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72T 2%9 #HAL 303 sHEg F 72CoA TEL
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Table 1. Basal Clinical Characteristics of the

Patients
Group 1 Group 2
Mean age(yrs) 47 42
Male/female 13:15 10:20
Serum creatinine(mg/dL) 1.686+1.415 1.466*0.619
Proteinuria(mg/day) 1308+ 1414 752704
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golem F el HFE A, Ay, 71N A3
g9 BX 9 A 75 A3 Axd FA% Aol gl
AckTable 1, 2). 2 FollM £ AFe] ¥F =0}
Ed £Xg, 129ME ATla $93 168611415
mg/dLol A T F 1.821+1.301mg/dL(p=0.289)2
Fo AF FoAg Adolgd £ 44 AN
oy, 2TelMe HY F9A 1.466+0.619mg/dL A
1800+0.88Img/dLZ Smigle Ioleld 39 4

Table 2. Underlying Disorders

Group 1 Group 2
Diabetic nephropathy 5 5
Hypertensive nephropathy 6 9
GN(IgA nephropathy) 8(4) 12(4)
Undetermined ] 5
Total 28 30
*p=0,289 «p=0.05
2
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Fig. 1. Creatinin level before & qfter treament in
each group.
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Fig. 2. Distribution of hyperkalemia
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Fig. 3 Comparison of percent of proteinuria bet-
ween ACEi & AVEi+ATla in group 2.
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Fig. 4. Effect of ACE polymorphysm in proteinuria.
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= Abstract =

Clinical Study of Angiotensin
Converting Enzyme Inhibitor and
Angiotensin II Receptor Antagonist
Combination Therapy in Renal Patients

So Young Lee, M.D., Young Sun Kang, M.D.

Sang Youp Han, M.D., Jong Woo Yun, M.D.

Sang Kyeng Jo, M.D., Dae Ryung Cha, M.D.
Won Yong Cho, M.D. and Hyoung Kyu Kim, M.D.

Department of Internal Medicine,
Diuvision of Nephrology, Korea University
College of Medicine, Seoul, Korea

Background : Angiotensin-converting enzyme in-
hibitors(ACE1) do not decrease plasma angiotensin I
levels in chronic use to the same extent as in acute
use. this reincrease in angiotensin II level is explai-
ned either by a renin-mediated reactive rise in plas-
ma angiotensin I or by non-ACE dependent angio-
tensin II generation.

The aim of this study was to compare the addi-
tive effects of an ACEi and angiotensin I receptor
antagonist(ATla) in antiproteinuric effect, hyperkale-
mia, and hypotension.

Methods : 58 outpatients with chronic renal insu-
fficiency were included and they were randomly cla-
ssified into two groups:Group I{prescribed ATla
only), Group II(ATla and ACEi combination thera-
py), and the changes of serum creatinine, the amount
of proteinuria, the developement of hyperkalemia, and
hypotension were evaluated.

Results : In group I, the amount of proteinuria
decreased to 92.8% of initial amount at 1 month after
the start of drugs. 2 of 28 patients(7.1%) developed
hyperkalemia, and serum creatinine did not change
(1.686+1.4156mg/dL. 1.821%1.301mg/dL, p=0.289). But
in combination therapy group, serum creatinine level
increased from baseline value of 1.466+0.619mg/dL to
1.800%0.881mg/dL(p=0.05), proteinuria did not change
(101% of initial amount), and 7 of 30 patients(23.3%)
developed hyperkalemia.

Conclusion : Combination therapy seems to have
no additive antiproteinuric effect, but serum creati-
nine and potassium levels should be closely moni-
tered during the combination therapy.

Key Words : ACE inhibitor, Angiotensin II recep-
tor antagonist, Proteinuria, Hyperka-
lemia
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