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[ Abstract]  Objective To explore the correlation between gene polymorphism of secondary
prevention drugs of coronary heart disease and long-term prognosis of patients with coronary heart disease.
Methods A total of 128 patients with coronary heart disease were retrospectively selected and divided into
chronic coronary syndrome( CCS) group(53 cases) and acute coronary syndrome( ACS) group(75 cases).
According to the survival outcome, they were divided into survival group (116 cases) and death group
(12 cases) . General data,clinical data and drug genotyping of patients were queried by electronic medical
record system and grouped for comparison. Cox univariate regression analysis and cox survival analysis
were used to evaluate the factors affecting all-cause death in patients with coronary heart disease. Results
Age of patients in death group was higher than that in survival group,and Alb level was lower than that in
survival group( P <0.05). Cox univariate regression analysis showed that age, discharge heart rate, high
sensitive C-reactive protein( hs-CRP) and glycohemoglobin ( HbAlc) were related with all-cause death in
patients with coronary heart disease;cox survival analysis showed that hs-CRP and HbAlc were related
with all-cause death in patients with coronary heart disease ( P <0.05). Proportion of patients receiving
coronary reperfusion therapy and HbAlc level after admission in ACS group were higher than those in CCS
group( P <0.05). Cox univariate regression analysis showed that discharge heart rate ,hs-CRP and HbAlc
were related with all-cause death in ACS patients ; cox survival analysis showed that HbAlc was related
with all-cause death in patients with ACS(P <0.05). Conclusion To well-managed patients with coronary
heart disease, correlation between gene polymorphism of secondary prevention drugs of coronary heart
disease and long-term prognosis of patients with coronary heart disease is not observed. Role of inflammation
and blood glucose management in coronary heart disease deserves further study.
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LI HEHI AR BMIﬁ AR (mmHg) LER/ )
(H/14) (%, x+s) (kg/m* % £5) SBP(x +5) DBP N HipE
A 116 82/34 62 10 25.7+2.9 128 +17 70(64,80) 70(65,78) 69(64,75)
T4 12 9/3 68 +6 25.0+2.3 129 +23 65(59,78) 74(64,82) 68(63,72)
P1E >0.999 0. 040 0.378 0.910 0.234 0.526 0. 640
qn b 194 L EE 5 LaUS 5 L A A e ‘ &@?}ﬁﬁﬁﬂ&ﬁ Hb
[#1],(%)] [#],(%)] (B, (%) ] [#1],(%)] [#],(%)] HEERITLO, (%) ]  (&/L,x+s)
FimA 116 88(75.9) 42(36.2) 56(48.3) 42(36.2) 19(16.4) 98(84.5) 136 + 15
TET:4H 12 4(33.3) 6(50.0) 3(25.0) 2(16.7) 2(16.7) 9(75.0) 135 +18
P8 0.739 0. 364 0.124 0.217 >0.999 0.415 0.905
- Alb eGFR hs-CRP NT-proBNP HbAlc TC TG

Hul g (g/L) [l - min~" - (LBn?) '] (mg/L) (pg/ml) (%) (mmol/L) (mmol/L,% £5)
WA 116 41(38,43) 94(80,103) 1.81(0.97,5.32)  217(57,789)  6.3(5.8,7.1) 3.15(1.37,4.13)  4.14 £0.90
BET-2H 12 36(35,38) 93(63,96) 13.5(0.67,52.74) 1467(17,1780) 7.1(6.2,8.9) 2.97(1.17,4.50)  4.61 £0.89
Pl 0.029 0.323 0.180 0.233 0.105 0.796 0.224
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, .97 1.21 .7 11 4 7
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has! 12 2.43£0.73 (o.x(zi,gll. 13) (0.919.,118. 42) (o.a%,?. 11) (441,12944) (444?51> (566,372)
P1H 0.648 0.601 0.767 0.837 0.730 0.885 0.765

qm s CYP2D6 S 4RI ], (% ) ] ADRBI &[R4 B[ 6], (% ) ] ApoE FE 4B 61, (%) ]

IE AR L HEEANE B FNEA(CC)  ARRZELL(GC +G6) E2 7 E3 R E4 1
HiEa 116 85(73.3) 31(26.7) 58(50.0) 58(50.0) 13(11.2) 81(69.8)  22(19.0)
BeTo4H 12 9(75.0) 3(25.0) 8(66.7) 4(33.3) 0(0) 11(91.7) 1(8.3)
P >0.999 0.271 0. 880




R NEZERE 2023 4E 1 A% 40 %55 18] J Clin Intern Med, January 2023, Vol. 40, No. 1 < 27 -

R2 ACS 4170 CCS 4L E — VTR B R BERH LA [ M (Pos , Prs ) ]

g 5] fg@ BMI ABE I (mmHg, x + 5) DF(R/ 5T
(5B/40) (% ,x£5) (kg/m’ x £5) SBP DBP B B
ACS 2 75 52/23 63 £11 25.5£2.8 128 £19 71 +13 70(63,78) 69(64,75)
ccsdl 53 39/14 61 9 25.9+2.9 129 16 74 £12 72(66,78) 68(62,76)
P1{H 0.601 0.452 0.448 0.752 0.223 0.235 0.590
R, VA R e B HLAE WA FIEH AW{\\[%%E?T@H?R Hb
[#l,(%) ] [B1,(%) ] (B, (%) ] [Bl,(%) ] [],(%)]  HHEFERITLO,(%)] (¢/Lxzxs)
ACSHL 75 52(69.3) 29(38.7) 30(40.0) 28(37.3) 14(18.7) 67(89.3) 134 £ 16
CCS 4 53 40(75.5) 19(35.8) 29(54.7) 16(30.2) 7(13.2) 40(75.5) 138 + 14
P1{H 0.447 0.746 0.100 0.402 0.411 0.037 0.087
L % Alb eGFR[ ml - minﬁ'] . hs-CRP NT-proBNP Hb/}lc TC TG .
(g/L) (1.73 mz)‘l,xisj (mg/L) (pg/ml) (% ,x +5) ('mmol/L) (mmol/L,x £5)
ACS 21 75 39(36,43) 92 16 1.82(0.99,9.53) 374(128,1352) 6.8+1.2 2.99(1.42,4.19) 4.19+0.94
CCS 4 53 43(38,43) 88 £17 1.84(0.92,4.62) 74(55,474) 6.2+0.7 3.18(1.21,4.10) 4.17+0.86
P1a 0.194 0.270 0.579 0.052 0.019 0.853 0.959
2415 %% LDL—q HDL-C apoA apoB LP(a) LVDD LVEF
(mmol/L,x £5) (mmol/L) (g/L) (g/L) (mg/L) ('mm) (%)
ACS 2 75 2.58 £0.79 0.93(0.83,1.18) 1.20(1.05,1.46) 0.80(0.67,1.13) 98(50,251) 47(43,51) 66(55,71)
ces4l 53 2.48+0.77  0.97(0.83,1.14) 1.21(1.06,1.36) 0.78(0.66,0.87)  114(46,224)  49(46,52)  67(62,74)
P1{H 0.510 0.959 0. 882 0.328 0.767 0.357 0.411
gl bk CYP2D6 FEH A3 I i), (%) ] ADRBI JEP 5 B[], (%) ] ApoE FEH 43 T[4, (% ) ]

B IE AR Pl AR A R DAL (CC) RN Z2H (GC + GG) E2 1Y E3 1Y E4 7l
ACSHl 75 57(76.0) 18(24.0) 38(50.7) 37(49.3) 5(6.7) 52(69.3)  18(24.0)
CCS 4 53 37(69.8) 16(30.2) 28(52.8) 25(47.2) 8(15.1) 40(75.5) 5(9.4)
P1{H 0.435 0.809 0.051
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