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hronic renal failure (CRF) is a functional diagnosis characterized by a progressive
Cand generally irreversible decline in glomerular filtration rate (GFR). It is caused
by a number of diseases, most commonly diabetes, glomerulonephritis, hypertension
and the genetic diseases. The renal function of CRF patients declines by unrelenting Ol AMEXZ=0| M|
progressive loss of nephron that persists long after the inciting event. CRF is not a
curable disease. The aim of the treatment of CRF is to halt or delay the progression
of renal failure and amelioration of symptoms, not to cure of the disease. Systemic T Al Fo e o] <l
hypertension, glomerular hypertension, proteinuria and protein - rich diet contribute 5 .
to the progression of renal failure. Restriction of dietary protein intake help to pre-
serve residual renal function. Among the antihypertensives, angiotensin converting B2 A2 A3+ HA3hS &
enzyme inhibitor (ACEI) is the drug of choice for blood pressure control in CRF
patients, because this class of drug reduces intraglomerular pressure. There is a
growing awareness of a need not only to identify CRF patients at an earlier stage in
the disease process, but also to initiate treatment strategies earlier to delay progres-
sion of CRF and to define the optimal time required to prepare CRF patients for
renal replacement therapy. Early referral to the nephrologist is important for timely
intervention. The consequences of late referral include increased morbidity and
mortality. There is also an impact on patient's quality of life and missed opportuni-
ties for pre - emptive transplantation. Late referral also limits therapeutic options, and ta g satEo] Q== ZAE U
these.llmltatlons exert adverse effects on long - term outcomes once patients are on S5t wo]i= o] Ty AEA
dialysis.
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BE RFo] g #AlE A oluAls Fojshed,
3 E AFEA) ©j3hgo] 30 ml/min olalolAE thiazide ] o]

g ks oaly] el UEFS 2.0 g(aF wAE 37t 9l7) wiiol loopd o]xAle] Folzt uigt
02F 5.0 g o2 Aok szt A &AFS H s furosemide 20 mg, torsemide 5 mgs %3] &
7FlA = ksl kot #o g Fojal=t]| furosemide™ 400 mg, torsemide

40 mgZ7HA = T 4= 9t 2 REY o|mAR

[

DT F A1 amiloride, spironolactone, triamterene A%
IZFIZol JoW A AAAE 2 fFe]l  EAAE T KAE A T JoBE FoE 8
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He 4@, e, AR, vk, 229, 4, 3T BgEEE U8 708 s

solth ACEI(Angiotensin converting enzyme inhibitor:

A QEIA AEE A AAADE AAI FEATHE
2. AEXE SIAA AFA U AT ER B E 2|5
D) 38kl A8 7]

LA ] S AAete ) dong 7P
ARG 7 Q= oFAlolt). AAl AMEEE ACEIR=
2 A S el Y HAE Amsok gk, Benazepril, Captopril, Clizapril, Enalapril, Fosi-
AFAA ] ke HeA] vdste] g9 thE w7l nopril, Lisinopril, Moexipril, Quinapril, Imidapril,
o 2ol FuEAE e = 497 23 Ramipril 5] 90U Fosinopril 7+ 2 Aoz uf
ofol] 2 ukgokA] = Stoll= 27 o] ofAl ol AEARE bE k5 BT Ao R widdn, S5
dete] oF=AEe ol i ARl AU dEA e
TA] ofFgo] AstE il ATAFHTo] WA = 9lon
= oFAI7E o)A ol Aojie 50% olde] ofart A& & ACEIE A& FolstAu &
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(1) Cardiac glycosides

Digoxine 75%7} A¥ o2 njd= 1
ujdgle}, Ayt

25%= to=

X O 7 creatinine F4&°] 50 ml/min ©|
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(6) ACE inhibitor

(7) Bl 3 dd-gahl
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(1) Aminoglycosides
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(3) Cephalosporins
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Flucytosine Ampicillin Amphotericin B Bacitracin
Gentamycin Carbenicillin Cefotaxime Chlortetracycline
Kanamycin Cefazolin Cefoperazone Nitrofurantoin
Oxytetracycline Cephaloridine Chlorampenicol
Streptomycin Cephalothin Clindamycin
Tetracycline Cloxacillin Doxycycline
Tobramycin Co - trimoxazole Erythromycin
Vancomycin (Trimethoprim - sulfamethoxazole) Isoniazid

Methicillin Lincomycin

Oxacillin Nafcillin

Penicillin G

Ticarcillin

5) 17 kA

Cimetidine A3k f1jol] QlojA] Ao} 7
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