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immunohistochemical and avidin-biotin complex methods. Results: The rate of negative P16 protein
expression was significantly higher in the carcinomatous tissue ( 58. %o, 27/46) than in the
pericarcinomatous tissues (36. 8% ,14/38) and in Edmondson gradelll andIV HCC(78 9% ,15/19) than in
Edmondson gradel andIl HCC (44. 4% ,12/27) (P < Q 05). The rate of negative P16 protein expression
was significantly higher in HCV antigen positive group (80% , 16/20) than in HCV antigen negative group
(42. 3% , 11/26) (P < 0.05). Conclusion: P16 protein expression seems to be related closely to the
pathogenesis and development of HCC and HCV antigen may be involved in its pathogenesis through the
inhibition on the function of P16 gene, which exerts a negative regulation of cell proliferation of HCC.
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Clinical observation of propofol-procaine-fentanyl total intravenous
anesthesia
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The expression of protein kinase C in lung tissues and its effects on TX A

release in asthmatic guinea pigs

WU Kui, YANG Zhao—heng ( Department of Respiratory Disease, Daping Hospital, Third Military Medical University,

Chongqing 400042)

Abstract Objective: To study the role of protein kinase C (PKC) in the pathogenesis of asthma.

Methods: Guinea pigs were sensitized by exposing to aerosolized ovalbumin. 24 hours after exposure, the

activity of PKC in lung tissues was determined, the expression of PKC in the lungs was identified and the
quantity of TX A, release induced by PM A, a PKC activator, and H-7, a specific inhibitor of PKC, was

measured. Results: @O The activity and expression of PKC in the asthmatic lung tissues were significantly

increased and they were positively correlated to the release of TXA,. @ PM A after incubated with lung

tissues, promoted the release of TX A, and H-7 was able to antagonize the effects of PM A after preincubated

with lung tissues. Conclusion: Overexpression of PKC may play an important role in the development of

asthma. Consequently the inhibition of the activity of PKC may exert therapeutic effects on asthma.
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