World Latest Medicine Information (Electronic Version) 2018 Vo1.18 No.76

2

ERE, ik, AEE, KEH, HEF
(LB TR e, widb Bl

MEAFNMERZ N T2DM R 5 FRKIIAF, HERE G RR A Qe R E %, # BUA I 6 o 4 A
B T2DM % W2 41 57 ], 45 T2DM M4 4t FE 41 43 5], HOMA-IR= % g JiE ) % x 28 8 o #% /22.5(HOMA-IR=FINSxFPG/22.5).
AR WHO 2 ST 4 H A % B HOMA-IR 8k 1/4 2 5 % 1.94, A IR AF & T 4t B 4 (P<0.05); IR A5 44#. FPG.
FIN. % ff C- )k« TG. TC. HbAlc. LDLC £ i 48 % (r 4 %] % 0.222,0.388, 0.911,0.549, 0.359,0.436,0.265,1.179, P ¥ <0.05), 5
HDLC £ it %k (r % -0.454, P<0.01) . IRAFESFCMEREENHR, BOMEHFLELXEN BT BREE, TEH
T 0 o 4 % R KA AR AT 2 —

T2DM; QMR E; S F AN
R587.1 A DOI: 10.19613/j.cnki.1671-3141.2018.76.003
ITEH ik, AEEH,. S AHFCLEREN 2HARRFAERI ZFRAAFEAXE] R RFEZREEX

1% ,2018,18(76):6-8.

Insulin Resistance Level and Its Correlation in Type 2 Diabets Mellitus with Cardiovascular Disease
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ABSTRACT: Objective To investigate the correlation between T2DM insulin resistance and diabetic cardiovascular disease.
Methods 57 cases of T2DM patients with cardiovascular disease and 43 cases of T2DM patients were selected. HOMA-IR=fasting
insulinxfasting blood glucose/22.5. According to the definition of WHO, The upper 1/4 locus of HOMA-IR in this study was calculated
to be 1.94. Result The level of IR in the observation group was higher than that in the control group (P<0.05). There was a positive
correlation between the level of IR with the age \FPG FIN ,C-Peptide \ TG . TC .HbAlc .LDLC.(r respectively 0.222,0.388,0.911,0.549,
0.359,0.436,0.265,1.179, P all<0.05), There was a negative correlation with HDLC (r =-0.454, P<0.01). Conclusion IR level
is closely related to the occurrence of cardiovascular disease and is an independent risk factor for the occurrence of cardiovascular
complications. It can be used as a predictor of cardiovascular disease.
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