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[ ABSTRACT]

Type 2 Diabetes Mellitus;

gene and carotid artery arteriosclerosis in type 2 diabetes mellitus (T2DM) of Guilin.

Guilin Han Chinese subjects ( including 98 type 2 diabetes mellitus and 60 normal control) was performed.

Matrix Metalloproteinase-9;

Gene Polymorphism;  Atherosclerosis

Aim To investigate the association between a 1562C "~ T mutation of matrix metalloproteinase-9 (MMP-9)

Methods A case control study for 158

The number of the

1562 C~ T mutation alleles were determined by polymerase chain reactiorr restriction fragment length polymorphism ( PCR- RFLP)

method.

Results The frequencies of genotype and allele showed no significant difference between control groups and T2DM

group, and the frequency of the T genotype and T allele at 1562 were significantly higher in T2DM with carotid artery arteriosclero

sis group than in T2DM without carotid artery arteriosclerosis group and control subjects ( P< 0. 05) .

The analysis showed that

MMP-9 T allele was an important risk factor of carotid artery arteriosclerosis in T2DM( OR= 2. 160, 95% CI: 1. 026~ 4. 547) .
Conclusion The T allele of C1562T polymorphism of MMP-9 gene is related to carotid artery arteriosclerosis in Guilin T2DM.

The T allele may be a risk factor.
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1.2 SEhBkSHHEERE L AYIS BT
ZHRXER[2], BAXE L L HEF (1251,
7.5 MHz, & M8 %) , U2 B30 3 Bk o9 BE o R 5
(intima-media thickness, IMT) , ¢ & % IMT 21.0 mm,
A IMT 21. 3 mm H— M EREKE YA AT
AL A
1.3 EFEBUEN

EUEDTA it 2 mL, & 17 10 o B ik 3 B &
E 4 DNA. PCR ¥ # MMP-9 C1562T i & & # |
E,3|4F % £ 5-GCC TGG CAC ATA GTA GGC
CG-3", T 5°-CIT CCT AGC CAG CCG GCA TG-3,
BEEEMTRERRAT AR &RRAR30 WL,
#4410 x Buffer 3.0 ML, 2. 5 mmol/L dNTP 2.0 HL,
25 mmol/L MgCl, 1. 8 UL, 12.5 Hmol/L 3|47 1 0.2 UL,
12.5 Bmol/L | #7 2 0. 2 UL, 3 Mu/L TagDNA 0. 3 UL,
DdH,0 23.3 UL, # & 1.2 WL, 41 30.0 ML, R A4
£:95 CHIZ M 5 min, 94°CE M 1 min 60 CiE K 1
min 72 ‘CZE f# 1 min, 35 MEIF, &5 72 CHEAF 5
min. PCR i PE2400 & PCR 4 ¥ % k. ¥ 3 =4
Fl 2% B FEAE B X T 100 VB, 3% 30 min, BT Z B4
B EERRFEPRELST, TRAT THRA
435 bp K5 &4 Y EEiR, 1% B UNIQS &£ X PCR =47
B SCIR F & Ut BA 45 Y 48 1 25 R AT Bl b (IR A
EWE LEAMTREARNG). &R NTE
Pae iv( 10 Mu/L) 0.5 HL, 10 x Buffer 2 YL, DdH,O0 14. 5
WL, PCR ¥ % =473 W, & R L&A 20 ML, B4 JE
T37CHE 12h, BB EET 65CA% 15 min £ 1E
KR o B =41 Fl 2% 37 fe ¥E W B T 100 V B8,k 30
min, XSMNT THE L EHA,
1.4 BitESH

DA Hardy-Weinberg T #7 4 3o £ A o B K R & 4
FNAEFARER A EETH. AELERXA X
3, P< 0.05 A ZRAHKITEN.
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2 # R

REMERNYEYILEE
PCR =¥ A 435 bp, B )5 % Bl MMP-9
RIFE L 1. MMP-9 Rl 1562 A s £7 75 A 55
ALFEPE C AT, T % MMP-9 A4 Pae iv 114 247 bp
F1 188 bp WA BLo CJT PR FE R 4 A Bk CC.
CT\TT =M AR (E 1) .

2.1

1. Paec iVEBEIZE R 117 2 CT % [H %L (435 bp. 247 bp Al
188 bp), 2.3.4 Fl1 6 24 CC FFZL(435 bp), 5 N TT ZF R (247 bp F
188 bp), 8 B xf .

2.2 ER&BEEAHIEFBMEMNEENSH

Xif WA ZEL A 2 A PR 95 40 MMP-9 3 RIS F74E C.T
P Rh & A7 JE K AT CCLCTTT = F 3L (K RS, %o 18 4 7%
& Hardy-Weinberg 15t 4% ¥ i f 46 . CT A1 TT A& AY
AT S5 JE R AE 2 BUBE PR % 40 B PR 5 o33
UK A AR A ZEL R X HE 2 22 S I Y 3 1k, T E R SR
AN K S AR R AL B 2 S T X R (P = 0.039) .
CT A1 TT % [K # OR = 2. 450, 95% CI A 1.062 ~
5.650;T A7 3 A OR= 2. 160, 95% CI A 1. 026~
4.547, FSHIKEFEEREALLL CT ATT JE R A AN T &5
R R ZE A, 2 2 = T o S sh Bk s FE AL (P =
0.021), CT 1 TT 2K OR= 2. 640, 95% CI Hy
1.024~ 6. 806; T %%k OR= 3. 410, 95% CI Ay
1. 160~ 10. 025( % 1) -

5 H X HE 4L T2DM 41 ToEB KA B ke K
(n= 60) (n= 98) THALLH (n= 36) LA (n= 62)

ce 49 (0.73) 71 (0.72) 31 (0. 86) 40 (0. 65)
CT 10 (0.25) 24 (0.24) 4(0.11) 20 (0.32)*
TT 1(0.02) 3(0.04) 1 (0.03) 2 (0. 03)
Cr A1 TT 11 (0.27) 27 (0. 28) 5(0. 14) 22 (0.35)

2o ik [R Ai 2R
o 108 (0. 90) 166 (0. 85) 66 (0.92) 100 (0. 81)*
T 12 (0. 10) 30 (0. 15) 6 (0.08) 24 (0.19)*

a P< 0.05, 5% H8 41 E 2023 [k ke AL 4L E
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