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Abstract Objective: To inspect the structure of carotid artery in H-type hypertension patients and study its
correlation with hydrogen sulfide level in blood plasma. Method: Randomized selection of primary hypertension pa-
tients from January 2016 to January 2017 was performed in our hospital from outpatients and inpatients. According
to plasma homocysteine level, patients were divided into isolated systolic hypertension group (primary hyperten-
sion, Hey in blood plasma <10 gmol/L) , H-type hypertension group (primary hypertension + Hecy in blood plas-
ma =10 pmol/L) and healthy group(control group). All groups received relevant laboratory tests,including homo-
cysteine level, hydrogen sulfide and high-sensitivity C-reactive protein. Carotid ultrasonography was employed to
assess intima media thickness(IMT) and carotid artery stenosis. Result; Compared with isolated systolic hyperten-
sion group and control group, H-type hypertension group showed a significantly increased IMT[ (1. 49+0. 28) mm
vs (1.3020.29) mm vs (0. 89£0. 20) mm ] and higher Crouse points(2, 00=£1. 36 vs 1.3141. 08 vs 0. 32+
0. 62) and more severe carotid artery stenosis( P<Z0. 05). Hs-CRP level of the H-type hypertension group was sig-
nificantly higher than that of the isolated systolic hypertension group and the control group[ (994. 0£249. 6) mg/
L vs (709.8+217.7) mg/L vs (449, 24159, 2) mg/L] (P<C0. 05). There were significant statistical differences
in the level of hydrogen sulfide among the H-type hypertension group, the isolated systolic hypertension group and
the control group,and the level of hydrogen sulfide of H-type hypertension group was significantly lower than that
of other two groups[ (19. 74413.19) pg/ml vs (32. 924 14. 84) pg/ml vs (47.00£9. 61) pg/ml] (P<C0.05).
Conclusion: H-type hypertension can accelerate the formation and development of atherosclerosis. Decrease in the
protective function of blood vessel due to a reduced level of hydrogen sulfide in blood plasma may be also a possible
cause of acceleration of arteriosclerosis among H-type hypertension patients.
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Abstract Objective: To investigate the relationship between the changes of serum uric acid and blood lipid in
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