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Plasma Renin Activity in Diabetes Mellitus

Heuni-Jung Pyo, M.D, Jung Sik Part M.D, Sung Xwon Kim, M.D,
Kang Won Choi, M.D, Jung Sang Lee, M.D, Munho Lee M.D.

Department of Internal Medicine, College of Medicine, Seoul

National University

To evaluate

the renin-angiotensin-aldosterone system in diabetes mellitus, basal plasma

renin activity (PRA) and its response to intravenous furosemide were determined in 40

diabetic subjects.

The diabetics were divided into 4 groups according to the pressence of nephropathy and/or

hypertension.

Uncomplicated diabetics(Group ]) were taken as control group and the results of the

cther groups were compared to this group.

In diabetics with nephropathy alone(Group 1), and with nephropathy and hypertension
{Group ), basal PRA values were 0.63+0.59 ng/ml/hr, and 0.7970.62 ng/ml/hr.,, respect-
ively, both significantly lower than control group. (1.53+1.09 ng/ml/kr.). (p<0.05)

In both of the above groups, the responses to intravenous furcsemide tended to be blunted.

On the other hand,

in diabetics with hypertension only(Group ), the basal and

stimulated PRA were not significantly different from control. Above results suggests that

nephropathy may be one of the factors which suppress renin activity in diabetes mellitus.
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Table 1. Clinical characteristics of diabetics subjects(Mean=-S.D.)

Normotension Normotension Hypertension Hypertension
No Nephropathy Nephropathy Nephropathy No Nephropathy
(Group ) (Group 1) (Group ) (Group W)
No. of Patients 15 7 -8 10
Male/Female 9/6 3/4 6/2 7/3
Age(nears) 50.1+11.4 64.11+ 8.5 62.0+10.8 56.94 4.0
Duration of D.M. (years) 8.9+ 6.6 8.9+ 6.2 9.9+ 7.0 7.0x 5.9
Neuropathy 2 4 2 2
Retinopathy 2 7 5 7
Blood pressure 126.7+11.8 130.0%21.6 167.5+16.7 166. 0+24. 6
Systolic(mmHg) (P*<0. 005) (P*<0. 005)
Diastolic(mmHg) 80.7+11.6 82.9--11.1 102.5+16.7 106.6+18.9
: (P*<0. 005) (P*<0.01)

*Compared with Group |
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