E%ﬁﬁ/ﬁn%bm ﬂi@mmﬁ%mkm?ﬂiﬂ@fﬂtFas/Fasl%nCaspasemﬁhﬁ’J, ]
PAEINA . 2012-05-02 ik R34

FURAR ST XaER A A ot A, 0 25 B AR AR AR AL ZE A AR B Tz o0t i e i K B4 i 9% 1 Fas/Fasl Ml Caspase- 3ifi 1%
P[] %%ﬁi‘ﬂi’%&f,2012,18(23).187~191

Jif A B 39

G0N AL 23

TE# B E-mail

XS T H RS B AR )1 750004 ljx199566@163.com
e T R S 2 B S A B 2E ST, 4 . 450008

‘ﬁé’ﬁ THERER S R 2B R )1 750004

ik THERRS AR )1 750004

XU%E‘ THERLRS TR 2E B )1 750004

{TEEE THERIRSE R AE R R )1 750004
&I H T HERERR R A T H (NT2009-11)

SR H ) WS L R AR S A BH A T 370 oG e 1144 28 2 it 9% 1 Fas/ Fast FI Caspase- 3111 5% M, LA B Aff 1 BEL 400 s 26 40 PR 2 PR L
e Ik KEBENL AT AR, B8 Jesit Al BRI AN ﬂﬁ/ﬁ:fﬁ,éﬂ%ﬁ/ﬁ%%ﬁﬂﬁ*Zsbﬂzﬁﬁﬂ%*ﬁi”;%%%
K (5.09 * kg %bﬁﬁi&ﬂ%(mo g* kgl JEBEHIT(10.8 mg * kg ALK B2 TR A o R EASEAE H 40k B 5 1,3,7 d
UK UL 2R, e 4 20 24 100 U Fas, Fasl Caspase-3%ik . 45 9L HFAR41K LuTjuf/lwaFas(la.GOi 1.36),Fasdl(19.40+ 1.72)fliCa
spase-3(16.35+ 1.63) #é 14 ; K Bl I J5 1,3,7 dff) Fas(45.834 1.44,36.25+ 1.60,31.37 + 2.27) Fasl (44.27 £ 2.25,37.68+ 2.01,34.15+ 1.55)
FlICaspase-3(37.18+ 2.78,29.50 + 2.07,25.26 + 3.04) K iA 444 5 (P<0.01); 5 A5 AL 41 Lh 4%, 45 FH 25 41 Fas, Fasl%%iio&ﬁ%’,)ﬁ B P il S
1.d, 2 RS AR AL 177 75 21 Caspase- 33 IA Ik 59 ; 75 A2 227k A A1 AR FHIE A 417 difiFas Fasl #ik . 2 27k <% 41 3 dff) Caspas
e 3FRIB I JE SE V- ALk 5 ;L 2R S AL Bl if 5 1 dff FasFilFasl,3 dift) Fasfll Caspase- 37X S B AN IE TLim 4Lk 5 . 4518 i
Al 5 4 B )E T Fas/Fasl i 2 1 1A 1, L AR S RIANHIE iz ] N i Fas/Fasl J Caspase- 3381k, 2L 25k S 17 L fli FasFlI Fasl )2 Cas
pase- (¥ FHECHI 3 iz b it 2, AL IS 1 a4 41 FH e o B 28 .

 SCOC B A sk it #MRHIE T EEEAR SR AL T Fas/Fad Caspase-3

Effects of Xinglou Chengqi Decoction and Buyang Huanwu Decoction on FagFasl and Caspase-3 Pathway of Apoptosisin Ratswith
Cerebral Ischemia

Abstract:Objective: To observe the effects and mechanism of Xinglou Chenggi decocotion (XLCQD)and Buyang Huanwu decoction (BY HWD)
on Fas/Fasl and Caspase-3 of regulating genes of neurons apoptosis caused by cerebral ischemia. Method: Rats were randomly divided into sham,
model, Nimodipine, BY HWD and XLCQD groups. Focal cerebral ischemia models were established by middle cerebral artery occlusion with nylon
thread. Rats were given with XLCQD(5.0 g * kg'h),BYHWD(13.0 g * kg'h)and nimodipine(10.8 mg * kg )by ig before the model
preparation,once aday after the operation. At 1, 3, 7 d after operation, neurons apoptosis, expressions of Fas, Fasl and Caspase-3 were
determined using the method of immunohistochemistry. Result: A few expressions of Fas(16.60+1.36), Fasl (19.4041.72)and Caspase-3 (16.35
+1.63)could be observedinrat * s brain of sham group. In each model group, expressions of Fas(45.834-1.44,36.25+ 1.60,31.37+2.27), Fasl
(44.27+2.25,37.68+2.01,34.15+ 1.55), Caspase-3(37.18 £ 2.78,29.5012.07,25.26 £ 3.04)all increased(P<0.01). Fas and Fasl expression in
each administrated group all decreased, and the expression of Caspase-3 in Nimodipine 1 d group, each XLCQD and BYHWD group was higher.
Fas and Fad expressionsin each XLCQD group and 7 d BYHWD group and Caspase-3in 3 d XLCQD group all decreased than that in
Nimodipine groups. The expressions of Fasin 1 d and 3 d, Fadl in 1d, Caspase-3in 3 d XLCQT groups al decreased than that in BY HWD
groups. Conclusion: It was shown that Fas/Fasl up-regulation of apoptosis could be caused by cerebral ischemia,and XLCQD and BYHWD could
al inhibit the level of Fas, Fad and Caspase-3.The role of XLCQD was more earlier and significant in down-regulating the expressions of Fas, Fad
and Caspase-3, especially at 1d after cerebral ischemia

keywor ds:cerebral ischemia Buyang Huanwu decoction Xinglou Chenggi Tang Fas/Fasl Caspase-3
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