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[Abstract] Objective To comparc insulin secretion and action with impaired fasting glucose
(IFG) , impaircd glucose tolerance {IGT) and combined glucose intolerance (CGl, IFG and IGT)
between Han and Uygur populations living in Xinjiang. Methods A multicenter cross-section survey
(The Third Diabetes Epidemiological Survey in China) was conducted in Xinjiang from 2007 to
2008 including 2203 subjects (Han 1118, Uygur 1085) underwent an oral glucose test (OGTT).
Homeostasis model asscssment on insulin resistance (HOMA-IR) and B ccll function (HOMA-B )
were calculated. The ratio of incremental insulin{ AI30 ) and glucose (AG30) responsc was used
to evaluate the early insulin secretion. AI30/AG30/HOMA-IR was used to evaluate the glucosc
disposition index (DI). Results Therc werc differences noticed regarding the waist circumstances
{WC) , body mass index (BMI), lipids, 0 and 120 min insulin levels in different glucose tolerance
status between thc Hans and Uygurs. Data related to NGT, IFG, CGI, WC from the Uygurs was
significantly different from that of the Hans (#<20.01), while the NGT, IFG, IGT and 120-minute
plasma insulin levels of the Hans were significantly different from that of the Uygurs (P<C0.01).
HOMA-IR and HOMA-f in Hans were significantly different from those of the Uygurs {(P<<0.01).
There were significant differences noticed on data reoated to A130/AG30,and DI among the two
populations with different ethnicities. Conclusion Regarding the regulation of impaired glucose, the
insulin resistance among the Hans was significantly different from that of the Uygurs, while there
seemed to be a compensatory secretion of pancreatic B cells which played the role of maintaining
blood glucose homeostasis.
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