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¥ - 1a(hypoxia induced factor,HIF-1a) . f24 M & 4 K B -F (vascular endothelial growth factor,
VEGF)#y %, R L7944 , BAH VEGF. HIF1a 89 k&5, 27 A% FEL(P<0.05);
KM A M E VEGF HIF1a XK, ZF A AT FEL(P<0.05); ALk EFf T rSiE
05 o ) F AR VEGF (HIF-1 o #9 AR T 48 P BR 40 B AL ik i Am B 7 AR A Z41(P <0.05) & &40
EF R ZF AAHFENL(P>0.05), &Hig Ak féﬁr&%ﬁ B 7 oT #t 2 il i B4k PLGC X & B 468
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Effect of Huazhuo Jiedu Hewei Recipe on the Mechanism of Angiogenesis in Precancerous Le-
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ABSTRACT Objective To explore the possible angiogenesis mechanism of Huazhuo Jiedu Hewei
Recipe (HJHR) in preventing and treating precancerous lesions of gastric cancer (PLGC). Methods
Totally 66 Wistar rats were randomly divided into 6 groups, i.e., the normal control group, the model
group, the retinoic acid (RA) group, the high dose HJHR group, the middle dose HJHR group, the low
dose HJHR group, 11 in each group. PLGC model was duplicated by inserting a spring with Helicobacter.
Corresponding medicines were administered to rats in each medicated group once daily by gastrogav-
age, 2 mL each time for 12 successive weeks. The effect of HJHR on hypoxia induced factor (HIF-1a)
and vascular endothelial growth factor (VEGF) of PLGC in chronic atrophic gastritis (CAG) rats’ gastric
mucosa was observed by immunohistochemical assay and Western blot method. Results  Compared
with the normal control group, the expression of VEGF and HIF-1a increased in the model group (P <
0.05). Compared with the model group, the expression of VEGF and HIF-1« decreased in each medicated
group (P <0.05). Besides, they were lower in the high and middle dose HJHR groups than in the RA
group and the low dose HJHR group (P <0.05). There was no statistical difference between the low dose
HJHR group and the RA group (P >0.05). Conclusion HJHR could prevent and treat PLGC of CAG rats
possibly through decreasing the expression of HIF-1a and VEGF in a dose-dependent manner.

KEYWORDS precancerous lesions of gastric cancer; Huazhuo Jiedu Hewei Recipe; vascular endo-
thelial growth factor; hypoxia-inducible factor 1«
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1978 4F WHO 18 M Z 45 1 15 & 518 B 98 1 98 itk
& TR AR R B R AR ZE (intestinal meta-
plasia,IM) #1538 | fz 44/ (atypical epithelial hy-
perplasia,ATP) , 1Ay J& B J# ik 7% ( precancer-
ous lesions of gastric cancer,PLGC) """, BH Wi Fiii
% PLGC 1 & J, Ji& W& AR W 98 & A= 28 10 8 AUHE it
Z—s
Jivge ) PR A A TR S R R O T I AR, R
B I A5 T AP 2 A DR o e B (A R AN LR AR
Wy, A KR R 40 . B RSk B R A
A AT, P BEE ST - 10 (hypoxia in-
duced factor, HIF-1«) | IfiL 45 N & 4= K [F 7 (vascu-
lar endothelial growth factor,VEGF) 7£ 14 £ i J&
b FEFRIA 5 IR I A R IR 2 L 1 A O T A
TR SE . TR 2N 5 Bk HIF-1a™™) i 20 ffy
FER IO R T 0T HIF-1 o k3 = i
A A W VEGF #4642 it A ¥ (transforming
growth factor, TGF) % | , it iff 41 ffd & A= I Bz [ it %
B[ an TWIST 2 [ . b B 40 i 55 %5 25 11 ( E-cadher-
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Rt ke H T, R I A A T © S R A T
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ERIE Y WA N E S TR 7 K s S Rl £
B R RO ET 5t o 2R 5T B AR TS 2 1)
I R0, AN P a7 2 s B A6 B il , F i
A f 7 A1 7 I6 9T PLGC, BUAS 48 hy 3l 725 1 it PR
ROR

BSR4k 24 F1 Western blot 175
e, WEAL b fift B R X1 PR ZEAE 1 H & PLGC R
S E B IRZH 2 VEGF  HIF-1a FOSE IR, 5304k il 1 2%
FE JxHg 2= 45 H R PLGC AT RE AT I 45 A AY
RITHLE

57T E

1 Y (@ Wistar KL 66 H, #id:, (A H
(160 £10) g, WK [ b EE R} K 2= 25K sh ¥ ot
SCHG B W) R A RS IE S 809100, M MR 5 A i
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2 SR Akl RS Oy R
RS RS HEE CERGE PRI 2 TR
RS 2 N, W A G R e R 2 i, BT

JUEE L K 2 v B 2 B i R 3 K R 4 S R
2.35 gAEZmL IREW, IF B Jb BE R R =
2 e i 3R A AT T A 4 TR f, R AR 24
HIRZ2FL,10 mgl/F ,#1t'5 :20040607 ; fiii S HER £,
INAREAL 25\ AT BRA L 315 : 010401 ; £h R 5 B #F
TR B, bUM R A2y ) 477, 0.15 glki, it 5
950775 ; fidi il VEGF \HIF-1a £ va e Hi ki ) &
DAB I 55 & iU LAY TRARA

3 W AL A 2y Wistar HiPE K R 66
HTE R EMRSE 1 R BEHLA R 6 41, BIVIE & 4 B4
(ZFH) R, N RRIATT A (PR AL |, fbh fig
FAE AR AR ERT AL A 11 e B e
Hb AR BT KBS PEZE 45 PE B8 K PLGC BLAY
A ST RN 35 2 BROSCHR [ 7 ] B9 5 6 91 i DA ele gk
Wi Wistar KERZEEAZEK 16 h )5, Lk 1.0% 1%
CL L2 5 mL/kg M 1 5 R, HL o o, [ K B
VOB, fETCTR A5 1 NP IE, 2 68 1, 76 B R RERE A T ] 3
0.2 cm La MY —/Na K —KZ4 2 ecm  H
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AT A6 W, LK B W o S b e B TR
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WA G, IR H 60 ~70 C b ek
WI( % 15% NaCl) , fk 2 mL/H 2 WK/FE, 1% 42 24
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25 H

4 WEAEIR M

4.1 J Western blot I/l HIF-1a &5 H
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H,4 °C,12 000 r/min 5.0 5 min, B, $& B0 A
SV AR BB Ve ) B B AR, R B B AR o ] Tris -
HETR 1% BN s T, 0 53 8 i (8 1 8 4 1 38 388
WRE B, FETZ MA B Z A ESZY, REF (KY
15 min) ,WToK 8102 B, 4l AR Fo 7 U2 IR GE
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RIG,/DOHHRT AR 8 Lo MIAHLIKSE M, A =S R

EARZES5LJE,/n5 g SDS A, k17 SDS-E Actin

TR T PG 5 JS FL VK 5 Wi I R A T LA R A, S R FREAE T 0

W, e AE M, 170 ~200 mV 1.5 ~6 h, J& #£ 3 i .

(5% 41 FHAEH BSA) HE RS 4 ~5 h sk

SR SR B HIF-1 o 4 6 12 250, % I 42 20 0
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LB I9G—PBS iH ¥ 10 min x3— {4, West- Vi A W7 1AL B UL C kI RRAL; D ki i
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4.2 GEEMBULEEIE VEGE AT b B AR RN HIF o B 2R LR
1o%q:r$ﬁ;r\t5;p|x|ﬁlﬂ524 h, i 22 HE % 1 HUKRMEFE HF 1o BAHE (xzs)

ﬂ%%’é AT RPE LML 2E SP gk a, Jr 4 7 L) n HIF-Ta

QIR IS AR T R 10 0.189.1+0.005 1
o %] 10 0.5950 +0.007 1*

FRERS R, B2 B8y PBS WAUE —HLI = FIX g 10 0.386 4 +0.006 2%

MR, ARSI BF S S BAERARE S T BT LLE e 10 0.377 1 +0.005 3%

T 200 S R (B e R € 4 R A fi 75y b R 10 0.222 8 £0.005 844°

Ao fifp 2 7 i 7R i 10 0.2142+0.006 124°

VEGF A MITE, XS5k V)7 BEALIE LS A HLET iy U+ 5% FALILAE, P <0.05; SBURALH A, P <0.05; 5 fl i
555 T (10 x40) B PEF 40200 UM, 2531 mmatpmnsg or (o4l e, AP <0. 05 ; 545 1 R4l Ho g, OP <0. 05
1 000 1, DAt o 2 38 J00kE 1 25 (TR v I 35 (0 1) BH A

ARG TIF41:0 AR 1 4RI 2 50 2 {HURRH B VEGE HIFkILE(142,
H A

P B A0 M BT 5 A S HeAT 4 ISHT%éIHH@ <5%AH0
gy, PRI 5% ~25% F 1 4, FHPE 40 26 % ~
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Wil >75%H 4 43, Y €058 FE 4385 FH P 40 i A 43 b
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N+, >6 N HH

5 SeitaEJdiyk: JH SPSS 13.0 it #k it k4T
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AN[R) 2 1) FH B PR R 22 43 A, T LL A HISNK- g £
B T ZASFH KW H K55, W ] Neminy
%,P <0.05 HERAGIFE L,

& R

1 BAKFEEEE HIF1 o 32K A (B 1,3
1) HEd L R HIF o B3I, 225
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NG B BIR A, FLEA T IM AT ATP 41 i il Fn
(B5%) ML, — 2Py 2 40 i Bt o] L5 1% VEGF 4
(AR A BURTTL T8 ) o 25 F14] VEGF Rk F4,
a3 A e RV K AR T 41 VEGF 3Rk &,
LSBT E X (P <0.05) ; 8 IAYF 4 SHRI 4 L
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ZH AR HIF-1 o B 2235000 F 4 F R 4 AR 57 4 (P <
0.05) Ik 2 5 2 IR YL L 3 2 RS T4 8 X
(P>0.05),

F2 FAUKREFME VEGF FMREWE (H)
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4 H iR 10 0 1 7 2
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R, AL R EEE L AR AR R . U2 AR R
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broblast growth factor,aFGF) . §f{4: il £F 4 41 s 4=
£ F (basic fibroblast growth factor, bFGF) .
VEGF . i/ M i 4=+ A F ( platelet derived growth-
factor, PDGF) %%, Hth HIF-la.VEGF 7EF £ 95
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R AR e . B 5E  HIF-1a /3 VEGF ik 105
SEPTE  HIF-1 o 3 IR AT 3G i VEGF mRNA 98
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A R HER

AWFFE A o A o i 2 A0 7 RERRAIR S 2
AR HIF-1 o\ VEGF 36 3k, — J7 I 42 /R Ak 3k 1 75
FIE J5 24 A B8 3 A HIF-1o AT VEGF 1Y 35T 34
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B RS H 2 b I A A OC A 5 HIF-1a .\ VEGF A B
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