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1. Renal disease progression 2| 7| X
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Figure 1. Proposed mechanism resulting in a common pathway of progressive
nephron loss in chronic renal disease (Taal MW et al. Current opinion in nephrology

and hypertension 2001, 10:523-31).
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2. Renoprotective drugs

1) Control blood pressure
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2) Angiotensin converting enzyme inhibitors (ACE I)
therapy

ACE 12 angiotensin I914] angiotensin 112 # 83}
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3) Angiotensin Il receptor blockers (ARB) therapy

ARB® ACE 13} fAbeh geh] 9 ¥ gte] a2
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4) Combination of ACE inhibitor and ARB therapy
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5) Calcium channel blockers (CCB)
CCB+ nifedipine, amlodipine, felodipine, nicardipine
1} 22 dihydropyridine(DHP) A9} verapamil, diltiazem 2.
2 thE %= non-dihydropyridine (non-DHP) AIZE
% 4 9t} o] non-DHPo| ARZE 7]%50°] 3t} o
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Figure 2. Comparison of the action of ACE I and ARB
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6) Lipid lowering agents

HH NS At ez Gamst vig e AAH
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7) Others

(1) control homocystein level

high dose folic acid therapy : 5~10 mg/d
supplementation with vitamine Bs and Bz

(2) control hyperinsulinemia
AF Tad £50] $4¥0=2 A4 C-peptide
7} =2 @A AE rosiglitazone, metforming AM&-3

(3) correcticn anemia: Dialysis Quitcomes Quality
Index (DOQD guidelineo] oJslH gHdAZ 11-~12
gnvdL2 X+ FHol AFHI erythropoietin AF-8-9]
egol d 4 AUrk wEY WAL AR vds
FAell A AlRE 9 gart Fsit

(4) antioxidants

vitamine CZ ¢ 200 mgAt&-sle 3ol oM &

2 ARE3 A9 =AU calcium oxalate?} 3}8HAl
=X F glex 2 PFFA gl vitamine EE =
ol € 4 vk

(5) control hyperphosphatemia
Dietary phosphorous restriction and phosphate binders

{6) low dose aspirin therapy
olx~ddE A Ao AL FXANY F U

procoagulant®] 35 HAAAIA 4 glenz ALgE )
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842 8] mg/d (baby aspirin or one fourth of an
adult aspirin) ©] FFE )k

(7) estrogen replacement therapy
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8) Experimental freatments

angiotensin II  2]°l% endothelin-1, natriuretic
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(1) endothelin receptor antagonists
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(2) ncutral cndopeptidase and vasopeptidase
inhibitors
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(3) leptin antagonist
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(4) glycosaminoglycan supplementation
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Table 1. A comprehensive strategy for achieving
renoprotection in non-diabetic chronic renal disease

1. Dietary protein restriction
2. ACE 1 therapy (or ARB if not tolerated due to
side-effects)

3. Antihypertensive therapy to reach bleod pressure
goal

. smoking cessation

. Lipid-lowering therapy

. Consider combination ACE I and ARB therapy

o 9 s

Table 2. Therapeutic goals for renoprotection

1. Blood pressure < 125/75 mmllg (proteinuria >1 g/day)
or < 130/80 mmiig (proteinunsa < 1 g/day)

2. Proteinuria < lg/day

3. Decline in GFR < 1 ml/min/month
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