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Abstract: Objective: To observe the effect of the serum of Chinese herbal medicine for boosting qgi, invigorating blood
and resolving toxins combined with Adrenomedullin(ADM)for inhibiting the autophagy of HK2(Human Kidney 2)cell, a human
proximal tubular epithelial cell, induced by aldosterone(ALD). Methods: In this experiment, 1y mol/L ALD was used to induce
the autophagy of HK2 cells, and 10% medicated serum of boosting qi, invigorating blood and resolving toxins as well as 100
nmol/L ADM were given. The control group (CON group), the ALD group, the ALD+medicated serum of boosting qi,
invigorating blood and resolving toxins group(ALD+TCM group), the ALD+ADM group were involved. After 48 hours, the cells
were collected and the changes were observed. The methods of immunofluoresence and Western blot were adopted to detect
the expressions of serum and glucocorticoid induced kinase 1(SGK-1), phosphorylated extracellular signal-regulated protein
kinase1/2 (P-ERK1/2), phosphorylated mammalian target of rapamycin (P—mTOR)/mammalian target of rapamycin (MTOR),
autophagy associated gene 5(Atgb), Beclin1 which is the homologue of autophagy associated gene 6 (Atg6) in yeast and
microtubular—associated protein 1 light chain 3(LC3). Results: The expressions of SGK-1, P-ERK1/2, Atgb, LC3 and Beclin1
in the ALD group were significantly increased when compared with those in the CON group(P < 0.01), and the expressions of
P-mTOR/mTOR in the ALD group were decreased when compared with those in the CON group(P < 0.01). The expressions of
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SGK-1, P-ERK1/2, Atgb, LC3 and Beclin1 in the ALD+TCM group and the ALD+ADM group were decreased when
compared with those in the ALD group(P < 0.01), and the expressions of P-mTOR/mTOR were increased when compared

with those in the ALD group(P < 0.01). Conclusion: Both Chinese herbal medicine for boosting qgi, invigorating blood and

resolving toxins and ADM can inhibit the autophagy of HK2 cells induced by ALD, thus reducing the injury of renal tubular and

slowing down the process of the kidney injury.

Keywords: Autophagy; Chinese herbal medicine for boosting qi, invigorating blood and resolving toxins; Adrenomedullin

(ADM); Aldosterone (ALD); Cell experiment
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