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Detection and sequencing of different subtypes of HPV in laryngeal carcinoma
PENG Fang—vyi,et dl
(Pharmaceutical Engineering Specialty , School of Chemistry and Bioengineering, Chongging University of
Technology)

[ Abstract JObjective: To look for the further evidence for different subtypes of HPV as carcinogenic factors in laryngeal carcinoma.
Methods: We examined representative numbers of specimens from laryngeal cancer with highly sensitive PCR technique and sequencing
for the presence of different subtypes of HPV. Results: The positive rates of HPV-L1, —-16E6/E7, —18E6/E7 were significantly higher
than other types in 123 cases of laryngeal carcinoma specimens. PCR was used to screen the prevalence of HPV infection. The prevalence
of HPV-16E6 was lower than laryngeal carcinoma. But, as the cells undergoing pathological progress, the HPV-16E6 positive rate was
increased. The prevalence of HPV-16E7 was éimilar to the prevalence of HPV—16E6. The positive rate of HPV-L1 was the highest and the
prevalence of HPV—-L1 was significantly increased as the cells underwent pathological progress.Conclusion: HPV-16 and HPV-18 may
synergistically function on the pathogenesis of laryngeal epithelium. L1 segment is fit for detecting HPV infection.
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Optimizing the inclusion process of volatile oil in anti—rhinitis medicine through

orthogonal experiment
ZHUO Yu-—juan,et al
(Departmetn Clinical pharmacy College of Pharmacy, Chongqing Medical University)

[ Abstract JObjective: To optimize B —cyclodextrin inclusion process in the inclusion of volatile oil in antirhinitis gel. Methods:
Orthogonal experiment was performed, and the inclusion process was evaluated with inclusion rate of volatile oil, recovery rate of inclusion
compound as indexes.The findings were distinguished by microscopy , thin-layer chormatography (TLC) , ultraviolet spectroscop(UV ) and
differential scanning calorimety (DSC). Results: The optimized inclusion condition was as follows. The rate of volatile oil to
B —cyclodexirin was 1:8 (ml/g), the inclusion temperature was at 80°C and inclusion time was 1 h. Conclusion:The optimized method
was simple and efficient, and suitable for industrialized production.
[ Key words ) Anti—rhinitis gel; Volatile oil; B —cyclodextrin; Orthogonal experiment; Inclusion
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