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Clinical study on mitochondria DNA16189T—C mutation
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[Abstract blyecnve To explore the effects of mitochondrial gene mutation of 16189 on family type 2 diabetes mellitus "EQDM]

Methods 'Tutallj,r 570 subjects were enmlled in this study’ including 203 with family T2DM ég males’ 104 rﬁm:-_ﬁes} ' 192 without
family T2DM f'ﬂf—l males’ 88 fﬂﬂlﬂiﬂﬁ} and 175 with normal glucese tolerance control ](JET gmup) é’;‘ males’ 108 fr:mai::s}. The
mutation of nt16189T—C in all groups was detected by PCR and DNA sequencing. Again’ family T2DM was subdivided into two
Eroups :tnalﬂmaii}' inherited T2DM and maternally non—inherted T2DM and mutation rate of nt16189T—C between the two groups
was compared. According to nt16189T —C mutation’ in the maternally inherited T2DM was subdivided into nt16189T —C mutation
group and non—mutation group’ then clinical indicators between the two groups were compared. Statistical analysis was made. Results :
nt16189T—C mutation rate of T2DM Igolh family T2DM and without family TEDM} was higher than that of NGT group Aﬁzﬂﬁ.ﬂﬁ'
24.04* P=0.00 0.00° r&s[mﬂﬁ\reiy) * with no difference between family T2DM and without family T2DM ,\;7':0.'[}7'}"'2{1{}79) . nt16189T—
C mutation rate of maternally inherited family T2DM was also higher than that of maternally non—inherited family T2DM [65.79% iﬁf
SBJ vs, 17.24% 5.:"29) 'y=10.823" P=0.001]. In the maternally inherited family T2DM’ the plasma of pronsulin lglj’I "true insnlin FE’I}
and hemoglobin Ale ﬁh;"h i{'} in ntDNA16189T—C mutation was higher than that of without nt16189T—C mutation ,\g‘=3.4l'3.9ﬂ'
3.14 P=000170.000" 0032 I'EE[.I(-!{'.I.E\-'{-}i)J . Conclusion i‘ll]ﬁl 89T —
C mutation is associated with T2DM. The maternally inherited
family T2DM with ntDNA 16189T—C mutation has more se—
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Tab.3 Clinical characteristics ofntl 6189 mutations m matemally mherited T2DM[ xt s: M (@135 ]
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