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lung adenocarcinoma A549 cells through NIX-mediated mitochondrial autophagy. Methods A549 cells were ex—
posed to various concentrations of MitoQ for 12 hours the Cell Counting Kit-8 ( CCK-8) assay was used to detect
cell viability. Cell migration was measured with scratch assay. Western blot analysis was used to detect the expres—
sion levels of the mitochondrial autophagy and apoptosis related proteins NIX p62 and Bax. Results Compared
with that in the control group MitoQ groups showed significant inhibition of proliferation and migrate. Accompanied
by the occurrence of apoptosis the expression of autophagy-promoting related proteins ( NIX) was up-regulated
the expression of autophagy-inhibiting related proteins ( p62) was down-regulated the expression of apoptosis—pro—
moting related proteins ( Bax) was up—regulated and the difference increased with elevating MitoQ) concentration( P
<0.05) ; compared to the control group MitoQ groups exhibited a decreased capacity for cell migrate and prolifer—
ation and an increased levels of mitochondrial autophagy and apoptosis. Conclusion  Mito(Q) can inhibit A549
cells migration and proliferation and promote A549 cells apoptosis. The mechanism may be related to the MitoQ
regulating key molecules on the mitochondrial autophagy pathway and inducing autophagy in A549 cells and the
key molecule of mitochondrial autophagy may be the NIX protein.
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Study on the mechanism of melatonin to delay the aging

of kidney cells in diabetic rats
Chen Yongxin Liu Wanqing Zhou Qing et al
( Dept of Biochemisiry and Laboratory of Molecular Biology of Anhui Medical University Key Laboratory
of Gene Utilization for Severe Disease of Anhui Province Hefei 230032)

Abstract Objective To observe the effect of melatonin( MLT) on diabetic nephropathy ( DN) rats and to ex—
plore the mechanism of MLT delaying the progression of DN in rats. Methods Fifteen male SD rats were randomly
divided into the normal group model group and MLT group with 5 rats in each group. Rats in the model group and
the MLT group were given 55 mg/kg of streptozotocin ( STZ) by intraperitoneal injection in order to establish a DN
rat model. After the model was successfully established rats in the MLT group were given 10 mg/( kg  d) of MLT
by intraperitoneal injection and rats in the normal group and model group were given the equal volume of normal
saline. Abdominal aortic blood and kidney tissue of rats were taken 16 weeks after they were given blood urea ni—
trogen ( BUN) and serum creatinine ( SCR) in serum were detected; massion staining was used to observe morpho—
logical changes of kidney tissue; B-galactosidase staining ( SA{3-gal) was used to detect changes in kidney cell ag—
ing; Western blot was used to detect the expression levels of autophagy markers ( p62 LC3B) myosin light chain
kinase ( MLCK) and cyclin-dependent kinase ( CDK) inhibitors ( pl6 p53 and p21). Results Compared with
the normal group the levels of BUN and SCR in serum in the model group increased renal interstitial fibrosis was
obvious the autophagy level of kidney tissue decreased and the expression levels of MLCK pl6 p53 and p2l
increased. Compared with the model group the levels of BUN and SCR in serum in the MLT group decreased and
the aging of the kidney tissue was delayed. After MLT was administered the pathological damage was significantly
reduced and the autophagy level of kidney tissue was also improved. The expression levels of MLCK pl6 p53
and p21 decreased. Conclusion MLT can improve the progress of DN in DN rats by increasing autophagy and de—
laying aging.
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