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AR avB8.p38 I ERK1/2 7EAHE 141 28 JLITFI v

g AR TR, TR
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Kasai FAG FIFIRE B TIFRAR R BA UL 10 BN REAL . BUB LA M RTZARAR 1T HE Y0 a8 2T 2
LR AT e A A A I ovB8 . p38 2 ERK1/2 FEFAHA N Rk B . R HE YettrR, JRY 21T UL 4 4 4
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JBAYER IR ; Kasai ZHavB8.p38 K ERK1/2 B 7 AN AR TT 3178 DX R A I jbe 200 Mt it o B I 285 P9 b 20 At ff o
S B MR IE s IF A AlovB8 . p38 I ERK1/2 25 H & Mk PR I8 . Kasai W FIFREAE A avB8 . p38 S ERK1/2 kK
S TR 4 (3 P <0.05) , Kasai 2 S5 PR L R TEG# R o & oavp8.p38 K ERKI1/2 FikHE
BA PR fbad 7 B B34, avB8 p38 & ERK1/2 nHES 531t BA P-4t .
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The expression and significance of integrin avp8, p38 and ERK1/2 in the liver of
children with biliary atresia
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Abstract: Objective To investigate the expression and significance of integrin av8, p38 and extracellular signal—
regulated protein kinase 1/2 (ERK1/2) proteins, which are TGF-1 pathway related regulatory protein, in liver fibrosis of
children with biliary atresia (BA). Methods Fifteen cases of BA (Kasai group) and 10 cases of congenital biliary dilatation
(CBD group) were collected in Tianjin Children’s Hospital. And liver biopsy specimens were collected in Tianjin first central
hospital, including 10 cases of BA children who underwent liver transplantation due to liver failure after Kasai operation
(liver transplantation group). The specimens of front part of the right lobe of the liver were taken for HE and
immunohistochemistry (IHC) staining. The expressions of avB8, p38 and ERK1/2 in liver were observed by ITHC staining in
three groups of liver tissues. Results HE staining showed fibroblast hyperplasia occasionally in CBD group, portal area
expansion, fibrous tissue proliferation and wide spread bridging fibrosis with few pseudo lobules in Kasai group. In
transplantation group, portal area was widened, the degree of fibrosis was severe and bridging fibrosis generally formed
resulted in pseudo lobules widely. Imunohistochemistry showed that the expressions of avB8 and ERK1/2 were weakly
positive, and the expression of p38 was negative in CBD group. In Kasai group, the expressions of avp8, p38 and ERK1/2
proteins were all strongly positive in liver cytoplasm, biliary epithelial cells and vascular endothelial cell cytoplasm. In liver
transplantation group the expressions of avf38, p38 and ERK1/2 proteins were all strongly positive. The semi—quantitative
analysis showed that the expressions levels of avpB8, p38 and ERK1/2 were significantly higher in Kasai and liver
transplantation groups than those of CBD group (P < 0.05). There were no significant differences in expression levels of av3
8, p38 and ERK1/2 between Kasai group and transplantation group (P > 0.05). Conclusion The expressions of av38, p38
and ERK1/2 are gradually increased in liver of BA with the process of fibrosis, which indicate that they may be involved in
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the process of BA liver fibrosis.
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JIH 3 P41 435 (biliary atresia, BA ) 42 22 &) JL I £ 7™
HIFIE RGN 2 —, FE LU AN R i
RAE LT AEPERER AR IR BN L, S EE A T PR
YA RN RE AL, G0 R BHEYT W AE 1 B A A
T HHET BA B FEERIT A BRI -2
Wl & A (Kasai F AR ) , [H I £F 4 b #F 7 5 A bl
& Kasai F A 045 1k o F Ak A K H 7 - Bl
(transforming growth factor-31, TGF-1 )i % 5 A
AEALHE AR B VIR G, M #E5 2R avB8 . p38 AN A
T H BB 172 (extracellular regulated protein
kinases1/2, ERK1/2) X} TGF- B1 i i B9 # 3% K&
Smad2/3 BRI AFE E EAE = HLL L 3 Fl
HATE BA FAHZ PR IBE O M A, A CE
TER M avB8 . p38 & ERK1/2 7E BA AF4HZH 1y #5h
TEOL, TFRPIHAE BA LR AL P AR FHAILH

1 #ER5HE

11 —B%ER W 2014 4F 1 H—2016 4F 3 H [a] KTl
ILE B B AMVEHIIA 1 BA BJL 15 B4 Kasai 40, 55 4 #1],
11 B, g 19~112 d, V14 (63+28)d; &Y TKIE L IL 10
B IRG 2, 58 3 4,4 7 4], H # 350~1 720 d, -3 (820+
681)d; A4 2 M Kasai 23547 HFIEGE K 435612 M ARAE S 5k
SE K BA L, HIYAT Kasai FAR . J5U4E 2013 47 1 A—
2014 4F 3 H KA — PO ERE/NLE B BT Kasai
FARJG B R84 T AF AL A BA L 10 618 RS HiL
H, 5 64,2 44, B 215~2 150 d, 14 (1 030+499)d.
SIS FHARAS I SR UFAT AT , T 109048 2R S bR ]
8~24 h )5 , A MEEIRAEAE . ASBIFIR 2 KT LB R e MR
A A — D B B HZS 5y A A

1.2 FEAH S ovBS ikl ALt A YRR
PR/ T 5 p38 ERK1 HLiR  —Hi (B AL mbric i F 4t e
BEW) .3,3- " F AN (3, 3-diaminobenzidine, DAB) i
ARG A b5 PR S E P AR BRZS F] s ERK2 A
) H Santa Cruz Biotechnology, Inc, %€ 4T TR H A Tmage
Pro Plus 5.0 H 353471 R G0 H 25 [E Media Cybernetics 23T o
1.3 AHZUERN KRS PR AR ESE 4 pm YL R, 23 50 34T
HE Je 0 S e ik e, (1D HE Jeta, JRHbl 2 —H o
JULIE | A B LK R YL SRR ER 5 min, IRILIFAT L BRRE
Y 2 min, F R CEEOK 25 B 7 0 2553 B, o A
ES T e Gl U g AR R = I A B T i
() e b e (o, RELD) 58 BUBLRE 2K , Stk +h 22
WA THURME R 15 min, B EIEZE M, PBS 0Pk 5 minx3
W, F 3%H,0,,37 CHPFE 10 min, PBS #E 5 minx3 ¥, ik
Jin—4t (avB8.p38 .ERK1 . ERK2 ¥ 1:200), T-ok4fiH 4 C

SR B B AR PBS YE 5 minx3 Uk, M S AL
FRICHY —HTT 37 C R F 30 min, PBS ¥t 5 minx3 X, DAB
A8 S min, FTRAKUE, TRARZIRGAZ B HUEK GERH rp
Jiedt R AEAR A4 (x 100) T LY F e o, (R ) IX 3, i
(x400) T HEBIA [ BH A A M HAR IR

14 GEEAALEE R AW SIS e 4L Ab B Wb
W (BT AR F T 100 420 rb B 40 i A
i E A, JCRHEAIAE N 0 43, <10%M 143, 11% ~ 50% 9 2
5%, >50%H 3 4o FRARE YL (s B N JOAR B 0 4 IR
FRE 1 4 BRI 2 4 RS0 3 4. WIS AE I 2
50 B, 1~2 43 R 3G BHME , 3~4 4 R BHME, 5~6 4
SREEYE, (2)E 0T . TRk BRI S
ANPRET , FH A — MBS 3R 55 FE 100 15 608 T 181 F s
Image pro—plus 5.0 4387 B i1 avB8 . p38 \ERK1/2 & 111
S EE FE(H (AOD) , AOD=/T2H 2L PH 1 20 i >t 2% F8 6 1/ BH
PR AT TR

15 Siileeri: KA SPSS 17.0 St fr i 4b 3, 1IF
BRI POR 725 3R, 2410 LEBCR R R 22
A3HT, A1) 22 L A O 2257 MR H Bonferroni 15, 7 229E
FPER ] Tamhane’s ¥, P < 0.05 N2 RA G5 L.

2 #R

2.1 HE Jea g5 L JHY" 418 UL 2 4 240 3 A=
Kasai 411048 X34 98, SR A A1 U8 A Wi e e fb Bl
Gk, m] AR INIE T 5 I RS AR 2T A8 X MG 58, 2F
Ye B A T, I MR AR YR U R /N B
L UL 1,

22 A bEESE R (DavB8 HH. 7E 3
ZH A B A8 DX RS b 7 20 i S 1 7 PN Bz 440 e 24
Ji o 44 e ak  ZEAR Y 4 5L 55 PH MR Rk 7 Kasai
R A A S P 258, U] 2A~C. (2)p38 &
Fo FERRY 24 DX NRAE L8 40 i R 158 79 B2 2
SEIAPERIR  FE Kasai 2 XA R 400 L X
A T 7 A0 R S A5 PN 2 200 e e o i BH 1 5
WL 2D~F . (3)ERK1/2 [ FENRY ZAAE M4
B 20 B T 5 ) PR 440 e 5 v A s BH I 3Rk L 7
Kasai ZH S AR A ZH AR M58 PN B2 20 552 51 il
211 B e 5 R B e 3k B FE RAE L R 40 Bt K 4
JiaHp S sR BH PR, WL 3,

2.3 BIRdHAL Y T as Kasai ZH FI T2 A
2HavB8 . p38 Ml ERK1/2 & 1k K- FHg-
ZH (3 P<0.05),Kasai 45 L2 R L%
e - S
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Tab.1 Comparison of av38, p38 protein and ERK1/2
expressions in liver in three groups
£1 3AFAZR«vPS.p38 F1 ERK12 R
RiZKFERIEL R

(x+s)

20 51 n avB8 p38 ERK1 ERK2

H$"41 10 0.106+0.009 0.103+0.005 0.1130.011 0.118+0.018

Kasai 41 15 0.147+0.023" 0.134+0.018" 0.133+0.019* 0.147+0.017"

AR 10 0.147£0.012° 0.151+0.016" 0.143+0.018* 0.156+0.009*
F 21.397* 23.121% 5.633" 10.412*

*P<0.05;" S 4 L, P < 0.05

3 atig

BA SEIUIFELUIF N SMIBAERERE. , 2471 R AE
R HEAL R FERIRAFE , AT Kasai TAREN]
D5 &3 O /1 AN (2 N 3 e Y i 2 S | e £
BA TP ALt 72 i, TGF-B1 {5538 B 2 11 1E BA
JFET 4 Al i R v E AR, TCR-B1 15 538 B
TG, 15 T AN 5T Y Smad2/3 i PR b A i s 1R
fb-Smad2/3 (p-Smad2/3) , p-Smad2/3 5 Smad4 JE i
KAWL I AN EAZ L IS Sh AR AL B AR Y A
s, TR S LR AL AR . avB8 ARG
WA TGF-B1 {551l % i) I 19 2 1, 7E AT 2T 44k
HREH AR Z ST B AR BA LIRS
IR WA
31 B8 Z5iIE TCF-B1 1ALk BA IFLF4
et avB8 VEN—FP ARG o1, ilid 5 TGF-
B1 e I EAT K -1 (latencyassociated peptide—
1, LAP-1) XIAHES &, SRR PR b AR T 1 -2 2 Jm
F it (membrane—type 1 matrix metalloproteinase , MT1-
MMP)5 TGF-B1 /) LAP-1 254, JEfif MT1-MMP
HavB8-TGF-B1 LW &) i@ HARE AR, G
TGF-B1 {5 538 E™ . AW havp8 HA7E 3 4l
KA BAMERS , EEAE AR A ARG R4 e
IS PN B AN AR e sk, (B AR AR 20 52555 PR
ik, 1E Kasai 20 N HFFS R 2H 5255 BHME 6k s Kasai 20 )%
A ZH B8 FEAFRIA/K PRI s . 5380, 15"
LA DL ZF A 20 MBS 2 1T Kasai 41 R RS A AH 27 440
ZUBAE R PR avB8 TENTET i R Rk 2,
WiE2 5 BA IFEF4e bt fE . AWF5E Y lordanskaia
SEORIIISTA R B AWTTEH Kasai ZHovB8
AR5 IR A IO B 25 5, X n] e S RS AR A
TERH I T AL 1 LT AR 3 DA DL SR EAS B AT G
3.2 p38.ERK1/2 it %5 TCF-B1 15538 B AH ¢
AR M AZ Gy ALt B AT AL iE R p38.
ERK1/2 J& 22 24 J5i % Ak 85 H I (mitogen—activated
protein kinase, MAPK ) {55538 % R AS [A] S 7RY Jiang
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AT R 4 B R p38  ERK1/2 4193441 50 368 3 L b
Smad2/3 B2k M2 p-Smad2/3 5 Smad4 ¥ 5 7 , ik
1M BHLWT Smad2/3/4 525 Y8 W, 538 PAI-1 & H )
mRNA B, 3278 MAPK 1558 12 5 I ik
2T 44k R, H BT MAPK 15558 J& 75 BA S LITF
I PP 2 3R R T RO RIS 40 . AN 9 45 AR
7N, p38 ERK1/2 7 BA f8 LM v JFF 40 it i 5t 3
7 DXIEAE 1 1 240 L S 1M 7657 PR B 20 A e Jo 55 rh s BH 2
Feik, HHFR KAt IR 20 B g 4 v, $R R HEmT g
£ BA LT AEALHEFE i FE2AE A 5 1M Kasai 4151
B A 2R BRSH#FE X BAEEUE L
Kasai 2 /& , #2755 p38 . ERK1/2 W] g 5 P47 4k Ak ™ &
FREEA O AR T e — DR Bk

25 AR, avB8.p38 il ERK1/2 #3A7E BA JiT
LAl R T I  ovB8 S LIS TCF-B1 17
53 S AR S AT AL AR s p38 \ERK1/2 il i
S TGF-B1 15538 I 3R IR R 1k S % 2y 1 R AIE i
AT Ak AR
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Abstract: Objective To determine the prevalence and risk factors of Epstein— Barr virus (EBV) infection after
pediatric liver transplantation for patients with biliary atresia. Methods Clinical data of 65 pediatric patients with biliary

atresia, who underwent liver transplantation, were retrospectively analyzed. Patients were divided into EBV infection group
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Fig. 1 Comparison of hepatic fibrosis between three groups (HE,x100)
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Fig.2 The expressions of avB8 and p38 in the liver of three groups (IHC,x100)
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Fig.3 The expressions of ERK1 and ERK2 in the liver of three groups (IHC,x100)
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