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The serum level of Reg [ o and potential clinical implication
in new-onset type 2 diabetic patients
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[Abstract] Objective To investigate Reg | « level in the serum of new-developed type 2 diabetic
patients (T2DM) compared with people with normal glucose tolerance (NGT) and to explore its
potential clinical implication. Methods After oral glucose tolerance test (OGTT), 46 patients with
T2DM and 110 with NGT were enrolled. Clinical data such as body mass index (BMI), the serum
level of Reg 1 a, human adipocyte fatty acid binding protein ( A-FABP), human supersensitive C
reactive protein (hs-CRP) and adiponectin were measured.  Results No significant difference in
serum Reg | o level was detected between NGT and T2DM [ (626. 82 + 359. 60)ng/mL wvs (610.11
326.01)ng/ml, P=10.788]. In whole subjects, serum Reg | a level was positively correlated with
age, waist-to-hip ratio (WHR) and A-FABP, hs-CRP in the serum, while negatively correlated with
high density lipoprotein-cholesterol ( HDL-C). After adjustment for age, A-FABP and HOMA-B
remained significantly correlated with Reg [ o level. No significant correlation was found between Reg
I o and glucose level, HOMA-IR, HOMA-B in all subjects, but serum Reg | a was negatively
correlated with FPG and HbA1lc while positively correlated with HOMA-B in T2DM patients.
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Conclusions

Serum Reg | «is suggested to be a marker associated with islet function of patients with

T2DM and Reg [ a is possibly involved in the mechanisms of § cell compensation.
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5 HDL-C i (r= —0.242,P=10.009),
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J& +Reg la il A-FABP.HOMA-B i iF #H 3¢ (r 43 51 K
0. 428 F1 0. 424, P 4354 0. 042 F1 0. 044), Fil FPG,
HbAlc A G 43510 — 0,525 Fl — 0. 425, P 4351
0,01 F10.043), [A B R IE BMI J5 . Reg Lo 155
FPG 36 (r= — 0.504,P=0.012), 5 A-FABP IF
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Tab 1 Clinical and biochemical characteristics of subjects with T2DM and NGT

Parameters NGT T2DM P
Male/female 56/54 24/22 0. 885
Age(years) 57.61(12.86) 57.09(12.82) 0.817
BMI(kg/m?) 25.96(4. 42) 25.70(2.25) 0.627
WC(cm) 83.65(10. 75) 84.11(6.91) 0.752
WHR 0.87(0.07) 0.88(0.07) 0.136
SBP(mmHg) 128.85(22.09) 134.11(22.09) 0.179
DBP(mmHg) 74.36(11.01) 80.11(13.37) 0. 006
FPG(mmol/L) 5. 05€0. 40) 6.56(2.35)® 0
2hPG(mmol/L) 6.16(1.03) 13.70(3.71)® 0
HbA1c(%) 5.71(0. 48) 6.62(1.38)® 0
TC(mmol/L) 5.28(0.91) 5.50(0. 98) 0.175
TG (mmol/L) 1. 43€0.90) 1.84(1. 14 0.019
HDL-C(mmol/L) 1.31€0.29) 1.18(0.28)@ 0. 01
LDL-C(mmol/L) 3.34(0.79) 3.55(0. 80) 0.147
FINS(mIU/L) 9.67(5.61) 12, 45(6.81)" 0.018
HOMA-IR 2.19(1.34) 3.50(2.05)@ 0
HOMA-B 131.37(76.10) 103.80(68. 67)V 0.038
FFA(mmol/L) 0.340.14) 0.420.14)® 0. 001
hs-CRP(mg/L) 3.24(6.91) 2.43(3.90) 0.562
A-FABP(ng/mL) 24.53(9.55) 28.38(10.42)" 0.032
Adiponectin(mg/1.) 5.51(2.81) 4.27(2.26)® 0.01
Reg | a(ng/mL) 626. 82(359. 60) 610.11(326.01) 0.788

O P<0.05, @P<0.01, @P<0.001. vs NGT group
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