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Synergic Effect of Xue Fu Zhu Yu Tang
and rt-PA in Rat Thromboembolic Stroke
Model

Joen-Rong Sheu
Taipei Medical University

ABSTRACT

Stroke is a main mortal cause of vascular diseases, and affects healthy
critically. Pathological mechanisms of ischemic stroke were studied intensely, but
did not have well therapy of ischemic stroke because it is unpredictable. Traditional
Chinese medicine formula is used for stoke therapy clinically, but the studies of
its effects and mechanisms are still uncompleted and unconvincing. The Chinese
medicine therapy method of promoting blood circulation and removing blood stasis
is used in stroke therapy widely. Yilin Gaicuo is one of the therapy formulas of
promoting blood circulation and removing blood stasis and Xue Fu Zhu Yu Tang
is used in blood stasis syndrome widely. The aim of this study is to investigate the
protective effect of Xue Fu Zhu Yu Tang on ischemic stroke through completed
study models.

This study utilizes thromboembolic middle cerebral artery occlusion (MCAO)
model to evaluate the effect of Xue Fu Zhu Yu Tang on MCAO-induced brain injury
in rat. Furthermore, we investigate the molecular mechanisms of Xue Fu Zhu Yu
Tang through Western blotting. This study also estimates the effects of Xue Fu Zhu
Yu Tang on stroke completely.

Our results show that Xue Fu Zhu Yu Tang (1.5 and 3 g/kg) reduced MCAO-
induced brain injury. Xue Fu Zhu Yu Tang also inhibited MCAO-induced HIF-1 ~

TNF- iNOS, and active caspase-3 expression. The protective effect of Xue Fu Zhu
Yu Tang on MCAO-induced brain injury may mediate through inhibition of HIF-1
expression and sequentially suppressed TNF and iNOS expressions, and finally
inhibited the apoptosis-related proteins such as active caspase-3 activation.

Keywords: ischemic stroke, rt-PA, Xue Fu Zhu Yu Tang
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ko R fsy HRAEE-T0CHE Y o Ed 70°Cr R 2 (8 o
*+4°CT 4v » lysis buffer (50mM HEPES buffer, containing 100mM KCI, 10

Jﬂ
=
m

1*1 ¥
N

M-

251



v %5%?4’}3?}2 5288 % op
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(4)3F L &k & B £ o FriE Pw%’(l Sg/kg/day) = % {58 {7 £ T 0 jiFiS KB A
rt-PA (8mg/kg) e ~ (5)FF L4k & 3 & & & Frik A F Ggkg/day) s ¥ {6 & {7
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- N JEE Rk B R d FR- A) P T B ARROT A S Bk i
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3g/kg/day) & * rt-PA(8mg/kg) ke W] (lanes 44v5) » 4p # 3 4k G 7% A
shfe w(lane 2)A] 3 SR A& SRR AP B LR b < UGN H HIF-
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+ o i 2 TNF-afriNOSe+ £ % 3R (Matrone et al., 2004; Chu et al.,
2008) » ¥ *F TNF-a7= ¥ 12 #% % INOS#14& # (Heneka et al., 1998) »
A INOS#7i¢ * iNO* £ A 4 > g 2 w2 tht = 2w k= 4
3¢ 3-v active caspase-37% IJL(Chung et al., 2001; Stewart and Heales,
2003) > #71FNFER Z rt-PAE * JHiE B T A f &5 d iVP%JHIF l(x
4 IR0 A 0 T TNF-afriNOSeh A 2 » i FNOZ ¢ < &
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R m RE I D PR iE E e e o

A £ (S H S rt-PA (Smg/kg) ke 2 FE L H Ak 8 1 FRE A
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WFep (SRRt o sTHEr £ E R Y gy H fhid 5 —*‘E”ﬁ o R
b MPG Y R et R o
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