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[Abstract] Objective To explore the effect of high expression of ACE2 on renal injury after limb ische-
mia-reperfusion (LIR). Methods Twelve wild ICR mice and twelve ACE2 transgenic ICR mice were divided
into 4 groups including the wild control group (the WT group),the WT+ LIR group, the transgenic control
group (the TR group) and the TR+ LIR group. Mice in the model group were subjected to 2h ischemia and 4h
reperfusion. Histopathological techniques were used to observe morphological changes of renal tissue and
pathological damage score. Chemical colorimetry was available to determine content of serum creatinine and u-
rea. Enzyme linked immunosorbent assay (ELISA) was used determined the renal Ang Il and Ang(1-7) con-
tent. Western blot was used to measure expression of AT1 and Mas protein in renal tissue. Results Compared
with the WT group,the mice in the WT+LIR group and the TR+ LIR group showed different degrees of kid-
ney damage,and the TR+ LIRE group showed significantly lower pathological damage score than the WT+
LIR group (P<C0.05). Compared with the WT group,the levels of serum creatinine and urea in the WT+LIR
group and the TR+ LIRE group increased significantly (P<Z0. 05) ,and the levels of creatinine and urea in the
TR+ LIR group decreased compared with the WT+LIR group (P<<0. 05). Compared with the WT control group,
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Ang I[ ,Ang (1-7) level in the WT+LIR group and the TR+ LIR group increased significantly,of which the TR+
LIR group compared with WT + LIR group,Ang [I levels decreased, Ang (1-7) level increased (P <C0.05).
The TR group compared with the WT group,AT1 and Mas protein expression were higher, the difference was

statistically significant (P<C0. 05),AT]1 protein expression of the WT+LIR group was obviously lower than
that of the WT group and the TR+ LIR group, the difference was statistically significant (P <Z0. 05), while
WT-+LIR Mas protein expression is higher than the WT group and lower than the TR+ LIR group,the differ-
ence was statistically significant (P<C0. 05). Conclusion The high expression of ACE2 alleviates RAS imbalance

post-LLIR by up-regulating the expression of Ang(1-7)/Mas,thus effectively protecting the kidney.
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