o8B 1 FEMREZSE Vol. 28 No.1
2018 4F 1 H China Journal of Modern Medicine Jan . 2018

DOI: 10.3969/j.issn.1005-8982.2018.01.018
TEHS . 1005-8982 (2018 ) 01-0092-07

AR, F2RL3 ZEFE R EN STREEFE R B
WREEREL M O AR TR R K B

%7k, &KK, B
(FRA¥MEE —Ek S A, #w #M 421001)

FEZ . B 484 F2RL3 A B P AL 585 7 b AR S AR AR R AL MG IR (AR B SR ) KA S
T, T EMABENY, & F2RL3 AR TEAMERMF B ETRECRELAEERNGLL, Hix #4d
K RFWES B 121 #1275 2 B IRSNBREE AL, S AR IL 3R R BN BRANE I7 )G s fn 4 B B+t
ROER B, MizAE 8 5, F2RL3 AW x5 F RACH SRR Sequenom J T 4 Bhist b AR & & aF 9] & A7
RS AT F2RL3 AR WAL, BURL 2 M S B F4 HFRALRL TR EGMXEEMETRERE
PR ERILE 5 K F Cox MBAER M. R Mg MR, 56 &F5 K AEBRBCIUR T, 4 4] B H K A
BT, 6 HlEF LA ChFERKLT, 5HEFA AL MRRALT, AET@IUEREE, Cox A
HAT R F2RL3 LA T HRALLE o R B Aak o 5 F2RL3 3B P AL w9 515 30 5 5 09 R R s o B R AR,
v o KA B AT T e R R 3 S e R R B AR AT R B a9 R E B (95%CL) 4% 232 (0.97,
5.58), 5.16 (1.81, 14.7) #23.19 (1.64, 6.21), FAEF UL o E FHERAREM, & F2RL3 AN E)IHE
MG, BIRL PTA TG e R GAR £ RIS, 4518 F2RL3 W AL ZBRA £ a4, F58 %0
RS IR T R E X,

KEIR . AR R DRI IRBARACM S JERR ; TR ; F2RL3

FESES : R541.4 XHERFRIRAD - A

Correlations of smoking and F2RL3 gene methylation with
prognosis of stable coronary heart disease
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Hengyang, Hunan 421001, China)

Abstract: Objective To determine whether methylation of F2RL3 gene is associated with secondary
cardiovascular events and mortality of stable coronary heart disease and with the harmful effect of smoking.
Methods A total of 121 inpatients participating cardiovascular rehabilitation programmes after experiencing acute
coronary syndrome, myocardial infarction or coronary intervention were recruited in our hospital. Active follow-
up was conducted over 8 years. Methylation of F2RL3 gene was characterized by Sequenom matrix-assisted laser
desorption ionization time-of-flight mass spectrometry. Associations of methylation of F2RL3 gene and smoking
with secondary cardiovascular events, and specific-cause and all-cause mortality were examined by multiple Cox’s
regression model through estimating confounder-controlled hazard ratios. Results During the follow-up, 5 patients
suffered from non-fatal myocardial infarction, 4 had non-fatal strokes, 6 died of cardiovascular diseases, and 5 died
due to other causes. After controlling established prognostic factors, Cox’s regression analysis revealed F2RL3

methylation was closely associated with mortality. Adjusted hazard ratios (95% CI) for death from cardiovascular,
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non-cardiovascular, and any other cause were 2.32 (0.97, 5.58), 5.16 (1.81, 14.7), and 3.19 (1.64, 6.21) in the
subjects with the lowest quartile of methylation of F2RL3 gene in comparison to those with the highest quartile.

There was no association between the secondary cardiovascular event outcomes of the two groups. The strong

associations of smoking with all outcomes were markedly weakened when F2RL3 was included in the regression

models. Conclusions The results seem to indicate methylation of F2RL3 is a potential mediator of the detrimental

impact of smoking and is strongly related to mortality of patients with stable coronary heart disease.
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