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Abstract

AIM: To explore the effects and mechanism of
Qigesan and its separated formula on tumor
angiogenesis.

METHODS: Exponentially growing Ecal09 hu-
man esophageal carcinoma cells (1 x 10° cells/
mouse) were injected subcutaneously into the
flank of 6- week-old female BALB/c nude mice.
On the next day after inoculation, the decoctions
(40 folds of adult dosage) of Qigesan (W) and its
separated formula (blood-activating group P and
resolving phlegm group R) were administered
by oral gavage once a day for 60 days. Microves-
sel density (MVD) and VEGF expression in the
transplanted tumor was detected using immu-
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nohistochemtry, and the protein expressions of
EGFR, PDGFR, VEGF and phospholipase C-y1
(PLC-y1) were determined using Western blot.

RESULTS: Microvessel density (MVD) in the
transplanted tumor of all treatment groups were
markedly decreased compared with that in con-
trol group (36.43 + 4.16, 40.29 + 2.87 42.43 + 3.04
vessels/mm” vs 48.57 + 7.45 vessels/mm’, P <
0.05 or 0.01) MVD and VEGF had statistically
positive correlation by SPASS13.0 (r = 0.712,
P = 0.0005). The protein expressions of EGFR,
PDGEFR, VEGF and phospholipase C-y1 (PLC-y1)
were obviously decreased compared with that in
control group. Inhibitory effects of Qigesan and
its separated formula on MVD and those protein
expressions were the best in group W and sec-
ond in group P.

CONCLUSION: Qigesan and its separated for-
mula can inhibit tumor angiogenesis, which is
related to the inhibition of protein expressions of
EGFR, PDGFR, VEGF and PLC-y1.

Key Words: Qigesan prescription; Esophageal carci-
noma cells; Tumor transplanted nude mice; Tumor
angiogenesis; Epidermal growth factor receptor;
Platelet-derived growth factor receptor; Vascular
endothelial growth factor; Phospholipase C-y1
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A ETT  WWAREGFR. PDGFR. VEGFAPLCyI%  AIHIFKEcal 00 M A AL I £ 575
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AR B R

HR: XRAHAMNBMVDE A 4148 b oA
2 %A%(36.43+4.16, 40.29+2.87 42.43 +
3.04 vessels/mm’ vs 48.5747.45 vessels/mm’,
P<0.0530.01). &-4LhF 7EMVD1A 5 VEGF £ &
T E2EAMEE =0.712, P = 0.0005). & A5
M BEGFR. PDGFR. VEGF. PLCwy1%&¥@
KA AR A AR I B EAK. B AR R R
7 3 h AR R A BMVDAEGFR. PDGFR.
VEGF. PLC-y1%& & &K 69 1E A AA 7 Ak
W, E R,

LS BRI A H I 5 AL A ) I
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VEGFAPLC-y1%& & & iAAa%.
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B R 2EE AT T T W4 505 = M) i
HLAEGFR mAb. %#$i \PDGFRBZ v ik
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SDS-PAGEHLIK, 73 & 18 [ U B I R 41
YEZZ I, 50 g/LIBLAR WA TT B ST 41 8 i
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R AN UA RN, EGFR. PDGFRBATVEGFHi{A
FI50 o/LIE G WA TTB SRR B 40.4 mg/L,
PLCy I UARRREHE 1 mg/L, T HIAHN (240 R
BEHTRIgG-HRP(1 © S0 FTECLIEEY) & 5%.
St AR F R EE TS PSS13.0 HE
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458 MERE VEGFEBRA
(vessels/mm?) (BBEBE)

C 8 48.57 +7.45 0.316+0.110

W 7 36.43+4.16" 0.198 +0.075°

P 7 40.29 +2.87' 0.210+0.053

R 7 4243 +3.04" 0.217 +0.073

°P<0.0005, °P<0.039, P<0.021, "P<0.004 vs C4A.

G kb, RN TR 2, AR 2 1k
i, TR W 2, LR B 2 b
P20 e A Bt IR — o IR 2R 4, i B R
BH SR sk, FA0 BR BH SRsD BR0R 2K, TR SO
DI 4 B S sk (1 1).

2.2 VEGF& G & & Ao JEMVD &4 s ik 1.
EERL, ZRRNET] 0N, BAAICRIW, P
this B ge il 245 (P = 0.0005, 0.021), WA
RELELP = 0.004, 15 W] )3 IR s 2 JL4 75 w] B
BRI A R A B, DA A e W IR 2
(1, E2). VEGFEMIm AL ik, EP
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AT FIE . R B ) 9 A0 0 TA S A BH 1,
T A A TR 16 9 A0 6 T S 59 B, i A B
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SHBHTE(E3); BIAIZICRIW, P RAHLL, P{E4)
51°50.039. 0.08110.118. MVDAVEGF & 1k
Spearman®§ZAH K /31T, MK HR ¥ = 0.712, P =
0.0005. 5t W Ji5 IR 80 A LA 7 00 A A ot A P A
LI VEGF 21k A

2.3 RBIaH A H 5 7 s Ecal 09 4m R ik R g 41
22EGFR. PDGFR. VEGF. PLCy1%& & k&
B F R4 Western bloth il 45 R B, A
IR AR J7 3097 AR UM 2L 2L WEGFR.
PDGFR. VEGF. PLC-y1 4 {13k 5%}l 40 AH
LE B 055, Ul R IR O H R U7 R X R
FIE BATIR sk i 4 Y, Herh 4 07 44 H e
5, I ML IR 2 (K4).

3 e
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[ EEEERTT, CE AN R IR R i A R T A Y I
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$ £ A — _ oDy AT IR TR S
Z fi;@ﬁg Wk HEHECy1(phospholipase C-y1, PLC-y1)/&
L B EGF. VEGF. PDGF%Z Fdl a2k &K N 715
Famgann W _45 K2 ft; SR AN ML RO T, AN A o
B k. PLC11 - 146 kDa LGSR FIPE2, G e e 0 RN 51t R

- - KA BRI RO AT LU IR TR IR

4 BRBREHFHNECAI09MIE R ADELALAPLC-
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B LR 7 PV E G2 28 i T35 i e afin
AR

M /RATAEAE K 32 M (platelet-derived
growth factor receptora/p, PDGFR)& M2
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