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Effect of capparis spinosa total alkaloid on skin fibrosis related indexes in mice with systemic sclerosis”
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[Abstract] Objective To investigate the effect of capparis spinosa total alkaloid on skin fibrosis related
indexes of collagen ol type [ (COL1A1),fibronectin (Fn),angiotensin [[ (Ang [[) and interleukin-18 (IL-
1) in mice models with systemic sclerosis (SSc). Methods A total of 90 BALB/c mice were divided into the
control group,the model group,the penicillamine group and the capparis spinosa total alkaloid low-, medium-
and high-dose group with 15 cases in each group. Mice models with SSc were established by injections of bleo-
mycin in the back except the control group. After modeling, the capparis spinosa total alkaloid groups received
external application with capparis spinosa total alkaloid cream, the penicillamine group was given penicillamine
for gavage;the control and model group received cream without capparis spinosa total alkaloid. The expression
of COL1A1 was detected by Western blot,and the levels of Fn, Ang || and IL-18 were measured by ELISA af-
ter the last medication. Results The expression of COL1A1 significantly decreased in the capparis spinosa to-
tal alkaloid middle- and high-dose groups,the levels of Fn and Ang [ markedly decreased in the capparis spi-
nosa total alkaloid high-dose group (P<C0.05) ,but there was no influence on IL-18 (P>0. 05). Conclusion
Capparis spinosa total alkaloid can inhibit the expression of COL1A1 and Fn,regulate the abnormal increase of
Ang ]I ,and improve the skin fibrosis of SSc.
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