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Efficacy and Safety of Deflazacort in Korean Children with
Nephrotic Syndrome

Mi Jeong Kim®, Kye Won Jeon’, Dong Kyu Jin® and Suk Hyang Lee"

®Graduate School of Clinical Pharmacy Sookmyung Women's University, Seoul 140-742, Korea
®Department of Pediatrics, Samsung Medical Center, Seoul 135-230, Korea

Deflazacort, an oxazoline derivative of prednisolone, has been claimed to have anti-inflammatory
effects with fewer side effects compared to prednisone. The objectives of the study were to evaluate
efficacy and safety of deflazacort in children with nephrotic syndrome. Eligible Patients were the
children with nephrotic syndrome who were treated with deflazacort from October. 1994 to April.
1999. Nephrotic syndrome was defined as having albumin level of less than 2.5 mg/dL and 24-hour
urinary protein excretion of greater than 40 mg/m*/hr. The primary parameters evaluating the efficacy
of deflazacort were response rate, time to respond and relapse frequency. The safety profiles were the
impact on children’s growth, calcium sparing effect, glucose metabolism, lipid profile and adverse
drug reactions. As results, total of 60 children were evaluated (47 bays, 13 girls). Response rate was
95% (57/60) for initial and late responders. Median time to respond was 12 days (range 7-110 days)
and median relapse frequency was one time (range 0-6). Weight/height ratio increased from
22.05£3.47 to 23.20+3.44 kg/m (p<0.001) and plasma calcium level, from 7.55+3.86 to 9.98+3.77
mg/dL after treatment (p<0.0001). Change of fasting glucose level was not statistically significant
(91.9243.53 vs. 98.19+4.78 mg/dL, p=0.072), while change of total cholesterol was significant
(362.3+12.0 vs. 251.4+11.5 mg/dL, p<0.0001). In conclusion, patients on deflazacort showed similar
efficacy in treatment of nephrotic syndrome as reported for prednisone with less impact on growth
inhibition and metabolic side effects of hyperglycemia and hyperlipidemia.
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Fig. 1. Chemical structure of deflazacort and its
metabolite
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Fig. 2. Administration of deflazacort
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Table 1. Terminology used to describe response to def-
lazacort’”

Initial Response during 8 weeks of initial treatment
responder g A responder who has no relapse
IFR A responder, <2 relapses within 6
months of initial response
FR A responder, 2 2 relapses
SD A responder, frequent relapses
while receiving or within 2 weeks
after discontinuing steroid
treatment
Subsequent A responder, fails to respond
NR during treatment of a relapse
Initial No response during the initial 8 weeks of
nonresponder treatment
LR Initial nonresponder respond over
8 weeks of treatment
Continuing Initial nonresponder not respond
NR to continuing treatment

R: nonrelapser, IFR: infrequent relapser, FR: frequent relapser,
SD: steroid dependent, LR: late responder, NR: nonresponder
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Table 2. Baseline demographic data
Characteristics
Patients 60 patients
boys, n (%) 47(83.7%)  patients
girls, n (%) 13(16.3%)  patients
Age of First Nephrotic Syndrome ~~ 4.9£2.9 years
Age of Starting Deflazacort 6.0+3.4 years
Weight/Height ratio 22.05+£347 kg/m
24h Urine Protein, median (range) 1837 mg/day
(940-21039)
Blood chemistry
Calcium 7.55:3.66  mg/dl
Phosphate 5.29+0.67 mg/dl
Protein 4824087  gm/dl
Albumin 245094  gm/dl
Cholesterol 3623120 mg/dl
Glucose 91.92+3.53 mg/dl

Table 3. Distribution of age and gender in nephrotic
syndrome

Age Boys Girls Total
£2 12 1 13
2to4 9 7 16
over4to6 14 1 15
over6to 8 3 2 5
over 810 10 0 4
over 10to 12 1 3
212 3 1 4
total 47 13 60
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MCNS FSGS MPGN MGN

Fig. 3. Number of patients according to histopathologic
diagnosis MCNS: minimal change of nephrotic syndrome,
FSGS: focal and segmental glomerulosclerosis, MPGN:
membranoproliferative nephritis, MGN: membraneous
nephritis
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Table 4. Number of responder according to histopath-
ologic diagnosis type
MCNS FSGS MPGN MGN Total

Initial respond 46 4 2 0 52
R 18 0 0 18
IFR 10 4 2 18
FR 14 0 0 14
SD 0 0 4
Initial nonrespond 3 1 2 2 8
LR 1 2 1 5
CN 2 0 0 1 3
Total numbers 49 5 4 2 60

R: nonrelapsor, IFR: infrequent relapsor, FR: frequent
relapsor, SD: steroid dependent, LR: late responder, CN:
continuous nonrelapsor, MCNS: minimal change of neph-
rotic syndrome, FSGS: focal and segmental glomerulo-
sclerosis, MPGN: membranoproliferative nephritis, MGN:
membraneous nephritis

Table 5. Adverse drug events

Number of adverse events

Type of adverse events fotal (%) mild-mode severe
Infection 14(23.3)
Skin disorder 7117 5 2%
Gastrointestinal system 6(10) 6/2%
disorder
Cushingoid syndrome 6(10) 5/1* 1*
Ophthalmic disorder 5(8.3) 5/2*
Hypertension 5(8.3)
Musculoskeletal disorder 35) 2 1*
Hematologic disorder 3(5) 3
Hearing and vestibular disorder  2(3.3) 2/1*
Central nervous system 2(3.3) 2%

disorder
Respiratory disorder 1(1.7) 1
Alopecia (.7 1
Peripheral nervous system 1(1.7) 1

disorder
Autonomic nervous system (1.7) 1*

disorder
Diabetes mellitus 1(1.7) 1*
Number of adverse events 58(100)  32/7* 7*
% of steroid induced adverse events 23.3%
*Steroid induced disorder
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