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Abstract

AIM: To observe the distribution of vascular
endothelial growth factor receptor-1 and -2
(VEGFR-1 and -2) in both hepatic arteries and
veins of rats with portal hypertension (PHT).

METHODS: Thirty male Sprague-Dawley rats,
weighing 180-220 g, were randomly divided into
two groups: normal control group (n = 10), and
model group (n = 20). The normal control group
was given normal drinking water, while the
model group was given drinking water contain-
ing thioacetamide (TAA). Twelve weeks later,
12 rats who had a portal pressure > 1.57 kPa and
obvious pseudolobules were selected for subse-
quent experiments. The distribution of VEGFR-1
and -2 in both hepatic arteries and veins of these

rats was determined by immunohistochemistry.

RESULTS: VEGFR-2 expression in both hepatic
arteries and veins of PHT rats significantly
increased (f = 24.306, 54.776, both P < 0.05).
VEGEFR-1 expression in both hepatic arteries and
portal veins of PHT models also significantly
increased (f = 20.669, 33.210, both P < 0.05).
VEGFR-2 expression in hepatic veins was mark-
edly higher than that in hepatic arteries in PHT
rats (t = 23.424, P < 0.05). There is no difference
in VEGFR-1 expression between hepatic arteries
and veins in PHT models (¢ = 1.434, P > 0.05).

CONCLUSION: VEGFR-2 can decrease the pres-
sure of portal veins possibly by promoting the
neovascularization of hepatic veins.
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KAl F(vascular endothelial growth factor, VEGF)
W Oy S o IR I AR SO B BT,
PR A i i o T R R R VEGFIl i
255 IS P A T S R IO 2 AR, LA A B
K [EF 2 &1 (vascular endothelial growth factor
receptor-1, VEGFR-1)(FIt-1)F1IVEGFR-2(KDR/
FLK-1) 1875 4= ORI BRI 42 7). VEGFR-1
i S A A b R T I TR R I B E 1, T
VEGFR-2X Y B4 18 B e 280 s 7 i e 5
D E L AL R DAER A R AE, AL T K S
HsINVEGFRIFWA M H AT A . AR &
FEWITR I REAL TR S BT /5 VEGFR-1. 246
JUE AL A PR 3 AT AR

1 MRRTSA

1.1 ##F SD & K305, #4J5#180-220 g, 1t H
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12 7%

1.2.1 FFARALTT R 3 R 5 4 AL AL 64 3 520 Bt
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BRI TR KO ) K 11,57 kPaff) K SR AL 12 g\
NG
1.2.2 ARASEE: TYERTBAR LM 55 12 R Ak
SER R, BORRUFFAEZH 2R, DLAE 3 Rk ok 25 il ik
Ji VTHUCE T UKYA I 22 58 R B 1R 22 PR IN (4%,
pH7.2), 14 ‘CUKFH A B E8-12 h, K5 AN20%
TEWE IR 22 RN, 4 CUKRE . A b
VIR, AP A SY) ) 3-55K.
1.2.3 SPRJE a2 45 4 &M VEGFR-1. 2%
K ATHED) A . PBSHYE3 X5 min. AE5K ) A
Win3% H,0, 50 pL, ZIE5F 20 min, #H]Id4
1Y, PBSHE3 X5 min. 5% iFF 1L 1AL 35
M, %, 30 min, FUE40 22 A Imys. Whn—
P50 uL, 4% 524 h, PBSHYE3 X 5 min. fii N
HER R PUEY R E AL SR, 37 CHF
H60 min, PBSTYE3 X5 min. 0T EERCE 1)
DAB 100 pL ‘% {%13-10 min, S8 2 ) (o
). ERIKFAKITYE, TRAZE TG, Bh BRI
K, THZREM, hPERIRE . 6B g g
45 IR, VEGFRII T # ht7t0, 5 stlm (h
BH .
1.2.4 %m0 4 &/ 7 54 EHUTFEL
AEANFIMEFVEGFR-1. 24946 0) 1 %65k, i1
SRR AW BH AN AN £

Gt F AR I E 45 S Limean+ SD&R IR
A 1) 22 5 R FH RS, 36, 2 e 3 3 Pk 7K 150k
P<0.05.
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2.1 VEGFR-1#=VEGFR-2%. & 4L /AL 53 3 &, JiT
B 1T Ik vy s K BRI L i 6 RO U
MEH D) v S A 44 4. VEGFR-1H1
VEGFR-2 %35 2H U027 Gt B 1 7= 4 IR A B
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Ve [R] e kAR /0N I (] 250 Jk PR B 12 2 12 4 A %509
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B A, 1T Ik v s 2K B FRy /0 ek T e B R/ - [1)
I 18] IS 4 2 2k A B HR ] ik 22 T T 0 A,
TE O AL LT TG BH P 41 i ik (1D, E, F).
VEGFR-275 FHAEA [Tk 5 Hs 2H K BRI /)8 i (]
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ORI 7 P [ e i £ o 44 32 58 40 AN 50 LT 6 W
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eh ARSI
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1 B BRSEEABNEEXREARFRER A S BRE TRRREARESRE x 40). VEGFR-1H]

VEGER -2l vt e Bke ik (8 B e ik ireg), 5

TR E G ANBAME. A FFREETE RS EZAVEGFR —2(4: /N

MHENE G A /INTHEIZRK); BAEFIT IRZLVEGER —2¢ N RIF#IK): C: IEH N IRAIVEGFR — 20 NHHEIZNIK); D: FFRELI Tk
EAVEGFR 1 (b /NHESIEK; T /NHIEE#RK); B: I IRZAVEGER —1 (N RIEK); F: IEH W RZAVEGFR -1 (/)N

[FIZhK).

W Z= 7 (K1D).

2.2 VEGFR& MK %t VEGFR-27¢ T ffifk
I F MK e s KRR 0N e ) 3 ik 11 30 8 5
T IE R A (e = 24.306, P<0.05); VEGFR-2
TE R AR 1T Pk v s 2EL K B8PS /DN I T e bk v 7
FIk W T IR X R 4L(e = 54.776, P<0.05).
VEGFR- LR R[] Ik ey F 20 K BRUPR 2 i )
kb I RIA 2 = T IR R N L2 = 20.669,
P<0.05); VEGFR-1{EFFAfi4b | T ik e He 41K B
(1 7N I i) i o P 0K S 3 s T IR e R AL =
33.210, P<0.05). VEGFR-24E FFREAL | bk i R 41
IR BRI /)~ - i) e i 1 2 08 S 35 v 1/ N i) 3 ik
(¢t = 23.424, P<0.05); MIVEGFR-17£ ik R4
KR PR 7N I ) 2 F R ) W ) ik P 22 38 ) Lk
W B 2552 (¢ = 1.434, P>0.05, [E2).

2.3 FFRE f2 % BE IVEGFR-1. 29 4% & 1E % %)
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IO L5 B 24 2 3 VEGFR-200 A7, {H LN JZ
20 L T H 6 I ZH VEGFR-2 YL (0 Fi /b, 1R k.
JHREAH T Ik v s 2 D BRI I 5 %) R K Bl ) T
JUE /N[ 2 R /N - TR K L B VE GFR-13%)
ARy PR 23 A T LA N R, T T UL A
LKL, 2).
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