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Effects of the Amino Acid 70 Substitution in the Core Region of Hepatitis C Virus Genotype 1b on Interferon — stimulated Response Element.

Hu Zhongjie, Liu Ying, Qiu Lixia, et al. Beijing Youan Hospital, Capital Medical University, Betjing 100069, China

Abstract Objective To investigate the effects of the amino acid (aa) 70 substitution in the core region (CR) of hepatitis C virus

(HCV) genotype 1b (GT = 1b) on interferon — stimulated response element (ISRE). Methods The expression plasmids of wild type and

mutant aa70 core proteins were constructed and then transfected into human hepatoma cell line Huh7. Western blot was used to conform

the expression of HCV core proteins. Next, dual luciferase reporter assays were performed to assess the effects of core proteins on ISRE.

Furthermore, expressions of 2',5" — oligoadenylate synthetase 1 ( OAS1), myxovirus resistance protein A ( MxA) and protein kinase R

(PKR) were tested by SYBR Green real — time PCR. Results The expression plasmids of wild type and mutant aa70 HCV core protein

were constructed and expressed in Huh7 cells successfully. However, the effects of wild type and mutant aa70 core proteins on ISRE and

3 major ISGs were not different significantly. Conclusion Substitution of amino acid 70 in HCV GT - 1b core region alone is not sufficient

for resistance to [FNa treatment.

Key words Hepatitis C virus; Core protein; Interferon — stimulated response element; Interferon stimulated genes
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Expression of Myelin Basic Protein in Cerebral white Matter of Chronic Epilepsy and Depression Co — morbid Rats. Qi Zhenbo , Wang Xiun-
an,Wang Fei et al. Student Brigade Team 5, College of Basic Medical Sciences Third Military Medical University, Chongqing 400038 ,China

Abstract Objective To investigate the expression changes of myelin basic protein (MBP) in cerebral white matter and its signifi-
cance in the co — morbid rats of depression and chronic spontaneous recurrent epilepsy. Methods We established the spontaneous recur-
rent epilepticus seizure ( SRS) rats induced by youth status epilepticus as a model. Behavior evaluation, myelin specific fast blue( LFB)
staining, immunohistochemical staining and molecular biology technology were used to observe the depression occurrence rate as well as a-
nalysis the relevance with the changes of MBP expression in SRS rats. Results The double positive rate of the depression - like behavior-
al index was about 25% in SRS rats after evaluation using elevated plus maze test and forced swimming test. The average optical density

(OD) value of myelin specific fast blue staining and MBP positive signal was reduced significantly in the callosum corpus (cc) and cingu-
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