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Correlation of serum gamma glutamine transferase with coronary artery culprit

lesions in type 2 diabetic patients with coronary artery diseases
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[ Abstract | Objective To investigate the correlation of serum level of gamma glutamine transferase
(GGT) with the severity of coronary artery lesions in patients with type 2 diabetes accompanied with coronary
artery diseases ( CHD) and explore the significance of serum GGT in evaluation of CHD. Methods A total of
226 patients with type 2 diabetes who receiving coronary angiography in our hospital from March 2012 to March
2013 were recruited in this study. These patients were divided into coronary lesions group calculated with the
Gensini score) and normal coronary artery group according to the results of selective coronary angiography. The
serum level of GGT was measured, and other risk factors and components of CHD, such as body mass index
(BMI), low-density lipoprotein cholesterol (LDL-c), and insulin-C peptide were also detected. Results
Among these 226 patients, there were statistical significance in the age, BMI, LDL-¢, HDL-c, GGT, insulin-
C peptide and Gensini score between the coronary lesion group and normal coronary artery group (P <0.05),
while there was no difference in other factors such as gender, Glu, systolic pressure, diastolic pressure, TC,
TG, AST, ALT, serum creatinine, serum albumin between them. According to the level of the Gensini score,
the coronary lesion group were further divided into 3 subgroups, i. e. , the high ( >40), middle (20 to 40),

and low ( <20) score groups, and the normal coronary group was employed for comparative analysis. The GGT
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level of all subgroups and normal control group was statistically difference (P <0.01) , whereas for the insulin-

C peptide, only the high group and normal control group had statistically significant (P <0.01). What's more,

both levels of GGT and insulin-C peptide were significantly higher in the high score group than in the middle

and low score groups (P <0.01). In the type 2 diabetic patients with coronary artery disease, the levels of

plasma LDL-c and serum GGT were positively correlated with the coronary artery narrow degree (r =0.373,P <
0.01; r=0.264,P <0.01). In ROC curve analysis, the area under curve ( AUC) for GGT was 0. 674
(ranged 0.598 to 0.750) for coronary lesion group, significantly lower than that of BMI (0.703), LDL-c
(0.687), and higher than that of age (0.640), insulin-C peptide (0.592), and HDL-c (0.379).

Conclusion

The serum level of GGT is positively associated with the degree of coronary artery lesions in

patients with type 2 diabetes mellitus and coronary heart disease, and can be used as an independent predictor

of coronary risk.
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(P <0.05) , M HAB R R a5 Glu HbALe g e &7
5k He \TC TG AST \ALT Ser ALB 2 S M ESEH# L (K 1) .
2.2 RF Gensini 4211 GGT M &y % C pAK-F a4

i

M Gensini A3 [ 70 AR X 41 ( <20 73) (b4l
(20 ~40 43) EAFAL( >40 43)3 AL, FFf K IE # 4L1E
X TR S & 4 GOT 5 T Bk IE ¥ 4 25 B A G2
FX(P<0.01) B C BRI A w2 4145 e ke 4122 5+
HGRE (P <0.01) o e R4, w54y AL # 1 GOT,
JPeiy R C K TR 4L (P <0.01,582)
2.3 LDL-c.GGT 5 @RIk A2 EM £ %

2 BOBE PRI I o S H) LDL-c ML GGT /KF3 5
JEE OB AE R BE AR I3 B TEAH G, A OG ZR %8 r 435312 0..373 111 0. 264
(P#71<0.01),



5 36 445 15 1 w =

= £ K R #¥

N Vol. 36, No. 15

1612 2014 4E8 H 15 H J Third Mil Med Univ Aug. 15 2014
F1 WHBEIGRIERMOEER (v 5)

ARty (B 4) () BMI(kg/m?)  LDL-c(mmol/L)  HDL-c(mmol/L) TC(mmol/L) TG (mmol/L) AST(U/L)  ALT(U/L)
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TKE R 41 51(32/19) 61.94 +8.36 23.63 £2.17 2.04 £0.47 1.15+0.27 4.19 +0.93 1.57 £1.01 21.60 £0.91  22.95 +2.00
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