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Abstract Objective To explore the changes of the serum nesfatin — 1 level of type 2 diabetes mellitus (T2DM) patients by short
— term intensive insulin treatment, and analyze its relationship with blood glucose, blood lipid, obesity related T2DM. Methods Ac-
cording to the BMI, 60 T2DM patients (aged 40 — 60years old, diagnosed <S5years) with blood glucose uncontrolled (HbAle=7% ),
were divided into two groups; T2DM with normal body weight (T2DM — NW group, n =30, BMI < 24kg/m") and T2DM with obesity
(T2DM - OB group, n =30,BMI=28kg/m”). All subjects accepted two — week intensive insulin therapy. The change and relationship of
fasting blood glucose ( FPG) ,2 — hour postprandial blood glucose (2hPG) , HbAlc, triglyceride (TG) , total cholesterol (TC) , homa be-
ta cell function index (HOMA - B) , insulin resistance index (HOMA - IR) and the serum nesfatin — 1 before and after treatment between
two groups were Compared and analyzed. Results The results showed that the serum nesfatin — 1 level in T2DM - NW group was signifi-
cantly higher than that in T2DM - OB group (P <0.05) pre — treatment. After treatment, the FPG, 2hPG, HbAlc, TC, TG,LDL - C,
HOMA - IR and serum nesfatin — 1 levels of both two groups were decreased dramatically,but body weight, BMI, FIN, HOMA - B were
increased (P <0.05). Pearson correlation analysis showed that the level of serum nesfatin — 1 was positively correlated with FPG ,2hPG(r
value were 0.295, 0.257, P <0.05) ,while negatively correlated with body weight, BMI, TG, TC(r value were —0.641, -0.770,
-0.507, -0.543,P <0.05) ;Multiple stepwise linear regression analysis showed that BMI was independently associated with serum nes-
fatin — 1 level (P <0.01). Conclusion The serum nesfatin — 1 level can be decreased significantly by short — term intensive insulin
treatment. These results suggest that nesfatin — 1 may have closely relationship with blood glucose, blood lipid, obesity related T2DM.
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215 n(B/4) (4 R (4F) AT (kg) BMI(kg/m®>) FPG(mmol/L) 2hPG(mmol/L) HbAlc(% )
T2DM - NW 41 30(14/16)  51.30+5.45 3.62+1.24 62.41+7.77 22.02+1.29 10.61 +2.87 18.57 £3.92 9.68 =1.51
T2DM - OB 41 30(16/14)  51.43£4.99 3.92+1.12 85.80+11.64 29.78+1.69 10.06+2.08 17.49 £3.12  9.34 +1.00

! -0.099 0.509 ~1.004 -9.144 -19.920 0.859 1.175 1.006
P 0.613 0.922 0.319 0.000 0.000 0.394 0.245 0.319
TG TC HDL - C LDL - C FIN nesfatin — 1
4151 HOMA -8 HOMA - IR
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (mU/L) (ng/ml)
T2DM -NW 4] 1.23+0.56  4.36 +0.45  1.29+0.27  2.85+0.41  4.42+0.85 14.55+6.62 2.04+0.55 2.93+0.58
T2DM -OB 41  2.53+0.83  5.40+0.80 1.09+0.24 3.06+0.71 4.71+1.54 16.43+8.92 2.06=0.74  1.25£0.45
t -7.047 -6.143 2.868 -1.366 -0.897 -0.928 -0.089 12.380
P 0. 000 0. 000 0.006 0.177 0.374 0.357 0.929 0. 000
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2RI HTIG I IR A= AL HE AR | LT nesfatin — 1 7K
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£2 BEFAEWKK. ELIEIR. M nesfatin — 1 7K FLLB (x +5)
S T2DM - NW 4] T2DM - OB 4]
- AT i WIT R P : T i WHIT R P z
1A (kg) 62.41 £7.77  63.08+7.75 0.000 -6.378  85.8+11.64  86.3x11.48 0.000 -5.628
BMI( kg/m?) 22.02+1.29  22.26+1.29 0.000 -6.314  29.78£1.69  29.99 +1.67 0.000 -5.713
FPG (mmol/L) 10.61 £2.87 6.75 +0.71 0.000 7.846  10.06 £2.08 6.40 £0.77 0.000 11.382
2hPG ( mmol/L) 18.57 +3.92 9.76 +0.89 0.000 12.241  17.49 +3.12 9.35 +0.90 0.000 13.518
HbAle(% ) 9.68 £1.51 8.13 +1.19 0.000 6.702 9.34 £1.00 8.04 +0.97 0.000 11.268
TG (mmol/L) 1.23 £0.56 0.99 +0.29 0.025 2.363 2.53+0.83 1.67 +0.49 0.000 5.343
TC( mmol/L) 4.36 £0.45 3.65 +0.52 0.000 6.342 5.40 0. 80 4.43 £0.74 0.000 5.473
HDL - C( mmol/L) 1.29 £0.27 1.26 £0.28 0.475 0.723 1.09 £0.24 1.16 £0.17 0.003 -3.211
LDL - C( mmol/L) 2.85 £0.41 2.34 £0.29 0.000 6.182 3.06 £0.70 2.56 +0.54 0.001 3.662
FIN(mU/L) 4.42 £0.85 5.99 +0.83 0.000  -13.56 4.17 £1.54 6.30 +1.49 0.000  -13.358
HOMA - 8 14.55£6.62  39.2+13.54 0.000 -13.028  16.43 £8.92  47.4 £20.96 0.000 -11.191
HOMA - IR 2.04 £0.55 1.78 £0.23 0.002 3.324 2.06 0.74 1.78 £0.43 0.001 3.897
nesfatin — 1 (ng/ml) 2.93 +£0.58 1.57 £0.44 0.000 15.134 1.25 +0.45 0.95 £0.36 0.000 6.710
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