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AND CAROTID ATHEROSCLEROSIS IN PATIENTS WITH
HYPERTENSION AND ITS RISK FACTORS
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Abstract: Objective: To explore the correlation between serum HCY, hs—CRP and carotid atherosclerosis in patients
with hypertension, and analyze the risk factors of the disease. Methods: 110 hypertensive patients were divided into Ti, Tz
and Ts groups on the basis of blood pressure. The carotid artery ultrasonography results of Ti, Tz and Ts groups were ob—
served. The levels of total cholesterol, HCY, triglyceride and hs—CRP were analyzed. The relationship between the levels of
HCY, hs—CRP and carotid atherosclerosis was analyzed by grouping and loTistic regression analysis. Results: Ultrasound
examination showed plaques in 20 cases (instability and stable plaque) in the Ts group, 15 cases in the Tz group, 12 cases in
the Ti group, and plaque detection rate in the Tz and Ts groups compared with the Ti group. There was no significant differ—
ence between the Ti, Tz and Ts groups (P>0.05). There were no significant differences in serum TC and TG values between
the Ti, Tz and Ts groups (P>0.05). The levels of HCY and hs—CRP were lowest in the Ti group, followed by the HCY and hs—
CRP levels in the Tz group, and the highest HCY and hs—CRP in the Ts group. Values (9.86 + 4.32, 13.84 + 1.21), there
were significant differences between the Ti, Tz, and Ts groups (P<0.05). Compared with the unstable plaque group, the hs—
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CRP and HCY values were significantly lower in the non—plaque group, and the hs—CRP and HCY values in the stable plaque

group were higher than those in the non—plaque group and lower than the unstable plaque group. The hs—CRP and HCY val-

ues in the plaque group were (26.45 + 10.21, 34.54 + 11.62), and there were significant differences between the non—plaque

eroup, the stable plaque group and the unstable plaque group (P<0.05). Logistic regression analysis showed that HCY, hs—

CRP and carotid plaques, TC and TG were independent risk factors for carotid atherosclerosis. Conclusion: The increase of

HCY and hs—CRP may aggravate carotid atherosclerosis in hypertensive patients. Positive correlation between HCY and hs—

CRP and carotid atherosclerosis in hypertensive patients is also an independent risk factor.
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Tab.1 Clinical data of Ti, TZ and TS groups (X #s,n)
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Tab. 2 Comparison of carotid plaque detection in Ti, Tz and
Ts groups (n, %)
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Tab. 5 Results of logistic regression analysis

i H BfE wfi ORMH P 95% C 1
et R [ 1442 0521 4231 0.003 1.087~7.542
Hih = 1.591 0.626 3.991 0.025 1.012~5.784
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HANPKBEHE  1.588  0.618 3.975 0.022 1.053~5.983
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