin and pacl-

itaxel , which has an adverse effect on the prognosis.

[KEY WORDS] Nasopharyngeal carcinoma; SATB1; Chemotherapy ; Drug resistance
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454 # 1 1 (special AT-rich sequence binding pro-

tein 1,SATB1) 2% R E W/ 2 —, EERIA
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Figure 1 Expression of SATB1 protein
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R 1 NPCALAH SATBl EHRIES NPCIRIEFFEXR [n, (x+5) ]
Table 1 Relationship between the expression of SATB1 protein in NPC tissues and pathological features [ 7, (x+s) |
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Predictive value of TGF-31 and Treg cell count in umbilical cord blood for

bronchopulmonary dysplasia in preterm infants
LIN Qingqing, TAN Huihan, WU Yongfang, ZHU Wei, HUANG Ying*
(Department of Neonatology, Xiamen Children’s Hospital, Xiamen, Fujian, China, 361006)

[ABSTRACT] Objective To investigate the predictive value of transforming growth factor-g1 (TGF-
1) and regulatory T cell (Treg) count in umbilical cord blood (UCB) for bronchopulmonary dysplasia (BPD)
in preterm infants. Methods 186 preterm infants with BPD who were diagnosed and treated in the hospital
from April 2016 to August 2019 were selected and included in the study group. 318 healthy preterm infants who
were born during the same period were selected as the control group. The TGF-1 and Treg cell count in UCB
were compared between children with different degrees of BPD in the study group, and compared between the
study group and the control group. Spearman analysis was performed to analyze the correlation between cord
blood TGF-B1, Treg cell count and severity of the disease. Results The order of TGF-B1 levels in children
with different degrees of BPD from high to low was as follows: severe BPD, moderate BPD, mild BPD (P<
0.05) , while the order of Treg cell count from high to low was as follows: mild BPD, moderate BPD, severe
BPD (P<0.05). Spearman analysis showed that the TGF-1 level was positively correlated with the severity of
BPD, and the Treg cell count was negatively correlated with the severity of BPD (P<0.05). Conclusion
Cord blood TGF-1 and the number of Treg cells can be used as predictors of BPD in premature infants. Elevat-
ed TGF-B1 levels and decrease in the number of Treg cells may increase the risk of BPD.

[KEY WORDS] Transforming growth factor-B1 in umbilical cord blood; Regulatory T cell; Preterm

infant; Bronchopulmonary dysplasia
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Evaluation value of axon growth inhibitory factor A and nuclear factor-kB p65
on the condition and prognosis of patients with acute hypertensive cerebral

hemorrhage

YIN Yanxia', SHANG Wenjun’*, GUO Hua’, GAO Zhen’, SUN Xue'

(1. Kaifeng Central Hospital Surgical Intensive Treatment Area, Kaifeng, Henan, China, 475000; 2. Depart-
ment of Renal Transplantation, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450052; 3. Laboratory of Medical College of Zhengzhou University, Zhengzhou, Henan, China,
450052)

[ABSTRACT] Objective To explore the evaluation value of axonal growth inhibitory factor A (Nogo-A)
and nuclear factor-kB p65 (NF-kB p65) on the condition and prognosis of patients with acute hypertensive ce-
rebral hemorrhage (AHCH ). Methods 108 cases of AHCH patients admitted to our hospital from April 2017
to July 2019 were selected as the research group, and 108 healthy people were randomly selected as the control

group during the same period. The levels of serum Nogo-A and NF-kB p65 in patients with different conditions
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in the two groups and the research group were detected and compared, and the relationship between serum No-
go-A, NF-kB p65 and the degree of illness in AHCH patients was analyzed. The study group was followed up
for 3 months to compare the serum Nogo-A and NF-kB p65 levels of patients with different prognosis, and to
analyze the predictive value of serum Nogo-A and NF-kB p65 for prognosis, and Kaplan-Meyer curve was
used for survival analysis. Results Serum Nogo-A and NF-kB p65 levels of severe patients in the study
group > moderate patients > mild patients > control group, the difference was statistically significant (P<0.05).
The degree of illness in AHCH patients was significantly correlated with serum Nogo-A and NF-kB p65 expres-
sion levels (P<0.05). Serum Nogo-A and NF-kB p65 of patients with poor prognosis in the study group were
higher than those with good prognosis, the difference was statistically significant (P<0.05). The area under the
curve (AUC) of serum Nogo-A, NF-kB p65 combined to predict the prognosis of AHCH patients is 0.842,
which is greater than the AUC predicted by serum Nogo-A, NF-kB p65 alone (0.790, 0.772), the best sensi-
tivity for combined prediction The degree is 72.73% , and the specificity is 88.00% (P<0.05) ; The survival
rate of high-risk patients with serum Nogo-A and NF-kB p65 in the study group was lower than that of low-risk
Serum Nogo-A and NF-kB

p65 expression levels in AHCH patients are significantly related to the patient’s condition; their expression lev-

patients, and the difference was statistically significant (P<0.05). Conclusion

els are significantly increased, which may increase the risk of patients with poor prognosis ; they can assist clin-
ical judgment of patients’ condition and prognosis.
[KEY WORDS]

clear factor-kB p65; Condition; Prognosis

Acute hypertensive intracerebral hemorrhage ; Axonal growth inhibitory factor A; Nu-
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Table 2 Comparison of serum Nogo-A .NF-kB p65 levels

between each groups [n(%), (x+s) ]

an e e
EEBH 25(23.15) 22541+41.19  460.03£52.30
hiE ¥ 34(31.48) 1722843625  407.11+43.46
BEEE 49(45.37)  131.37+28.09  376.24+38.52
X HE2H 108 112.59+23.67 207.34+26.18
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P <0.001 <0.001
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Table 3 Relationship between serum Nogo-A \NF-kB p65 and degree of AHCH disease
A BIH S.E.{H Wald/y* {H OR1H 95%CI P{g
Nogo-A 1.983 0.741 7.163 7.266 4.025~13.117 <0.001
NF-kB p65 1.948 0.593 10.791 7.015 3.439~14.308 <0.001
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Table 4 Comparison of serum Nogo-A .NF-kB p65 levels

between patients with different prognosis [1(%), (x+s) ]

Nogo-A NF-kB p65
(ng/mL) (pg/mL)
WG AR BEE 33(30.56) 205.42+40.29 441.82+52.34
TG R E 75(69.44)  168.28+30.06  389.30+45.18
t{H 5.311 5.298
P1H <0.001 <0.001
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Figure 1 correlation between serum Nogo-A \NF-kB p65

and GOS scores in AHCH patients
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Figure 3  Survival curve of patients in study group
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CCLI8 .HIF-1o. MIF mRNA TE N il i sgivb it 263k
Fe B VAL A
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[ E] B HihBe Rk 18(CCL18) (R IEF N F-1a (HIF-1a) | F KELT IS 240 i
A F- (MIF ) mRNA 76 A I8 5 (HBG) H ) 363k R FUS AN M. F7ik  1EEBUARBE 124 61 HBG B 4
FARI BRI ik e S5 968 20 Sy SR 2L, 3 3 TR0 440 LA 483 491 A PR il AR AR U I 19 A 5 ik 2 21 60 f51I4F
RNFHRLE . LA N IRNIG PRAREE B2 % CCLIS \HIF-1o, MIF mRNA, Bl 3 4F, G i1 W84l b s A= 77
B (MST) , % AR MST #3 CCLI8  HIF-1o ,MIF mRNA 23K, 7341 FiR$8FR 5 MST )6 £, 30 bt
A AR TIMNAE . R WELL CCLIS \HIF-1oo . MIF mRNA Fikm TR, Z R A G E
X (P<0.05) 3 J5 FRA> 20 i 4 ) NG e S 988 Fe 3% CCL18 \HIF-1oo \MIF mRNA ik TR B H , L RH
Giit ¥ X (P<0.05) 3 A SR8 S %5 MST Ay 33.42 > H , A 47 ) > MST . # CCLI18 . HIF-1o . MIF
mRNA FR L FAEF<MST 3%, 22 54 4112 8 L (P<0.05) ; CCL18 \HIF-1a . MIF mRNA ik 5
MST & i #H2¢ (P<0.05) ; CCL18 mRNA , HIF-1oe mRNA . MIF mRNA 14 Tl I £ 77 401 2 AUC {8 0.886 K
TFAT— BRI, UK Ky 80.70% , 47 52 85.96% . 451  CCLI8 HIF-1o,MIF mRNA : 7E HBG 41
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[EiA] LR 18; SLEIBE SN F-1a; BEVEGNIRES ShimdI N 75 AR ; A= 771

Expression of CCL18, HIF - I« and MIF mRNA in human gliomas and the

value of prognostic assessment

LV Chao*, SUN Huiyuan, YAN Junfei
(Military Sursery , The first hospital of zhangjiakou, Zhangjiakou, Hebei, China, 075000 )

[ABSTRACT] Objective To investigate the expression and prognostic value of chemokine ligand 18
(CCL18) , hypoxia-inducible factor-1a (HIF-1a) , macrophage migration inhibitory factor (MIF) mRNA in
human brain glioma (HBG). Methods 124 cases of HBG patients with surgically removed human brain glio-
ma tissues from our hospital were selected as the observation group, and 60 cases of normal brain tissues were
selected as the control group. CCLI8, HIF-1a and MIF mRNA were compared between the two groups and pa-
tients with different clinical characteristics. Followed up for 3 years, the median survival time (MST) of the
observation group was compared, the expressions of CCLI8, HIF-1o and MIF mRNA in patients with differ-
ent MST were compared, the relationship between the above indicators and MST was analyzed, and the predic-
tive value of their survival time was analyzed. Results The expression of CCLI8, HIF-1a and MIF mRNA
in the observation group was higher than that in the control group, the difference was statistically significant
(P<0.05) ; the expression of CCLI8, HIF-Ia and MIF mRNA in patients with high-grade pathological grade

human glioma was higher than that in patients with low grade, the difference was statistically significant (P<

AARE KRR e WA -5 R A A (1521034D)
VEH#ls kR o T — B2, Ak, 3k E 2 075000
*EAEAEE B A, E-mail :1¢15930363785@163.com
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0.05) ; the MST of human brain glioma patients was 33.42 months, the expression of CCLI8, HIF-Ia and
MIF mRNA in patients with survival period > MST was lower than that in patients with survival period<MST,
the difference was statistically significant (P<0.05); CCLI8, HIF-1a and MIF mRNA expressions were nega-
tively correlated with MST (P<0.05) ; the combination of CCLI8 mRNA, HIF-1a mRNA, and MIF mRNA
predicted survival with a AUC value of 0.886, which was greater than any single test, with a sensitivity of
80.70% and a specificity of 85.96%. Conclusion CCLI8, HIF-1a, and MIF are co-expressed in HBG tis-

sue, and the expression level is closely related to the degree of malignancy and MST. It can be used as a poten-

tial biomarker to predict prognosis and survival, and provide new directions for clinical targeted therapy.

[KEY WORDS]

itory factor; Human brain glioma; Median survival time
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T A& 18(CC-chemokine ligand 18, CCL18) J& CC
AL PR 1 S8 58T e B D1 Bk B 22 AF ST TR
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#®1 P4 CCLI8 HIF-1o,MIF mRNA Rix LB (x+5)
Table 1 Comparison of CCLI8, HIF-1o and MIF mRNA

expression between two groups (x+s)

. CCL18 HIF-1a MIF
S " mRNA mRNA mRNA

W 124 17.31+3.25  3.57+0.68  0.69+0.22
X HE2H 60 2.45+0.62 1.0120.26  0.32+0.10
tE 35.062 28.150 12.409
P <0.001 <0.001 <0.001

Fx2 AREIGRFIESESE CCLIS,

2.2 KN [A G R FEAE 5 & CCLIS | HIF - 1o, MIF
mRNA %35 Hig

PN GK SN ¢ N PN R e
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S(P>0.05) 5 95 P43 9% =5 9 ) N i e o U AR
CCLI8 ., HIF-1o., MIF mRNA {5 TR 5 i 3% (P<
0.05), W2,

HIF-1oo JMIF mRNA FRiEXFEE (x£5)

Table 2 Comparison of CCL18, HIF-1a and MIF mRNA expression in patients with different clinical characteristics (x +s)

CCL18 HIF-1a MIF
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g n mRNA YF{i PE IRNA vF{i P1E iy /FH PE
TR (S ) =50 81  17.25%+3.10 3.55+1.03 . 0.68+0.22
<0 13 17a2esgy 02820779 LT 0003000 0765 VU TS 0711 0478
P51 LZ 66  17.48+3.25 3.59+1.06 0.71+0.23
i@ 53 17124351 P93 093 oo g9 02160 0829 o oy 1006 0316
gl BRIPRCAnRE 72 17.35+3.09 3.56+1.04 0.68+0.21
ORI ANME 35 17.24+3.44  0.014  0.986 3.62+1.15 0.067 0.935 0.70£0.20 0.201 0.818
WDRBIVAIME 17 17.28+3.62 3.51+1.08 0.71£0.22
95 H 3 2 4% 53] 55 14.11x2.89 3.02+0.87 0.43+0.13
N R <0. 2.075 <0. 2s <0.
= 2 60  1086+4.05 OB <0001 01 9p 20T <0001 60 096 12:230 <0001
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Figure 1 MST in patients with human glioma

2.4 K[ MST H# CCLI8 . HIF-1a . MIF mRNA

Tk g

" FE 1 >SMST % CCLI8 . HIF - 1o, MIF

mRNA & T EW<MST %, 2 R A G it % i

X (P<0.05), W33,

2.5 CCLI8 HIF-1o. .MIF mRNA 5 MST ) ¢ %
CCLI18 ,HIF-1o.,MIF mRNA 5 MST 2 17 #H ¢

(P<0.05), W3k 4,

2.6 CCLI8 ., HIF-1o, MIF mRNA Fil il 4 77 #1 >

MST () A

A3 %5 H CCL18 mRNA , HIF - 1. mRNA . MIF

%3 AEMST £#& CCLIS HIF-1a \MIF mRNA Fi&
EEE (v £s)
Table 3 Comparison of ccl18, HIF-1a and MIF mRNA

expression in different MST patients (x+s)

] \ CCLIS8 HIF-1a MIF
= mRNA mRNA mRNA
acvea:t .
SMST H % 57 14.25+3.17  3.0820.91 0.4620.15
A
MST i 07 2037436 406124 0.92£0.30
il 8.571 4.810 10.354
P{H <0.001 <0.001 <0.001
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Table 4 Relationship between CCL18, HIF-1a,
MIF mRNA and MST

CCLI8 mRNA  HIF-1oo mRNA MIF mRNA

rfi  PIH ri PIH fi P
MST -0.712 <0.001 —0.539 <0.001 —0.684 <0.001

TiH

mRNA K = FHA TN A A7 > MST ) ROC il £&,
153 = F B4 AUC 18 0.886 K TAT—BASRAG I
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3 iFig
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Table 5 ROC curve prediction value of each mRNA
it AUC 95%CI Z5:it BWME  BURE (%) R (%) P1E
CCL18 mRNA 0.809 0.725~0.877 7.535 <17.71 84.21 68.42 <0.001
HIF-1a mRNA 0.750 0.660~0.826 5.489 <3.11 63.16 78.95 <0.001
MIF mRNA 0.777 0.689~0.849 6.315 <0.67 71.93 73.68 <0.001
=HEBA 0.886 0.813~0.938 12.360 - 80.70 85.96 <0.001
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Figure 2 The predictive value of CCLI8, HIF-1 o and MIF
mRNA in predicting survival> MST
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The application value of CRP and PCT combined with pulmonary infection

score in the diagnosis and prognosis of pulmonary infection in ICU
HUANG Yang, ZHANG Lei, GUO Wei*
(Department of Intensive Care Medicine, Lujiang County People’s Hospital , Hefei, Anhui, China, 231500)

[ABSTRACT] Objective To explore the application value of C-reactive protein (CRP) , procalcito-
nin (PCT) combined with clinic pulmonary infection score (CPIS) in the diagnosis and prognosis of pulmo-
nary infection in intensive care unit (ICU). Methods From June 2016 to October 2019 in our hospital, 122
patients with suspected pulmonary infection in the ICU were selected as the research subjects, and serum
CRP, PCT levels and CPIS scores were detected. According to the clinical diagnosis results, they were divided
into the infected group (45 cases) and the uninfected group (77 cases). The serum CRP, PCT and CPIS
scores of the two groups were compared, the correlation between serum CRP, PCT and CPIS scores was ana-
lyzed, and the value of serum CRP, PCT and CPIS scores alone and in combination was evaluated. Followed
up for 28 days, the serum CRP, PCT and CPIS scores of patients with different prognosis were compared to
evaluate the relationship between the three and prognosis, and Kaplan-Meier curve was used for survival analy-
sis. Results  The levels of serum CRP, PCT and CPIS in the infected group were higher than those in the un-

infected group, and the difference was statistically significant (P<0.05). Pearson correlation analysis showed
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that serum CRP, PCT and CPIS scores were positively correlated (P<0.05). The ROC curve showed that se-
rum CRP, PCT levels, and CPIS scores had higher AUC values for the diagnosis of pulmonary infections, es-
pecially combined diagnosis, which had the highest AUC value of 0.871; serum CRP, PCT levels, and CPIS
scores of dead patients were higher than those of surviving patients, the difference was statistically significant
(P<0.05). Serum CRP, PCT levels, CPIS scores were significantly correlated with the prognosis of patients
with ICU pulmonary infection (P<0.05). Serum CRP, PCT levels, and CPIS scores showed significant differ-
ences in the survival status of high-risk individuals and low-risk individuals (P<0.05). Conclusion The se-
rum CRP, PCT levels, and CPIS scores of patients with pulmonary infection in ICU are abnormally elevated,

and are significantly related to the prognosis. Combined detection can improve the diagnostic value and provide

a basis for early treatment and prognostic evaluation.

[KEY WORDS] Leukotriene B4; Procalcitonin; Clinic pulmonary infection score; Lung infection;

Diagnosis; Prognosis
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Figure 1 Correlation between serum CRP, PCT and CPIS score
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Table 4 Relationship between serum CRP, PCT level,

CPIS score and prognosis
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20,77 IL-10 KW AR T J6 CAL 4, 2 R A G145 L (P<0.05) . Z.JC Logistic [/ 4347 i 7 451 | 1l
I IL-6,1L-8 7K & MP JE 4t 4 Jf KD 2 JL CAL & A= B & fa IR 2, i IL-10 244 37 I (P<0.05) .
Spearman A & 2T 8 MP BG4I KD HULILH IL-6 . IL-8 7K F 5 CAL & AR 52 B i TF AR 56 , i IL-10 7K
5 CAL AAEMHEAME, ZRAGIEE X (P<0.05) . i i IL-6.1L-8 . IL-10 £ik/KFE 5
MP B 45 9 KD H L CAL & 2B UIAH O, B sh 748 Wl iy 1L-6 . IL-8 . IL-10 /KF, 3Rl S MP &L &
Jf KD L CAL kAR R BTGt 5% .
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Correlation between serum levels of IL.-6, IL.-8 and IL.-10 and coronary artery

lesions in children with Mycoplasma pneumoniae infection and Kawasaki disease
GUO Xuan', SONG Yao’, Abreti Abuduhar'*

(1. Pediatric Center, the First Affiliated Hospital of Xinjiang Medical University , Urumqi, Xinjiang, China,
8300545 2. Pediatric Intensive Care Unit, Pediatric Center, the First Affiliated Hospital of Xinjiang Medical
University, Urumgi, Xinjiang, China, 830054 )

[ABSTRACT] Objective To investigate the correlation between levels of serum interleukin-6 (IL-6),
interleukin - 8 (IL-8) and interleukin - 10 (IL-10) and coronary artery lesions (CAL) in children with
Mycoplasma pneumoniae (MP) infection and Kawasaki disease (KD). Methods The clinical data of 86
children with MP infection and KD (disease group) and 35 children with MP infection (control group)
diagnosed and treated in the hospital between June 2016 and June 2019 were collected. Children in the disease
group were divided into the CAL group and the non-CAL group according to the follow-up results. Serum IL-6,
IL-8 and IL-10 levels and the incidence rate of CAL were compared between the disease group and the control

group. Univariate and bivariate Logistic regression analyses were performed to analyze the factors influencing
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the incidence of CAL in children with MP infection and KD. Spearman analysis was conducted to analyze the
correlation between serum IL-6, IL-8 and IL-10 levels and occurrence of CAL in children with MP infection and
KD. Results  Serum IL-6 and IL-8 levels and the incidence rate of CAL in the disease group were significantly
higher than those in the control group, while IL-10 levels were significantly lower than that in the control group
(P<0.05). There was no significant difference in gender, age or duration of MP infection in the disease group
(P>0.05). The proportion of children not younger than 6 years old and IL - 10 levels in CAL group were
significantly lower than those in the non-CAL group, while levels of serum IL-6 and IL-8 were significantly
higher than those in the non-CAL group (P<0.05). Bivariate Logistic regression analysis showed that age, serum
IL-6 and IL-8 levels were high risk factors for CAL in children with MP infection and KD, but IL-10 was a
protective factor (P<0.05). Spearman correlation analysis showed that the levels of serum IL-6 and IL-8 in
children with MP infection and KD were significantly positively correlated with the occurrence of CAL (P<
0.05) , while IL - 10 level was significantly negatively correlated with the occurrence of CAL (P<0.05).
Conclusion Serum IL-6, IL-8 and IL-10 levels are closely related to the occurrence of CAL in children with MP

infection and KD. It is necessary to pay more attention to young children and actively monitor the serum IL-6, IL-8

and IL-10 levels, which may provide reference for early control of CAL in children with MP infection and KD.
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Table 1 Comparison of general baseline between 2 groups [n(%), (x+s) ]
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<6 % 50(58.14) 24(68.57)
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Table 2  Single factor analysis of the occurrence of CAL in children with MP infection on and KD[n(%), (x +s) ]
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A 2 i (X 10°/L) 86 4.03+1.01 3.86+0.99 0.710 0.480
Mersd A (g/L) 86 128.24+10.65 130.2429.99 0.818 0.416
IL-6(pg/mL) 86 111.61£10.59 94.64+8.41 7.792 0.000
IL-8(pg/mL) 86 103.14+8.66 81.05+7.04 12.222 0.000
IL-10(pg/mL) 86 10.16+1.23 15.361.70 15.734 0.000
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Table 3 Binary logistic regression analysis of the occurrence
of CAL in children with MP infection and KD
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1.055~3.445 0.033

2.4 IM¥ IL-6 .IL-8.IL-10 /K°F- 5 CAL %&£ % 4H
KAES3 B

Spearman #H5& 437 {7k MP JE&e 451 KD L
I3 IL-6(r=0.593) \IL-8(r=0.615) /K V-5 CAL &
A BRI I AR 56 1 TL-10 (r=—0.638) 7K -5 CAL
BRI ARC, 2255 e L(P<0.05)

3 itig

KD & JLIG REFE 1 R 45 (HIR T A B isf o i 8
P R A2 2R 10%~45% , CAL & % KD L
N PEE I AREZ —" . SCERRIE CAL 2R
R Bif 2332 40 3 e R 3 ik BHL € B 2 A R 45 Ak i
I Fe E B 55 38 /N JLAE T KU . Ak 5T 2R A
MP &Y 4 I KD L CAL K& 4= B YL 5 ALK 4
S A B G 8 5 A% P A ¢ B =2 i il R S
PR T 512 KD 4 3 CAL & L. I RE# 3 IE %
REILpE 11, A WF o 38 o DR e 5 KD
R B VIR O, T 0 SeE R Sl KA A RURS: 2 T X
S Bk AR 5 g A 0 9 AR M S, D L6 IL-8
HCALW AR K., KDMBHA CAL LERRES T
4 A H 22 I 5T D RE R A A O, IL-10 ER IR 5 PE T
21 43006 B4 AT P 95T PR, AR 2 BRIL-10 78 KD
G IF CAL LM & Bomi A THENL
Jir I e B G 28 2 7 1) 40 i PR - N S 5 MP Jgk g
Hog i e, 5 MP IR A KD 1 LA .

AT 5% 45 S 2 W] MP JE e 4 1 KD L CAL
SR RS B S 28 (R 27.91% ), %8 BRI 25 I 9T 3IE
S A T IR AT G 5 T KD MR L CAL KA
42.86% A%, 7 BE -5 P IUAIF 7 v i LRk G 1 9 R A
WA TR G, Ui W IR 75 B X MP &L 455
KD 8 JL CAL &A= 1y F0 i . B98Ik S8 KD &
I v B D RE AR B L A i 4 e PR e
CAL RABYIM L F RN T BIILS R ELAE
i AN B, MR HSHT 1K, & A= CAL KU #H X B

1o, B I PR A v 5 0 5 % A7 #5458/ MP JgR gL
4 KD BILME , R B CAL &4, IL-6
J& T — g g P, AT T 9 B A0 e g L
K B 41 H 3 58 434k, 51 & i, IL-6 K F-5
CAL &A= WU 2 I AHC . IL-8 7] fa 4k I 0
Hhet R 20 I, i A AR PR E A R S & A
it PRI - S 06 i I % AR T T A o
1% IL-8 7KV 5 MP &L 4 71 KD i )L CAL KA %
PIAHOG o IL-10 F 25 iy 5%/ B W0 it B 40 it 53
Wh, HERTIEAY T 400 LA Bz B 40 i 1 NK 48 0 45 1) 7=
A T 22 P G T T A R T A R P R
20 L TR 3, LS B 8 AN DA % B A T B L
[ 895 T, RO LA GRAPA 5 m 4 D0 1f 7
IL-10 7K 5 MP Ji&4e 5 I KD M JL CAL & A7 7
AH i 1 £ R G

FTF VLB, 4RI I3 1L-6 . 1L-8 K IL-10
TR MP Y4 1 KD B L CAL & A= 1Y 5% i
P, I IS MP B s A5 KD /LI IL-6.
IL-8 S IL-10 7K F- A9 Wil , 55 AT > MP Jg&4L 45 3 KD
BILF IR RS %

S 3k

[1]  Gulcin Bozlu, Derya Karpuz, Olgu Hallioglu, et al. Relation-
ship between mean platelet volume - to-lymphocyte ratio and
coronary artery abnormalities in Kawasaki disease [T]. Cardi-
ol in the Young, 2018, 28(6):1-5.

[2]  Tang Y, Yan W, Sun L, et al. Coronary artery aneurysm re-
gression after Kawasaki disease and associated risk factors: a
3-year follow-up study in East China[J]. 2018, 14(6) : 1-7.

(3] A&aisf, B, ETHE, 5. S8 L2040 23 A 98 B RS2
TR i 58 B R e SR L B MO R WP ST [T ). AR R
B ket Z%ik L 2019, 29(13) :2033-2036.

(4] kg, 5o, XDOHE, 45 AR 65 B w DT AR 7 i
JrA6 97 08 B W R AT 5 [0 ], v T i PR 25 B 2 e
2017, 16(23) : 2347-2350.

(5] EmgWp, skugde, Aug . b0 FExT @ i imie A B WLEk i
FREFE O P PR [T ] o 3 PR BE AL 2%, 2019, 14
(9):737-742.

[6] Newburger JW, Takahashi M, Gerber MA, et al. Diagnosis,
Treatment, and Long - Term Management of Kawasaki Dis-
ease: A Statement for Health Professionals From the Commit-
tee on Rheumatic Fever, Endocarditis, and Kawasaki Disease
Council on Cardiovascular Disease in the Young, American
Heart Association[J]. Pediatrics, 2004, 114(6) : 1708-1733.

(7] X35, ZRWeds . 000 D8 3 | R 22 s\ D- R4 Tl /)
DU kg 5 3 T 4 49 1 e PR R SC LT )L 2B 24, 2018, 22
(8):1499-1502. (T4 1094 )



BNTFER ST 4eE 20204E8 1 45124 #5811 J Mol Diagn Ther, August 2020, Vol. 12 No. 8 - 1073 -

IfiL i PAPPA . freef-hCG Kz PLGF W6 &5 45 A1 242 HL 9]
FFICEE A AR ATZ Wb i O i

Rrsk'e Eias

fr
]

R o

[ ZE] B8 HriE IR 6 1 A (PAPPA) (37 25 A0 B AR PR IR B ZE P F BA {3/ (freeB-
hCG) AR #:A: & 7 (PLGF) 16 A A I 76 22 R R IREE B IR TR A 2 W h (. A3 12017
16 H 2 2019 4F 6 H T2 [ 12 52 31 FE FQ O A A 2240 206 5], o P=ag 406 | JBF I A0 2 7K e 6 7R A% 70 45
MEAF & B R L5 HE NG L2 Wb i 230V R 04 (n=54) , 228 1IE W LA 3 IR 2H (n=152) . LA
#H{ [a] PAPPA | freep-hCG J% PLGF ¢ & /K -, Xif bt 156 A8 I K2 = IR A i f 4G SR AR BH R, 2R vl
41 1M1.7% PAPPA Fl PLGF (1) MOM {H % %} BE £H{1% , Free-hCG 1Y MOM {H# % B 4H 75 , 25 7 HAA i 24
N (P<0.05) o LAFRWIE=1:270 A KU B, 135 = 156 5% 2 (PAPPA+Free3-hCG+PLGF ) fy 46 HY 3R 45 Ik
i 5 (PAPPA+Free-hCG) i, 25 57 B G277 X (P<0.05) o H 48 FHE R BEE A 5% 8%, IiLTE =
0K 0 285 1) A A 2R 187 g L IR 2 5 A HE SRR Ry 80% L 90% i LT — IR U A% 1) 4 BH P R 2 e
MLE RO A, 2 R HA SR X (P<0.05), it ZEHHKEILFEIMTE PAPPA | freeB-hCG K&
PLGF % 1F % 22 0¥ 4775 W 5 534, 1L PAPPA | free-hCG ¢4 PLGF W] $2 p5 22 KLU JF FG 75 A A A6 1
R AR PR 2, X6 8 ER IR LAY SE B RN2 A T2

[£%8i7] PAPPA; freef-hCG; PLGF; JHIRZEAIE

Application value of combined detection of serum PAPPA, freef-hCG, and

PLGF in the diagnosis of Down Syndrome in early pregnancy

JIA Guangzhu'®, WANG Henghui’, WANG Li*, YE Yuanhua®*

(1. Qingdao University, Qingdao, Shandong, China, 266071 ; 2. Department of Obstetrics, Zaozhuang Ma-
ternal and Child Health Hospital, Zaozhuang, Shandong, China, 277100; 3. Department of Obstetrics, Affili-
ated Hospital of Qingdao University, Qingdao, Shandong, China, 266071 )

[ABSTRACT] Objective To analyze the application value of combined detection of pregnancy-asso-
ciated plasma protein-A (PAPPA ), free human chorionic gonadotropin hormone $ subunit(free 3-hCG ), and
placental growth factor (PLGF) in the diagnosis of Down syndrome in early pregnancy. Methods 206 preg-
nant women who had undergone early Down’s screening in our hospital from June 2017 to June 2019 were se-
lected. Pregnant women whose prenatal villus, umbilical cord blood, amniotic fluid and karyotype analysis
met the diagnostic criteria of Down’s syndrome were selected as the patients group (n=54) , pregnant women
with normal babies were selected as the control group (n=152). The levels of PAPPA, free p-hCG and PLGF
were compared between different groups. The detection rate and false positive rate of the double detection and
triple detection were compared. Results The MOM values of serum PAPPA and PLGF in the patients group

were lower than those in the control group, and the MOM value of free 3-hCG was higher than that in the con-
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trol group, and the difference was statistically significant (P<0.05). When the cut-off value =1:270 was consid-
ered high risk, the detection rate of serum triple screening (PAPPA + Free 3-hCG + PLGF) was higher than
that of double screening (PAPPA + Free 3-hCG ), and the difference was statistically significant (P<0.05). And

when the false positive rate was set as 5% and 8% , the detection rate of serum triple screening was higher than

that of serum double screening. When the detection rate was set as 80% and 90% , the false positive rate of se-

rum triple screening was higher than that of serum double screening, and the difference was statistically signifi-

cant (P<0.05). Conclusion The serum PAPPA, free-hCG and PLGF of pregnant women with Down’s syn-

drome are significantly abnormal compared with normal pregnant women. The combination of serum PAPPA,

freef3-hCG and PLGF can increase the detection rate of Down’s screening in early pregnancy and reduce the

false positive rate. The identification and diagnosis of fetuses has important value.
[KEY WORDS] PAPPA; Free B-hCG; PLGF; Down syndrome
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Table 1 Comparison of general data between the 2 groups (x+s)

21 5] = (%) ZEJR (R) PR (kg) FEARIAFRIE () RS (%) HIRZ2(%)
I3 120 (n=54) 32.67+3.71 86.57+4.53 54.91+6.83 23.57+9.75 0 100.00
X EZH (n=152) 32.55+3.79 87.13+4.31 55.12+6.77 23.81+9.62 0 100.00
1 0.201 0.809 0.195 0.157 - -
Pia 0.841 0.419 0.845 0.876 - -

1.2 ik
1.2.1 I35 PAPPA FreeB-hCG ¥ J& £ il
T2 11137 A RN E FR KL 3 mL, B0

(3 500 r/min, 2 min) B IEWRAE-20CHIRAE , K
A1) 0 e G e I A T 1ML PAPP FreeB-hCG i
Kl . 54 Wallac AutoDELFLA 1235 % 4> [ Zlj i}
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h) |, 157 L3 58 AV i e, A RS W AE W B 500 wL
AT, SRR
1.3 KURS ] 7

B KA I £ T A A 1A 2 8] e SR T A 2R AR
TR ARRE U S B s S AT R A
M, 454 1ML PAPPA | FreeB-hCG . PLGF #% 1F 5 Y
rf 3 2% (mutiples of the median, MoM ) 25 54 J& . i
1 lifecycle H/ 15 3 IR L5 A A 14 BB & A2 KL
Br , AT =1:270 Ay g U™
1.4 G5k

K SPSS 18.0 A4 74811534t , TSR
n(%) 7R R H K5, T PERERH (2 2 5) Hifiik
17 K3 s 545 hn T Ar B0 MOM {H17] He %5 % F Mann-
Whitney #55 ; L P<0.05 A 2553 HA G5

2 #HR

2.1 WA IMIFE = FE b MOM K

95 191 26 1fiL 7 PAPPA #i1 PLGF ) MOM {f 45 %
W8 20 i, Free-hCG Y MOM {8 %5 % BB 20 55 , 22 5+
HA G2 X (P<0.05), 1L 2,

&®2 WAMBFIEIR MOM b
Table 2 Comparison of serological indicators MOM

in the two groups

o ; PAPPA Free B-hCG PLGF
(mU/L) (ng/mL) (pg/mL)
JEBI 54 1.13+0.65 2.03+x1.01  1.07+0.23
XHHRZH 152 1.79+0.89 2.95+1.27  1.89+0.45
t{H - 4.993 4.808 12.796
P{H - 0.001 0.001 0.001

2.2 I = HKT A S I A p A R
VIARIBTE =1 : 270 A v KU B, 0L 3 = 306 i A
(PAPPA+Free-hCG+PLGF) it 6 H 545 — 1k i 4
(PAPPA+Free-hCG) i , 2 55 H A G it 2= 5 X
(*=4.267,P=0.039), W% 3,

®3 MF_BHES=BHENRHELE
Table 3 Comparison of the detection rate between the two

combined screening and the three combined screening

23 DS E# it R MR
- (n) (n) (1) (%) (%)

TR EARE 41 7 50
X 13 145 156
=B mKE 49 6 53
X 5 146 153

75.93 4.61

90.74 3.95

2.3 [ E B R B R s B A S HK
i £ 45 R TR

B BHE 25 28 N 5% 8% ), 1ML 3 — 16 i Ax
) Az A 23 38 R T IV IR O A 5 M SRR A
80% 90% I}, Il 15 = 15C Hifi A5 A A1 BH 14 8 247 8 3 1f.
I EKTR A, 22 A TR L(P<0.05), L3k 4,
3 itig

DS e UL YL LR S8 , B ) LR AR
SR BRI TR SRR AR A B LA B B ILIE T
G, DS TP R B SR R R O AR DR 24 21
SRR TR R Y AR, R BURH A A
A 47, XX(XY) , +21 Rz BAjECT DS #Y
BT A AILE v AR BT T (R = A A W 91
#1220 DS LR EEE I Im RGOS [R5 89 441 1F
HLBEEHATX L, 2 B I ARIS IR K- A
HRHPESEDS BULEAEMRE R R, IF A0
rhE R TRt DS AL A .

i DS X LA AL E A HEZ L, LT
DS 1% L 101  Ax T- Beth Bl 25 B2 97 B2 R 19 & e AN
Wr ik . B JL##5:% B X (nuchal translucecy ,NT)

F4 TEEMAEERIVHEMNE=ZKFRES —KHEHERILR

Table 4 Comparison of the results of triple screen and double screen with different false positive rate or detection rate

IR A IR A
Pt ,
HA far i 2 (% ) BAMERE (%) Rl (%) BAMERE(%) a PE
B BH % 5% 77.78 92.59 4.696 0.030
8% 85.19 98.15 5.939 0.015
i % 80% 12.96 1.85 4.860 0.027
90% 14.81 3.70 3.967 0.046
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Th1/Th2 Be AHE4MAE A -F- IFN-v . IL-10 TEJo % 2 e
284k e i XL

Rigde'™ E LI 4L

(8 E] HE U TR EA00 (Th) ZHBI M T 3k EL A0 2 (Th2) Fuie S A HAR G40
Ji PR F F I 3 -y (TEN-y ) | (414 =10 (TIL-10) 78 TG 43 1 v (9 78 1k S S 43 e 25 IR (g i . 77 3%
BEPE 120 B 28 PN = 7= 43, 4 43 6 77 2050 %o B (538 43 86, n=60 1] ) K AF 5% 4 (PCEA JCIRi 431k , n=60
i), EL AW ALK I AT (T1) AR (T2) BB LI i (T3) v 25 LR R (NE) , B LIRE (B)
o B JR I (Cor ) 7K, 13 TL-10 \IFN-vy 7K SRR ik ifi. Th1  Th2 40 7K-F . e midl =2 34 )L Apgar
POy 2 5 T kR & B L . SR B4 T1 I NE E . Cor & IFN-vy . IL-10 /K- He 4, 22 7048
T2 7% X (P>0.05) , T2 F1 T3 i NE.E } Cor (& T T1,IFN-v . IL-10 ZE Wi FEAL , % BB S it % & X (p<
0.05), ELIF5¢ 40 NE \E & Cor {Ik T X HAZH , 22 5 Ge i 8 L (P<0.05) , IFN-vy . IL-10 & T X1 BR4H , 2 5
it 7% X (P<0.05) . Pi4H T1 i} Thl . Th2 & Th1/Th2 /K F e, 22 % L5127 7% L (P>0.05) , T2 F1 T3
P4 Thl .\ Th2 . Th1/Th2 Z#ik&A% (P<0.05) , HF5T 4] Thl . Th2 & Thl/Th2 & TXRAL, 2 R A Giit

HL(P<0.05) s HFFLASE — - R i BRIV T X IR, 28 S A e 7 3L (P<0.05) . PIZLHT A= JL Apgar
Iy CEL, 22 GRS (P>0.05) , WEFEAL™ 5 A0 i & AR AR T 0 IR AL, 22 S A et

N (P<0.05). £5i&  rUfeid A& Th 40 o Re M, JCIRE 43 1% BE S D82 2 00 oo 5 ) I 98 S B, 24 45 Th1/Th2
S, B PR A IR S AR PR AR R Y I AN RS ) A
(g ] WohbE Tk 4RAE 176 BhME TR 4RI 25 010 TR -y AAAN £ 10

Changes of Th1/Th2 and related cytokines IFN - vy, IL-10 in painless birth and

its significance

ZHANG Haiyan'*, WANG Zhanhui’, LIU Qinwen'

(1. Department of Obstetrics, Jiaozhou Central Hospital of Qingdao, Qingdao, Shandong, China, 266300 ;
2. Health Management Center, Jiaozhou Central Hospital of Qingdao, Qingdao, Shandong, China, 266300 )

[ABSTRACT] Objective To investigate the change of T Helpe Lymphocyte 1(Th1)/T HelpeLymphocyte
2 (Th2) immune balance and related cytokines interferon-+vy (IFN-+v) , interleukin-10 (IL-10) in painless
delivery and effect on pregnancy outcome. Method 120 cases of parturients who would take vaginal delivery
were divided into the study group (painless labor with epidural PCEA, n=60) and the control group (routine
delivery, n=60) according to delivery mode, the levels of noradrenaline (NE), epinephrine (E ) and cortisol
(Cor) were compared between the control group and the study group before incubation period (T1), at the
end of incubation period (T2) and fetus delivering (T3), the levels of IL-10 and IFN-v, and Thl and Th2 in
venous blood were compared at T1, T2 and T3. Labor process, Apgar score, postpartum fever and

hemorrhage were compared between the control group and the study group. Results There was no significant
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difference in the levels of NE, E, Cor, IFN-vy and IL-10 between the two groups at T1 (P>0.05). NE, E, and
Cor were higher than T1 at T2 and T3, and IFN-vy, IL-10 gradually decreased, the difference was statistically
significant (P<0.05). NE, E, and Cor in the study group were lower than those in the control group, the
difference was statistically significant (P<0.05). The levels of IFN-vy and IL-10 were higher than those in the
control group, the difference was statistically significant (P<0.05). There was no significant difference in Thl,
Th2, and Th1/Th2 levels between the two groups at T1 (P>0.05). At T2 and T3, the two groups’ Thl, Th2,
Th1/Th2 gradually decreased (P<0.05). Thl, Th2 and Th1/Th2 in the study group were higher than those in the
control group, the difference was statistically significant (P<0.05). The active period of the first stage of labor
in the study group was shorter than that in the control group, and the difference was statistically significant (P<
0.05). There was no significant difference in Apgar score between the two groups of newborns (P>0.05). The
incidence of postpartum fever and postpartum hemorrhage in the study group was lower than that in the control
group, and the difference was statistically significant (P<0.05). Conclusions Th cell immunosuppression
during childbirth and painless childbirth can reduce the stress response during childbirth, maintain Th1/Th2

balance, improve the immune status of the parturient, promote the progress of labor, and reduce the occurrence

of adverse reactions after childbirth.

[KEY WORDS] T Helpe Lymphocyte 1/T Helpe Lymphocyte 2(Th1/Th2) ; Painless birth; Interferon-y

(IFN-v) ; Interleukin-10(IL-10)

4T i 4991 (5] % B T 9k £ 248 Jfd ( Thelpe lympho-
cyte, Th) UJ € & A& 1 W £ 94 15 , T helpe lympho-
cytel (Th1)/T helpe lymphocyte2 (Th2) 6 J25 - fiif %
FEIRRS Y Th2 ARG L% . Th1/Th2 S F-
7 X8 24 45 H 92 ) 2% ) e AE R B AT B H R A
FH o Th1/Th2 e 56 i B8R G 4% R IR BN G L
HEF B9 KUK  (HRERS 5] i B (R S B DI BE R R . 1
Sy R b, ol TR o W s S I, BLIAR A
TREBCRAS ™ HUAR R e e D g it — DR, 3
T B R G 55 T A A B KU o TC R A R B R
AE 8% 72 70 Wi 2 vh AT AT R B0 | 50/ 95 )
PSR P AN BLSCRE , 3508 3 02 45 o {H Th1/Th2 K
SO X 44t L PR - TS 43 066 aod A v 1 722 Ak S i
PREE SCH I A DWUAGE . Stk — 20 I ARk K
YEH A SO Th1/Th2 e V-1 K HoAH 5 20 e PR+
TETCIA 3 86 vh i A2 Ak B HOR 43060 248 )= 1) 56 i 4 7
5T, BEIT .

1 ABSHE

1.1 IR TR

WA PR 2019 4F 6 1 & 2020 4F 1 A 120 f7~
I, PR A bR : O H 4 B E 7 i 46 1k ; @242 4
37~42 A ; @GR ; DG ILIEHR ; @77 X i 5%
WEAIER . HERbR e . Q2 4RI <20 A%
QZ Tk ; A I IRIKIE ; DB I RE RS
P ; QIR W)L B © A IR 2% B U RE e 1 k5

MmYyRepEds ; Q2 #E AT BRERW . A A%
BEAIL 3 A %) REZ M AT aT 4, B2 60 1], PR 4H 7= I 4F
& 2R 2P R AR SR R A G T
FES(P>0.05) MM ATt BFSE N B S A B 5 27
1B BRZE By 2L, 20 R B AR B B 2 1L
1.2 HWATE

FEIEPEA R R RS 1P R 2~3 em J5 5K
Jit B S AP AFLIR , BB AR A1 I B IR A 0.5% A1 £~
6~8 mL, #& J >R Dk =X B0 5 (% ) 2ZB- 11 Y
B R BT AR A PR R ) SR AN 5 R
B (B IR-R I +EF 28 K2 ) , T 505f & 8 mL/h, 3B
TR 2 mL/ak, Bt B 1] 10 min, {8 H B 25 1
g5
1.3 N JAEPR M S Th1 \Th2 A

FEE AL PP R AR AT (T1) 7 R R
A (T2) K LI (T3) SRAE KL, 73 25 1575 e
K2 B LR (NE) , B LR R (B) M i iz
(Cor) ZKF K T & (IFN-v) Fl 1 4l L A 2 (IL-10)
JKF, NEE K Cor 7K ~F- £ Wl R ] ikt 5 #ie 93 ok
(GC-911 R S e TH BN, Z B B AER
IUES AT BRZS 7] ) TEN-y B TL-10 #6900 >R F it B fe
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1.4 TPEAhRfE

B LGS 5 0801 T Apgar PE4) , W 7= R
WL (P75 24 /NP S I =500 mL) 7 I & A
(77 )5 24 /NEF 210 K, %28 3 RIKIE>38C, f# 4
fE R | BHTE A3 I S SR REAR ) B AR
1.5 Gtk

K H SPSS 17.0 847 88 43 A , 1 56k}
K (3 £5) TR FFE LS00, AL FLRCR L ¢ 46
5, Z 41 ] LR i 22530, WM HE R SLN-
g BB T BUR BRI n (%) o8 AT ¥ KL, P<
0.05 KR 25 A GtEE L

2 #R

2.1 WY = IHFR L TRl i
PP~ T 428 77 Yk BMIT 48 FE 28 78 k)
Fbds, 25 g i2#m X (P>0.05), L&,

Rl FMHEEZABLEE (zs)

Table 1 Comparison of baseline data in 2 groups (xs)

B n AR 2 )] \’tm BMI
(BI7=12557)

o4l 60 26.4+3.2 39.2+0.8 42/18 24.3+1.74

XTHEZH 60 26.7+3.5 39.4+0.9 44/16 24.2+1.82

/i 0.372 0.167 0.164 0.392

P1E 0.614 0.796 0.685 0.577

2.2 W= AN U N L
W26 7= 43 T1 B NE . E J Cor /K F H 3¢, 22 7
TeGeit2:5 X (P>0.05) , T2 Bf 4] NE .E }% Cor 7K

ST T, T2 B BFSE4H NE \E & Cor 7K F- #4145
TR, 22 5 A Gt L (P<0.05) , T3 B4
NE.E } Cor KA T T2 B, & T T1 B, 2 R A5
TH2E3E L (P<0.05) , T3 B ifF55 41 NE \E J% Cor /K-
IR T IEZH (P<0.05) ., W32,
2.3 WiZH77 10 Th1/Th2 K 40 i R 128 Ak A

P4 T1 B Thl.Th2 } Th1/Th2 [L#, % % T
it X (P>0.05) , T2 M T3 I 2H Thl . Th2.
Th1/Th2 #J# T1 AR, 2 5 A G122 L (P<
0.05) , T2 } T3 W} [a] S A58 40 Thl . Th2 2 Th1/Th2
PIE TR, 2 R A g E L (P<0.05) . P4
T1 B IFN-v IL-10 /KF b, 22 R S it 5 X
(P>0.05), T2 i IFN-vy . IL-10 7K F F& A% T T1 )
(P<0.05) , T3 B} IEN-vy  IL-10 /KRR T T2 B,
ZE A G X (P<0.05) . T2 K T3 B9 4
IEN-vy IL-10 /K5 FXHRA, 2 A G FE L
(P<0.05). W33,
2.4 PR ROH A L Apgar PE 1 DL

I AL — P R VG BRI X R, 2 7
St F B X (P<0.05) 55 77 B B8 = 7 F [ 0
M b ds, 2 R gt 22 & X (P>0.05) , 418
AL Apgar WEor HL B, 2T RG IR B L (P<
0.05), W4,
2.5 W i)E A RO &AL

TG 5 I S ™ I e 30Ok AR AT X R
M, 2R ARG EE L (P<0.05), WS,

F2 FWAMFENE, S ERERERERE Cor KFLLE (xxs)
Table 2 Comparison of NE, E and Cor in 2 groups (x+s)

LD P ] WA (n=60) Xt B4 (n=60) A PiE
NE(ng/ mL) Tl 146.7+26.4 147.3+28.6 0.416 0.524
T2 264.9+39.8* 338.2+51.7° 17.062 0.000
T3 186.2+34.2" 219.5+37.6% 7.914 0.000
FAH 14.276 17.849
P1{E 0.000 0.000
E(ng/mL) Tl 186.4+41.2 184.8+43.6 0.217 0.732
T2 317.4+59.4* 411.2+71.2° 21.449 0.000
T3 224.9+48.6" 286.4+53 4" 8.549 0.000
Fi& 12.406 21.397
P 0.000 0.000
Cor(ng/mL) Tl 346.2+46.4 339.7+45.6 0.363 0.617
T2 492.7+58.9* 612.8+74.8° 26.310 0.000
T3 422 4:+49.2" 486.7+53.5" 15.294 0.000
F1{H 18.542 22.446
P 0.000 0.000

W a FRFALN T1 B LEEE P<0.05;5 b FR/R [FIZH N T2 I LLAE P<0.05, ¢ F27m A% HRA [R) i) i) o5 L3 P<0.05,
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&3 T Thl.Th2 B Thl/Th2 LLE (x+s)
Table 3 Comparison of Th1, Th2 and Th1/Th2 in 2 groups (x +s)

EiEKaY B[] W54l (n=60) Xt T 2H (n=60)) t{H P
IF-y(pg/mL) T1 19.65 +5.24 19.23+5.49 0.429 0.336
T2 14.48+3.81* 12.53+3.27° 3.008 0.002
T3 10.62+2.76™ 8.94+2.12° 3.739 0.000
F1& 8.416 12. 924
P1E 0.000 0.000
IL-10(pg/mL) T1 39.42+6.44 40.26+6.77 0.696 0.756
T2 31.64+5.72* 26.81+5.24° 4.823 0.000
T3 25.42+4.43™ 18.32+4.84" 13.694 0.000
F1& 6.942 10.896
P{H 0.000 0.000
Th1(%) TI 0.64+3.22 9.82+3.16 0.309 0.621
T2 6.75£2.47% 4.76x1.64° 5.199 0.000
T3 4.96+1.84" 3.12+1.27* 6.375 0.000
F1E 11.524 14.476
P1H 0.000 0.000
Th2(%) T1 4.31+1.74 4.36x1.85 0.153 0.561
T2 3.42+1.31* 2.82+1.34° 2.480 0.007
T3 2.94+1.24% 2.41+1.05° 2.527 0.006
F{H 5.984 8.429
P1E 0.000 0.000
Th1/Th2 Tl 2.34+1.26 2.39+1.64 0.187 0.574
T2 2.12+1.16 1.69+0.62° 2.532 0.006
T3 1.74+0.86™ 1.36+0.81" 2.754 0.003
F1& 6.519 9.416
P{H 0.000 0.000

T ra FoR AN T1 B HEEE P<0.05, b Fzs A2 M T2 I FL#E P<0.05, ¢ 3¢ [ 6) B8 2 [] B8] 5, F % P<0.05.,

x4 FHFERIEIL Apgar TF LB (vxs)
Table 4 Comparison of birth process and Apgar score in

2 groups (x+s)

s S T
a0 DN mopm mepm f2EN
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Evaluation of plasma CD64, PCT and hs-CRP levels after acute leukemia che-

motherapy combined with bacterial infection prognosis

LI Sasa, YANG Youwei, WU Linlin, XU Li*

(Department of Hematology, the Second People’ s Hospital of Anhui Province, Hefei, Anhui, China,
230000)

[ABSTRACT] Objective To explore the application of plasma neutrophil cell surface CD64 index,
procalcitonin (PCT) and high-sensitivity C-reactive protein (hs-CPR) levels on the prognosis evaluation of
bacterial infection after acute leukemia (AL) chemotherapy. Methods The clinical data of 82 patients with
bacterial infection after AL chemotherapy in the hospital from July 2017 to July 2018 were retrospectively ana-
lyzed. They were divided into the death group (poor prognosis group) and the survival group (good prognosis
group) according to survival after 1 year. Another 24 patients without infection during the same period of AL
chemotherapy were set as the control group. Baseline data and the levels of plasma CD64 index, PCT and hs-
CRP were compared among the three groups, and the receiver operating characteristic curve (ROC curve) was
used to evaluate the predictive value of plasma CD64 index, PCT and hs-CRP on poor prognosis of bacterial

infection after AL chemotherapy. Results One year later, 13 of 82 AL chemotherapy patients with bacterial
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Ve B As . B E B AR B T dik R, &%, A e 230000
*BIEMEE F S, E-mail :xuli943119@163.com



NTEWiERIT2E 202048 4 45124 4584 T Mol Diagn Ther, August 2020, Vol. 12 No. 8

+ 1083 -

infection died (15.85% ) and were included in the poor prognosis group. 69 cases (84.15% ) survived and were
included in the good prognosis group. There was no significant difference in neutrophil count and infection site
between the poor prognosis group and the good prognosis group (P>0.05). However, the neutrophil count of
the poor prognosis group and the good prognosis group was significantly lower than that of the control group,
and the difference was statistically significant (P<0.05). The comparison of plasma CD64 index, PCT, and hs-
CRP levels in the three groups was the poor prognosis group > the good prognosis group > the control group,
and the differences were statistically significant (P<0.05). After ROC curve analysis, it was found that the
plasma CD64 index, PCT, and hs-CRP at the initial stage of infection had high predictive value for the poor
prognosis of AL chemotherapy combined with bacterial infection (AUC =0.907, 0.791, 0.834, P<0.05). The
cut-off values were 5.380, 6.955 ng/mL, and 67.915 mg/L. Conclusion The detection of plasma CD64 in-

dex, PCT and hs-CRP in the early stage of infection can effectively predict the prognosis of bacterial infection

after AL chemotherapy, which is beneficial for clinical diagnosis and treatment.
[KEY WORDS] AL; Chemotherapy; Bacterial infection; CD64
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hs-CRP(mg/L ) 67.915 76.92 81.16 0.581 0.834 0.720~0.948
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Expression of EGFR and VEGF in astrocyte tumor tissues and their

correlation with pathological grade
ZHANG Chi, YUAN Jian, PENG Gang, XIE Yuanyang, SU Jun, LIU Qing, YUAN Xianrui, LI Haoyu*
(Department of Neurosurgery, Xiangya Hospital, Central South University, Changsha, Hunan, China, 410008)

[ABSTRACT] Objective To explore the expression of epidermal growth factor receptor (EGFR ) and
vascular endothelial growth factor (VEGF) in astrocyte tumor tissues and their correlation with pathological
grade. Methods A total of 98 patients with astrocyte tumors who were admitted to the hospital from January
2014 to January 2015 and 50 normal brain tissue specimens (the control group) were enrolled. The expression
levels of EGFR and VEGEF in cancer tissues of surgical excision, adjacent normal tissues and normal brain
tissues were detected by immunohistochemical staining. The correlation between expression levels of EGFR
and VEGEF proteins and clinical pathological grades was analyzed. Results The positive expression rates and
expression levels of EGFR and VEGF proteins in the astrocyte tumor tissues were significantly higher than
those in the adjacent normal tissues and the normal brain tissues (P<0.05). There were no significant
differences in positive expression rates of EGFR and VEGF proteins between the adjacent normal tissues and
normal brain tissues (P>0.05). The expression levels of EGFR and VEGF proteins are correlated with the
malignancy, tumor size, tumor grade and degree of invasion of astrocytic tumor patients (P<0.05). There was
a positive correlation between EGFR and VEGF expression in tumor tissues (7=0.859, P<0.05). Conclusion
The high expression of EGFR and VEGF proteins in tumor tissues of patients with astrocyte tumor may
promote the progression of the disease course.

[KEY WORDS] Astrocyte tumor; Epidermal growth factor receptor; Vascular endothelial growth

factor
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Figure 1 Expression of EGFR and VEGF proteins in tissues (HE, x200)

R PAERS RS M R AR 2 gt ME3RGA, 6 Al EGFR . VEGF 19381k , EGFR HL[H

B X (P>0.05), 32, 1 9], VEGF HLBH 4 7 9] ; Spearman #H & 14 43 #r

2.3 EIAMEASH EGFR \VEGF £ikMIetE 455 /8 EGFR 5 VEGF %1k 2 1E#2¢ (r=0.859,
LI 40 o fi i 2 40 85 4] EGFR . VEGF 4L P<0.05).

%2 EGFR.VEGFEEFRAMMMBERATHNRESIERFESEXE n(%)]
Table 2 Relationship between expression of EGFR and VEGEF in astrocyte tumor tissues and clinicopathological parameters

[n(%)]

21 n EGFR [H%RiAR  ,2EH  PHE VGER ik % ~fE  PMA

AR >55 % 56 47(54.65) 0.538  0.392 49(53.26) 0473 0417
<55 %/ 42 39(45.35) 43(46.74)

531 5 57 45(52.32) 0.012  0.851 48(52.17) 0.017  0.873
E'a 41 41(47.68) 44.(47.83)

MR T 1% 62 60(69.78) 7473 0.004 61(66.30) 6.972  0.005
=0 36 26(30.23) 31(33.70)

Jiirged N =5 cm 63 55(63.95) 5271  0.013 59(64.13) 5.392  0.012
<5cm 35 31(36.04) 33(35.87)

Jilv 8 -2 [~1 46 37(43.02) 4323  0.038 40(43.48) 7.225  0.007
m~1v 52 49(56.98) 52(56.52)

Jilvde e A R A N 52 47(54.65) 0.585  0.390 50(54.35) 0.533  0.392
=T 46 39(45.34) 42(45.65)

R T1~2 37 31(36.05) 5271  0.013 34(36.96) 5174  0.012

T3~4 59 55(63.95) 58(63.04)




BNTFER ST 4eE 20204E8 1 45124 #5811 J Mol Diagn Ther, August 2020, Vol. 12 No. 8 - 1089 -

EGFR 5 [ /2 i 2 IR T 37 1, ey 28 B0
1A AR 5 RE NS 1 1% R P A A2 1% 38 2 200 i
N, el 40 i g 34 5% . BGFR 5 HiciALE & )5
TE R R 0 R b I R R L S T T2 4%
{55, 1% S VEGFE .FGF & [1#&1k , I & 8420
AR A AN A s FEIE R RS ML Z B4R A
I, 0% VEGF ik, K HF G0 N 12 40 A 22
o324 AR R R UM A B AR VR L DT st 2
2V o A D0 5 7 PR 41 20 R i AN i RE S L A
VEGF 21k , e 1M 457 P Bz 41 e 384 5 At
[ R A2 0 A L P S 3 e, NS A e ) A K 4
BEFES AT R T IofJed M AR 22 LA B e s

ARHFFELE R B 41211 EGFR , VEGF & [
14) BE 4 8 SR 4T B B i 1 5 E W AL 4L, T BB SR
T eI A 0 A B b, I AR 2 K R
RERCEAR A ME I 42, R L IE W A R 2 2
3243 , 1 EGFR \ VEGF f 1= 3¢ 35 34 6 04 3] 5 e g
LA B, R AR A SIS IR 3R X1
i A5 R AR 5T 4 SR SR, I 4 U i s AR A
EGRF i i [ B A4 K, 1 5 22 15 1) EGRF S RE S 3]
¥ VEGF 35 Tt , DT 90 1 o9 il A A 4, o
Jifrges A R FR AR 3R, AT O AIE B8, S5 AR 5T
45 5, 45775 EGFR . VEGF f] fE 21697 B IF 41 it
g8 B4 A AR T] 7 047 o AR ST AR E— 25 9RIE T 2
T 4 i i g 4 21 Fh EGFR . VEGF 2635 A G | 2%
J 4R . EGFR 5 VEGF %3k &2 & IE A Oa M, B2
AT UESE , 78 1 98 H EGFR 5 VEGF
() Ze ikt 52 IE ARG , 76 SR IR 1) J ik 7 rh A A
B A S A B AR .l ) L R IR R R
EGFR . VEGF A 455 &I, LI 4 it Jif 7 2 21
EGFR ., VEGF #ik 5 5% 20 it b g 1 () PR AR
JiIEE R /0N R A G R R R A OG5 5 R AR
W& PR R R 22 R SRR L R
P 2= 5E & B EGFR | VEGF 78 HUR IR 3, Sk o
T R IR AKOT 5 B I R B S 5O DG M 55
g5 AR —3, 150 EGFR . VEGF ELA 1k Jihigd 43
TG AR S A TR

Zr L PTR  BLIY 40 e b 21 21 vh EGFR . VEGF
T K- R 23k AT BB S 3l 175 5 R A e 41 41
A IS I A8, 3458 5 R 5 12 0 P g 200 L 1y 14
I FER GRS KR ITAR R A TRl

TRTT R IR IR T 1) — RS AR 5 0 25 18
% T EGFR. VEGF & [ 78 5 ¥ 40 M i 9 v 19 &
A kR R AT BEAEAE PR DG & L (R BRI
WA FFRABS

SE

[1]  Modrek AS, Golub D, Khan T, et al. Low-grade astrocyto-
ma mutations in IDH1, P53, and ATRX cooperate to block
differentiation of human neural stem cells via repression of
SOX2[J]. Cell Rep, 2017, 21(5):1267-1280.

[2]  Hiura T, Khalid H, Yamashita H, et al. Inmunohistochemi-
cal analysis of metallothionein in astrocytic tumors in relation
to tumor grade, proliferative potential, and survival[J]. Can-
cer, 2015, 83(11):2361-2369.

[3]  Sun W, Shi Q, Zhang H, et al. Advances in the techniques
and methodologies of cancer gene therapy [J]. Dis Med,
2019, 27(146) : 45-55.

[4]  Ramjiawan RR, Griffioen AW, Duda DG. Anti-angiogenesis
for cancer revisited: Is there a role for combinations with im-
munotherapy?[ J]. Angiogenesis, 2017, 20(2) : 1-20.

(5] B, FIH, Mg, & REAKEFZ R RE 5L
ESSENCE AN N R e e S U T A R R
53Ry7 ik, 2014, 6(2):97-100.

[6]  Abdel-Rahman O. Targeting vascular endothelial growth fac-
tor (VEGF) pathway in gastric cancer: Preclinical and clini-
cal aspects[J ]. Critl Rev Oncol hematol, 2015, 93(1):18-27.

(7] B2 et 5 AR 418U PR b 22 2R 0 e 432 (2007
FENT]. T E B ZRE MR AL, 2007, 33(9):513-517.

(8] R, 25Uk . ALK I EGFR 2K [ 76 Il /IN20 i i i v 1oy 2
B SRR L] R BB 22 5 R A8 7, 2013, 33(2)
120-123.

[9]  Dossa AY, Escobar O, Golden J, et al. Bile acids regulate
intestinal cell proliferation by modulating EGFR and FXR sig-
naling [J]. Am J Physiol Gastrointest Liver Physiol, 2015,
310(2) : G81-92.

[10] Hori Y, Ito K, Hamamichi S, et al. Functional characteriza-
tion of VEGF- and FGF-induced tumor blood vessel models
in human cancer xenografts [J]. Anticancer Res, 2017, 37
(12) : 6629-6638.

[11] Mclennan R, Schumacher LJ, Morrison JA, et al. VEGF sig-
nals induce trailblazer cell identity that drives neural crest mi-
gration[J ]. Dev Biol, 2015, 407(1):12-25.

[12] Xdp, T, IMIRIR 55 . 18 4141 HER-2 Fl VEGF &
EGFR Kk lIfi R 2 SCHFFE LT ], th AR g B 235, 2015,
22(10) :781-785.

(18] H2&fi, KR, 57,5 . N8 IE412U1H RUNX3 \EGFR |
VEGF £ ik M 5ilk AR MM RUMCR ] THEE
BERF2EH, 2017, 39(9) £ 1038-1042.

(14] R, FERER, RELIF, 55 HUR R L IR B T Sur-
vivin, VEGF, EGFR 353k R Il K 72 S0 #r [0 ], AR
PR3l , 2017, 17(16) :121-123+131.



- 1090 - NTEWiERIrE 202048 4 45124 4581 T Mol Diagn Ther, August 2020, Vol. 12 No. 8

. a
.’I,/a 3 e

=18

A 41800 PD-L1. Vim. Zebl (3538 50y 7 Gk
PR R 5B

MaaFF BA ¥y dT@wmAEA AR EERD

(# ZE] B IR ESm(EC) AL PP T Z AN A 1(PD-L1) JIE R (Vim) FIEHE
45K E-box Z5 58 1 1(Zeb1) ik K TS5 HUTHURERI X R, ik #EE20164F 10 A £ 20194510 A4
B P EC R 106 B, 47 B o 1 e 6 RS TR bR A HEA T el LA A AT, SR 5 SR = 453 T R i 7
(IMRT) #EA T ARG MY, AR OY J5 4 J8 By 7 300K £ 3 o0 o SRR AL RN 32 4, A 201 e 2 4 Ak 43 B
B T8F5 S BCHUTHUBMER R, B8R 106 19 EC 3 HUTRUR BoR 58 4 25l (CR) 37 14, 7
Iy G (PR) 34 1] , B4 iE (SD) 23 14, £ & (PD) Jy 12 f4i] , f5R 41 ( CR+PR ) ¥ £H 4% 15 M L T 52 A I A4
1(PD-L1) JEIEE A (Vim) EEEE5H E-box 455 5 1 1(Zebl) FIfE T4 SR SIS N F 3(STATS) BHE:
R TINZ 4, 22 548 T2 X (P<0.05) ; Logistic [0 J3 4347 7 IR e KAE>1.5 em o AE AR EE AR DA A
PD-L1.Vim,Zebl Fl STAT3 FHM:J& EC JU 7 #URME M Al 37 fa e 2, 22 554 St 22 B L (P<0.05) ;
Spearman FAH /T ik , EC S IR 4141 PD-L1 , Vim Al Zeb1 FHE R 5 STATS ¥4 2 W] i IE A5Gk, 2%
SEGEE L (P<0.05) . 51 ECMIRLL4 PD-L1 . Vim fl Zeb1 5 [ 7507 it 32 B v B 3 A %
1o, H S 07 AU DC R 1 STATS F6A/K V- HAT B S B A OGHE , ATYE N Al EC U7 SBUS M E I S5 155

[KER] S8R, BIPHEIET ZIRER 1 WIEE A BHRS5H B-box 2548 11 15 5 S 15 B
ST T 35 0T s

The relationship between expressions of PD-L.1, Vim and Zebl in esophageal

carcinoma tissues and radiotherapy sensitivity
FU Jiangping, LAN Liu, HU Fang, FANG Xiangdong, GAO Youshu, MO Yuzhen*
(Department of Medical Oncology , Dazhou Central Hospital , Dazhou, Sichuan, China, 635000)

[ABSTRACT] Objective To study the relationship and role mechanism between the expression levels
of programmed cell death-ligand 1 (PD-L1), Vimentin (Vim) and zinc finger E-box-binding protein 1
(Zebl) in esophageal carcinoma (EC) tissues and radio-sensitivity. Methods From October 2016 to October
2019, 106 patients with advanced EC in our hospital were selected for esophageal mucosal puncture biopsy ,
and specimens were analyzed by immunohistochemistry, and the three - dimensional conformal intensity -
modulated radiation therapy (IMRT) was used for radical radiotherapy. At 4 weeks after radiotherapy, the
patients were divided into the sensitive group and the tolerant group. The immunohistochemical analysis results
of the two groups were compared and the relationship between the indicators and the sensitivity of EC
radiotherapy was analyzed. Results The radiotherapy effect of 106 EC patients showed complete remission
(CR) in 37 cases, partial remission (PR) in 34 cases, stable (SD) in 23 cases, and progression (PD) in 12
cases. The positive rates of Programmed death receptor ligand 1 (PD-L1) , vimentin (Vim) , zinc finger

structure E-box binding protein 1 (Zebl) and signal transduction and transcription activator 3 (STAT3) in the
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sensitive group (CR +PR) cancer tissue were lower than those in the tolerance group, the difference was

statistically significant (P<0.05). Logistic regression analysis showed that the largest tumor diameter >1.5 cm,

low differentiation, and positive PD - L1, Vim, Zebl and STAT3 were independent risk factors for EC

radiotherapy sensitivity, and the difference was statistically significant (P<0.05). Spearman rank correlation

analysis showed that the positive rates of PD-L1, Vim and Zebl in tumor tissues of EC patients were significantly

positively correlated with STAT3, and the difference was statistically significant (P<0.05). Conclusion The

positive expression rate of PD - L1, Vim and Zebl proteins in EC tumor tissues is higher in patients with

radiotherapy tolerance, and it has a significant positive correlation with the expression level of radiosensitivity -

related protein STAT3, which can be used as a reference index for evaluating EC radiotherapy sensitivity.

[KEY WORDS] Esophageal carcinoma; Programmed cell death-ligand 1; Vimentin; Zinc finger E-box-

binding protein 1; Signal transduction and transcriptional activator 3; Radiosensitivity
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KT 24, 2236502 L(P<0.05), I3 2.

F G

R1 WHEC BEMKREFELR (2 (%) ]
Table 1 Comparison of clinicopathological characteristics

between the two groups of EC patients [ (%) ]

. U i 52 41 _
FOEH (=71)  (n=33) K P
sl 0.129 0.720

LE 40(56.34)  21(60.00)

i@ 31(43.66) 14.(40.00)

A 0.044 0.833

>65 % 37(52.11) 19(54.29)

<65 % 34(47.89) 16(45.71)

g 0.554  0.907

B 10(14.08) 4(11.43)

Mo I Bt 14(19.72) 9(25.71)

it v B 32(45.07)  15(42.86)

iR B 15(21.13) 7(20.00)

PR fee K B AR 5.956 0.015

>1.5cm 23(32.39) 20(57.14)

<l.5cm 48(67.61) 15(42.86)

AR 4.295 0.038
= 51(71.83)  18(51.43)

15 20(28.17)  17(48.57)

I AR 43380 1.467  0.480

11 34 22(30.99)  15(42.86)

I 4 35(49.30)  14(40.00)

IV HA 14(19.72) 6(17.14)

%2 TWIZHEC &35 PD-L1.Vim.Zebl #1 STAT3 PHIE =
b [n(%) ]
Table 1 Comparison of positive rates of PD-L1, Vim, Zebl
and STAT3 in EC patients between the two groups [n(%) |

S n PD-L1 Vim Zebl STAT3

R 71 25(35.21) 36(59.02) 41(57.75) 34(47.89)
224 35 23(65.71) 31(88.57) 30(85.71) 28(80.00)

P! 8.803 9.214 8.201 9.957

P 0.003 0.002 0.004 0.002
c D E
H |

T A A ECHEHIA141(x100) ; B A PD-L1 ¢ EC 4121 fH P # 35 (x100) 5 C 2 PD-L1 7 EC AU BHPE K 35 (x100) ; D A Vim 7F EC 4
LU MR 3k (x100) ; E 2 Vim 78 EC 20 2L P ¥ 3k (x100) ; F 2y Zebl 7E EC 41 21 B ¥ % 3k (x400) ; G 24 Zebl 7E EC 41 41 B 1%
F35 (x400) ; H N STAT3 7% EC 41 21 BH 4 % 3k (x400) 5 12k STAT3 7E EC 2H 21 P 2235 (x400) o
B 1 ECHRIELR KR PD-L1,Vim,Zebl #1 STAT3 RiXF R (HE)
Figure 1 EC pathological results and expressions of PD-L1, Vim, Zebl and STAT3 (HE)
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2.4 PD-L1.Vim flZebl 5 STAT3 #0347
EC B 3% 8 4147 PD-L1 ., Vim fl Zeb1 BH M
5 STATS3 #) HA B g IEAH &1 (P<0.05) , W3 3,

%3 PD-L1.Vim # Zebl 5 STAT3 #8355 14 53> #7
Table 3 Correlation between PD-L1, Vim and Zebl and

2.5 W EC HUT HUS M 19 2 I R Logistic #1114
GailE

Jh iR B KA >1.5 em A FE B I LA ) PD-L1 .
Vim . Zebl F1 STAT3 BH: g 50 EC 07 Uk it
ST fE R R £ (P<0.05) , I 4.

STAT3 s
3 itig
R . Y AR B ]
o + - i Jed 20 AR 28 A 8 S 1 i BEC SR FlE AN R
PD-L1 + 37 11 0343 0.000 1 R, Hod EMT s S4/E AL, 230
- 25 33 S o 5 e e
Vim + % 21 0270 0.005 HE cildherln %\L&Jﬂ AR \ /)ﬂé‘/ ﬁ‘ﬁ Vui A1) J
- 16 23 Y by W ek KRN . SCHkRGE 27 PD-L1
Zebl + ﬁ zi 0263 0.006 ZRIRBE N ] {2 3 E-cadherin T, 5% 5% [ ¥ Slug F1
Twist 18712 5877 EMT i #2, [RIHE 6 T.B ik
R4 W EC HUTEBER S E X Logistic BT 47
Table 4 Multivariate Logistic regression analysis of EC radiosensitivity
PSS B1H S.E.H P! OR 95%CI PiE
B f K AE>1.5 cm 0.647 0.258 6.289 1.910 1.152~3.167 0.012
AR AL 1.293 0.504 6.582 3.644 1.357~9.785 0.011
STAT3 [HE 0.865 0.371 5.436 0.375 1.148~4.914 0.020
Zeb1 BHE 0.902 0.413 4.770 2.465 1.097~5.537 0.030
PD-L1 BH T 0.724 0.297 5.942 2.063 1.152~3.692 0.015
Vim FHE 0.586 0.341 6.435 1.797 1.143~2.826 0.012

Y At S e T e 1 A i R e s S S e ks ke A
BEAR , BREIESE Zeb 7E LR S s el 40 rh S8 3%
ik, JFiE S EMT e dE R R 28 e fs 2 A=

FOHTIEFE A EMT Sz 5% M 3 Fie g 240 it sy
TR () F S, T PD-L1 . Vim Fl Zebl 357K
V315 EMT X &% U], At PD-L1 . Vim #l Zebl
A]BEXT EC ACTT MU M = A s i >, AR oY 45 2R
250 BRI PD-L1 . Vim 1 Zebl ik 1% it A F)
T H B BC X T SO , DI A I R e 8% A A
PR RS HE R

STAT3 52 4l fil 415 5 306 Ja & AL R L 0
p-STAT3, Jfil it SHE I EF G s F45 A mE 5
V45 55 20 9 A RO T A S A S R i A
P35 FE MR KA AR B L R i R rh R PR AR
FAY S AHIESE R 0T SO ZH EC B3 STAT3 B
8 T A2 40, #E— 20 4 B & 0 STAT3 FH A% Ry 5%
M 507 AR 8 il N7 f 5 PR 25, AT L STATS3 7E EC
TP 2 3 b 2 PR AR L 5 Lee 45 HRIHSS
H—F, SCERHRE STATS V845 i 7 SRt i LRI
Al R4S R A N B AR K 3R 3A (VEGF) L i
A4 S I -1 (HIE-1) K40 A& A D

4%, Zhang % A Cortez 45 UIF 5T A& B A IR
7 A5 AT I RO STAT3 #iefk,
8 PD-L1 35 K-8 BRI 75 5 1S B dt
] i A5 #F 58N K Zebl A JAK/STATS {5 518 % &
FIAAT HAE AT E-cadherin 1 Vim 258 335 &
EMT i 2 i R ¥R SCHEVE T o AR 55 45 A4
PD-L1.Vim il Zebl ¥J 7] 82 5 17 JAK/STAT3
{5 538 I, DA 52 el b 988 40 il EMT B2 3007 Rk
PR, BT 4514 BRI A 98 A6 PD-L1 ., Vim F1 Zebl
FHER 5 STAT3 Kk /KA1 m b i, O ER
25 LA R 2R A TR T RIESE

25 | PR, EC g 4141 PD-L1 . Vim £ Zebl
PH M A 0T i 32 J S TR I B FH i, H 5 STATS
FIRAKT- HAT B I 1 AH G, R RE 52 I BC T
TR Y RN
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AL AR AT Ao bk ¢ 45 Al M 23 B S5 AR S A5 Tl R L
VSIS € i

AT R4 KM EPR

(¥ ZE] B® SUromERR AR RIS A0 23 18 55 0 AR 7R 3548 Il A R LAEARARAE | i
JERBEIN T (TNF-o) LA K FA 9 25 -6 (IL-6) I 5411 7?;55 W AEAR BE 2017 4F- 3 H % 2019 4F 4 H WA )
120 3] 3 A fili 5 5B LI I PR B2} SR 0 56 52, MR A0 £ 3R 7 O O RS S8 3 0k Xk B (Rt e e A7 b
MIETT ), B 5T AL OB R A A PRIEE A5 A s A3 B 55 AL I ATRYT ) 45 60 B X EL P 4T R 35 W PR AR LER R
IT R HEARARAE AR LA AN B R 0, I X LA Y7 A TNF-o IL-6 SfidhiE ., S8R R4l u8aseE
BB ZEAR X IR, 22 A it L (P<0.05) 53697 )5 AL TNF-a  IL-6 3Rk K- BRIT I A
B & R R (P<0.05) , BF 35 41T R 55 00 28 0 b A T3 B, 22 3 it 22 0 L (P<0.05) s BRI B2 R
RN, FE RGP B STH R . B8 B R RR AR A ARIBE & A M 2% .55 A AR YT W] 28 fifk SR Il R
SEOUIE RIEAR , s R A B KT, 22 PR, (EAR I RHE) (.

[EEEIR]  BIRRFAT AR AR ESE 10 SR SERIRAE s A K6

Analysis of the clinical therapeutic effect of terbutaline sulfate combined with

budesonide atomization on children with bronchial pneumonia
HAN Mei*, SONG Hua, ZHANG Wei, WANG Pingle
(Department of Pediatrics, Huaibei Miner General Hospital, Huaibei, Anhui, China, 235000 )

[ABSTRACT] Objective  To analyze the effects of inhalation treatment of terbutaline sulfate com-
bined with budesonide atomization on the symptoms and signs, tumor necrosis factor-a (TNF-a) and interleu-
kin-6 (IL-6) in children with bronchial pneumonia. Method The clinical data of 120 children with bronchial
pneumonia treated in our hospital from March 2017 to April 2019 were collected. The patients were divided in-
to the control group (terbutaline sulfate) and the study group (inhalation treatment of terbutaline sulfate com-
bined with budesonide atomization) , 60 cases in each group. The clinical effects of the two groups were com-
pared, the changes in symptoms and signs and adverse reactions were observed after treatment, and TNF-a,
IL-6 and lung function were compared before and after treatment. Results The total effective rate in the
study group was 96.66% , which was significantly better than the 76.66% of control group (P<0.05). After
treatment, the expression levels of TNF-aand IL-6 in the two groups were significantly lower than those before
treatment (P<0.05) , and the decline in the study group was significantly better than that in the control group
(P<0.05). After treatment, the lung function of both groups improved (P<0.05), and the improvement of the
study group was better than that of the control group (P<0.05), and there were no significant adverse reac-
tions. Conclusion Terbutaline sulfate combined with budesonide atomization inhalation therapy can alleviate
the clinical symptoms of children with bronchial pneumonia, improve the level of inflammatory factors, and
have high safety. It is worthy of clinical promotion.

[KEY WORDS] Terbutaline sulfate; Budesonide atomization; Bronchopneumonia; Symptoms and

signs; Interleukin-6
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i 9 2 B e LA} o i DL ER  , il R O 5 %2 LA
B/ANLHE WRSET RN Z —  FE A BR AR AT 160 J7
JLESE T, 63 [ /N LAt 5 o5 4% e )L 2 L i
A3 56.2% , AR BE/INLAET 95— J5UA
S A S /N L DL YT IR A S SR G M
Lok B At bk aE e 5 ot — 20 R R P S 2
TEFRAZE L R BRAE R 2 & o LTl
RE M AR S35 , I AE SO BB & B A, X
EBBAFNZE S EUSLIGBARMESEH , 12— 22
IEE 1 S8 LT &8 98 RE 175 B0 , W BOR LI RIG I I
[ S o 1 o, ™ ol A L A= i £t B DA S5
M £ LA 7 i A L 7 R
PEATIRSY, By kU 1 — 20 R o Al IR
7 ARG DR B LI 1 | s A LA 3 2%
EAH DL 3, TR 3R T Al A7 280 2% figk =6 v 15 ok
JEE AT A 2 R BUR L Bl— R 50 5 it R
JAE o PRI, AN SR AR S B IR R A AR IR S
A 1l 2% P8 55 AR AR 7R SV i 6 S8 LAE AR AR
i 988 IR BE IR - - o (Tumor necrosis factor alpha,
TNF-a) L4} F141 % -6 (Interleukin-6, IL-6 ) F 54
il RIGST SRS H K

1 BREFE

1.1 — ek

WA BE 2017 4F 3 1 2 2019 4F 4 A WA 1Y
120 1) 32 A8 It 98 LB I R RE, Ferp 55 71 431
249 B, AFAS 2~13 % AR R (5.3122.14) %,
I PR 22 30 - 117 P i b P I SRR e AR IR A
B skt s E A e, RIE R R
57 5 OR[RPRE B8 3543 A %ot BB A (A R e A fth AR 60
i, Fo 5 33 ], 2 27 14, AR Y 2~12 % P 4F S
H(511£1.58) % 5 WF 5% 41 (A i o A fth MR DK 5 A7
RS AL A ] 60 141, o 55 38 5], 2 22 ], 4F:
W 3~13 %, SEHJ4EIE R (5.7142.38) % 4 R —
TR A 22 S R g L (P>0.05) , HAT 1]
e

ABRAE : QT A BH G IR TR AR 7R
SEHE QA 5T B I R EAR RIS ;B
JIT A W 58 % G HE AT R A i 9 TCAH IR YT AT
R R 2R ©TC 6 I ™ 5
o HEBRARME : O MR, @QF HAb ™ &
O VB SR @ iRIR A @rbakaR
T O i T B @ F M E IR G RS

PRI s DM 2 W ik 0 s @AW 5t R S <A
g TR o

1.2 Jrik

1.21 RI7 Nk

X IR« 25 7 B L HURGLIR YT | Ik )k
VW A IE R IR TP RE AR TR RN B4 T AR
R A A AR R (] 245 9 5 H32022694 , B 357 7]
R 24547 BR A 1) 5 I D78 < 4% 4R B —1K 0.065 mg/
kg (fH— Y EVEL AN B 4 1.25 mg) , — H =k i#f
TIRYT o DI A X IR IR YT LAl b3R5 A b
ZE5E Ak (8 24 1 7 H20140475, W ARYT , Astra-
Zeneca Pty Ltd, ffi 1 7% : JLE : — 1K 0.25 mg,
2 IR,

TEAH B FIR YT — 8 e R B IR T RCR AT
PEAN, W% R0 3 11 R 3R 90 DA BRRAE (A 45 1k it
(] < Wit 222 figp FF 1) s 82 2 T e B 2 7
SRINFIE]) T ARG YT e FAH OGO
1.2.2 TNF-a.IL-6 Ki#r

BT AT YT Rt BT A R LR AT i ke i
3 mL, fif 250 AL 5 0 J5 3 I 3 , £ F ELISA
(I 928 W B2 ) G2 TL-6 . TNF-a0 235 7K -, X
iR B G T 28w R
1.2.3 JilishfEs

et 1t Sy R ARG T ASL 2 A A A8 LA I I IS i 2
RE 45 b 15 0, B =i W3 3 (Maximum expiratory
flow rate,, PEF) | F /1 ifi 15 & (Forced vital capacity ,
FVC) s R WA I 7 PR e < 1s BT 3 19 e ok
A 17 (Forced expiratory volume in the first second,
FEV1),

1.3 WEIRIR

XoF L PR 2 A I R ABOR 10T 5 R IR AR AE AR
LA RS B OWAE L, IEXF FEIRY T RITS TNF-o IL-6
it DI RENE B o A FH e B RE 12 W7 s8bm i )
I R B A ROR = R+ B+ 1755 ) x 100% o
1.4 Gutsorik

K SPSS 18.0 #AF it A7 Ge it o #r , i B
FH (x£s) 2o, e K35 AR n (%) 2w, IF
K ¢ Ky s LA P<0.05 2 22 5 B Geit 27 5 3L
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2.1 B EIRIRIGIFRCR
fIF 5% 2H A RCR W B T 0 PR, 25 R A
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F1 MABRFRKGTHRILE (2(%) ]

Table 1 Comparison of clinical treatment effect between the 2 groups [n(%) ]

21 51 n YT AL igg Tosk JEREENE
el 60 12(20.00) 29(48.33) 17(28.33) 2(3.33) 58(96.66)
X BE 2 60 3(5.00) 14(23.33) 29(48.33) 14(23.33) 46(76.66)

Paic] - - - - - 67.22

P1E - - - - - 0.000

2.2 JRITHE MALEEF TNF-o IL-6 ik /K F Hhs
VAIT I A4 B 3 TNF-a  IL-6 23K 7K 8897
BiA B2 R R (P<0.05), W32,

®2 BITHIEFARE TNF-a.IL-6 RiEKFELLE (x+s)
Table 2 Comparison of TNF - a and IL-6 expression levels

between the 2 groups before and after treatment (x +s)

TNF-a(pg/mL) IL-6(pg/mL)

2.3 IRYT A PG R RE IR AR AR 2 A

IRIT G WFFC A 22 A L 1B 0% il 3 2k )
() 18 BH 52 1 2 B[R] 35 06 F X IR A, W 4 22 () 3
TTHES, Z ARG T2 L (P<0.05) . L3k 3,
2.4 WILBAHEIRITIEAS R R L

P2 IRIT SR YA AR RO L, AT AL
SR ER 4(6.66% ) Horh A7 2 4] B BEIK g
1R E 2%, 1 B 0 Sk 0% 5 X HE 2 B & A
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P14 0.196 0.000 0.893 0.000 N AL
x3 ATEMABEERFUELERRL (vs)
Table 3 Improvement of symptoms and signs in the 2 groups after treatment (x +s)
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1 - 37.452 9.598 6.803 39.664
Pii 0.000 0.000 0.000 0.000
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The clinical significance of D - D, CRP, PAF and platelet parameters in

children with severe MPP

ZHAO Na*, ZHENG Huayue, QIAO Ruijun

(Department of Pediatrics, Second Affiliated Hospital of Nanyang Medical College, Nanyang, Henan, Chi-
na, 473058)

[ABSTRACT] Objective To investigate the clinical significance of D-dimer (D-D), C-reactive pro-
tein (CRP), platelet activating factor (PAF) and platelet parameters in children with severe Mycoplasma pneu-
moniae pneumonia (MPP). Method 139 children with MPP in our hospital were divided into the severe
group (44 cases) and the mild group (95 cases), 30 healthy children in the same period were selected as the
control group, and the differences of D-D, CRP, PAF, PLT, PDW, MPV and PCT were compared in each
group. The levels of D-D, CRP, PAF, PLT, PDW, MPV and PCT were compared between acute stage and
recovery stage, and whether or not with pulmonary consolidation. Results The levels of D-D, CRP and PAF
were higher in the severe group and light group than those in the control group (P<0.05), PLT and PCT were
lower in the severe group and light group than those in the control group (P<0.05), D-D, CRP and PAF were
higher in the severe group than those in the mild group (P<0.05), PLT and PCT were lower in the severe
group than those in the mild group (P<0.05), D-D, CRP and PAF in the severe group were higher with pul-
monary consolidation than thosewith no pulmonary consolidation (P<0.05) , PLT and PCT were lower with
pulmonary consolidation than those with no pulmonary consolidation (P<0.05). D-D, CRP and PAF in the se-

vere group were higher in acute stage than those in recovery stage (P<0.05), while PLT and PCT were lower

AEAREB . Td A EFAHME SRR A (201706214)
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in acute stage than those in recovery stage (P<0.05). Conclusions Children with MPP are in a state of hyper-

coagulability and inflammatory reaction. The detection of D-D, CRP, AFP and platelet parameters has an eval-

uation value for the disease.

[KEY WORDS] Severe pneumonia; Mycoplasma; clear D-dimer; C-reactive protein; Platelet activat-

ing factor; Platelet parameter
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£ 1 #&AD-D.CRP.PAF B I/NESHLLE (x+s)
Table 1 Comparison of D-D, CRP, PAF and platelet parameters in each groups (x#s)

AH n D-D(pg/L) CRP(mg/L) PLT(x10’/L) PAF(ng/ml) PDW(%) MPV (1) PCT(%)
WA 44 1641.8+229.1°  64.2£19.5°  186.8£33.7°  11.06x2.19  10.73£1.86  9.48+0.83 0.12x0.03"
BAEL 95 303.1269.5° 22.7+6.2° 214.9+68.5° 6.42+0.27  10.51£1.70  9.600.92 0.19x0.04°
TR 30 216.4+21.4 4.13+0.26 257.8+11.4 249+0.72  10.59+1.62 9.54+0.74 0.22+0.06

FAH 52.187 118.852 8.079 44.016 0.689 0.725 6.510

PlE 0.000 0.000 0.000 0.000 0.492 0.470 0.000

T a R A0 A LU AR P<0.05, b 287 R 2 9E 4 L85 P<0.05,

*2 REHEMETHERE MPP E2JLAMHEH D-D.CRP IM/MESEMELRILE (v+s)

Table 2 Comparison of D-D, CRP and platelet parameters in acute stage of severe MPP with or without pulmonary consolidation

(xxs)
JlisiAs 5 n D-D(pg/L) CRP(mg/L) PLT(x107L) PAF(ng/mL) PDW(%) MPV(fl)  PCT(%)
2 23 1918522207 71.2%19.5  193.8+32.1 152+3.090 1082146  9.48+0.88  0.09+0.03
& 21 1220.1%169.0  56.4%153  276.5+31.4  7.16x1.84  10.64£1.69  9.57+0.76  0.18+0.06
tH 11.700 1.027 8.625 16.542 0.313 -0.669 -3.545
PAH 0.000 0.310 0.000 0.000 0.756 0.507 0.001

®3 EfEMPP BILAMHMRE HHA D-D.CRP M/MESHNEERLE (v+s)
Table 3 Comparison of the measurement results of D-D, CRP, PAF and platelet parameters in acute and convalescent period of

children with severe MPP (x +s)

s} (1) n D-D(pg/L) CRP(mg/L) PLT(x107L) PAF(ng/mL) PDW(%) MPV (f1) PCT(%)
a2l 139 1641.8+229.1  64.2+19.5 186.8+33.7 11.06£2.19  10.73+1.86 0.48+0.88 0.12+0.07
WER 139 377.9+88.3 14.2+5.0 256.4+55.4 5.94+1.13 10.61+1.80 0.71+0.81 0.21+0.08

tH 60.690 28.112 10.473 12.396 0.547 -2.267 5.545

P{H 0.000 0.000 0.000 0.000 0.585 0.024 0.000
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miR - 182 - Sp regulates the proliferation, invasion and migration of bladder

cancer cells through the HOXB7 gene

XIAO Fei*, XIN Shiyong, SHAO Changshuai, ZHANG Jianguo, GAO Zhongwei

(Department of Urology, the First Affiliated Hospital of Henan University of Science and Technology,
Luoyang, Henan, China, 471000 )

[ABSTRACT] Objective To explore the role of microRNA -182-5p (miR -182-5p) in cell
proliferation, invasion and migration of bladder cancer cells and the underlying mechanism. Methods The
miR - 182-5p and homeobox B7 gene (HOXB7) mRNA expression levels in normal bladder epithelial cells
(HUC) and bladder cancer cells (T24, 5637, SW780) were detected by real-time quantitative PCR (qPCR).
The biological information and the dual luciferase reporter gene assay were applied to analyze the targeting
relationship between miR-182-5p and HOXB7; Western blot was used to examine the effect of overexpressing
miR-182-5p or inhibition of HOXB7 expression on HOXB7, P53 and matrix metalloproteinases 2 (MMP-2)
protein levels in SW780 cells. MTT assay was employed to investigate cell proliferation, and Transwell assay
was adopted to observed cell invasion and migration. The pcDNA-HOXB7 and miR-182-5p mimics were co-
transfected to investigate the impacts of HOXB7 overexpression on bladder cancer cells. Results Compared
with HUC cells, miR-182-5p expression was down-regulated in bladder cancer cells while HOXB7 mRNA and
protein expressions were up-regulated (P<0.05). SW780 cells got the lowest expression level of miR-182-5p.
HOXB7 was a target gene of miR-182-5p. Besides, overexpression of miR-182-5p, as well as inhibition
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expression of HOXB7, significantly suppressed cell proliferation, invasion and migration of bladder cancer

cells, reduced the levels of P53 and MMP-2 proteins, and the differences were statistically significant (P<

0.05). In addition, overexpression of HOXB7 reversed the inhibitory effects of miR - 182 - 5p on cell

proliferation, invasion and migration. Conclusion

miR - 182 - 5p inhibits cell proliferation, invasion and

migration of bladder cancer cells by targeting and regulating HOXB7.
[KEY WORDS] Bladder cancer; Cell; MiR-182-5p; HOXB7

5 PIE 88 s A i L BRI T B 22 — | R SR ANAE
TOREAE LT G, 8RB e & b KR
B, 3 30032 Wi RA 7 0 A LR S B
RNAs (microRNAs, miRNAs/miR ) 42— Py 5 1 JE
Y RNA, 72155 D9 45 g vh Py i 45 2 f e,
HEHE 2 W, #%/)y RNA-182-5p (microRNA-182-5p,
miR-182-5p) 7EE B AN Fp Ik ek, A H AT
e A G TS 1228 . {H miR-182-5p 255
5 PO s 20 5 A2 2 RS 1 43 T WL o A B A
A A3 AR TN ) miR-182-5p AT RE L [ 7] U5
577 & 3L K B7(homeobox B7 gene, HOXB7) , 3 H.
BERFEN , HOXB7 T 1z JoR 6 bR 440 1t g 240 e v o 6
ik, UUER miR-182-5p 1 il 200 M () 1 A 45 R i
miR-182-5p & 75 13 L [n] HOXB 7 4 b I 46 41 e
1) 14 8 A A= 2830 %, 3X T () A0 5 i D0 4 3
I, ASBIFSE % ¢ miR-182-5p Xof Ji% e 98 20 i 14 5 4=
ZERER R , 5 7 1 B LA FH AL

1 MeRl5R®

1.1 SE0 F 2R

TE B b K 41 (SV-HUC-1, HUU ) 1 bt
St AN (T24 5637 . SW780) i [ 5% [ ATCC 23 A,
miR-182-5p ALY 14 XT B BTk (miR-NC) 2
RS AR A L HE S AEYHERA A,
HOXB7. P53, % it 42 J& &5 1 i - 2 (matrix metallo-
proteinases2, MMP-2) & [ UK F 52 [F Cellular
Signaling Technology A # . ABI 7500 %< ) %
PCR 1% H 32 ¥ Applied Biosystems /A F .
1.2 G

HUC . T24.5637 .SW780 4 il & T & 10% /it 4
I3/ 1 RPMI-1640 55 55 523 M5 55
1.3 SERTEGRE B PCRAGIN H Y FE R 25k

K FH Trizol 5 751 $2 B 41 g 5 RNA, & 5% 5% 1
5K I S A% A % 1R (complementary DNA, cDNA ),
i B qPCR 50 & U W 5 kA7 S s o 25110 95C
PAZ M 30 s;95CAEME 10 s, 60CTIR K 45 s, 72CHE

i 30 5,40 DNEER . W HE Cof, DL 2% 3T 5
miR-182-5p \HOXB7 mRNA FXf # ik,
1.4 & HENE: (Western Blot)

4 B b in A 2RI PR LS R L, & 10%
1)t ot R T TR 4 - 3R PN s T Jie 458 ¢ H UK (sodium
dodecyl sulfate - polyacrylamide gelelectrophoresis ,
SDS-PAGE) , % # 3| Rl —_ 8 LM B, W L T 5%
RS AT 1 h, A — BT, 4TI R i, A
THLLEIREE 1 h, e BB T B B,
P B-actin AN S, THEE FHAXT Rk
1.5 ZHffsE g G

¥ SW780 il it 270 T 6 fLAR , = K 2 70% fil
A, 44 I8 Lipofectamine 2000 i 771 B 5 935 71
# miR-182-5p . anti-miR-182-5p . si- HOXB7 } A )3
() S X6 R B e A L

WS e e I 19 SWT80 41 i, L 1x10°A~/FL 1Y
W PEHERP T 96 FLAR , K5 9% 24 h 48 h .72 h )5, R L
A 100 pL MTT % ¥, 37CHE & 4 h, il A 200
pL IR0, $2 R BE 10 min, [ AR {CR: U 24
JITE 490 nm &b A G (ODuso wn ) o
1.6 Transwell /)N% AN 40 i 148 AR 22 6E )

Y1 it 12 28 S 56, K Matrigel I8 5 TG IfiL % 15
FEHRBR AT N Transwell |2 . 4 i 7 JG 1L 375 35
FRIEPIEE S 5x10°4~/mL, W HL 100 uL T L%, &
FIMAT 10% 64~ M i HE 5736, 37CHi £ 48 h
J& o JC TR 25 Bk 2 22 4% 4t M Al Matrigel i, HY
[ 5 FNZS A S e, W AOBE TR T

T AL 5256 P, Transwell |25 AN Matri-
gel it , Hp P R 542 28 250 A [R]

1.7 BRI T B XL G 2R i PR i 15

H| F TargetScan (http://www.targetscan.org/) X
4 5 ¥ H1 miR-182-5p 5 HOXB7 (1) 37 3F 4 i X.
( 3’ untranslated region, 3°UTR) X 3 B A5 #4345 &
B, A T IESE miR-182-5p 5 HOXB7 J&- 5 AFAE#E
[0 2R, 40 Bk B4R R HOXB7(HOXB7-WT) FllZ%
A5 B HOXB7 (HOXB7-MUT) 1Y 3° UTR %t & il 4t
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MR A, IE 43 9 HEHE Yt miR-182-5p B W), 37°C |
5% CO. 3577 48 h, AR AU, i X R B IS PE
1.8 St

K 1 SPSS 22.0 A #EA TSI 43 B, THECRORL
FH (x£5) s, PIALIR] HLE T ¢ K256, 2241 R] He e
LR Dy 2250 BT, 4 18] 2 B L 4] SNK-q K 56,
P<0.05 WESAGIFE L.

2 &R

2.1  miR-182-5p Fll HOXB7 76 1E & JBE bt | Kz HUC
211605 B T S 4 ML 24,5637 .SW 780 Hr K 5A

5 HUC 20 i M L, T24.. 5637 . SW780 4 Jifg
miR-182-5p K ik it i #F /L , HOXB7 mRNA Fl4E
HFR ki TS, 22 A g L (P<0.05) I
%1,

F 1 miR-182-5p F1 HOXB7 ZEIF & BERL b &7 40 A 0
FERLEE AR R BRI (x+5,n=9)
Table 1 Expressions of miR-182-5p and HOXB7 in normal

bladder epithelial cells and bladder cancer cells (x s, n=9)

4% miR-182-5p HOXB7 mRNA  HOXB7 &[4

HUC 1.00+0.14 1.00+0.12 0.29+0.05
T24 0.46=0.04" 4.1620.35" 0.73+0.05"
5637 0.58+0.07" 3.88+0.41" 0.67+0.06"
SW780  0.41+0.05* 5.82+0.39* 0.88+0.08"
F{E 90.409 315.752 151.260
P 0.000 0.000 0.000

2.2 i3k miR-182-5p X SW780 4 il 145 . iF
MR 22152

5 miR-con 41 H#¢ , i ¢ 35 miR-182-5p F#AIX
SW780 4M ML i% /1, HAE 48 h #1172 h 22 %A Gi i+
B X (P<0.05). 5 miR-con 4 H. %, i & i5 miR-
182-5p {35 %A% SW780 41 Jitd i) i #% 1R 2B B (P<
0.05) (E 1A), P53 Fil MMP-2 & [ 1Y 6 ik & 0. 3
FEAR, Z2 7 A i 8 X (P<0.05) . B 1B, W
*2,

A q;ﬁ B
&
miR-con miR-182-5p DN
e Y&
2 170
) 130
95
72 MMP2
65 kDa
55 P53
B 53 kDa
® 43 B-actin
42 kDa

1+ AL Transwell /)2 12 K6 U SW780 21 M 1T #% A1 1= 28 1% 41 i 45
B. Western blot £l i:f 2 i miR-182-5p X SW780 2 g 384 58 FIiE
PSS ESIN R A

B 1 E3RiE miR-182-5p X SW780 A EF (B ZEHN

HXEBRIZIM (CVS,%100)
Figure 1 Effects of overexpression of miR-182-5p on
migration, invasion and related protein expressions of
SW780 cells (CVS, x100)

£ 2 FRE miR-182-5p X SW780 LR ARIEE ERBMBRRIEME (x+s, n=9)

Table 2  Effects of overexpression of miR-182-5p on cell proliferation,, migration and invasion in SW780 cells (x s, n=9)

4 i1 15 71 (ODago ) TSR ANIEiRE%
, .
ol miR-182-5p i o p— ) ) P53 %11 MMP-2 %[
miR-con 1.00£0.08  0.44+0.04 0.7120.07 1.0520.13 107.65£11.27 48.28+5.64  0.53x0.07  0.67+0.06
miR-182-5p  3.61+0.36  0.42+0.06 0.59+0.06 0.77+0.08 39.26+4.53  18.64+4.71  0.28+0.05  0.38+0.07
1l 21.232 0.832 4.992 5.503 16.892 12.101 8.719 9.437
Pl 0.000 0.418 0.000 0.000 0.000 0.000 0.000 0.000

2.3  miR-182-5p #[n] 4% HOXB7 ik
TargetScan P i 151 | % B HOXB7 1) 3° UTR
& A 5 miR-182-5p H &b i % 1 1R I 41 (&
2A) . #% Y% miR-182-5p #f4) BH & B Ik HOXB7
Fik K-, YL anti-miR-182-5p A4 4 i 545
HOXB7 £ ik /K, 22 7 A 41t 2% & X (P<0.05)
(E 2B) o X F il 56 PR iz 45 52 56 & L, miR-
182-5p . & i 7 4 B HOXB7(HOXB7-WT) 4[4
FE PR 1) %€ S 2R I AH X 1 (P<0.05) |, T X 58 A% 77l
HOXB7(HOXB7-MUT ) ¢ 5 3 il AH A 7% M TG Wk 2

M, 22 R s FE X (P>0.05), L& 3,
2.4 il HOXB7 1k %F SW780 40 i 4 5 1T #%
M2 ZE A H

1E SW780 4il il th %% 4% si- HOXB7 .1k , 5
si-con Al kb , si- HOXB7 41 4 Jifi | HOXB7 35 &
BRI, 2R HAGIM#E X (P<005), 5
si-con 41 1. #¢ , si- HOXB7 26 SW780 4fl }fu 3i% J1 7F
48.72 h B I 3 FEAR , 22 5 A it o L (p<
0.05) , P53 1 MMP-2 [ # [F Fik it b 3 N, 22
S A it 75 L (P<0.05) , 20 i 1Y 3T B BRI 28
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170
130

HOXB7
48 kDa

53 B-actin
42 kDa

11 : A. HOXBT7 1 3’ UTR ' % H 5 miR-182-5p T #M W % 17 1R )7
%1l ; B. Western blot £l miR-182-5p % HOXB7 45 [1 #5521 .
E 2 miR-182-5p #[E1F# HOXB7 EHFRIX
Figure 2 miR-182-5p targeted and regulated HOXB7

protein expression

R3 WRAREBRELE (x=s, n=9)

Table 3 Dual luciferase reporter experiment (x s, n=9)

il HOXB7-WT HOXB7-MUT
miR-con 1.00+0.13 0.98+0.07
miR-182-5p 0.59+0.06 1.08+0.13
HH 8.591 2.032
P1H 0.000 0.059
A oo .’\)‘0«;3;‘
kDa W s
170
130
95
72
MMP2 65 kDa
% P53 53 kDa
HOXB?7 48 kDa
43
B-actin 42 kDa

3 Western blot #il] SW780 488 HOXB7.P53 #l
MMP-2 & A&k
Figure 3 Western blot analysed expressions of HOXB7,

proliferation and migration-related protein in SW780 cells

B ERRAL, 2R A5 L (P<0.05) . W
Kl 3. % 4.
2.5 i3Ik HOXB7i# %% T miR-182-5p % SW780
G 5 RS R ZE R

5 miR-con # kb , 1 % 5 miR-182-5p fi 3 52
i) 48 h A1 72 h () SW780 40 L 1% /1 40 i i 7% . 1=
¥ H (P53 Ml MMP-2 £ ik, 22 7 A Gl 5
(P<0.05), 5 22 BF5E 25 R AHTA . 53 4b, i Rk
miR-182-5p if i, /> HOXB7 % ik, 5 Hh 4% Y
miR-182-5p Fl pcDNA #H [t , H£ %% Y+ miR-182-5p
1 pcDNA - HOXB7 i 3 & J+ HOXB7 . P53 #l
MMP-2 % H £k KDL 407 1R 250 H
(P<0.05) , DL K 4725 SW780 4l i 1, 7F 48 .72 h
EREGIE X (P<0.05), WK FESs,

kDa 1 2 3 4 5

170
130

95

72

MMP2 66 kDa
55 2 21

P53 53 kDa

HOXB?7 48 kDa

43
B-actin 42 kDa

1 : 1. Maker; 2.miR-con; 3. miR-182-5p; 4.miR-182-5p+pcDNA;
5. miR-182-5p+pcDNA-HOXB7 .,
B5 SW780 41 HOXB7 MEHEMEBHAXEARIE
Figure 5 Expressions of HOXB7, proliferation and

migration-related protein in SW780 cells

3 it

miRNAs i i 5 B M5 RNA [1) 3" UTR 5%
P 45 ok I 43 5 DR SR TR, 52 ) 4 if ) e RN 2 Fh A
Yy B AR A R E RS W AR T B AR
ﬁu% TE I e 5 45 i b B R4 Y N
o BRAERE S R I, 76 [R) 28 20 1 o i o

F 4 i HOXB7 FRiEXT SW780 LHAEIEE EBMEZHIER (x+5, n=9)

Table 4 Inhibition of HOXB7 expression on proliferation, migration and invasion of SW780 cells (x s, n=9)

, A0 135 77 (ODooy o) MMLERE AR R
dl 24 h 48 h 72 h 1) ™) HOXBTHF P53 HH  MMP-2 &
si-con  0.42+0.04 0.68£0.05  1.09£0.07  113.69£13.19 53.47%6.16  0.88£0.08  0.63£0.07  0.7420.08
si-HOXB7 0.38+0.05 0.45+0.04  0.7620.08 42.53+£8.55 25204429  0.27+0.06  0.3120.08  0.37+0.06
il 1.874 10.776 9.313 13.581 11.262 18.300 9.031 11.100
PAH 0.079 0.000 0.000 0.000 0.000 0.000 0.000 0.000
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%5 RIEHOXB7 %% T miR-182-5p X SW780 MAATIETE E BB EAMER (v+s, n=9)
Table 5 Overexpression of HOXB7 reversed the effects of miR-182-5p on proliferation, migration and invasion of
SW780 cells (x+s, n=9)

o MM HE 77 (ODioy ) MAIT R R MIRIZZE%0 HOXB7 P53 F] MMP-2
h 24 h 48 h 72h () () i - e
miR-con 0.43+0.04 0.72+0.07 1.1020.09 109.38+10.24 58.04+5.28 0.69£0.06 0.72+0.05 0.74+0.08

miR-182-5p 0.39+0.04 0.47+0.05" 0.67+0.06" 38.63£3.58" 18.47+4.35" 0.45+0.06" 0.42+0.04" 0.35+0.04"
miR-182-5p+pcDNA 0.40+0.05 0.51+0.05 0.74+0.06 49.56+4.17 21.69+3.37 0.49+0.06 0.45+0.05 0.31+0.05
miR-182-5p+pcDNA-HOXB7 0.41£0.05 0.66+0.04° 0.96£0.09" 72.46£10.83" 41.29+4.73" 0.62+0.06" 0.57£0.06° 0.64+0.06"
F{H 1.281 44.452 60.449 139.513 152.102 65.079 40.324 115.234

P{E 0.298 0.000 0.000 0.000 0.000 0.000 0.000 0.000

# : 5 miR-con 4 L5, *P<0.05; 5 miR-182-5p+pcDNA 4 L5, "P<0.05.

miR-182-5p 1 Ay ¥ J R Bl 98 25 DA & 4% A ) 2 1)
Ao — 7 I, P 30 ik DR %) o oo 0 0 00 i 44 4 il
%, 40 miR-182-5p 75 [ i SR 41 ffgJia b e ik A
PRE O S A M mE . BRI A R
miR-182-5p # 1A I 1 ; miR-182-5p T 1 T [ (IK & I
YU 71 TR RG22 , B—Jh,
miR-182-5p V5 A s B, i i g i) % A it
&, U miR-182-5p & U E 9 Hh ek T, H L iE S
S 1 L g 40 AR 4 3 5 | SRR TR BN A RS BE ) 37 F|
i FESE H R, miR-182-5p Fik W E T
VA 5 45 B 9 SW620 41 it () 34 5 L 1= 28 AT Ak
71 #% miR-182-5p 1+ 3¢ 35 Fir 11 ifil] , miR-182-5p ‘i ¥4
PR . AR R, S0 4
B e R R, miR-182-5p 78 B e s 4 i &R iy
Fik T M. i 3k miR-182-5p 1 il B bt s
SW780 4l ig 1% 71 iE B MR Z8HE 1 , 5 Wang %"
W5 A A

A S % B, HOXB7 mRNA F14E 1 % I 7E
B e g v %k B B8 HOXB7 1T 562 5 5 bt
Y A . HOXB7 J2: A i 5 JE &5 3 [l (homeobox
gene, Hox) R Z — , 5 IE kK E K %)
AH5E . Huan 55 Fll Huo 28" U 58 % M , HOXB7
TERFE BB B9 23A FIE, FE HOXB7 k4
Tl IR S TR A L P 3 AR B R RS, X Se 2
RULH HOXB7 BA BUmAE N, v LA 2 98 240 i 1%
Bl RN # o AR IS B[] R GIE S T 3K — W, B
HOXB7 Xt [ Wt Jig ik # HoAy — e 09 2 e AR, 3
HOXB7 3 15 v LA i) 65 e Jas 20 1 34 28 L 3 7% Al
=228,

FEAN A g v, 20 JE TR B R 52 miR -
182-5p 1 H # f br , W22 Y] & 1 1 (cofilin 1,

CFLI1)™ 5 HKiE 1 (Metadherin, MTDH) '35 . 7%
S 2% JLIE B miR-182-5p 111 il g% bl g6z 20 Jia 44 5 |
i #% F1 4= 28 09 A RT RE S ok 40 ) I8 4% HOXB7
FIRR I

25 F TR, miR-182-5p A L4 3 i #0945
HOXB7 W3R 3k , W52 el Ji5% Jok 98 240 B 1% 38 5 i

PR ZE o X 9 e 4 4t 138 i 167 R A
YibriEY) o
S 3Lk
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il CYR61 . IGF-1 KX &5 AR G AT
PRI FH A

e X ah*

i

(5 E] B BN S EMNERE I 61(CYR6L) JI S EREA K -1 (IGF-1) KX IZ
BEEEITAREESERYWIMME. % BE 20144F 1 H 2 2016 4F 6 A AR EE GBI G
TG IR B 65 ) R i G IR A, [RIBHE SR BT B B IR IE R @A B 55 G IE R A4, R
JH ELISA & FARAT ARG 4 J8 ARG 12 JER 4240 2 R L7 CYR61 IGF-1 /K, A e 8 & 5 3
AJG B A HER 5 g CYR6LIGF-1 K Py 6 &, 2R 52103 TAE 4 (ROC M1 4k) 43 Br il CYR6L .
IGF-1 K FHUM 5 @ S 4B R M. R RETP 4L CYR61 IGF-1 /K L4, 22 R LG 2E 3 L
(P>0.05) ; AR5 4 JE A 12 ], A4 4ER 2] CYR61 433114 (72.09£17.74) |, (113.48+22.38 ) pg/mL, IGF-1 43
514 (289.63+29.75) | (410.55+48.56 ) ng/mL, ¥4 5 A% T 1IF % #1420 (P<0.05) 5 IfiL 1 IGF-1 7K - % Ji2 - F-
BEITARIG B H A 1R AN 25 B2 E (AUC £5.5=0.732, AUC 45 12=0.830) , CYR61 7K - 16 A
Ji 12 AR BB R 5 B A R A B R R 4 (AUC 449=0.651, AUC 45 129=0.813) ; JB'H
V-5 F PR G B E ML CYR61 5 IGF-1 /K ¥ 2 IE M K (P<0.05) . 4518 RB&F & &9 & & i
CYR61 . IGF-1 7K 300 HA J5 A A 43R A B (B, v i AE 1 i b 59

[X#i7d] CYRo1; IGF-1; IR BT WA LR ; H

Predictive value of serum CYRG61 and IGF-1 levels for healing delay after tibial

plateau fracture surgery
ZHENG Hailiang, LIU Jing*
(Orthopedics Department, Yangguang Ronghe Hospital, Weifang, Shandong, China, 261042 )

[ABSTRACT] Objective To investigate the predictive value of serum cysteine - rich protein 61
(CYR61) and insulin growth factor-1 (IGF-1) levels for healing delay after tibial plateau fracture surgery.
Methods A total of 65 patients with healing delay after tibial plateau fracture surgery who were admitted to
the hospital from January 2014 to June 2016 were enrolled as the healing delay group, while 55 patients with
normal healing after tibial plateau fracture surgery were enrolled as the normal healing group. The levels of se-
rum CYRG61 and IGF-1 in each group were measured before surgery, at 4 weeks and 12 weeks after surgery by
ELISA. The relationship between healing delay and serum CYR61, IGF-1 levels after tibial plateau fracture
surgery was analyzed. The receiver operating characteristic curve (ROC curve) was applied to analyze the pre-
dictive value of serum CYRG61 and IGF-1 levels for bone healing delay. Results Before surgery, there were
no significant differences in levels of serum CYR61 and IGF-1 between the two groups (P>0.05). At 4 weeks
and 12 weeks after surgery, levels of CYR61 and IGF-1 in the healing delay group were [ (72.09+17.74) ,
(113.48+22.38) pg/mL ] and [ (289.63+29.75), (410.55+48.56)ng/mL ], which significantly lower than those
in the normal healing group (P<0.05). The predictive value of serum IGF-1 level was high and stable for heal-

AEMA bR EH T A% (2017WS835)
A ALl R TRk Rk Ae EBRR AL, L AR 235 261042
*iBAEAVEH X dh , E-mail : liujing-suh@sinosig.com
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ing delay in patients after tibial plateau fracture surgery AUC at 4 week after surgery=0.732, AUC at 12 weeks

after surgery=0.830). The predictive effect of CYR61 level was the best for healing delay of patients after tibi-

al plateau fracture surgery on the 12th week after surgery (AUC at 4 week after surgery=0.651, AUC at 12

weeks after surgery=0.813). Serum CYRG61 level was positively correlated with IGF-1 level after tibial plateau

fracture surgery. Conclusion

Serum CYRG61 and IGF-1 levels in patients with tibial plateau fractures have a

high value in predicting delayed healing after surgery, and can be used as potential serum markers.

[KEY WORDS]

JE A5 R R I A A 454, BT e
25 5 % JE B R AR s B o IR R
FERRTT T B R R B FAR (& 8T 82
i A0 [ 2 | PN 1 5 A S 4 SR
M FE PR s 25, BAEA B 2 A AR 4
RIG 7S B A MR A B G , X R AR H OB
R B R — i, HME R R R
JE A g TR B, R R B S B TR RS
I A AR T, B A ERE M 61
(Cysteine-rich 61, CYR61) 1] 2 5 5 41 41 | i 4%
A5 A P R AR AR KT - 1 (Insulin - like
growth factor-1, IGF-1) J& ‘B 4 & | #% K+,
CYR61 . IGF-1 W fEF @& LB A E 2R,
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Table 1 Comparison of basic data between the 2 groups (x=s)
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Figure 1 ROC curves of serum CYR61 and IGF-1 levels for

predicting healing delay after tibial plateau fracture surgery
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Table 2 Comparison of serum CYR61 and IGF-1 levels between the 2 groups (x+s)
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Table 3 Efficiency indexes of ROC curves
A F (A AUC I F-1E RENE(R) Rt (%) 95%CI
CYR61 (pg/mL) I NEEY 0.651 65.13 92.7 29.2 0.552~0.750
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IGF-1(ng/mL) ARG 4 0.732 288.30 85.5 50.8 0.644~0.820
ARJ5 12 4 0.830 414.96 83.6 72.3 0753~0.906
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[ ZE] B @A F 10 24K (L-10R ) A B 28745 5| i1 AP 5 (IBD ) 9 (9 i — 25 T
fifR 2L LTS IBD MG IRAFIE . o3k st 1 1% LB IBD I RAEIR ARGE R B4 2R, 3 I 4 4h i -2 00
J¥(WES) Wil . &% HIL, 5,324,405 4 d FFRIETS , AT, FRa R, s R ALJE A] L
AL A R T AT, A BN B B R X w4 i . WES W LR IL-10RA LA B
Sanger i Fp 5 E 8 JLACBE IL-10RA JE R A5 5788 o I R4S T 1l A B 5% SCRF B/ N AR o R S5 MR I T
Ja LR R AR F G, £ TL-10RA [N & 98 3 8% LAY IBD,

(K881 ] JEthlh; 2L, AR 10 24k A JEH; 240870

A case of infantile inflammatory bowel disease and literature analysis
YANG Zhi, WANG Lin, SUN Zifa, FANG Qingfeng, CHENG Bangning, CHEN Biquan*
(Department of Infectious Disease, Anhui Provincial Children’s Hospital, Hefei, Anhui, China, 230051)

[ABSTRACT]
one case of inflammatory bowel disease (IBD) caused by mutations in the IL-10RA gene. Methods An in-

Objective  To deepen the understanding of the characteristics of infantile IBD through

fant was diagnosed as infantile IBD based on his clinical manifestations and colonoscopy character. The whole
exome sequencing (WES) was performed to confirm the gene deficiency. Results The child, male, 32-day-
old, began to have diarrhea 4 days after birth, progressively worsening, persistent fever, multiple lesions in
the oral cavity and perianal area, growth and development stagnation, colonoscopy showed that a circular shal-
low ulcer affected the entire colon. WES confirmed the IL-10RA gene defect in the child, and Sanger sequenc-
ing verified the heterozygous mutation in the IL-10RA gene of the parent of the child. After clinically given in-
testinal nutritional support and low -dose hormones and other symptomatic treatments, the children’s stools
gradually formed and their weight increased. Conclusion The Heterozygous mutations in IL-10RA gene
cause infantile IBD.

[KEY WORDS] Inflammatory bowel disease ; Infant type ; IL-I0RA gene; Whole exome sequencing
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Correlation between exhaled nitric oxide and peripheral blood eosinophils in

patients with asthma and the value of combined detection

JIANG Yinling', YANG Wanchun'*, SHEN Xin®

(1. Department of Respiratory, The Hefei Affiliated Hospital of Anhui Medical University , Hefei, Anhui,
China, 230000; 2. Functional Examination Department, The Hefei Affiliated Hospital of Anhui Medical Uni-
versity , Hefei, Anhui, China, 230000 )

[ABSTRACT] Objective To explore the correlation between exhaled nitric oxide (FeNO) and pe-
ripheral blood eosinophils (EOS) in patients with asthma and the value of joint detection. Methods From
April 2018 to September 2019, 118 patients with asthma in our hospital were selected as the observation
group, and 55 patients with normal physical examination during the same period were selected as the control
group. The levels of FeNO and peripheral blood EOS were measured and compared between the two groups.
The ROC curve was used to evaluate the diagnostic value of FeNO and peripheral blood EOS alone and in com-
bination. The peripheral blood EOS, forced end-expiratory volume in first second (FEV1) accounted for the

predicted value (FEV1% ), and the total serum IgE levels before and after treatment in different FeNO groups
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were compared. The correlation between FeNO and EOS, FEV1% , total serum IgE was analyzed. Results
FEV1% of the observation group was lower than that of the control group, and total serum IgE was higher than
that of the control group (P<0.05). FeNO and EOS in the observation group were higher than those in the con-
trol group (P<0.05). After controlling FEV1% , serum total IgE and other factors, Multiple linear stepwise re-
gression analysis showed that FeNO and peripheral blood EOS were significantly correlated with the onset of
bronchial asthma (P<0.05). The ROC curve showed that the area under the diagnostic line (AUC) of FeNO
and EOS in peripheral blood was 0.881, 95%CI was 0.823~0.925, the diagnostic sensitivity was 78.81% , and
the specificity was 89.09% , which is better than the two alone. Patients with high levels of FeNO before treat-
ment and after 12 weeks of treatment, FeNO, peripheral blood EOS, and total serum IgE were higher than
those with intermediate and low levels, and FEV1% was lower than those with intermediate and low levels (P<
0.05). Pearson correlation analysis showed that FeNO was positively correlated with peripheral blood EOS and
serum total IgE before treatment and 12 weeks after treatment, and negatively correlated with FEV1% (r=
0.625, 0.765, —0.597, 0.686, 0.671, —=0.699, P<0.05). Conclusion

the peripheral blood EOS in patients with asthma. Combined detection has important auxiliary diagnostic value.

FeNO has a positive correlation with

It also helps to assess the improvement of the condition and provide clinical data support.

[KEY WORDS]
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Table 3 Multiple linear stepwise regression analysis
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Figure 1 Diagnostic value of FeNO and EOS in
peripheral blood

F4 FeNO.5ME I EOS 2 ¥ v {&
Table 4  Diagnostic value of FeNO and EOS in peripheral blood

it AUC 95%CI Z4%it P BWTE WURE (%) 155 E (%)
FeNO 0.834 0.770~0.886 10.984 <0.001 >31.02 ppb 69.49 87.27
SME 1 EOS 0.763 0.693~0.825 7.115 <0.001 >3.64% 65.25 81.82
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Table 5 Comparison of FeNO, EOS, FEV,% and total IgE in peripheral blood of patients with different FeNO levels

before and after treatment (x+s)
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Analysis of pathogenic bacteria distribution and drug resistance in hospital -

acquired pneumonia patients with acute cerebral infarction
TIAN Jinghua*, YANG Pinna, LIU Qingquan
(Department of Capital Medical , Beijing Hospital of Traditional Chinese Medicine , Beijing, China, 100010)

[ABSTRACT] Objective To explore the distribution and drug resistance of pathogenic bacteria in
patients with acute cerebral infarction (ACI) combined with hospital - acquired pneumonia (HAP) , and to
provide reference basis for the administration of reasonable antibacterial drugs. Methods A total of 206
patients with ACI combined with HAP who were admitted to our hospital from January 2018 to December 2019
were taken as research subjects. All of them were tested for bacterial culture and drug sensitivity. The
distribution of pathogenic bacteria, the changes of pathogenic bacteria and drug resistance in 2018-2019 were
counted. Results A total of 272 pathogenic bacteria were isolated from 206 ACI patients with HAP, of which
202 were Gram-negative bacteria, accounting for 74.26% , followed by Gram-positive bacteria and fungi; the
proportion of Gram-negative bacteria in pathogens had declined in 2019, but it still occupied the main position,
accounting for 72.90% ; the resistance rates of Acinetobacter baumannii to piperacillin and piperacillin/
tazobactam were low, which were 15.00% and 18.33% , respectively; Klebsiella pneumoniae had a high
resistance rate to cefuroxime, cefazolin, ciprofloxacin, and piperacillin; the resistance rate of escherichia coli
to cefuroxime and cefazolin was relatively high; staphylococcus aureus, staphylococcus haemolyticus, and
staphylococcus epidermidis had higher resistance rates to penicillin and ampicillin, all of which reached 90%

and above, and had no resistance to vancomycin. Conclusion ACI combined with HAP pathogens are mainly
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Gram - negative bacteria, the distribution of pathogenic bacteria shows signs of change, and the pathogenic

bacteria have different degrees of resistance to commonly used antibiotics, and have the highest resistance to

cephalosporins, no vancomycin-resistant Gram-positive bacteria have been found.

[KEY WORDS]

bacteria; Drug resistance; Antibacterial drugs; Drug sensitivity test

< B¢ 35 15 1 il % (Hospital acquired pneumo-
nia, HAP) J&: # % A Bt 48 h Ji i EL B . 240 1 2505 i
AR B 5 | RS 1) 4% P S U S T A . HAP £ B
PR e RO R 2 10%~20% , 975 5L 11 Jig 3R A5
YL A, 2Pk ki A FE (Acute cerebral infarct,
ACD kw2 JwtE e, 25 KW RYT  F
5,22 2 R A LR RIS, B 2 4k & 2= B Je%
e 1k HAP i3 ZREA™ . ACT &I HAP A2
FE , £ 2 e SR E A, T DA 3 — A~
FEA R RPUE RN 2 . i B- N BRSSP R 259
Iz N B 2 AR TR S B, R ) R
MR PEIRTT AR H B2 AP YN A AT 5]
AL 25 R Ak B, BRI R
T | 2 BT 2 B[R] K2 B T 24 1 1 N T L B AR
b, I R EA A ACL A HAP Ji I e i, 2 i A
RO LR I PEIRTT , B P B L A T4 . AFSR
I3 HT ACL 5 I HAP J8 35 10999 J5L BT 70 A1 B T 24547k
B AE IR & H ST 25 i S 2%

1 AHESHE

1.1 —ak

PIASBE 2018 4E 1 A & 2019 4F 12 A G ) 206
%] ACI & I HAP fB#AE Ao x4, Hovp 55 127
W, 22 79 ], -4 (64.3549.67) %, A 3 IR
6T, A I 21 B, A T BE IR R 33
i, Wt ACLIZWibnifE" ; APt 48 h J5 Hh BERZHK |
NS RE IR I T i A B i, B2 DL T
MZz—#F ,a MAiE=38 T;b. H4IMEITEE=10x10"1;
o JilHE X 4k \CT i m RAERE MR AS . HEBRAR
HE : AT O PG PR 3 5 AETE S e D B BRI
F PRI IR A O S
1.2 Fik

OFRA IR A= BEER AW 1, SR AEE R IR IR,
FT RN Ty W 8 4 D SR O K- IOk 5 ek
B RS I s A R SR RO TR A I I
W 43 WA SR 2T S B RS R bR AS . Q4N B BE %
ORI . SR B VITEK 2 Compact 4= [ 8his 494

Acute cerebral infarction; Hospital-acquired pneumonia; Distribution of pathogenic

5 7 A8 R I AR S, R 252 2 Yk 3 3 )
— 3 LA BV 12 A JER g B0 S AR ) — 355 5 LA
2 AL R, B R HE K, 20T R
AP HE (K-B) iR 259 & Sk fank = k1l
AR AU B AR B KRR R BRI/
SR AERR Sk AU E Sk AL R R L BOK
B CL R 2 AR R RS PE AR/ I |
FOECRPIAR LA AL RmR G AR Sk TR VR R /AT
WO R RS, AT Hch e R E E
K DAAERNREZ RSB WA T E DA TR E-BT
B 25 ) OB I A B AR B SRARE AT <
1.3 WMEHEhR

OG- JE # 2 A i 3. (22018~2019 4F- 95
JREAS TG O B Hr s 22 BIPE R 251 . @53
B 32 B 2 B TR 251
2 4R
2.1 JRIEBE G DL

206 i 2 M G RE LA I B2 BEARAS M il R FR A
Lo BT 272 BRI TR, A A 2 B M B 202 1,
H7 74.26% 5 B % PHPE B 63 Bk, 7 23.16% 5 BT 7
PR, 15 2.57%, W1,

®1 mEESHER
Table 1 Distribution of pathogens

97 JL TR PREL mH (%)
22 B
Jii ¢ e T A1 R 81 29.78
il & AN Bl T TR 60 22.06
KA i 34 12.50
) 2R B TR 27 9.93
%
SO A R 25 9.19
IR A B A 20 7.35
e K A R 11 4.04
Jiti 4 BEEK T 4 1.47
FEWER A 3 1.10
HA
Pl BRI 3 1.10
SR 4 1.47
Bt 272 100.00




BNTFER ST 4eE 20204E8 1 45124 #5811 J Mol Diagn Ther, August 2020, Vol. 12 No. 8 - 1121 -

2.2 2018~2019 4FJ Ji & A8 1 1 150

2018 47 9 JR B LA S M O
75.15% ; A BHE W IR 2, 4 22.42% , H#H
2.42% , T FAV 9 T TR 43 531 Sk il 2% 5 R AT TR B
ANENFT B K 5 A 1T ] 2 A B R R L 4 (e
25 BRI 5 2019 4595 I 1A s 22 B TR LG A
TR ABAT & B AL, & 72.90% 5 H 22 BHPE R
H A B e, 4l 24.30% . 3.85% , il
AV 97 J5E A 43 ) Ay e AN Bl FE B R SR A K
Ji 35 A L A o R A BRI B SRR T,
16 2 AN T TR AR 2 v TR A TR A o Y 2
WL R LE 2 F1~2,

®2 2018~2019 ERFEEETHER
Table 2 Changes of pathogenic bacteria from 2018 to 2019

— 20184 (165 k) 2019 (107 #k)
i BEEC GH(%) HA B H(%)
)
Jii 5 5 B A1 BT 56 33.94 25 23.36
i = AN Bl T TR 29 17.58 31 28.97
KR i 21 12.73 13 12.15
) 2 A1 R 18 10.91 9 8.41
B BV
SEOHERRE 15 9.09 10 9.35
WA AR 12 7.27 8 7.48
R A AR 6 3.64 5 4.67
i 5 5 BK 2 1.21 2 1.87
FeMEkE 2 1.21 1 0.93
EL
P SR 1 0.61 2 1.87
SRS N ) 3 1.82 1 0.93
il 165 100.00 107 100.00
2018 455 J5L A

60 40

30 2(_)
10 ?(»
0 0
- .
RN L gEL s gL
BTN A BT
,7'/)‘?"@4\‘ RO "3;\ ’@ A {Qﬁ" e RN
%@@@&v&«%@@&%@% QO

CARE S
733 A (%)

1 2018 R EREERREL

Figure 1 Number of pathogenic strains in 2018

2.3 IR R 251k

Jii 98 T H AP TR Sk Ak Sk AR PR R TR
IR T P AR 24 AR AR, B2 AN S A T R R
PO AR R L PG b/ Al s E28 3L TS 245 SR 515 K 3 A
BRI Sk A R | Sk 0 B TIRS 245 53 550 1 5 il 2 AP

2019 4745 5 0

25 20

10

733 A L (%)

B2 2019 FREEKE
Figure 2 Number of pathogenic strains in 2019

it B o Sk 6L Wk 2 | S A AR | Sk AR R IR T 2 R
o W3
2.4 FTHCE PHME B 25 1 AT

GO A ER T A M A A ER T R A
BRI 82 VRN PUART 25 R A, A F] 90%
R UL b % R O 250 ¥R 0.00% , B4R
L4,

3 e

HAP /& ACIL # WIT R IEZ — , IR R 2 8%~
20%'" . ACI £ 3F HAP = Z AL Ay 110035 52 #
FoAr 28 WP AT 5, L 0 RS RE A R A S &2
HL T AEBU B 25 90 AS B9 0L FH S50 I e it 24 4 7
15 PR T PR

ACIL 571 HAP AT AT | 75 9 XU A
o DL 3 A Ak X [R] I A A — 25 57, HL 558
PUBGIRYT GERIEEE R R R IR Z M R R A
K, RS [A) AR L, s S RS IR & AEAS R AR R . ASBE
FAER TR TEARE, ACIE I HAP BURE £ 5 N
B CRAMEE , b 74.26% . 22 PV G
23.16% , FLTH 4 H 2.57% . 5 Baker D 251" {138 £
TE—E 2 5, 1IX 5 ACI & I HAP Hb 7 VEFFEAR W)
A AN ARG A X 2018-2019 4755 5B AR AT
T BCHEFTIFSE , & B 2019 450 [ B 20 A3 AR U %
BIPE PE L 22 BHPE TR B, o EE 3l oy 72.90% |
24.30% . 3.85% , 5 2018 4 ¥ B i 4> A 75.15% .
22.42% ,2.42% %} Fb , 2% B BRI A R AR, 2% FH
PETR  FLIR WA Fh o A B R AT R DI R 3
AL 2 B TR B G B A, I N R 1R 24 B0
BEEEAL R P Dl e IR T) Ao 3 ol A 1
b P T A AL 24, 2 PR TR L PR A A
MHEAE ™, @ACIEH B B4 FRHLREREAIR, L
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Table 3 Analysis of drug resistance of gram-negative bacteria

i 7 F A B (n=81)

) S A BT B (n=60)

KA (n=34)  HLRPENETE (n=27)

L BREC  WEER (%) BREL AR (%)  BREL WEIR(%) O MREL WEIR(%)
Sk 42 51.85 38 63.33 26 76.47 17 62.96
S (HLLYIN 40 49.38 40 66.67 27 79.41 16 59.26
W2 34 41.98 37 61.67 7 20.59 0 0.00
UREATLT N 31 38.27 9 15.00 12 35.29 3 11.11
LA B 25 30.86 29 48.33 7 20.59 0 0.00
KRR R 17 20.99 31 51.67 10 29.41 0 0.00
B VUM v h e R 15 18.52 37 61.67 11 32.35 5 18.52
kA 9 11.11 38 63.33 10 29.41 5 18.52
Sk e fig 6 741 38 63.33 10 29.41 6 22.22
NI A 3 3.70 38 63.33 2 5.88 5 18.52
AR IH 3 3.70 39 65.00 14 41.18 17 62.96
kR 2 2 247 26 43.33 12 35.29 0 0.00
TR 2 247 23 38.33 10 29.41 0 0.00
WR A TG A /At g 124 1L 2 247 11 18.33 16 47.06 2 741
R4 FEEZHEEMZEES
Table 4 Analysis of drug resistance of main gram-positive bacteria
2 4 O AT ERE (n=25) T ML A AT ER B (n=20) T EBRE (n=11)
j 7338 it 24555 (% ) FREL ifit 245 5% (% ) PREL [METESC)
HER 24 96.00 19 95.00 10 90.91
ARVERR 23 92.00 18 90.00 10 90.91
AR 10 40.00 10 50.00 5 45.45
ZERTRUD R 10 40.00 9 45.00 4 36.36
BZNTRA S 10 40.00 6 30.00 3 27.27
S ALER N 9 36.00 7 35.00 4 36.36
Al E 9 36.00 7 35.00 4 36.36
FEE TG B 8 32.00 6 30.00 3 27.27
WR 37 P /At s [ 3 7 28.00 5 25.00 2 18.18
S AR WRER /& T 45 6 24.00 5 25.00 3 27.27
Y i 8 v 5 20.00 4 20.00 2 18.18
TR 0 0.00 0 0.00 0 0.00

ik 2T KWK &4 HAP IS S B ETHm . -
I WK% 3 J7s B0 T 5F — 18 Bl £, 7 F8 35 A7 7 A R
T WKL, W R S AR AP SR AR 22 DR D
2 PR T AT FEIRGE s QT AT AT IESE , S i)
JE HAP B fER R . B N A A i &
HAP, f/ 05 7 , B W pH 5 HAP A0k R ¢ R
DY, 11 5 PN 0 TR AR e TR T i 50% i 2 2%
BHPETRT , A 2 2R A BEBR TR SF . AT AGE PR
W, WA B VDT A I I ALIE < ACT
ERZ e N GRUSTEN S O

AT RN, I H g R R SRR R
FEPUAR FON B 22 T TR 2R A AT T T
ABIFTE L A 7 Il 48 T A AT T e 2 B L X

WIR L 5 A/l s £ EL A e el A 2 ER B
PR Sk Ak Sk A MR I, 24 ACT
A I HAP JERYS 19 5 2% PG R B i i 40 51 550 () 47
A R AR T o Al B — R ] i -y
P e A TR, P IS RO RV AR e b 4R R T, AN
AT SRS ] SR A S B - A Tt g G P, FLA —
YL AR5 S R AE T, R T RE Ak i 2 R
AT R I AR 35 BT TR 24 P B (] B S e 2
BRI BT A0 TR it 24 35 R 28 A% 1k 5 66 71 Jr I, LA 4iE
2 Ty 3 G G T 24 H B &R AE

2 I, ACT &5 1 HAP g JEU A LU 22 B P 1 o0
F, HBOUR WX P04 R B4 AR AS 6 R B it
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[ ZE] B WIS o BiHE-1(AD-1) JEFRANMATA 7 1 (SDF-1) | R ¥ 4 41 fifd [ 266 B
53 F-1 (SICAM-1) Xt A T 3k B 4 AR AR J5 YL 2 Wi (8, LA S @A ] E ST T RE I E & .
FiE BEIUREE 42 BN Tk B S B e AR AR S5 B B 5 1 R 5T 41, 55 38 W1 86 (il N TNk 3k B R
ARG ARG B FAE R X R4 . KX HE 4 5635 AD-1 . SDF-1 . sSICAM-1 7K, 5381 56 15 T 45 16 b k)
RIG RGBS W, DA ST A 15 5 @A B ] Neer (EA IR, &R 411 AD-1,
SDF-1 . sICAM-1 7K & X1 IR 41 (P<0.05) ; = FH B 12 W0 A T EE Sk B AR AR 5 e BLAG 45 i 19 flak
1 (73.81% ) 551 (91.86% ) , H AUC =ik 0.882; 1L AL, & i () AD-1.SDF-1 ,sICAM-1 5 i 4 Aif [i]
17 1E B2 0F AH G 6 R (r=0.623 . 0.477 . 0.490, P<0.05) , 5 Neer i 4 77 76 b 2 11 FH ¢ % R (r=-
0.826 . —0.794 . —0.747,P<0.05) . %51 AD-1.SDF-1.sICAM-1 ‘5 A T 5 3k B 3 AR AR 5 1L 10 & A 9%
YIS, = H AW N Tk B AR R 2 Wy 1B A B m GRS E, H5 R 8
LA ] B T ) REAT 7 2 VIAH G A B TR B YL B3 TS o
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The diagnostic value of joint fluid AD-1, SDF-1 and SicAM-1 in postoperative
infection after artificial humeral head replacement and their relationship with

postoperative rehabilitation

XU Bing', WANG Huaging', HUANG Qiangkai', XIAO Qiang', LIU Yan', WU Feipeng®, HU Qionghua’*
(1. Department of Orthopaedics, Chengdu Second People’s Hospital , Chengdu, Sichuan, China, 610017 ;
2. Department of Orthopaedics, Panzhihua Central Hospital, Panzhihua, Sichuan, China, 617067; 3. Depart-
ment of ICU, Chengdu Second People’s Hospital , Chengdu, Sichuan, China, 610017)

[ABSTRACT] Objective To investigate the diagnostic value of joint fluid defencin-1 (AD-1), stro-
mal cell derived factor 1 (SDF-1), and soluble intercellular adhesion molecule sicAM-1 (SICAM-1) in post-
operative infection after artificial humeral head replacement, and their relationship with healing time and shoul-
der joint function. Methods 42 patients infected with artificial humeral head replacement in our hospital were
selected as the study group, and 86 patients without infection after artificial humeral head replacement during
the same period were selected as the control group. Detecting and comparing the levels of AD-1, SDF-1, and
SICAM-1 in joint fluid between the two groups, and analyzing the diagnostic value of joint fluid indicators for
postoperative infection and the relationship between the indexes of joint fluid and healing time and Neer score.

Results The levels of joint fluid AD-1, SDF-1, and SICAM-1 in the study group were higher than those in
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the control group (P<0.05) ; the AUC of postoperative infection after joint diagnosis of joint fluid indicators

was as high as 0.882, the best diagnostic sensitivity was 73.81%, and the specificity was 91.86% ; the joint flu-
id AD-1, SDF-1 and sSICAM-1 had a significant positive correlation with healing time (r=0.623,0.477,0.490,
P<0.05) and a negative correlation with Neer score (r=—0.826,—-0.794,—-0.747,P<0.05). Conclusion AD-1,

SDF-1 and sSICAM-1 are closely related to the occurrence of infection after artificial humeral head replacement.

The combination of the three indicators has a high application value in the diagnosis of postoperative infection,

and is closely related to the healing time of the infected patients and the function of the shoulder joint, which is

helpful to assess the prognosis of infected patients.
[KEY WORDS]

rived factor 1; Soluble intercellular adhesion molecule-1

N TR Sk B A5 AR S i PRIE T I 15 408 R i
P E 0 R 5, M OCHRIE R, WK OGS E 4
HN TR B R AR N 1%~2% , BB F ANk
3%~5%""" o AJ5E YA WME R 16 TT ME B
R, AR B R R R R
I, BB R 5 B A DG IR 2R, 5T &0 A
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Hus A EEE L, Xt kARG
H MR o B 2 -1 (Alph defensin-1, AD-1) & 1
Vi M 41 M 7] 285 B 43 F--1 (Soluble intracellular adhe-
sion molecule - 1,sICAM-1) /K & T, 5 R
RAERAABIIRZR ", HAh, 540 A A I+
1 (Stromal cell-derived factor-1, SDF-1) J& ‘55 i 3 it
4 j T AE B AR TR FE B GS HR R  SR g R I
NG Z R R e R R I AR T
BT, RS E R M SR AD-1 SDF-1
SICAM-1 7E N T8 Sk B 4 AR OR 5 S e J8 5 284k
85 00 S =38 A R I % N T Sk e AR R i JK
P W e, B 72 R IR IZIE ARG G it =
FARHE . EWT
1 ERSH®
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BEHL 2016 4F 1 % 2019 4E 6 H AP 42 ] A
TREE Sk B AR 5 R AR IR, 2
VIFEG . kR 86 B N T L& Sk B ARG
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BF ) R R R AR A ITRE PR A O T 25 5
TGt =B X (P>0.05) , AT e, k1, &
MR AEA B BRZE Dy 2 ikl i
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Kk T s OFT B AT s @1 W2 N LAk

Artificial humeral head replacement; Infection; Alpha defensin-1; Stromal cell-de-

Fz1 WHBERLR (n(%),(x+s) ]
Table 1 Comparison of two groups of general data
[(n(%),(xxs) ]

[Eptiil Xf R

HH (n=42) (n=86) iyt P oA

P (&) 18/24 35/51 0.054 0.816
() 68.14+4.72  66.82+5.17 1.395 0.166

1A H (kg) 66.21+8.39  67.60+£8.69 0.865 0.389
Hir 22 E (h) 11.32+4.15  10.81£3.90 0.680 0.498
FARBHE (min)  73.2625.86  72.55+4.77 0.732 0.465

At (mL) 173.41£19.20 170.85£19.92 0.691 0.491
BB ()

A P 22(52.38)  41(47.67)

BANE 10(23.81)  25(29.07)

FliAN T 7(16.67)  12(13.95) 0.706 0.872
HiAth 3(7.14) 8(9.30)

A FAE (1))

5 IR 5(11.91) 8(9.30)  0.021 0.647
B IR 8(19.05)  10(5.81) 1.285 0.257
T A 3(7.14) 8(9.30)  0.005 0.941

BAIGIT s @ HAFRAL 3T O R A TR
J& A SN B ARG @ B E AT, O 25 TR
AT, WA HERR b O A T E AR AR
OFEPHBR B OB YTHT 3 Ji A IR YL PR
H @ENEMIE B QM RGN
R E @B I M AE L R G0 4 REAR I 55 P
Ho KRG ASRE . D2 X Lk CT #ii2 WL
YR s QBT AT @1 W2 N Tk E 3k
EHARIGIT s @TCHA RO H 3T s ©AR G R KAz &
Yo, @B HFABAM, BB RS, XA HE
R RGATET S
1.3 RIS SE bR

Jrid: AL 24 h RSB IOCTT K 1 mL, DA
3 500 r/min %% 33 B AL HE 5 min, U )EZEWR, &
b A D T SR AR A () %R < 32 [ Bio-RAD /A #]
A5 : Bio-RADS50) | JiI5C 5622 W B 4G 5% 5 ()
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&L 120150623 ), LA G2 W B AD-1
SDF-1sICAM-1 7K F-,

SRR : OPILIE 1T AD-1,.SDF-1 sSICAM-1
K. @43HT W AD-1 . SDF-1 . sICAM-1 5t
KW AR ARG BN ZW e, OBRPEELE)S,
B 1 3~5 A, BN [R) &7 WK - B i A it
6] JE S DI RE BT A A AR R TC IR 1A
Wi, BRI 8 X R R r e it
W, BT A I S B 5 0T 1 AT 26 1 kg Y
iK1 min; #E LW JE E I . RS
PRt - 00 R PR S MM AR AR 5 4
M2, R Neer ¥F4> 2 48 145 JH &1 T RE , &
53100 43, 544390 43 LA A, 80~89 43l K, 70~
79 53 K], T0 43 LA 2. @4 BT XTI AD-1 .
SDF-1.,sICAM-1 5 A4 i ]  Neer W73 S B
1.4 Gtk

BOHE b R FH SPSS 22.0 #1115 %R
(x x5) 3R, I LL AR ¢ 4 59 5 THECR BE LA n
(%) =N AT 1 K56, R FH Pearson #E 47 AH 5 4 43
Bt , % H ROC i £ 73 B2 Wi i i, P<0.05 R 25 5%

CENI =98
2 HR

2.1 PR ATE PR KT
WF5E 4 575 W AD-1.SDF-1 . sSICAM-1 7K P-4
XFRELH B, 2 A ST X (P<0.05) , LK 2,

*2 WHXT® AD-1.SDF-1,sICAM-1 K F LL
(xxs)
Table 2 Comparison of the levels of AD-1,SDF-1 and
sICAM-1 in the two groups (x+s)

AD-1 SDF-1 SICAM-1
(ng/L) (pg/l) (ng/mL)
o84l 42 275.03+75.67 728.34+160.12 831.19+215.75
WHHRZH 86  211.14+70.36 573.49+122.56 622.05+148.30
HH 4.705 6.052 6.416
P1{H <0.001 <0.001 <0.001

A5 n

2.2 KA TEIRNI AT IR 2 WA
KT SDF-1 IZWiAR 5 B4 AUC 24 0.798, K

T AD-1 JZ SICAM-1, 41 {H>691.61 ng/L I, 21K

TR 69.05% , FE R 81.40%, W33 # 1,

&3 ROCHITER
Table 3 ROC analysis results

ey AUC 95%CI Z4it (N U (%) Fr 5t (%) Pa
AD-1 0.717 0.631~0.793 4.379 >263.13 ng/LL 57.14 81.40 <0.001
SDF-1 0.798 0.718~0.864 6.738 >691.61 ng/L 69.05 81.40 <0.001
SICAM-1 0.787 0.705~0.854 6.116 >789.55 ng/mL 66.67 86.05 <0.001
100 100 i s
80
80
% 60 ~ w0
@ 0 % 40
20 AD-1
SDF-1 20
SICAM-1
0 20 40 60 30 100 0 2 m 0 20 100
100-F5 54 100-45 5
z] 1= —\4/\ 4 B> = — A Rl s .
| FIRRSIARRR ROC fE 2 BIRSHIAREBRROC fL
Figure 1 ROC curve of postoperative infection diagnosed by

each index

2.3 WGi2Wr

X7 AD-1,SDF-1.sICAM-1 B &2 Wi R 5
JRYL () AUC M 0.882,95%CI 4 0.813~0.932, #% b
1812 Wt SR B 73.81% , 4% 5 Bl 91.86% , WL

Kl 2,

Figure 2 ROC curve of postoperative infection diagnosed by

each index

2.4 KA TRbR AR R IR A S5 R Y BE 1
LA ] Neer PF43

KAWL AD-1.SDFE-1 . sICAM-1 & %1k AR J5 B gy
B WA B TR #H |, Neer PRI TR
NE ZFA G E X (P<0.05), L3 4,
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Table 4 Comparison of healing time and Neer score of

postoperative infection patients with different expression

levels of various indicators of joint fluid (x +s)
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Figure 3 Correlation between the levels of all indicators of joint fluid and healing time and Neer score in postoperative infected

patients
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Epidemiological analysis of cervical lesions and new development of cervical

cryotherapy

CAO Huan, LIU Bing*, WANG Xiaodan

(Department of gynaecology, Beijing Obstetrics and Gynecology Hospital, Capital Medical University,
Beijing, China, 100026)

[ABSTRACT] Cervical cancer is a common malignant tumor in women, which seriously threatens
women’ s health. The incidence ranks first among women’s cancers. With changes in people’s lifestyles, its
incidence is rising and younger. The occurrence and development of cervical cancer is a multifactorial process. It
takes decades for most patients to change from low-grade squamous intraepithelial neoplasia (CIN1) to invasive
carcinoma (ICC) , and most patients are due to high - risk human papillomavirus (HR - HPV) caused by
persistent infection. Therefore, clinically strengthening the epidemiological analysis and pathogenesis of
cervical diseases can provide a basis and reference for early diagnosis and treatment of patients. Cervical
cryotherapy is a physical therapy method that uses a refrigerant (usually liquid nitrogen) to repeatedly freeze
and thawlocal diseased tissues, necrosis or degeneration, and to achieve clinical treatment through tissue repair.
Thus, this study uses cervical lesions as a starting point to analyze the epidemiology and pathogenesis of
cervical lesions, and to explore the clinical effects of cervical cryotherapy in patients with cervical lesions, and
to provide evidence and reference for clinical cervical lesion treatment.

[KEY WORDS] Cervical cancer; Cervical lesions; Epidemiology; Incidence characteristics;

Cryotherapy; Clinical effects
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