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Effect of special dietary therapy on patients with type 2 diabetes and hyperuricacidemia

CHEN Li-yong, WANG Kun, ZHANG Jie

( Provincial Hospital Affiliated to Shandong University, Jinan 250021, P. R. China)

Abstract; Objective To evaluate the effect of dietary therapy on blood glucose, blood lipid and uric acid in patients
with type 2 diabetes. Methods Eighty patients with type 2 diabetes and hyperuricacidemia were divided into experimental
group and control group randomly,and given insulin injection and phenylbutazone. Then the experimental group were given
special dietary therapy meals and the control group were given routine diabetic dies. The fasting blood glucose( FBG) , post-
prandial blood glucose(2 hBG) ,blood lipid ,blood and urine uric acid were detected at 1,2,3 weeks after the treatment.
Results The FBG level in two groups both decreased and had significant difference at 3%,4" week. The 2 hBG level in
two groups both decreased and had significant difference at 3" week. The serum triglycerid(TG) level in the experimental
group was obviously lower than that in the control group at 4" week. Blood uric acid level in the experimental group was ob-
viously lower than that in the control group at 3™ week , while the uric acid level was obviously higher than that in the con-
trol group at 2* week. Conclusions Special dietary therapy is benefit for the control of blood glucose and blood lipid , ex-
cretion of urine uric acid and decreasing of blood uric acid. ’
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WEA
AT 9.5%1.3 15.5+2.6 2.33+0.28 5.621.02 517.42 £86.57 1.51 £0.42
BiIrE1 A 8.423.6 12.8 £3.02 2.320.60 5.59 £0.90 495.77 £34.37 1.68 +0.82
BiIrE2 A 7.8£2.2° 11.5£3.12 2.23:0.67 5.48+1.12 484.00 +50. 90 1.92 £0.86"*
WBIrRIA 6.2+2.6*° 8.5+2.3%2 2,20 £0.27 5.46 £0.84 452,31 £42,8944 2.62 £0.9244
WBIriE4 R 5.822.1% 7.8+1.84 2.02£0.40*2  5.32£0.92 410.17 £24.9444 2.98 +0.8844
o giictic
betid: U 9.6+1.2 15.8 £3.2 2.32+0.78 5.57+1.04 508.45 £70.56 1.46 £0.36
BIFE1LHA 9.2+2.4 13.8 £4.0* 2.3020.90 5.52+1.02 498.21 +50.26 1.52£0.42
BIrE2HA 8.722.1 11.8 £3.72 2.29£0.71 5.461.12 492.54 £36.48 1.56 £0.38
WIrE3RA 7.821.5% 10.2 £3.04 2.28£0.42 5.42£0.98 490.52 £42.86 1.68 20.48
WEIriE4 A 7.2+2.5% 8.8 +2.82 2.26 +0.52 5.38+0.92 489,51 £36.86 1.66 +0.42

i SRAABATHEE, * P <0.05,2P<0.01; 53 B8, " P <0.05,4 P <0.01
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