i 5§ 10 80X e e 11 45 A A TR0 R BR R PP A A RO %
ik BEANER (LRELAEERERG AR, TR HM  225003;2 K LHI 7 &N BHL T,
fE 102613)

HESES R285;R283 XEFRER A
DOI  10.6039/j.issn.1001-0408.2013.07.08

XEHRE  1001-0408(2013)07-0598-03

W OE R AR RE A RS AR R KRR . 7R R R R AR B AR R s e ARG R, R
AR EOINBFEAERLK) BFRFRELLK) BA(FRAERER) RE-TF(8mgke) 5 2 IRiRE . F ALF =
(8.4.2g/kg)tn, HRLH FR1K,HELTd, MNE XKLL @GR, B ASBALH(SOD)  #it AL B (MPO) &, &=
B(MDA) . @ @faA-%(IL)-6 4%, &2 . 5HAMIE R RS . F &A S8 X R Ime e @2 ZR ) ,S0D & 2%
¥ 3%, MDA #= IL-6 4% % % F&4%, MPO &4 B 2,55 (P<<0.01 3% P<<0.05) . %3 s B 0 R 47 B dn 457 4 69 HLh) =T 48 5 IR
Ji e fn AR KR AR S @ AR, 38 3R SOD W&, BAK MPO 7 142 MDA IL-6 &% A %,

KR W O R ; B S AR A 3 I AT ST 0 AR 5 AR AL M AL B 5 B R AL M B

Study on Protective Effects of Naokang Oral Liquid on Cerebral Ischemia Injury in Rats
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ABSTRACT OBJECTIVE: To study the protective effect of Naokang oral liquid on cerebral ischemia injury in rats. METHODS:
Cerebral ischemia injury rat model was induced by nylon line reaching into the external carotid artery for 12 h. The experiment rats
were divided into 7 groups, i.e. blank control group (constant volume of normal saline), sham operation group (constant volume
of normal saline), model group (constant volume of normal saline), nimodipine group (8 mg/kg), Naokang oral liquid high-dose,
medium-dose and low-dose groups (8, 4, 2 g/kg). They were given relevant medicine intragastrically once a day for consecutive 7
days. Cerebral infarction area, activity of SOD and MPO, content of MDA and IL-6 were all determined. RESULTS: Compared
with model group, cerebral infarction area decreased significantly in Naokang oral liquid groups; the activity of SOD increased sig-
nificantly while MPO activity, content of MDA and IL-6 decreased significantly (P<<0.01 or P<<0.05). CONCLUSION: Naokang
oral liquid can reduce cerebral infarction area, increase the activity of SOD, and reduce the activity of MPO, MDA and IL-6 con-
tent, which may be one of the protective mechanisms of cerebral ischemic injury.
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