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ABSTRACT Objective: To investigate the effects of JiangyaTongluo Formula on apoptosis of renal tubular epithelial cells in rats.
Methods: Rat renal tubular epithelial cells were cultured in vitro and then randomly divided into 4 groups after ischemia and hypoxia:
normal group, model group, JiangyaTongluo Formula group, valsartan group. Cell proliferation was detected by CCK-8, p-AKT protein
expression in rat renal tubular epithelial cells was detected by immunocytochemistry, and expression of apoptosis-related gene regulatory
proteins Bel-2 and Bax in rat renal tubular epithelial cells was detected by Western blot. Correlation analysis was conducted on the
expression levels of Bcl-2 and Bax proteins. Results: Ischemia and hypoxia inhibited the activity of rat renal tubular epithelial cells in a
time-dependent manner; Immunocytochemical results showed that the expression of p-AKT was high in the normal group, but low in the
model group. The expression of p-AKT in JiangyaTongluo Formula group was significantly higher than that in the model group
(P<0.01), and that in the valsartan group was lower than that in the model group (P>0.05); Western blot results showed that the expres-
sion of Bcl-2 in the model group was significantly lower than that in the normal group (P<0.01), while the expression of Bcl-2 in Jiangya-
Tongluo Formula group and the valsartan group was higher than that in the model group (P<0.05, P<0.01). Bax expression in the model
group was significantly higher than that in the normal group (P<0.01), while Bax expression in JiangyaTongluo Formula group and the
valsartan group was significantly lower than that in the model group (P<0.05); the expression of Bcl-2 protein and Bax protein was nega-
tively correlated (r=-0.811, P<0.01). Conclusions: The apoptosis of rat renal tubular epithelial cells can be inhibited by JiangyaTongluo
Formula, and the mechanism may be related to the up-regulation of p-AKT and Bcl-2 proteins and the down-regulation of Bax protein

expression.
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Table 1 Activity values of NRK-52E cells at different ischemic and hypoxic time(xt s, n=3)

Ischemia and hypoxia time Normal group Model group
8h 0.34+ 0.01 0.29%+ 0.004*
10h 0.64x 0.08 0.34% 0.03*
12h 0.62+ 0.05 0.30+ 0.02*

Note: compared with the normal group, *P<0.01.
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Fig.1 Cell survival rate at different ischemic and hypoxic time
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3 91t

L A 2 L /N L B AR A e B S T
KA TS, BTS2 T R R,
I ELYE L 450 3 L DL /NG L B A U S e
M, R T T /N B A A 1, S T T 1 L
FHABEEE L.



<1214 - MREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol20 NO.7 APR.2020

R 2 10%EZ5MEFHE T 12 h |F NRK-52E 40A05E S{E(x+ 5,0=3)
Table 2 Activity of NRK-52Ecells after 12 h of 10% serum hypoxia intervention( xt s, n=3)

Normal group Model group JiangyaTongluo Formula group Valsartan group

1.37+ 0.05 0.74% 0.01* 0.84% 0.04* 0.85+ 0.02**

Note: after different drug intervention time, compared with the normal group, *P<0.01, and compared with the model group, “P<0.05.
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Fig.2 Expression of P-AKT in each group after injection and modeling intervention (DAB staining X 100)

* 3 RBEALGE P-AKT WEBKRI (XL 5)

Table 3 Image analysis of P-AKT by immunohistochemical staining(xt s)

Groups Area sum 10D sum
Normal group 215353.33+ 12428.53 46944.98+ 1722.98
Model group 46236.67+ 18145.28%* 10383.18+ 4226.94**
Valsartan group 25256.67+ 5623.08** 5678.05+ 1790.54**
JiangyaTongluo Formula group 121992.00+ 8843.71*** 40089.39+ 4841.63**

Note: compared with the normal group, *P<0.05, **P<0.01; Compared with the model group, “P<0.01; Compared with the valsartan group, * P<0.01.
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Fig.3 Expression of Bcl-2 and Bax in NRK-52E of each group

Note: compared with the normal group, **P<0.01, compared with the model group, *P<0.05, #P<0.01.
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