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Anti-Myocardial Ischemia Effect ant Its Mechanism of Traditional
Chinese Medicine Composite Xinmaitong Capsule

QIU Ruixiang, HE Jing-bo, LAN Jun, KUANG Cui-yi, LIU Hong-jian, FENG Jun

(Department of Traditional Chinese Medicina First Affiliated Hospital, Sun Yat-sen
University of Medical Sciences Guangzhou 510080, China)

Abstract: [Objective] To assess the effects of traditional Chinese medicine composited Xinmaitong (XM T)
capsule on treating ischemia cardiac disease. [ Methods] Sixty coronary heart disease patients with myocardial is-
chemia were divided randomly into two groups. XMT group (30 cases) was treated with XM T and western
medicine, and control group (30 cases) with western medicine. The changes of the scores of clinical symptoms,
the total ischemia burden (TIB), the plasma endothelin (ET), the nitric oxide (NO ), the super oxide dismu-
tase (SOD), and the malonyldialdehy de (MDA ) levels were observed before and after treatment. [ Results] Af-
ter treatment with XM T, the scores of clinical symptoms, TIB, ET and MDA levels were significantly de-
creased ( P<C0.01), the levels of NO and SOD were significantly increased ( P<Z0.01) in XM T group. Com-
paring with control group, these changes were statistically different ( P<Z0.01). [Conclusions] XM T capsule
can aclt against myocardial ischemia effectively, one of the mechanisms of which is protecting the function of vas-
cular endothelium and resisting lipid peroxidation injury. The effect of adding XM T capsule on conventional
treatment with western medicine was better than that with western medicine only .

Key words: Xinmaitong capsule/therapeutic use; myocardial ischemia/ drug therapy; total ischemia bur-
den; endothelins/ blood; nitric oxide/ blood; super oxide dismutase/ blood; malonyldialdehyde/ blood
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1 TIB
Table 1

Comparison of TIB and symptomatic scoring between

groups before and after treatment (x*s)

MDA
<<0.05),
<0.0D),

n TIB/ (mm°min ') Symptomatic scoring
30 75418 13.4+1.2

30 154 "% 3.2%1.407
30 78+15 12.9+1.0

30 24+6" 4.8+1.3"

Group
XMT

BT
AT
Control BT
AT

BT: before treatment; AT; after treatment; 1) P<Z0. 01, com-
pared with before treatment; 2) P<T 0. 01, compared with control

group after treatment

2 ET NO
Table 2 Comparison of ET and NO levels between groups

before and after treatment (x=Es)

eno/ (Pmol® Lil)
39+ 14
85+14 "2

per/ (ng° L™ 1)
107+32
48411 V2
Control BT 30 102435 43+11
AT 30 95426 67411 "
1) P<<0.0l, compared with before treatment; 2) P<0.01,

Group n
XMT BT 30
AT 30

compared with contwl group after treatment ’

NO ,

(P<<0.01)
ET ;
<0.0D), ET ,
(P>0.05). ,
» NO
(P<<0.0D).
2.3 SOD MDA
SOD

3 SOD

before and af ter treatment

3.2
(P

ET

MDA (7T NO

MDA
Table 3 Comparison of SOD and NDA levels betw een groups

(x=+s)

Group n &€ son/ (UsmL ) empy/ (nmol* L™ H

XMT BT 30 241422 5.640.9 ,
AT 30 258 +20 4.740.52%

Control BT 30 244421 5.540.6
AT 30 249421 5.440.6"

1) P<<0.05 compared with before treatment; 2) P< 0. 01,

compared with before treatment; 3) P<Z0. 01, compared with control

group after treatment
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