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Aim To understand the level of plasma adipsin in type 2 diabetes millitus and type 2 diabetes milli-

tus with peripheral arterial disease patients and to discuss the effect of adipsin in the occurrence and development of type 2

diabetes millitus and peripheral arterial disease.

abetes with peripheral arterial disease and 50 cases of normal controls were selected.

ured the ankle-brachial index.

mass index and insulin resistant index et al. Results

ripheral arterial disease group was higher than that of type 2 diabetes millitus group and normal control group.

plasma adipsin in type 2 diabetes millitus group was higher than that of normal control group.

tion between adipsin and ankle-brachial index.

Methods

Detected blood pressure, blood glucose, serum insulin and blood fat.

50 cases of type 2 diabetes millitus, 50 cases of type 2 di-
Detected plasma serum and meas-

Calculated body

The level of plasma adipsin in type 2 diabetes millitus with pe-

The level of

There was negative correla-

Conclusions The increase of circulating adipsin may be involved in

the me tabolism of type 2 diabetes mellitus and peripheral arterial disease.
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1.1 HRITH

=438 2009 F 1 H Z 2010 F 12 A K Itk
oA WA AR TS R ERK A, T2DM
Y450 4, HH B 27 4 L0234, FHh 40 ~60 &,
#51.64 +1.56 % 44 WHO 1999 4 4 % 5 5
PR (R R 2 BE A =7. 0 mmol/ L 3 (F & i i 4
=11. 1 mmol/L 5 OGTT 2h fi## =11. 1 mmol/L) E
AR FAE 3 ~T7 %, T2DM 4 3 PAD 4150 4 |
Hep B 26 4,424 4, FH 40 ~60 ¥, T H
55.66 £2.52 % £ 4& WHO 1999 % ¥ J& 5 4 W7 4%
MH R, RAES ~15 £, B4 %K (ABD) <
0.9, EW B ANMEEERSHE S0 4, L4 5F 25
4,425 4 ,FEH 40 ~60 ¥ T3 54.73£1.95 ¥
1.2 Z&RIXF

AR R R E AT H 5L 7170 4 8 30 A AL ( H
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(SBP) #1475 & (DBP) , Il & 2 K ELF 1A,
1.4 ¥ EiEtRan

2 B3 & AT OO E S REE B (TC) VRE &
FEAMEEB(LDLC) s X EKEAEEE
(HDLC) \H i =B (TG) , %k A Bk, 2 o) &£ 14
AT E B K% (FPG) K& & 2 h i 4%
(PPG), X A HBEANE LA, B LERY £
(INS) Mz & Fl W Ak 5 Kot i T B R B R W8
H (HOMA-IR) ©7
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F R H SR E S min, 15 F AR R £ 3 B iR
T B 3h sk R TR B R
HEMHTTRE, TEE A REE AR E,
e, 1t HE ABL, BUH T AW ABL &K 8 & B
PAD, ABI<0.9, 7 # Wf PAD'®7/
1.6 I3 adipsin 7K F4&i0

2L 12h,EDTA L& K, X5 2 h A&
(1000 x g,4°C 15 min) , 9 B ¥, HF&EEET
-80C KA W, EHFRLRANEVAFHE:E,
1.7 #FitrEHE

B £s KR, LR LR XA T Z 041, U P

<0.05 hZ R HAIWTFEX, BHEMK N
JH Pearson % 4, % L& % B V3 24 ABI B 4
xHEE,
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2.1 EWFIERIEE

5 IE % %t 40 A He, T2DM 4 FPG, PPG | TC |
LDLC TG .INS } HOMA-IR 7K 3F-J+ &, HDLC 7K 3
FEAR (P <0.05 5% P <0.01), 5iE% X BALAH I,
T2DM 4 3f PAD 41 TC .LDLC ,FPG .SBP .DBP TG .
INS 2 HOMA-IR 7K F+ &, HDLC /KSEFEAR (P <
0.05 8 P <0.01), 5 T2DM #H#tt, T2DM & 3
PAD %1 TC LDLC ,FPG . PPG .SBP .DBP TG .INS &
HOMA- IR /K- T} &, HDLC /KSR (P < 0. 05 &5
P<0.01;%1),

R1. ZHEYBRIEREE (v +5)

Table 1. Comparison of observed index in the three groups

moH 1EH X IR T2DM #{  T2DM & 7f PAD 4
BMI(kg/m?) 20.45+1.22 21.37 +0.93 22.49 +2.83
SBP( mmHg) 118.25 +6.39 120.90 £2.82  136.89 3. 81
DBP( mmHg) 70.32 £0.34 81.33+1.98 84,22 +4.59*
TC( mmol/L) 4.84£0.46 5.37+0.27*°  5.71 0. 06™
LDLC(mmol/L) 1.74 £0.04 2.56 £0.08*  3.42 +0.05"
HDLC(mmol/L) 1.67 £0.04 1.50 +0.11*  0.97 £0.02*
TG ( mmol/L) 1.24 £0.22  2.64 £0. 18" 2.95 0. 07
FPG(mmol/L)  5.12+0.94 7.86 +0.31" 9.08 0. 14"
PPG(mmol/L)  6.01 £0.07 10.64 =0. 13"  12.79 =0.37"
INS(mU/L) 9.23+0.18 22.26+2.17°  24.56 +3.45"
HOMA-IR 2.04£0.03 8.93+0.18*  13.64 =1.30%

a i P<0.05,b°F P<0.01, 51EHEXBAMIL;c I P<0.05,d K
P <0.01,5 T2DM A,

2.2 I3 adipsin 7K FELEE

SEH X R AR L, T2DM 2 ABI /KPR &, It
3% adipsin K FETHE (P <0.05) , 5 T2DM 2H i 1E
HOO IRALAH e, T2DM & 3 PAD 41 ABIL KF- T B,
13 adipsin ZKEFHE (P <0.05 B, P <0.01;%2),

R 2. = ABI & adipsin 7K F b5
Table 2. Comparison of ABI and plasma adipsin levels in

the three groups

4 H ABI adipsin( mg/L)
1EH % HE 2 1.26 +0.05 1.35+0.02
T2DM 41 1.07 £0.02° 1.48 +0.04°
T2DM £ {41 PAD 41 0.76 +0.03™  1.55+0.02"

ay P<0.05,b8 P<0.01, 5IEH X MAME;c I P<0.01,5
T2DM 1AL,
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2.3 Pearson HZ&HEX N

M3 adipsin 7K %5 TC ,LDLC TG . FPG  PPG .,
INS 2 HOMA-IR 7K F-21EAH5, 5 HDLC J ABI 7K
FEAMIC(HKS),

F 3. M adipsin SR ERIEIRAIE X ED T

Table 3. The correlation analysis of adipsin and observed

index

Wi H r i P{a
BMI 0.304 0.051
SBP 0.257 0.067
DBP 0.228 0.06
TC 0.731 <0.001
LDLC 0.658 <0.001
HDLC -0.374 0.033
TG 0.434 0.027
FPG 0.712 <0.001
PPG 0.627 <0.001
INS 0.33 0.046
HOMA - IR 0.301 0.041
ABI -0.791 <0.001

2.4 SBILERFEVEADH

PIIL3E adipsin 7K F-AE A AR &, L) TC  LDLC
HDLC TG .FPG .PPG . INS HOMA-IR 2 ABI Jy [ 7%
i T2 MR, 45 R s TC LDLC TG,
PPG J ABL#EARIAT FE(4)

R 4. MiF adipsin 7K F SHEXIEFRHN S TR H B TS5 47
Table 4. Multiple stepwise regression analysis of adipsin

and correlation index

(CICVS I TVEES @ ARl

2 g magy (M P
R 13.731 2.452 6.623 0.000
TC 1. 475 0. 209 0. 148 5.017 0.000
LDLC 1.757 0.267 0. 067 2.835 0.000

PPG 2.718 0.204 0.0175 3.963 0.001
ABI 0.516 0. 004 0. 055 2.759 0.000
3 3
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LR ZPOGF I 2 U B T TR 1) W A, S AR g s 4
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R A EEAEN] LR AT AR PAD () £ 2
JEPRT i PR A R TR A B AT, A7 A B
AR, AT B A N, T adipsin £ BA A2
R IR AR LR [ A S B i s ok
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o, T2DM 13K adipsin 7K -5 1E 5 X% B2 AH B
BT, T2DM 4 Jf PAD 41 Ifi 3¢ adipsin 7K ¥ 5
T2DM 21 B 1E 5 % FEZHAH oA B 8 T v o A e 43
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