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[Abstract] Obijective:To study the association between polymorphisms in H19 gene, which transcribes a long non-coding RNA , and
susceptibility to premature coronary artery disease (pCAD). Methods: Four polymorphisms (rs2067051,rs2251375,1s217727,
1s4929984) of H19 gene were analyzed in 213 pCAD patients and 776 control subjects. Polymorphisms were genotyped by TagMan
technology. The statistical analysis was implemented in SPSS. Results: The frequencies of genotype CT,TT and allele T in pCAD
group of rs217727 were higher than that in the control group. Multivariate logistic regression analysis showed that the rs217727
polymorhpism of H19 gene was independently associated with the occurrence of pCAD (P < 0.01). The risk of patients with T allele
and TT homozygous genotype was 2.42 times(0OR=2.42,95%CI=1.56~3.71)and 3.01 times(OR=3.01,95%CI=1.87~4.85)than that of
patients with CC homozygous genotype. Conclusion: H19 gene rs217727 polymorphism is associated with the susceptibility of pCAD,
and T allele may be a genetic susceptibility factor of pCAD.
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Table 1 Clinical parameters of the two study population

(X £5)

s TﬁﬁLf{ﬁ X A ZH Pl
H(n=213) (n=776)

(D) 52,6 +7.0 53.4+7.2 0.053
R (F %) 149(70.0) 573(73.8) 0.259
W [n(%) ] 111(52.1) 264(34.0) < 0.001
R liE [n(%) ] 132(62.0) 315(40.6) < 0.001
BRI [n(%) ] 42(19.7) 81(10.4) 0.001
B IAE [n(%) ] 71(33.3) 142(18.3) < 0.001
W4 (mmHg ) 132 = 21 126 + 18 < 0.001
#F 3K E(mmHg) 81 + 11 79 + 11 0.023
4 (kg) 715+ 114 689+ 11.3 0.003
BMI 26.0 £4.5 245 + 3.3 < 0.001
TC(mmolL.) 440 £1.06 440 = 1.27 0.948
TG(mmolL.) 210196 151 £090 <0.001
HDL-C(mmolA.) 1.03£027 124+032 <0.001
LDL-C(mmol1.) 272 +1.00 242+0.78 <0.001
MR A (mmol.) 558 + 144 521 +1.12 < 0.001

22 H4E rs2067051 rs2251375 1217727 .rs4929984
% Aprbix

2533 Pearson K56, 5 5680008 4 RIS B 21 ¥4
1A% Hardy-Weinberg “F-fif (P > 0.05) ., rs2067051 )
GG 1 GA A AA B F1 rs2251375 B9 CC # AC
R AA BYEE P RU R AE B RO 4 5 X B 1
Tol 25 FE 1217727 155, B AR ALY CT
FEDA A TT B PR T 45437 5 PRI 8 1 T % iR 4
(P< 001,53 2), =5 HAGIT2#E X, T 154929984
D7 S AA B AC FURT CC RUIRETA K BRI S
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[ (TC) [ TG HDL-C .LDL-C 255 AR A - 2540 56 A
K25, Z5BEA G4 L (OR =3.01,95%CI .
1.87~4.85), T S HEPHEH A (CT + TT) e L I Y
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Table 2 Genotype and allele frequencies of the H19 polymorphisms among the cases and controls and their associations

with risk of premature CAD [n(%)]
R BREORA=213) WA (=776) P4 OR{H(95%CI) A% P{H WG P1H
152067051
GG 64(30.0) 230(29.6) 1.00 0.785 0.338
GA 112(52.6) 395(50.9) 1.09(0.71~1.67) 0916 0.681
AA 37(17.4) 151(19.5) 0.74(0.56~1.39) 0.583 0.293
G SN 240(56.3) 855(55.1) 0.640
A SEAI LA 186(43.7) 697(44.9)
1s2251375
cC 72(33.8) 267(34.4) 1.00 0.578 0.713
CA 98(46.0) 376(48.5) 0.95(0.62~1.45) 0.845 0.804
AA 43(20.2) 133(17.1) 1.17(0.69~2.00) 0.410 0.557
C E i HEA 242(56.8) 910(58.6) 0.502
A SEAI LA 184(43.2) 642(41.4)
rs217727
cC 68(31.9) 332(42.8) 1.00 <0.001 <0.001
CT 101(47.4) 361(46.5) 1.48(1.03~2.11) 0.074 0.032
TT 44(20.7) 83(10.7) 3.01(1.87~4.85) <0.001 <0.001
C E i HEA 237(55.6) 1025(66.0) <0.001
T 257 LA 189(44.4) 527(34.0)
154929984
AA 64(30.0) 223(28.7) 1.00 0.092 0.412
AC 93(43.7) 396(51.0) 0.81(0.52~1.27) 0.272 0.366
cC 56(26.3) 157(20.2) 1.10(0.66~1.82) 0.302 0.721
A SEAI LA 221(51.9) 842(54.2) 0.386
C 25 HEA 205(48.1) 710(45.8)

®3 217727 EHMTEEEREMER KR
Table 3 Association of rs217727 and blood pressure

A i E (%) ] W4 E(mmHg) 475K & (mmHg)

cC 127(42) 123 + 20 76 £ 11
CT 462(42) 127 + 17 70 £ 10
TT 400(50) 130 + 20 80 + 11
PAE 0.031 0.002 0.003

A 24 —F53 IncRNAs 7 T 240 P, 2547 40 M 5
PERIR  IFH 5 AN A R0 A RIE R —
46 IncRNAs, 415.0 UFEFEAH SC Y IncRNA (MIAT) |
INK4 FEPR 2 IR 4R RNA (ANRIL) 550005
RIAEIE S IneRNA H19 7ERIGINA 5 ry &
K TEHAEJR IR T IRE . FE Sl kooks A A AL B
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AN AR 2 A1 A Hardy-Weinberge -7 | F-
KILCRAH 1s217727 BY CT PR TT R AU T
SN R R = TR (P < 0.01), 2R HAS
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