478 - B AaEg S 10 FF 14 R

e ——

RS 4 7 2 P S 0 B 5
RAEL LBM EEAD HREE K
FAR BAF RER BMH

BERE ZABECHANAPERBREEEFFFTEERALRE, SRR E4NL
HRH_BE(MDAYSF. A SR, RBERTFFRE, AN S aEh R, &R,
oo B MG AY AT S RAH TN EARE(P<0.05), vk F %4 MDA 4
FTHESHTHRAEAL(P<0.01); BB eHBETELE4 MDASERETR, T4 34
G EAKE(P>0.05), NE%iAhFMDAASASABALBEET(P >>0.05),
BEHBATFFHEEALBARCHBENERABEBARE, |T, B-Ui@] 2L
EeF R TNESR, WHEALLFEFRA SR, BABPB -8 ARG F R,

K@i wmowdd aBEEEE Gdid HEHhe-FER

Clinical Study of Naoxin Sutong in Treating Patients with Acute Cerebral Infarction
Zhang Jiu-liang , Shi Zai-xiang, Shi Yi-ting, et al China-Japan Friendship Hospital,
Beijing (100029)

[t was showen that the cerebral ischemia-reperfusion produced free radicals are the
main factor that causes irreversible cerebral injury. The mechanism of Naoxin Sutong
(NXST) treated acute cerebral infarction was elucidated. It is compared with Ligustr-
azine(LT), which has been proved to be an effective drug for cerebral infarction. The
curative effect and the changes of serum malondialdehyde (MDA) levels,blood rheology,
blood lipid,etc. of 41 patients with acute cerebral infarction within 3 days, who were
confirmed by CT. The therapeutic result showed that after 4 weeks of treatment the
points of progress for central nervous system deficit scoring of NX5T and LT group were
10.67 £5.02 and 6.8514.49 respectively. The difference between these two groups was
significant. MDA levels of the patients and the healthy subjects were 6.46X1.70 and
3.87 2 0.67 nmol/ml respectively,the difference was also significant (P <(0.01). After 2
weeks of treatment,MDA content of NXST was less than before (P < 0.05). However
the level of LT group did not reduce,while after 3 weeks of treatment, MDA content of
NXST group was 4.34 nmol/ml. It was much less than that of I.'T group and approached
that of healthy subjects. Results also showed that blood rheology improved, blood lipid
reduced after NXST treatment. All these indicated that the effect of NXST in treating
acute cerebral infarction was good, and the mechanism as that NX»T could scavenge free

radicals,ameliorate cerebral ischemia-reperfusion injury, improve blood rheology and
reduce blood lipid.
Key words Naoxin Sutong, acute cerebral infarction, free radicals, cerebral
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