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Effect of Zhali Nusi Prescription of Hui Ethnic Medicine on the Expression of ICAM-1 and TNF-a in

Brains of Cerebral Ischemia-Reperfusion Rats
GAN Jiale LIUJingxia HEI Changchun LIU Chao GU Yubao WANG Feng

Abstract  Objective ~ To study the effect of Zhali Nusi prescription of Hui ethnic medicine on the expression of
intercellular adhesion molecule-1 (ICMA-1) and tumor necrosis factor-a (TNF-a ) in brains of cerebral ischemia-reperfusion
rats. Methods One hundred and eighty SD rats were randomly divided into shame operation group  model group
Nimodiping group and Zhali Nusi group 45 rats in each  and at the first third and seventh days with 15 rats selected
in each time point. Except shame operation group other groups were emploied suture method to establish middle cerebral
artery occlusion (MCAO) rat models. All rats received preventive administration 3 days before operation. Rats in different
groups were administrated respectively 2 hours following model establishment. Administration dosage was 10.8 mg/kg in
Nimodiping group and 1.54 g/0.1 kg in Zhali Nusi group. Model group and shame operation group received normal saline
by gavage until the time for drawing materials. Used ELISA (enzyme-linked immunosorbent assay) method to determine
contents of ICAM-1 and TNF-a in brains and determined the expression of ICAM-1 mRNA TNF-a mRNA in brains
with real time-polymerase chain reaction (RT-PCR) method. Results The expression of ICAM-1 ICAM-1 mRNA TNF-a
and TNF-a mRNA were increased in model group comparing with those in shame operation group (P <0.01). The
expression of ICAM-1 ICAM-1 mRNA TNF-a and TNF-a mRNA were evidently declined in Nimodiping group and
Zhali Nusi group comparing with those in model group (P <0.05 P <<0.01). Comparing with those in Nimodiping
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group the expression of ICAM-1 ICAM-1 mRNA TNF-a and TNF-a mRNA were significantly decreased in first-day
Zhali Nusi group and seventh-day Zhali Nusi group and the expression of ICAM-1 ICAM-1 mRNA and TNF-a were
declined obviously in third-day Zhali Nusi group differences being significant(P<<0.05 P<<0.01). Conclusion Zhali Nusi prescription
has protective effect on neurons in cerebral ischemia-reperfusion rats. Its mechanism may be related to the inhibition of expression of
ICMA-1 and TNF-a in rats’ brains.

Keywords Cerebral ischemia-reperfusion Zhali Nusi prescription Intercellular adhesion molecule-1 (ICMA-1) Tumor necrosis
factor-a (TNF-a ) Animal experiment Rats
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Effect of Needle Roller Combined with L-ascorbic Acid on Ultrastructure of Aging Skin of
Mice
JIN Hongmei BAI Yaping
Abstract Objective To observe the effect of needle roller combined with L-ascorbic acid on ultrastructure of aging skin of mice

and to explore possible mechanism of the therapy of needle roller combined with external drug for skin aging. Methods Divided 50
cases of three-month old female Kunming mice into normal control group model group needle roller treatment group needle roller
plus vitamin C(VC) treatment group and VC treatment group randomly 10 cases in each group. Except normal control group other
groups were all given subcutaneous injection of D-galactose on the dorsal and cervical skin continuously and were given irradiation of
short wave ultraviolet lamp and tungsten lamp on the dorsal skin to establish the model of subacute skin aging. Observed and analyzed
the activity of superoxide dismutase (SOD) the total content of malondialdehyde (MDA) and hydroxyproline and some other
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