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Association of serum gamma-glutamyltransferase with islet 3 cell function in type 2 diabetic patients
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of the Ministry of Health, Tianjin 300070, China)

Abstract Objective: To study the association of serum gamma-glutamyltransferase (GGT) concentration with islet 3 cell function in type
2 diabetic patients. Methods: A total of 240 cases with type 2 diabetes were divided into four groups according to GGT concentration
quartile: group Q1(GGT<16.4 TU/L), group Q2(16.4 TU/L <GGT<26.4 TU/L), group Q3(26.4 TU/L. <GGT <42.9 IU/L), group Q4(GGT >
42.9 TU/L), with 62, 59, 61, 58 patients respectively. The general clinical date of all patients were collected and the § cell function were
evaluated to analyze the relationship between serum GGT and islet 8 cell function. Results: (1)Homeostasis model assessment of insulin
resistance index (HOMA-IR), islet 3 cell function index (HOMA-[), area under curve of insulin (AUCpg) were elevated significantly and
progressively from group Q1 to group Q4(P<0.01);(2)Insulin resistance index(ISI) decreased significantly and progressively from group Q1
to group Q4(P<0.01 ); B)GGT was positively correlated with HOMA-IR(r,=0.372) ,HOMA-B(r,=0.369 ), AUCps(r, =0.359) , the ratio of insulin
to glucose from 0 to 30 min (Al AGsy) (r, =0.201)(P<0.01), but was negatively correlated with ISI (r, = -0.326,P<0.01);(4)Multiple
stepwise regression analysis showed that GGT was an independent risk factor of HOMA -IR (P<0.05). Conclusion:The serum GGT
concentration in type 2 diabetic patients can influence insulin resistance and insulin secretion.
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Tab 1 The general characteristics of subjects in various groups( xs )

an B Mol s 704 FRFRAT: FPG/(mmol/L) ~ PG2h/(mmol/L.)  BMI/(kg/m®)  TG*/(mmol/L)  TC/(mmol/L)
Q1 62 29/33 52.72+1431  7.08+6.78 7.72+1.95 17.02+4.65 24.98+4.09 0.240.56 5.04+0.82
Q2 59 26/33 55.81+11.89  7.42+7.02 7.79+1.92 19.08+4.79" 26.68 £3.79°  0.430.47 4.84+0.94
Q3 6l 28/33 53.92+9.73 8.28+7.25 8.04+1.74 19.38+4.39" 27.43:397"  0.6220.59" 5.31+1.23
Q4 58 26/32 51.19+12.73  6.03£5.22 8.33+3.05 19.49+4.14" 27.78+3.46"  0.80:0.54"  5.29+0.59
FIx 0.103 1.483 1.102 0.921 3.839 6.366 11.139 2.923

053] % LDL-C/(mmol/L) HDL-C/(mmol/L)  BUN/(mmol/L)  SCr¥/(pmol/L )  ALT#/(IU/L) AST#*/(TU/L) ~ SUA/(pmol/L)

Ql 62 3.21+0.66 1.37+0.28 5.61+1.79 4.09+0.26 2.72+0.46 2.72+0.40 265.00+71.99

Q2 59 3.02+0.72 1.26+0.28 5.77+1.85 4.20+0.29 3.05+0.51" 2.88+0.35 289.37+87.86

Q3 61 3.33+0.98 1.31£0.32 5.84+1.43 4.21+0.23 3.07+0.51" 2.92+0.40" 331.6196.60™

Q4 58 3.17+0.77 1.37+0.30 5.34+2.35 4.18+0.29 3.64+0.77" 3.30+0.57"" 342.16+96.29"
F 1.568 1.699 0.748 1.743 21.753 18.720 7.836

= BRZS A RXTECE S 5 Q1 211k, °P<0.05,°P<0.01 ;5 Q2 41, P<0.05,P<0.01; 5 Q3 #H Ik, 'P<0.01
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Tab 2 The comparison of insulin resistance and 3 cell function a—

mong various groups(xzs )

205 % HOMA-TIR* HOMA-B* ALy AGy* AUCK* ISI
Ql 62 0.56+0.67 3.31+0.89 0.25+0.98 8.07+0.67 -2.45+0.45
Q2 59 1.26+0.78" 3.86+0.87" 0.37+0.98 8.49+0.70" -2.85+0.38"
Q3 61 1.31+£1.00" 3.97+1.28" 0.49+1.00 8.53+0.95" -2.85+0.52*
Q4 58 1.57+0.96" 4.23+0.77* 0.69+1.07 8.83+0.77"-2.94+0.43
F 15.142 9.378 2.056 9.797 14.347

R BAOECE A 5 Q1AL P<0.01;5 15 Q2 4Lk, P<
0.05; 5 Q3 4{tk,P<0.05
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