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[ Abstract] Objective To explore the relationship between homocysteine and carotid atherosclerosis in patients with
hypertension. Methods A total of 1 126 patients with hypertension were selected as observation group in the of Dali Bai
Autonomous Prefecture People’s Hospital from 2013 to 2016, meanwhile 186 healthy people admitted to this hospital for physical
examination were selected as control group, and patients of observation group were divided into A group ( with carotid
atherosclerosis, n=570) and B group ( without carotid atherosclerosis, n = 556) according to the incidence of carotid
atherosclerosis. Gender, age, homocysteine and incidence of carotid atherosclerosis were compared between control group and
observation group, clinical features and laboratory examination results were compared between A group and B group, and
multivariate Logistic regression analysis was used to analyze the relationship between homocysteine and carotid atherosclerosis in
patients with hypertension. Results No statistically significant differences of gender was found between control group and
observation group (P > 0.05); age in observation group was statistically significantly older than that of control group,
homocysteine and incidence of carotid atherosclerosis in observation group were statistically significantly higher than those in
control group (P <0.05). No statistically significant differences of gender, TBiL, DBiL, IBiL, ALT or AST was found
between A group and B group (P >0.05), while there were statistically significant differences of age, BMI, smoking history,
diabetes history, hypertension course, FBG, TC, TG, LDL-C, HDL-C and Hcy between A group and B group (P <0.05).

Multivariate Logistic regression analysis results showed that, compared with Hey equal or less than 10. 2 pmol/L, Hcy equal or
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over 10. 3 but equal or less than 13.5 umol/L [OR=1.54, 94%CI (1.19, 1.98) ], Hey equal or over 13. 6 but equal or less
than 16. 2 pmol/L [OR=1.60, 95% CI (1.26, 2.02)], Hecy equal or over 16.3 pmol/L [OR =1.65, 95% CI (1.23,

2.21) ] were influencing factors of carotid atherosclerosis in patients with hypertension (P <0.05). Conclusion Homocysteine

and incidence of carotid atherosclerosis are significantly elevated in patients with hypertension, and elevation of homocysteine is

one of influencing factors of carotid atherosclerosis in patients with hypertension.
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Table 1 Comparison of gender, age, Hcy and incidence of carotid
atherosclerosis between control group and observation group
el AU Hey é)ﬁjﬁ Hﬁ(
2H 51 1% (H740) (x=s, [M(QR), shkATfL
) wmol/L)  (n(%))

Xf R ZH 186 102/84 46.7+19.0 6.7(4.1) 52(28.0)
WL 1126 580/546  52.2 £20.4 11.7(6.0) 570(50.6)

K g e 0.73* 8.52" 25. 84¢ 32.93°
P{H >0. 05 <0.05 <0.001 <0.001
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2.2 A5 B 4R I R AL S G 2 K A R A L
A 45 B 41 P K& TBIL, DBiL, IBiL, ALT,
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2.3 i Hs AR IS ks FERE AL S e [N R 1 2 R
Logistic [MIA734fr 43 2 AT e it 2% 22 5 38 bnfE
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J S OBEDRG L . I R AR . FBG, TC, LDL-C J&
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Table 2 Comparison of clinical features and laboratory examination results between A group and B group

a mm B R RROREC gk Bmdek GIUERE  FBG  TRL
(HB/%) (x£s5,%) (% £s5,kg/m*) (n(%)] (n(%)) (x £s,4F) (% £s,mmol/L)(% +s,mmol/L)
A4 570 300,270 53.4 £16.2 22.6 4.2 306(53.7) 268(47.0) 7.12+2.13 6.2+2.1 1.1 £3.1
B4 556 280/276 50.1+12.8 20.1+3.9 210(37.8) 155(27.8) 5.64 £2.54 5.1+2.3 10.8 £3.2
L5 g el 0. 64° 10. 12° 8.91" 28.71° 44.02° 6.97" 7.56" 3.12°
P >0.05 <0.05 <0.05 <0.001 <0.001 <0.05 <0.05 >0.05
DBiL IBiL ALT AST TC TG LDL-C HDL-C Hcy
ZH 5 (% %5, (% %5, (% xs, (x %5, (x %5, (% %5, (% x5, (x %5, (M(QR),
mmol/L) mmol/L.) u/L) U/L) mmol/L) mmol/L.) mmol/L) mmol/L) wmol/L)
A 3.8+x1.6 6.5+1.5 20.6 +8.4 19.5+7.6 5.4+2.6 2.1+1.2 3.5+1.9 0.9+0.6 13.6(10.0)
B4 3.4+1.1 6.2x1.6 19.6+7.6 20.1=x6.4 4.2+1.6 1.7+0.8 2.4+1.1 1.1+0.4 8.5 (6.3)
KB gE - 2.28" 1.69" 2.87" 3.16" 16. 89" 17.65" 12. 64" 8.46" 36. 62°
P1{H >0.05 >0.05 >0.05 >0.05 <0.05 <0.05 <0.05 <0.05 <0.05
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