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Expression and mutation of HPVI18 late gene L1 in exfoliated cervical cells

WANG Ping WAN Chuandan ZHAO Yilin CUI Yanhong GONG Lei LIN Aigin BU Wenjie ZHU Xiaolei
Department of Medical Biology Wannan Medical College Wuhu 241002 China

[ Abstract JObjective: To analyze the expression and variation of HPV-8 late protein LI in cervical exfoliated cells at different stages. Methods: Exfoliated
cells were obtained from cervical epithelia infected with human papillomavirus strain 18( HPV-8) and subjected to detection of L1 protein expression by
immunocytochemistry. Total DNA was extracted and amplified by polymerase chain reaction( PCR) using primers specific to HPV-8 L1 gene. Then the
amplified products were analyzed by Sanger gene sequencing. Results: L1 protein was positively expressed in cervical inflammation of HPV48 CIN [ +
II CIN I and cervical cancer tissues with expression rate of 100% 81.8% 34.6% and 12.2% respectively. The positive rate of L1 protein expression
was statistically different in exfoliated cervical cells in CIN with different grade( P <0. 01) . Sanger sequencing revealed mutation in L1 gene sequence with
a mutation rate of 9.2% . A total of 11 nucleotide variants were found among which 4 were missense mutations. Conclusion: Expression level of HPV48
L1 protein is negatively correlated with the severity of cervical lesion by histopathology. Mutation of HPV-8 LI gene is relatively prominent and character—
ized by endemic mutant strains which indicates that L1 gene mutation may be related to the malignant degree of cervical lesions.
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Establishment and evaluation of experimental hyperlipidemia model in rats

WANG Jun SUN Yali FANG Yanna TAO Mengjun YUAN Hui

School

of Public Health Wannan Medical College Wuhu 241002 China

[ Abstract 1Objective: To establish and evaluate the experimental model of hyperlipidemia in rats. Methods: Wistar rats were randomly divided into blank

control group and experimental group( n =10 for each group) . Rats in the blank control group were fed with conventional diet and those in the experimen—

tal group were intragastrically administered with simple highfat emulsion in dose of 1 mL/100g once a day. Changes including the body length body

weight and Lee’s index were observed in rats during experiment. Results: Body length and body weight tended to increase with days for rats in the two

groups and the difference was significant between groups( P <0. 05) . Lee’s index was also different between groups( P <0. 05) yet the difference was in

downward trend over time. Conclusion: High-fat emulsion via intragastric route can lead to body weight increase in rats which is an ideal technique for de—

veloping experimental animal models of hyperlipidemia.
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