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Effect of Miglitol on the level of TNF-a and IL-6 in plasma of patients with type 2 diabetes and its mechanism

of kidney protection

WANG Gui-xia
( Yishui County People's Hospital, Linyi 276400, China )

[ Abstract] Objective: To investigate the clinical efficacy of Miglitol in treating type 2 diabetes(T2DM) andits effect onkidney
function, determine whether it has the expression of kidney protection and whether this protection function is related to the inhibition of
inflammation factors.Methods: The inclusion criteria is as following:patients with T2DM were diagnosed according to the WHO criteria and
never treated with antidiabetic agents, and treated by diet or exercise for more than 1 months.36 cases were recruited and randomly assigned to
either Miglitol group or Gliquidone group. The patients were in treatment for 3 months with one or two times follow-up visit per month, and
related index parameter were measured. Results: Both Miglitol and Gliquidone could decreased the glucose levels in patients,but there was no
significant difference between the two groups (P>0.05). Urinary albumin excretion ratedecreased obviouslyin both groupbefore treatment and
later in each group, and within each group there were significant differences (P<0.05), but there was no significant difference between Miglitol
group and Geliquidone group (P>0.05). Also there was no significant difference in the level of urea nitrogen and creatinine after treatment in
both groups (P>0.05). Before treatment and later in each group, the level of TNF-« , IL-6 in both group decreased obviously, there were
significant differences (P<0.05). But there was no significant difference between Miglitol group and Geliquidone group (P>0.05). Conclusion:
Miglitol not only has the excellent hypoglycemic function, can decrease urinary albumin excretion rate,but also can improve renal function and
protect the kidney in patients with early DN. The mechanism may be related to the inhibition of TNF- o and IL-6 activation.
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[ Abstract ]

Objective: To evaluate the efficacy of octreotide for magligant bowel obstruction. Methods: Databases including Pubmed,

EBSCO,Web of science,VIP, and CNKI were searched to find the randomized controlled trials or quasi-randomed controlled trials, which
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