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group (n=10) low dose herb group ( n =10) positive control group ( n =10) and model group ( n =10) . Rabbits
were made atherosclerosis models by high-fat diet except for the sham operation group. The sham operation group and
the model group were given 10 ml/( kg * d) normal saline by gavage. The positive control group was given 30 mg/( kg °

d) atorvastatin calcium by gavage. The high and low dose herb groups were given Tiaozhi Fang 1 12.10 and 3.02 g/
(kg * d) by gavage. After 3 months the levels of rabbits” serum total cholesterol ( TC) triglyceride ( TG) low
density lipoprotein cholesterol ( LDL-C)  high density lipoprotein cholesterol ( HDL-C)  superoxide dismutase
(SOD) malonaldehyde ( MDA) serum tumor necrosis factora ( TNF-o) interleukin 6 ( IL-6) intercellular ad—
hesion molecule 1 ( ICAM-) and vascular cell adhesion molecule 1 ( VCAM-) in each group were determined. The
expressions of aorta abdominalis low density lipoprotein cholesterol receptor ( LDL-R) and VCAM-A mRNA were detec—
ted by reverse transcription -polymerase chain reaction ( RT-PCR) method. Results Compared with the model
group TC TG LDL-C and MDA in the high and low dose herb groups decreased; SOD level increased. The levels
of INF-a IL-6 ICAM- and VCAM- and VCAM-AmRNA expression in the high dose herb group decreased; LDL-
R mRNA expression increased ( P <0.05 or P <0.01) . Compared with the positive control group SOD level in the
high dose herb group increased; TNF-a level decreased ( P <0.05) . The difference of indexes between high and low
dose herb groups was not significant ( P >0.05) . Conclusion Tiaozhi Fang | might improve blood lipid reduce
serum inflammatory factor up-regulate LDL-R mRNA and down-regulate VCAM- mRNA which might be one of the
mechanisms of anti-atherosclerosis.

Keywords atherosclerosis; Tiaozhi Fang 1 ; inflammatory factor; vascular cell adhesion molecule; blood lipid
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Effect of Electroacupuncture on Hippocampus Morphology and Insulin Resistance of Alzheimer’s Disease
Model Rats

ZHANG Liang HUANG Xinyu Yl Wei XU Nenggui HUANG Kangbai HAO Yan BAI Dongyan WU
Qinglong

( Clinical Medical School of Acupuncture Moxibustion and Rehabilitation Guangzhou University of Chinese Medicine Guangzhou

510405)

ABSTRACT Objective To observe the effect of electroacupuncture on cognitive function in Alzheimer’s disease
( AD) model rats and to explore its potential mechanism. Methods Eight LETO rats were set as the control group;

twenty-three insulin resistance OLETF rats were randomized into model group ( n =12) and electroacupuncture group
(n=11) after AD model building by intraperitoneal injection of D-galactose and oral administration of AICI3 solution.

The electroacupuncture group was given electroacupuncture for 3 weeks while the model group and the control group
were not given any intervention. After intervention Morris water maze test was used to observe the behavioral changes
of the rats in all groups the levels of fasting blood glucose ( FPG) plasma insulin ( FINS) and serum C-peptide of
the rats in each group were measured to calculate the insulin resistance index ( HOMA-R) and the levels of B-amy-
loid protein ( AB) and tau protein in hippocampus of rats in each group were measured. ~Results In the Morris wa—
ter maze test compared with those in the model group the evading latency of place navigation test at each time point
significantly shortened in the electroacupuncture group and the time of crossing the platform in the space probe test
prolonged ( P <0.01) . Compared with those in the control group the levels of FPG FINS HOMA-R C-peptide
and AB and tau protein in hippocampus were significantly higher in the model group ( P <0.01) . Compared with
those in the model group the levels of FPG FINS HOMA-R C-peptide and AR and tau protein in hippocampus in
the electroacupuncture group significantly decreased ( P <0.01) . Conclusion Electroacupuncture can improve the
cognitive function and brain ADike pathological changes of AD model rats and the mechanism may be related to im—
proving the state of insulin resistance.

Keywords Alzheimer’s disease; insulin resistance; electroacupuncture; B-amyloid; tau protein
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