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Abstract ; Objective To observe the role of Cyt — ¢/Apaf — 1/Caspase — 9/3 apoptosis signaling pathway in lupus nephritis
(LN) and explore the mechanism of Sanqi Injection( =734 ) in the treatment of LN. Methods Fifteen female MRL — faslpr
mice were randomly divided into model group, Apaf — 1 inhibitor group and Sanqi Injection group,with 5 mice in each group. Five
C57BL/6 mice of the same age were set as the normal control group. The expressions apoptosome and related proteins in renal
tissue were detected by immunofluorescence and western blot. Results In the model group,the renal structure of the mice was se-
verely damaged,and the infiltration of inflammatory cells was significant. In the Apaf — 1 inhibitor group and the Sanqi Injection
group, the renal injury was mitigated and the infiltration of inflammatory cells was reduced. Immunofluorescence analysis of kid-
ney tissue apoptosome revealed that the expression levels of Cyt — ¢, Apaf — 1 and Caspase —9 in the model group were higher
than those in the normal group( P <0.01). The expression levels of Cyt — ¢, Apaf — 1 and Cleaved — Caspase —9 in the Apaf — 1
inhibitor group and Sanqi Injection group were lower than those in the model group( P <0.01). The protein expression levels of
Cyt — ¢, Apaf — 1, Cleaved — Caspase —9 and the expression levels of the apoptotic proteins Cleaved — Caspase —3 and Bax in the
model group were higher than those in the normal group( P <0.01) ,while the expression level of Bel —2 protein was lower than
that in the normal group(P <0.01). The protein expression levels of Cyt — ¢, Apaf — 1, Cleaved — Caspase — 9, and the expres-
sion levels of apoptotic proteins Cleaved — Caspase —3 and Bax in the Apaf — 1 inhibitor group and Sanqi Injection group were

lower than those in the model group( P <0.01) ,while the expression level of Bel —2 protein was higher than that in the model
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group( P <0.01). Conclusion Once the Cyt — ¢/ Apaf — 1/Caspase —9/3 apoptotic signaling pathway is activated , it promotes cell

apoptosis and exacerbates the disease severity of LN. Sangi Injection may alleviate LN by inhibiting the Cyt — ¢/Apaf - 1/

Caspase —9/3 apoptotic signaling pathway and reducing apoptosis of renal tissue cells.

Keywords : lupus nephritis; Sanqgi Injection ( = - 73 5 & ) ; Cyt — ¢/Apaf — 1/Caspase — 9/3 apoptosis signaling

pathway ; apoptosome
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