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study asbiaswill be much lessin community based study, thoughin
our study, generdlization to other community of India may not be
possible. This may leads to the presumption that even in India,
diabetes is the commonest cause of CRF /CKD as against chronic
glomerulonephritis, which was being considered acommonest cause
few yearsback. Evenwhile comparing our own datafrom outpatients
between two time period, (1987-98 and 1999-2004) it was found
that there was increase in diabetes as cause of CRF from 28.4% to
33.6% (Unpublished data) Fig.2.

Another source of information about etiology of CKD is the pilot

Changing Etiology of CKD at AIIMS Outpatient

Fig.2 Changing Pattern of Etiology in Outpatient at AIIMS.

project started by Indian Society of Nephrology since June 2005, of
whichAllM Swasoneof themember centers. Thisproject wasaimed
at finding out many issuesrelated to CKD in India, including spectrum
of diseasescausing CKD. Itistorecall that it isalso ahospital based
data, though being done all over country at many centers. Till the
data of 840 subjects being enrolled in this project from our center,
males congtituted 71% of these subjectsand mean agewas47.3 years.
Majority of patientswerein stage CKD 3-5 groups. Diabetesmellitus
ascauseof CKD was seen most commonly in 29.7% patientsfol lowed
by chronic glomerulonephritisand tubulointerstitial diseasein 17.5%
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and 11.8% respectively. Thus, inthis prospective hospital-based data
from our center, diabetes was commonest cause of CKD. Similar
aretheresultsof pooled dataof thisregistry fromall over the centers
(Unpublished), though at present it cannot be published.

In addition to these studies, there are many more centers who are
doing screening program regarding CKD inIndiaand amulticentric
study isalso being conducted for CKD in collaboration with Boston
medical school onthelinesof ‘KEEP but thedetailsof theseongoing
studies are not yet known.

To conclude, CKD anditslate stage that isend stagerena diseaseis
amagjor problem for Indiaand with increasing diabetes burden, itis
going to increase further. Managing whole population of these
patientswill beimpossiblefor India, wheremany other issuesdemand
more priority than CKD. However, the money invested at thistime
in establishing prevention program for CKD in Indiais definitely
going to give results in years to come and ultimately on long-run
will still be cost effective; the saved money can be utilized for other
hedlth care programs. But, in my opinion, it is going to be difficult
to convey thisidea and to impress upon the current policy makers/
political system of the country.
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DEFLAZACORT

Phar macodynamic Proper ties—Deflazacort isshort acting oxazolinederivative of prednisolone;
the drug offers potent anti-inflammatory & immunosuppressant actionswith lessside effectslike
diabetes, osteoporosis& lipid abnormalities.

Phar macokinetic proper ties—Orally administered Deflazacort gppearsto bewel | absorbed andis
immediately converted by plasmaesterasesto the pharmacol ogicaly activemetabolite (D 210H),
which achievespesk plasmaconcentrationsin 1.5to 2 hours. Deflazacort is40% protein-bound; its
diminationplasmahaf-lifeis1.1.to 1.9 hours Elimination takesplaceprimerily throughthekidneys,
70% of the administered doseisexcreted in the urine; remaining 30% iseliminated in thefaeces.
Therapeutic indications - Deflazacort is indicated in wide range of indications, smilar to
corteogterioidssuch as, asthma&: alergic disorders, rheumatoid arthritis, juvenilechronic arthritis,
polymyalgiarheumatica, nephriotic syndrome, rendl transplantation, neurological disorders.
Dosage & Administration: Deflazacort isaglucocorticoid derived from prednisolone, 6 mg of
Deflazacort has gpproximately the same anti-inflammatory potency as 5 mg prednisolone or
prednisone. For acute disorders, up to 120 mg/day Deflazacort may be needed; maintenance dose
is- 3-18 mg/day.

Inhepaticimpairment, thedose should be adjusted to theminimum effectivedose. Renallyimpaired
patients, no specia precautionsarenecessary. In children, theindicationsarethesameasfor adults;
aternate day administration may beappropriate; doseof Deflazacort usualy liesintherange0.25-
1.5mg/kg/day. Deflazacor t withdrawal: Deflazacort showslessHPA axissuppression; hencethe
only can beeesly withdrawnwith lessrisk of withdrawal symptoms. Once, adaily doseequivaent
to 9 mg Deflazacort is reached, dose reduction should be sower to alow the HPA-axis to
recover.particularly if morethan 73 week therapy isgiven.

Contraindications : Systemic infection unless specific anti-infective therapy his employed;
hypersensitivity to deflazacort or any of theingredients; patientsreceiving livevirusimmunization.

adrend insufficiency, being tapered off over weeksor months.

b) Anti-inflammatory/immunosuppressive effects and infection : Suppression of the
inflammatory responseandimmunefunctionincressesthe susceptibility toinfectionsand their
everity. Thedinica presentationmay often beatypica and seriousinfectionssuch assepticaemia
and tuberculosismay be masked and may reach advanced stage before being recognized.
Special precautions: Thefollowing clinica conditionsrequirespecial caution and frequent
patient monitoringisnecessary: (a) Cardiac diseaseor congestive heart failure (exceptinthe
presenceof activerheumetic carditis), hypertension, thromboembolic disorders. Glucocorticoids
can cause sdlt, water retention and increased excretion of potassum; dietary st restriction
and potass um supplementation may benecessary; (b) Gastritisor oesophagiitis, diverticulitis,
ulcerativecalitisif thereisprobahility of impending perforation, abscessor pyogenicinfections,
freshintestingl anastomosis, activeor latent peptic ulcer; () Emotional ingtathiliy or psychotic
tendency and epilespsy; (d) Previous corticosteroid-induced myopathy; (€) Liver failure; (f)
Hypothyroidismand cirrhosis, which may increase glucocorticoid effect; (g) Ocular herpes
simplexbecause of possible cornedl perforation;

Pregnancy : Deflazacort does crossthe placenta; caution should be exercerised

L actation: Corticogteroids are excreted in breast milk, no dataare available for Deflazacort.
Fluid and electrolytedistur bance: Sodiumand water retentionwith hypertension, oedema
and heart failure, potassum loss, hypokaaemic akaosis, arelesswith thedrug.

Druginteractions Thesame precautions should beexercised asfor other glucocorticoids; it
isrecommended toincreasethemaintenance doseof Deflazacort whenliver enzymeinducers,
are co-administered, e.g. rifampicin, rifabutin, carbamazepine, phenobarbitone, phentoin,
primidoneand aminogl utethimide. For ketoconazolewhichinhibit liver enzymes, reductionin
doseisrequired; in patients taking estrogens, corticosteroid requirements may be reduced.
Theefficacy of coumarin anticoagulantsmay beenhanced by concurrent corticosteroid therapy.
Therena clearnanceof sdicylatesisincreased by corticosteroidsand steroid withdrawa may
resultinsdicylateintoxication. Antacidsmay reducebioavailability; leaveat leest 2 hrsbetween
administration of deflazacort and antecids.

LSpecial warnings: (a) Adrenal suppression : Withdrawa must awaysbegradua to avoid acute




