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Effect of Saikosaponin — d on Intracellular Ca>* Concentration of H4 — IIE Rat Liver Cells. (Qin Yong,Chen Nianping ,Ye Guanxiong et
al. General Surgery of the People's Hospital of Lishui, Guangdong 323000 ,China

Abstract Objective To investigate the influences of saikosaponin —d (SS = D) on the free cytoplasmic concentration of Ca®* in
H4 - 1IE cells of rat models. Methods Proper concentration of chemicals used in the study was assessed by thiazol blue (MTT) method.
Changes in free cytoplasmic Ca>* concentration ([ Ca®* Jeyt) and intracellular stores Ca’* were measured by Fluo — 3/AM load tech-
nique. Results MTT test showed that cell survival rates were all over 90% after treatment of SS — D at the concentration of 10, 30, 50,
70, 100 and 120wmol/L, respectively. The negative control group showed a increase of [ Ca®* ] eyt with mean fluorescence intensity
(MFI) of 35.76 £1.37,and the increase was even more obvious in the positive control group, which showed MFI of 74.74 +1.26. For
other groups, the MFI of [ Ca®* Jcyt was 59.95 +1.02,73.89 +1.35,80.30 +0.04,93.30 £0. 83, respectively, showing an SS — D
dose — dependent increase. MFI were significantly higher in positive control group and the treatment group than that in the negative control

group (P <0.05). There was also significant differences in the MFI between treatment group 1, 3, 4 and that in the positive control group

(P<0.05). SS—D, LCA and UDCA can induce the release of Ca’* from intracellular stores. Conclusion SS — D may regulate physio-

logical activities of intracellular Ca’* by increasing [ Ca®* Jcyt level since it can induce Ca’* influx.
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