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Senile Hypertension and Diabetes Mellitus Patients with High
Uric Acid Levels
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[ Abstract] Objective To study the effect of lowering uric acid levels in elderly hypertensive patients with
diabetes mellitus on blood sugar. Methods 100 elderly hypertensive patients with diabetes mellitus and high uric
acid levels were randomly divided into control group and intervention group.The control group was given conventional
diet control, antihypertensive, hypoglycemic drugs; The intervention group was given benzyl bromide Malone
treatment on the basis of conventional treatment, then we compared the blood uric acid, glycosylated hemoglobin,
fasting blood glucose, blood sugar 2 hours after meal and the success control rate of blood sugar between the two
groups before treatment, 3, 6 and 12 months after treatment. Results (1) The blood uric acid level of patients in
intervention group was lower than that before intervention and control group, the difference was statistically
significant (P < 0.01) . The glycosylated hemoglobin, fasting blood sugar, blood glucose, blood sugar 2 hours
after meal and the success control rate had no obvious difference hetween two groups. Conclusion Towering uric
acid treatment has no effect on blood glucose in elderly hypertensive patients with diabetes mellitus.
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Tab. 1 Comparison of basic data of patients between two groups (v +s)

a5 n il RO RO IR 1 PR PR BHEmer  ZS R b %5 2h
U1 %) (%) /) /) H/JD (umol/l) HE (%) (mmolL) I (mmol/L)

X4 4111 71.58+230 2329 25027 15/37  468.07+4849 6.69+0.73 684+1.06  9.17+1.27

FHA 3711 7217+275 1731 2325 12/36  482.61+49.72 6.56+0.77 6.73+0.82  8.90x0.96
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Tab. 2 Comparison of metabolic indexes of patients between two groups (v +s)

2 5 A JRMR (umol/L) WELIMLIE (%) %5 1E M mmol/L) 252 HIARF (mmol/L) MAE AR (%)
YR AZH 468.07 +48.49 6.69 +0.73 6.84 £ 1.06 9.17 127 71.1

3H 463.04 + 70.67™ 6.71 £0.67 6.84 £0.97 9.38 + 1.39 73.1

6 A 463.55 +70.77" 6.67 +0.62 6.76 +0.82 9.31+0.99 78.8

128  467.83+66.31" 6.64 +0.63 6.85+0.73 9.32+1.16 82.7
THiH A 482.61+49.72 6.56 +0.77 6.73£0.82 8.90 + 0.96 70.8

30  387.04 £33.0242 6.60 +0.70 6.95 +£0.83 9.10 + 1.02 75.0

6 A  360.66 +28.21%~ 6.59 £0.70 6.77 +0.84 9.01+1.08 777

12 A 336.61 £47.73%> 6.61 +0.61 6.76 £ 0.81 9.13 £ 1.12 83.3

SxIBZA R, “P<0.01; S THRTE, 24P<0.01.
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