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[#ZE] HH #F5MHIEM S biliary atresia, BA) LA L SRS S HF (HIF-10) AL A
Je A K F (VEGE) 35k &% 5 1M 8 A8 RN 47 A i 56 2 L 3R HEAE BA %50 nl BB A/ FH LA
Fik EBUREM SR IL(BA 41) P42 15 4] IR 5K L (CBD 4) P21 41 10 §i \BA & J& M JiT
Wik B2 Z RSB L (LT 21) iF4H 2 10 ], HE | Vimentin 3 €4 158 45 B A (1) 41 27 2% A8 40 7 21 i fb
TR, CD34 Juta it i 45 T4l 4 %5 B (MVD) |, S sge 21 {46 0 HIF - 1o 1 VEGF £ 45 241 T 4H 4L v
Mk, Z£8 CBD 4l .BA 41 LT 4 G s i 45 16.8 1.9 23.2 £3.8.25.9 +2. 1, HIF-1a
T T4 L 2 R 43 B A P 2235, BA 4] HIFL -« (95625 5 (0. 160 7 +£0. 029 7) 75 F CBD 41(0. 150 4 +
0.146 3) F1 LT 41(0. 151 3 £0. 005 9) ,P <0.05, VEGF 7E/F40E JHAF ke 3235, BA 41 VEGF [
AR (0.162 9 +0.012 9) 2 F CBD 41 (0.1322 +0.025 7) 1 LT 41 (0. 146 2 +0.015 2) , P <0. 05,
#5i¢  HIF-1a VEGF Wfgiliid 25 BA diy i 8 A st 72, (R HE 7 4

[kR] HIEMSL; M4 40 ; HIF1-o; VEGF; £f4ifk

The expression of HIF -1« and VEGF in the patients with biliary atresia. WEI Yuan-yuan, DING Mei-
yun,GAO Ting, et al. The Graduate School of Tianjin Medical University, Tianjin 300070, China

[ Abstract] Objetive To detect the expression of HIF-1 and VEGF in the liver of patients with biliary
atresia( BA) and their relationship with angiogenesis and fibrosis and to explore their function in the pathogene-
sis of BA. Methods Liver tissue of fifteen BA patients, ten congenital biliary dilatation patients . ten liver
transplantation patients were collected. HE | Vimentin staining were used to observe the histological changes and
detect the degree of fibrosis. CD34 staining mark vessel to count microvascular density (MVD). The immuno-
histochemistry were used to detect HIF - 1o and VEGF in the liver of each group. Results MVD in CBD
group .BA group LT group respectively was 16.8 £1.9 23.2 +3.8 25.9 +2. 1. HIF-1a express in cytoplasm
of liver cells and some expressed in nucleus,BA group express HIF-1a more than CBD group LT group, P <
0. 05. VEGF express in liver cells bile duct, the arterial wall, the optical density of VEGF of BA group more
than CBD group \LT group,P <0.05. Conclusions The expression of HIF-1a induced by hypoxia may play a
role in the process of BA angiogenesis through regulating the expression of VEGF.

[ Key words] Bliliary atresia; angiogenesis; HIF1 -a; VEGF; fibrosis
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(400 1% ) LEF T 435k U0 R BEDLIE I S 4> B AL T
UM S BCEE . 529% 2H 46 ( Immunohistochemis-
try ,THC) Yt i HIF - Lo F1 VEGF 7645 28 IF 4 41
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£ 1 ARELLH MVD Il VEGF HIF-1a FHFIL T
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il MVD VEGF

HIF-1a

CBD4 16.8+1.9 0.1322+0.0257 0.150 4 £0. 146 3

BAZ] 23.2+3.82 0.1629 +0.012 98  0.160 7 £0.029 72
LT4  25.9+2.12 0.146 2 £0.015 23> 0. 151 3 £0. 005 92
F{H  24.884 ** 4.078 ** 0.611
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VEGF 0.142 0 £0.015 2 0.123 9 +0.023 7 0.152 4 +0.038 9 0.167 1 +£0.025 3 0.136

v+ ,P<0.05,
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