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= LDH /
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. , 0.5%CMC, 1 ml/ MTT . 96 .
100g, 5 2h .4 C 100 M,
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Tab 1. Effect of different concentration of sodium nitroprusside (SNP) on

50 ~1 000 #mol/ L

cerebral cortical neuron injury ( n= 6)

Group Concentration(mmol/ L) Leakage rate of LDH (%)

Control — 25.3244.62

SNP 0.05 27.3743.92
0.1 30.10+4. 14~
0.2 40.17+£4.26""
0.5 46.34+4.51""
1.0 52.64+4.51""

"P<0.05 T TP<<0.01vs onirol
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3.2 HIJDAF 3NO % F B 3 Ik AP L24m e bL s bE
b B ARG 69 1R AE R

2 3 ) ,
LDH » MDA , SOD
( P<<0.05; P<<0.01). HIJDAF 610,
305, 153 mg/ kg (P<0.05; P
<C0. 01), 153 mg/kg LDH .
HJDAF MDA ,» 610 mg/kg

SOD .

Tab 2. Protective effect of HIDAF on neuron activity and leakage rate of
LDH in cerebral cortical neuron injury induced by NO(n= 6)

Dose Teakage rate of LDH

Group MTT (As)
(mg/ ke) %

Control - 0.6740.08 " " % 4+8. 0"
Vehicle — 0.50+0. 05 47.80+8. %2
HJDAF 610 0.59+0. 07 39. 71+6. 67

305 0.58+0.07 3. 18+13. 69

153 0.60+0. 8 2%4.06+9.04 "7
HLIDTD 4 000 0.64+0.08" " 21.09+4. 64"
NHQXW 1 600 0.7540.11 7 46. 06£8. 20

“P<0.05 " P<<0. 0l vs vehicle

Tab 3. Pmwtective effect of HIDAF on MDA content and SOD activity in

cerebral cortical neuron injury induced by NO (n=6)

G Pose DA Cmol/ mggm) 0D
/
oup (mg/ ke) e (U/mgpr)
Control - 5.90+1.66 ° 66.77+£3.35"
Vehicle — 8. M=£1.50 59.35+6. 31
HIDAF 610 5.70+1.03 ° 66.51+3.61 "
305 4.71+£1.357" 59.07+4. 10
153 4.76+0.96 "~ 57.15£8.20
HLJDTD 4 000 4.28+1.46"" 55.7745.74
NHQXW 1 600 5.2442.10 " 73.51+£9.21 "
“P<0.05 "7 P<<0.01 vs vehicle
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Protective Effect of Huanglian Jiedu Decoction Active Fraction

on NO-induced Cerebral Cortical Neuron Injury

WU Yan', SUN Jian-Ning®, SHI Ren-Bing’
( Beijing Vital Care Biothec Inc. , Beijing 100039 ;
2Deparlment of TCM Pharmacology » Beijing University of Chinese Medicine, Bejing 100102, China )

[ABSTRACT)Y AIM:To investigate potective effects of Huanglian Jiedu Decoction active fraction (HJDAF) on NO-
induced cerebral cortical neuron injury. METHOD: Cortical neuron cells of newly born rat were prepared cultured in
vitro. The model of NO-induced cerebral cortical neuron injury was constructed. RESULT: HJDAF (153 mg/kg) -
duced the leakage rate of lactic dehydrogenase (LDH ); 610, 3035, 153 mg/ ke increased the activity of neuron and -
duced the production of maleic dialdehyde; 610 mg/ ke increased the activity of SOD. CONCLUSION: HJDAF protects
NO-induced cerebral cortical neuron injury by suppressing the generation of lipid peroxide.

[KEY WORDS] Huanglian Jiedu Decoction active fraction (HJDAF); Nitwgen monoxide; Cortical neuwon; Injury;
Cell culure
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