DOT :10. 160167j. 1000 ~5404. 2002. (7. 014
24 7 Vol. 24, No. 7

786 2002 7 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Jul. 2002

45 1000-5404(2002)07-0786-04

PKC PTP
BER GRET BMHH . 400037)
. HIY (1ps) C(PKC). (PTP)
. H¥ELPS CAMD, + Calphostin C s
PKC  PTP o B 1IPSA tymD . AM PKC 5 min , 10 min ;s AM PTP
, LPS 15 min. LPS AM PKC , LPS AM

PTP . PrP POV LPS AM PKC , ; PKC Calphostin C

LPS AM PTP , . d AM -

: Q538 R392. 11; R971. 1 : A

Effects of aspirin on PKC and PTP activities induced by LPS in porcine alveolar

macrophages in vitro
DUAN Yuzhong CHEN Zheng-tang, WU Wei-ling (Center of Onclogy. Xingiao Hospital. Third Military M edi cal University, Chongqing 400037, China)

Abstract. Objective To study the effects of aspirin on the changes of protein kinase C (PKC) and protein tyrosine phosphatase (PTP) activi-
ties induced by lipopoly saccharide (IPS) in cultured porcine alveolar macrophages (AM). Methods IPS was used to stimulate the AM with or
without the intervention of aspirin, calphostin C and peroxovandium (POV), then the PKC and PIP activity was assayed respectively. Results The
PKC activity in AM was increased markedly 5 min after being stimulated with LPS, and reached to the peak value at 10 min. On the contrary, the
PTP activity reduced gradually, and to the bottom about 15 min after the stimulation with IPS. Aspirin inhibited the increase of PKC activity and the
decrease of PI'P markedly in AM induced with LPS. PTP inhibitor POV increased the PKC activity indirectly in AM, and aspirin weakened this ef-
fect. But the unspecific PKC inhibitor calphostin C increased the PTP activity gently, and aspirin had synergistic effects onit. Conclusion Aspirin
can adjust the alteration of PKC and PI'P activities in AM induced with LPS, suggesting that aspinin can exert its anti-inflammation effect by interfer-
ing the signal protein phosphorylation though its effect on the balance of protein kinase-protein phosphatase.
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Report of 3 cases of neuroendocrine carcinoma of the breast
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