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Correlative cell signaling pathway for expression of heme oxygenase — 1

induced by ginkgo biloba extract in rat vascular smooth muscle cells

YANG Xiao —yu, WANG Hong — xia, WEI Zong — de, HUANG Wei - yi
( Department of Cardiology, Affiliated Hospital, Luzhou Medical College, Luzhou 646000, China. E — mail. hwy6881 @
126. com)

[ABSTRACT] AIM: To explore the effects of heme oxygenase —1(HO —1) protein expression induced by ginkgo
biloba extract ( EGB761) in rat vascular smooth muscle cells (RVSMC) and the correlative cell signaling pathway.
METHODS: The RVSMC lines were revived. Serial passage to 6 generation was carried out and divided into different
groups. The cells were treated respectively with vehicle, purely EGB761, EGB761 plus zinc protoporphyrin IX or other
specific inhibitors of cell signaling pathway. Western blotting method was used to detect the expression of HO — 1 in
RVSMC. RESULTS: EGB761 induced HO -1 protein expression in a dose dependent manner. ZnPPIX and genitein sig-
nificantly inhibited HO — 1 protein expression induced by EGB761 (0.10 £0.01, 0.07 +0.01 »s 0. 61 +£0.07, P<0.01,
respectively) . However, calphostin — C, LY294002, Bayl1l — 7082 had no apparent effects on HO — 1 protein expression
induced by EGB761 (0.63 +0.07, 0.65 +0.07, 0.64 £0.06 vs 0.61 +0.07, P >0.05, respectively). CONCLU-
SION. (1) EGB761 significantly induces HO — 1 protein expression in RVSMC, and the effect can be inhibited by a spe-
cific HO inhibitor ZnPPIX. (2) The HO -1 protein expression induced by EGB761 in RVSMC is mediated by tyrosine pro-
tein kinase pathway.
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Fig1 Western blotting analysis of HO — 1 protein expression in
RVSMC treated with different concentrations of EGB761.

E1 Western blotting 4 f7 A~ [E ik B EGB761 ZH HO -1 &
BRiE
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Fig2 Comparison of HO —1 protein expression in RVSMC trea-
ted with different concentrations of EGB761. x £s. n =

5. *P<0.01 vs control group.
2 A [ERE EGB761 AE HO -1 EHRIFEMLLE

2 ZnPPIX3t EGB761 55 HO -1 EARIAHEM
g EGB761 (200 mg/L) ZH4H I, ZnPP IX 4H
HO -1 AW B, B8 HO -1 HEHR
IREE AR, P AR X O BEAE 4 R 0.10
0.01 5 0.61 +£0.07(P <0.01),
3 RS SiE AT X EGB761 55 HO -1 &
BRIZHRIE
54 EGB761 (200 mg/L) 4140 H, A EA 41
HO -1 EHRIAE B EFEAL, 1 calphostin — C 4,
LY294002 4 .Bayll -7082 41f) HO -1 EHEEE
W FCEA B ARk, TLE 3.4,

EGB761+
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t in-C

EGB761+
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Fig3 Western blotting analysis of HO — 1 protein expression in
RVSMC treated with EGB761 (200 mg/L) or EGB761
plus genitein, calphostin — C,LY294002, Bayl1 —7082.
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Comparison of HO —1 protein expression in RVSMC be-
tween EGB761 group and EGB761 plus different cell sig-
naling pathway blocker groups. % £s. n=5. P <0.01
vs EGB761 group.
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