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EFFECT OF PANAX NOTOGINSENG SAPONINS ON

MURINE SPLENOCYTES AGAINST TUMOR
Bin Li Jian Zhihan
(Department of Pathophysiology)

In these studies notoginseng~induced cytotoxicity cells (NICC) were generated in
vitro culture of murine splenocytes in Panax notoginseng saponins (PNS) or Rg] or Rbj
and ConA or PHA. NICC were compared with the three other in vitro cytotoxicity
reactions using Pgi; cell targets in a 1g8-hours chromium-5i-release assay: lymphokine—
activated killer cells (LAK cells), PHA-activated killer cells (PAK cells), and ConA-activ—-
ated killer cells (CAK cells). The rate of target cell damage due to NICC was significantly
more than due to LAK cells, PAK cells, or CAK cells. PNS did not effect on the transfo-
rmation and PHA-induced or ConA -induced transformation of splenocytes. These suggest
that PNS could increase the cytotoxicity of activated splenocytes and have no activating
effect in vitro.

The effect of PNS or the combinations of PHA or ConA and PNS on cAMP
levels were investigated in murine splenocytes. The responsiveness of splenocyte cAMP
to PNS and the combination were increased after adding them 30 minutes. But one hour
later PNS stimulating cAMP was still significantly increase, whereas the combinations
stimulating splenocyte cAMP began to decrease. This results indicate that PNS influences
the regulation of splenocyte cAMP and that this effect may bs responsible for PNS
increasing cytotoxicity Of splenocytes.
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