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[ Abstract | Objective: To study the effects of Tongxinluo submicron powder combined with Jinlida
granules on protein kinase B ( Akt) /mammalian target of rapamycin ( mTOR) signal transduction pathway in rats
with diabetic nephropathy ( DN). Method: The 80 SD rats were divided into normal group, model group,
irbesartan group (25 mg -kg™'-d '), Tonxinluo submicron powder group (0.8 g-kg '-d™"), Jinlida granules
group (1.5 g+kg '-d™") and Tonxinluo plus Jinlida group (0.8 +1.5 g-kg '-d™'). Rats were injected with

streptozotocin ( STZ) by tail intravenous injection to establish diabetes mellitus (DM ) models. The expression of
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vascular endothelial growth factors ( VEGF) in renal tissues was detected with immunohistochemical assay of SP.
The expression of Akt and mTOR proteins in Akt/mTOR signal transduction pathway as well as the expression of
corresponding phosphorylated proteins p-Akt and p-mTOR were detected by Western blot. Result: The expression
of VEGF was significantly enhanced in model group compared with the normal group, and the expression of VEGF
in various medication groups was weakened by different degrees compared with the model group. The results of
Tongxinluo submicron powder plus Jinlida granules group were more close to the results in normal group. There
were no statistical differences in total protein expression of Akt and downstream molecules mTOR between all
groups; while the expression of p-Akt and p-mTOR was significantly enhanced in the model group compared with
the normal group (P <0.01), and the expression was significantly reduced in various medication groups (P <
0.01). Conclusion: Tongxinluo submicron powder combined with Jinlida granules could suppress the activation of
Akt/mTOR signal transduction pathway and reduce the expression of VEGF of relevant proteins in rats with DN.
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Fig.1 Effects of Tongxinluo combined Jinlida on expression of

VEGF protein in nephridial tissue of rats (IHC, x400)
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Fig.2 Effects of Tongxinluo combined Jinlida on expression of Akt

and p-Akt protein in nephridial tissue of rats (x +s)
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Fig.3  Effects of Tongxinluo combined Jinlida on expression of

mTOR and p-mTOR protein in nephridial tissue of rats (x +s)
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F1 BOKBMBBEEENEFTRINKREHLR Akt,p-Akt, nTOR,p-mTOR EERIEMHM (x5)
Table 1 Effects of Tongxinluo combined Jinlida on Akt,p-Akt, mTOR and p-mTOR protein in nephridial tissue of rats (x +s)

451 n Fdk/g kg ! Akt p-Akt mTOR p-mTOR
i1 10 - 0.37 +0. 10 0.22 £0.09 0.43 0. 03 0.17 0. 05
i 7 14 - 0.38 £0.06 0.84 +0.11% 0.40 0. 08 0.58 £0.04%
IENARZS 14 0.025 0.39 +0. 14 0.45 0. 12% 0.43 0. 08 0.26 +0.05%
T2 14 0.8 0.36 0. 12 0.50 0. 13% 0.42 0. 07 0.36 0. 08%
H ik 14 1.5 0.36 0. 06 0.53 0. 14% 0.42 £0. 06 0.33 £0. 04
WOKBEAE A 14 0.8+1.5 0.41 £0. 13 0.29 +0. 06> 0.40 £0. 02 0.23 +0.03%
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