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[ Abstract |

lar ataxia(SCA) in order to avoid any mistake. Methods

Objective To establish the standard experimental protocol for the genetic testing of spinocerebel-
Taking spinocerebellar ataxia 3 ( SCA3) as examlpe the
genetypes of the patients were tested with PCR, sequencing, and the collection of the samples, the interpretation of
the results and the protection of proprietary genetic information etc. were described in detail. Results The abnormal
amplifications of CAG repeats were present in SCA3 among 21 patients with SCA3 from 6 families. Conclusion The
standardization of experimental protocol of genetic testing can not only serve as basis of diagnose in some diseases, on-
ly when proprietary gene data of the subject is kept with strict secrecy,but estimate the dangerous degree of suffering
from disease, and has important and positive significance for early precaution of the disease.
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Inhibitory effect of 4-acetoxy-2-benzoxazolone on rat hepatic stellate cell proliferation FAN Hui, QI Ping,
LIU Lin, et al. Pharmaceutical Department of Guangxi Medical University, Nanning 530021, China

[ Abstract] Objective To evaluate the effects of 4-acetoxy-2-benzoxazolone ( AcO-BOA ) on proliferation of
rat hepatic stellate cells (HSC-T6) in vitro. Methods Rat HSC-T6 was incubated with different concentrations of
AcO-BOA (0.008 mg/ml,0. 04 mg/ml,0.2 mg/ml, 1.0 mg/ml,5.0 mg/ml respectively) or without AcO-BOA for
32 hours, respectively. The proliferation rates of the HSC-T6 was determined by MTT assay. The morphological chan-
ges of the HSC-T6 were observed with inverted fluorenscence microscopy. Results MTT assay indicated that the pro-
liferation rates of HSC-T6 induced with different concentrations of AcO-BOA were significantly reduced compared with
the control group incubated in vitro for 32 h ( all P <0.05) , except the group whose concentration was 0. 008 mg/ml
(P>0.05). AcO-BOA significantly inhibited the proliferation of HSC-T6 in a dose-dependent manner. After acri-
dine orange staining, inverted fluorenscence microscopy showed the morphological changes of HSC-T6, including de-
pletion in numbers, cells shrinkage, karyorrhexis and karyopycnosis, and the changes were more significant as the
concentration increased. Conclusion The inhibitory effect on cell proliferation of AcO-BOA really exist.

[ Key words| 4-acetoxy-2-benzoxazolone; Hepatic stellate cell;  Acridine orange
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