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Abstract: Objective To investigate the protective effect and mechanism of Shen-(Qi pills on acute renal injury induced by Isch-
emia-reperfusion (I/R) in mice.Methods From April 2018 to July 2018, the total of 40 healthy male C57BL6 micewere randomly
assigned into 4 groups: Msham group ; @renal ischemia reperfusion group (renal I/R group) ; @low dose group of Shen-Qi pills;
@high dose group of Shen-Qi pills.The low dose group of Shen-Qi pills wasadministered with 10.5 mg/kg/d of Shen-Qi pills, while
the high dose group was gavaged with 21.0 mg/kg/d of Shen-Qi pills,for two weeks.The sham and I/R groups were administered the
same amount of normal saline every day.After 2 weeks, the model of renal I/R injury was duplicated.The 4 groups were sacrificed
after 24h.Then Scr, BUN, the content of MDA and activity of SOD were detected.HE and TUNEL staining were used to detect renal
injury and apoptosis level.The expression levels of bel-2 and caspase-3 were detected by PCR and Immunohistochemistry.The ex-
pression levels of PI3K and AKT were detected by Western blot.Results HE and TUNEL staining showed that compared with the
renal I/R group,the damage degree in the Shen-Qi pills group (low dose group and high dose group) was reduced,the damage de-

gree of epithelial cells in renal tubules such as swelling, abscission and coagulation necrosis was reduced, and the damage degree
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in the high dose group of Shen-Qi pills groupwas lighter than that in the low dose group,which demonstrated that the Shen-Qt pills
could inhibit cells damage and apoptosis.Compared with Ser, MDA, SOD, Caspase-3, BUN, Bel-2, relative expression level of PI3K
proteinand AKT protein level in sham group were (135.65+11.21) wmol/L, (8.37+1.80) mmol/L, (3.75+0.33) mmol/L, (175.69+
16.29) p/L, (0.45+0.06) , (1.96+0.18), (0.81+0.09) and (0.86+0.11), respectively. Among them, Scr(413.47+36.68 ) mol/L, BUN
(67.45+8.40) pmol/L,, MDA (13.21+1.39)mmol/L and caspase-3 levels (1.76+0.19) in the renal I/R group were higher than those
in sham group (P <0.05),and SOD activity (79.36+7.04)U/mL,bcl-2 level (0.61+0.09), relative expression level of PI3K protein
(0.09+0.01) and AKT protein (0.11+0.01) in the renal I/R group were significantly lower than those in sham group (P <0.05).Ser
(308.32+17.36) pmol/L, BUN (43.32+4.82) mmol/L., MDA (11.37+1.02) mmol/L and caspase-3 (1.35+0.16) level in the Shen-Qi
pills low dose group were lower than those in the renal I/R group (P <0.05),while SOD activity (95.61+9.71)U/mL, Bcl-2 level
(0.94+0.11) , relative expression level of PI3K protein (0.23+0.02)and AKT protein (0.27+0.03) were increased than those in the
renal I/R group(P <0.05).Ser (225.59+21.05) pmol/L, BUN (20.63+2.77 )mmol/L., MDA (5.57+1.04)mmol/L. and caspase-3 (0.89+
0.11) level in the Shen-Qi pills high dose group were decreased than those in the renal I/R group (P <0.05),while SOD activity
(145.72+14.68) U/mL, Bel-2 level (1.52+0.16) , relative expression level of PI3K protein (0.45+0.05) and AKT protein (0.53+
0.06) were increased than those in the renal I/R group (P<0.05) ;the content of Scr, BUN and MDA and the level of caspase-3 in
the high-dose group were decreased than those in the Shen-Qi pills low dose group(P <0.05) ,while the SOD activity, bcl-2 level,
PI3K and AKT protein expression level were increased than those in the Shen-Qi pills low dose group(P <0.05).Conclusion The
Shen-Qt pills can protect I/R-induced acute renal injuryof mice by activating the PI3K/AKT signaling pathway.
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