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[Abstract] Objective To explore the correlation between the change of plasma hydrogen sulfide(H,S) level and interleukin-
6(IL.-6) in the pathogenesis essential hypertension(EH). Methods Plasma was collected from 46 normal controls(control group)
and 80 patients with EH. The EH patients were divided into the medication control group(n=47) and non-medication control group
(n=33). According to the diastolic pressure(DP) value,the EH patients were divided into the group A(DP<(90 mm Hg,»n=21),B
(DP=90—<C100 mm Hg,n=23),C(DP=100—110 mm Hg,n=18) and D(DP>110 mmHg,n=18). The methylene blue method
was adopted to measure serum H, S level,and the plasma IL.-6 level was detected by using the double antibody sandwich ELISA. Re-
sults The plasma H,S level in the EH patients.group A,B,C and D were(8.50=0.59) pmol/L, (8. 9440.62) pmol/L,(8. 64+
0.52) pmol/L,(8.2040. 41) pmol/L and (8. 234-0. 46) pmol/L respectively, which were significant lower than(9. 29 0. 91
pmol/L) in the control group(P<C0. 01). Compared with the non-medication control group,the plasma H,S level in the medication
control group was significantly increased, the difference was statistically significant[ (8. 37 = 0. 55) pmol/L ws. (8. 77 £ 0. 53)
pmol/L, P<C0.01];compared with the control group,the plasma H,S level in the EH group was significantly increased, the differ-
ence was statistically significant[ (8. 3740.55) pmol/L wvs. (8. 772£0. 53) pmol/L,P<C0. 01]. Compared with the control group, the
plasma IL-6 level in the EH group was significantly increased, the difference was statistically significant[ (0. 48 +0. 07) ng/L wvs.
(0.6540.13)ng/L, P<<0. 01]; Compared with the non-medication control group,the plasma IL-6 level in the medication control
group was significantly decreased, the difference was statistically significant[ (0. 56£0. 07)ng/L wvs. (0. 7140. 13)ng/L,P<C0. 01].
Furthermore, the plasma H,S level had significantly positive correlation with the pulse pressure(R=0. 42, P<{0. 01) , significantly
negative correlation with the IL-6(R= —0. 38, P<C0. 01) and no correlation with systolic blood pressure and diastolic blood pres-
sure. Conclusion Plasma H,S level in EH patients is significantly decreased, moreover with the diastolic blood pressure increase
which is decreased. Plasma H, S level has significantly negative correlation with I[.-6. Plasma H,S may involves in the development
process of inflammation induced EH.
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F % TL-6 /K P B 3 8 [ 0. 48 +£0. 07) ng/L wvs. (0.65+
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