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[ ABSTRACT]
and heme oxygenase 1 (HO-1).

Heme Oxygenase;

gene shows a polymorphism that modulates the level of gene transcription.

Stent Implantation;

Restenosis;  Gene Polymorphism;  Coronary Heart

Aim To determine if an association exists betw een restenosis after percutaneous coronary intervention

A dinucleotide ( guanosine thymidine, GT) repeat in the promotor region of the HO-1

Methods This retrospective study includ-

ed 118 patients of the Han nationality (92 men; mean age 62. 3 years, standard deviation 9. 8) who underwent successful

stent implantation.

polymerase chain reaction ( PCR) amplification and electrophoresis.

Sanger’ s method.

nivariate and multivariate analyses.

Patency follow-up was evaluated using angiography.

The length of GT repeat was confirmed using

Selected samples were sequenced by means of

T he association of patency and the length of GT repeat in the HO- 1 gene promotor was assessed in u-
Results Iirstent restenosis was found in 68 (58% ) out of 118 patients. Pa-

tients with short (< 25GT) dinucleotide repeats in the HO- 1 gene promotor on either allele had restenosis significantly less

often than patients without short dinucleatide repeat (47. 5% vs 68.4% , P< 0.05).

Multivariate analysis revealed a

significantly similar result after controlling certain possible confounding factors (odd ratio 0. 406, 95% CI 0. 185~ 0. 891,

P< 0.05).

phism were associated with reduced post-PCI restenosis.
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T BA- BT R AR S B B ki 5 mL, EDTA 4 4%
JE A B H TR R R EEH A DNA.
1.3 BEXBEEERN

Bl FH e LT N E. ¥ —% PCR 5
W & Fl: E ®m 5 # 57 AGAGC-
CTGGGGTTGCTAAGT 3, R © 5141 5 ACAGCT-
GATGCCCACTTTCT 3 ; 8 =% PCR 5| 4/F7|: IE
w54 5 AGAGCCTGCAGCTTCTCAGA 3°, K 4
B4 5° ACAAAGTCTGGCCATAGGAC 3’ . % —
SR HEE CT EEFHIMN400bp F&. &=
% PCR BL%E — % PCR =42 ML (EER YT H GT &
£ 5711, ¥ PCR 7= 4 # 1T Spreadex ¥ X B %k
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# DNA F B fE % DNA #RiE!,
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4T &4 A F(HO-1) 2 F (%5 NM-002133) & 31
F X 88 F 7 A: ACCCAGAGCCTGCAGCTTCTCA
GATTTCCTTAAAGGTTTTGTGTGTGTGTGTGTGTGT

GI'GTGTGTGTGTATGTGTGTGTGTGTGTGTGTGTGTGTGT G
TTTTCTCTAAAAGTCCTATGGCCAGACTTTGTT,

THE&EANE S EX PCR WEI 4, TILE GT &
B30 K, HHBT MK EN 127 bpo &= F
GT EE W Fo K E AN 127- (30 x2) = 67
(bp). WML EH H, CT EZ K= (FHKE-
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NIEEE T 68 NRA I N FH A, FijkER
N 58% . FERAEAHS TR AR SHAE AR RS 1R B e
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Table 1. Distribution of microsatellite genotype in two groups

JE R A LHKAE (n=50) HPE (n= 68)
S/S 4 (8%) 2 (2.9%)
S/M 5(10%) 5(7.4%)
S/L 23 (46%) 22 (32.4%)
M/M 1(2%) 6 (8.8%)
M/L 7 (14%) 16 (23.5%)
L/L 10 (20%) 17 (25.0%)

2.3 MORFER 1 EEMIDEEFEBSHERE
BIFE XM A

ey S SEfr BRI R R B (S/S, M/ S, L/S) R
HGT EEM, AHfEw S SMERPERFE(L/L,
L/M,M/M) AK GT EHEH(FK2, Table2) . 5 GT
HEREAEKRAERA47.5% (29/61) 5K CT EEAFH
AR 68.4% (39/57) W B G iH¥ZR(P< 0.
05)

Table 2. Comparision of I stent restenosis rate with different genotypes

JER Y LA (n= 50) A (n= 68)

OR 95% CI P

KerEE 18 39
% GT BEH 32 29

5.261

1.0

0.418 0. 197~ 0. 887 0. 022
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