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Analysis of the level changes of leptin and neuropeptide Y in patients with
type 2 diabetes mellitus of different BMI"
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(Department of Endocrinology ,Baoding NO. 1 Central Hospital , Baoding, Hebei 071000, China)
[Abstract| Objective To investigate the changes of serum levels of leptin and neuropeptide Y in pa-

tients with type 2 diabetes mellitus of different body mass index (BMI). Methods According to BMI,195 pa-
tients with type 2 diabetes mellitus were divided into the normal weight group (group W1),the diabetic over-
weight group (group W2) and the diabetes and obesity group (group W3) ,besides, healthy normal BMI people
were chosen as the control group (group WO0). The serum levels of levels of leptin and neuropeptide Y were
detected by ELISA, the correlations between levels of leptin, neuropeptide Y and BMI, waist-to-hip ratio
(WHR) ,blood lipids and blood glucose were assessed by multivariate linear regression analysis. Results The
serum level of levels of leptin of group W3 was significantly higher than that of the other groups (P<C0.05),
the serum levels of leptin levels of group W2 and group W1 were significantly higher than that of group WO
(P<C0.05) ,but there was no significant difference between group W2 and group W1 (P>0. 05). The levels of
neuropeptide Y of group W3 and W2 were significantly higher than that of group W0 (P<C0. 05), while the
neuropeptide Y level of group W2 was higher than that of group W1, which of group W1 was higher than that
of group WO, but there was no statistical significant difference (P>>0.05). The most significant factors affect-
ing the level of serum levels of leptin were BMI, WHR, low density lipoprotein (LDL), Ln [ fasting insulin
(FINS) J,Ln [ homeostatic model assessment of insulin resistance (HOMA-IR) | and neuropeptide Y,and the
most significant factors affecting the level of serum neuropeptide Y were BMI, WHR, LDL,Ln (HOMA-IR)
and levels of leptin. Conclusion The serum levels of leptin and neuropeptide Y levels increased in different de-
grees in patients with type 2 diabetes mellitus combining with obesity,and they may affect each other,which
may play a role in the occurrence and development of diabetes mellitus with obesity.

[Key words] diabetes mellitus,type 2;body mass index;leptin;neuropeptide Y ;obesity

* EEWBEHKAKRFFEES BT (81500644) ; 1 b 4 B8 2% B} 2 BF 58 #1521 (20160282) 5@ T BH 48 RAF 52 5 & R 1T
(17ZF036),  YEHE@ N FFEH (1983 =) @l EAL BRI, i+, FENF R R I REZHIIR. © BIEESH,Email:nfmzyl@163.

com,



3040

2 R DR s I JPE 18 2 3t 4% 55 BRI IR % 3 ) 4 1
JIT S50 7 S AR I P R I TR A EL S e A 2
JIES JH 2 o B g 5 2% MR BT L 0 WE PR 1 e R L 4
O AR A TR [ ARl PR AR A A BT R B
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20 5 n R (TEs, ) BMI(z+s,kg/m?) WHR(Z %) DM Ji B (Tt 5, 4F)
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Wo 41 50 5.2840. 36 5.2240. 64 10.47(5.42,15.78) 2.59(1.26,3.70)
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WHR.LDL.Ln(HOMA-IR) B 2. [L 35 4.
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Rl 725 ER s B SE  OR 95%CI P
%  BMI 0.67 0.31 1.44 1.27~1.67  <<0.01
WHR 0.47 0.23 1.65 1.51~1.96  <<0.01
LDL 0.55 0.45 1.45 1.18~1.83  <0.01
Ln(FINS) 0.42 0.35 1.32 0.94~1.62  <<0.05
Ln(HOMA-IR) 0.58 0.41 1.63 1.35~1.88  <C0.01
NPY 0.52 0.37 1.58 1.30~1.81  <C0.01
NPY BMI 0.61 0.24 1.71 1.43~1.98  <<0.01
WHR 0.54 0.33 1.27 1.08~1.67  <C0.01
LDL 0.45 0.45 1.28 1.02~1.62  <<0.01
Ln(HOMA-IR) 0.46 0.25 1.61 1.42~1.96  <C0.05
[ 0.66 0.42 1.72 1.55~1.97  <€0.01
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