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Relationship between plasma homocysteine and chronic complications in type 2 diabetes

mellitus
LI Wei-ping, LI Wen, YANG Tao

Department of Endocrinology, First Peoples' Hospital of Zhaoqing, Zhaoqing 526021, China

Abstract: Objective To assess the relationship between plasma homocysteine with chronic complications in type 2 diabetes

mellitus. Method Plasma homocysteine levels, blood glucose, and HbAlc were measured in 60 diabetic patients (including 30
with and 30 without complications) and 31 normal subjects. The difference in the occurrence of chronic complications between

patients with and without hyperhomocysteinemia was investigated. Results Plasma homocysteine level was significantly

higher in type 2 diabetic patients with chronic complication than in normal control subjects (P<0.01), and patients with

chronic complications had higher homocysteine levels than those without chronic complications (P<0.01). Conclusion

Hyperhomocysteinemia is related to chronic complication in 2 diabetes mellitus, possibly due to the injury to the vascular

endothelium by homocysteine.

Key words: homocysteine; type 2 diabetes mellitus; chronic complication in type 2 diabetes mellitus.

1 3% v [ 78 > B 202 (Hey ) S 32 4F 2k A TR AR
F18 A ML 6 23R AR DR 2 ML 0 114
WAL G NBR 2 — WF50 R B P 18 M 4 i
55 1A N B A e AR DRSS I R Hey 3 -5
PR e W DR s 0 P 2 E 2 0] AR —E B R R
g [ B e R ILAE S 5 2 5T PR 1 R O A
I P B R R AT LSS, DASRI LB Hey 5
Wil PR B H I AR SE AR

1 MH57H%
1.1 s %

60 1l B35 A 2001 4 5 H ~2004 4 5 H T3
B 43 AR BE s B B T2 1 2 BB IR A I &
1997 4F- & [E B IR I 27 2 (ADA) I AE N 43 k2 2 1
B BRGIZ Wi bR e . (D)BEPRIGAL . 55 17 B 4 13
B, ARy 19~69 % V14 (44+25) % ¥ TEIE KAE, (2)
Wi PR G 1 JF e 20, T FRIF AE 4, 55 19 i 2 11
Bl AR 0E 18~74 % -1 (46+28) %, 4 I K aE , H
75 B #1:2004-11-15

1EE B A . 22 TOF (1965-), 55, 1988 AF e F 1 M B2 4 b, @l 4T 1%
Uil , E-mail:lwpzx@163.net; lwpzx@sina.com

WA IR0 9 B A RIS 10 1] 5 75 05 R 9
P BB AR 5 81 5 5 I PR s 6 41, LA 31 {9l ik B R
Ko V8 0 IE H %IR58 18 i, 4 13 B, 4F iy 18~72
% (45278
12 7k

JIE AT 5 B0 ek B ey R BT AR RS T HELR BT A
B (BMI) =& & (kg)/ B (m?), 1/l — K4 5 4%
£ 12 h J5 T H LR 23RBS bk it 3 9] 46z
o HEZH B DR s A B I R i A1 1) I 3% . Hey 25 I8 IfiL
¥ (FPG). *&J5 2 h 4 (2 hPG)., Mtk L&A
(HbA,) ,FPG F1 2 hPG =k H] 4 H 3l 2 b A 22 |
HbA,, % JH 5 &% (5 3% 1 Hey 2R FH 55 [ A 55 32 43t 1
IMX A B iR, a7 6 I Atk P Rt 1] 42 5543
H 3.61%A1 4.76%.,
13 %tk

Y1) H AR ¢ K5 1R P AL,

2 &R

A B — B PR R T P AR IS PR A
i AR AR RS e W L R R AR & E
HAERTE L B2, WA FPG MIE G



350 - 55— LB K% 4R (J First Mil Med Univ)

9025 4%

2 h I 2 R TR RRAE T R 2 A A HE A
fe T DRI 2 ) B K A B 25 55, Tl
H Hey 3 5 FPG. &J5 2 /NIl A# HbAlc
ZAHE BT AR, I A AELLRY I3 Hey /K
T IE AL, WA AR R EENES
(P<0.01,7% 1), PRI H- 12 M5 A AE 4 1) 1l 2% HeyrK
- TR AL, WAL R AT B B 25 5(P<0.05) . b
PRI 5 1E 5 N AL Hey /KOF A B #5255

R ZHME BEXMDITEB KRR SR E L (ves)
Tab.1 Comparison of BMI , FPG, 2 hPG , HbAlc and

homocysteine between the three groups (Mean=SD)

Control group Diabetes group Complications group

n=30 n=30 n=30
BMI(kg/m?) 22.3+4.3 23.1%3.7 22.9+2.7
FPG(mmol/L) 433+0.54 8.89+1.56 9.97+2.11%
2hPG(mmol/L)  9.71+2.23 13.34+3.86 15.42:+4.13%
HbAlc(%) 5.12+0.81 11.01+4.23 13.32+3.42%*
Homocysteine 8.40+1.33 9.34+2.01 19.5428.46*
(pmol/L)

#P<0.01 vs control; *P<0.05 vs diabetes group. BMI: Body mass
index; FPG: Fasting plasma glucose; 2 hPG: 2-hour plasma
glucose; HbAlc: Glucosylated hemoglobin
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