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The Significance of Hyperlipidemia as a Predictive Factor of
Relapse in Corticosensitive Nephrotic Syndrome

Soon Pil Jung, M.D., Soon Cheul Hong, M.D., Seong Joon Lim, M.D,,
In Seok Lim, M.D., Eung Sang Choi, M.D.

Department of Pediatrics, Chung- Ang University College of Medicine, Seoul, Korea

Purpose : One of the most difficult problems in the care of children with nephrotic syndrome
remains the occurrence of relapses, despite initial response to steroids. Constantinescu reported
that rapidity of initial response to steroid therapy could predict fewer relapses in the first year.
So we evaluated the changes in serum lipid abnormalities in children with corticosensitive
nephrotic syndrome before steroid treatment and the correlation between serum lipid levels and
renal function, days to remission.

Methods : We analyzed the medical records of children who were managed by us between
October 1994 and August 2000. In 33 patients with corticosensitive nephrotic syndrome, we
cvaluated the correlation between serum lipid levels' and renal function [Creatinine clearance(Ccr)]
and proteinuria before steroid treatment, and days to remission defined as the third day when the
patient’s urine becomes protein free.

Results : There were 21 males and 12 females. Median age at presentation was 6.4 years
(range: 1.8-17.3 years). Median days to remission were 154 days (range 4-42 days) on
Prednisolone 60mg/m? daily. The increased levels of triglyceride, total cholesterol, LDL cholesterol,
apolipoprotein B, total cholesterol/HDL cholesterol, Lipoprotein(a) were observed. But the level of
HDL cholesterol was not increased. Serum albumin was decreased and proteinuria was increased
before steroid treatment. But Ccr was not decreased. There were negative correlation between
serum albumin and total cholesterol (r = -0.5157, P<0.005), LDL cholesterol (r = -0.5543,
P<0.005), total cholesterol/HDL cholesterol (r = -0.4506, P<0.01), lipoprotein(a) (r -0.4570,
P<0.025), apolipoprotein B (r = -0.5297, P<0.025), apolipoprotein B/apolipoprotein Al (r = -0.5851,
P<0.01), apolipoprotein B/HDL cholesterol (r = -0.4961, P<0.05) before steroid treatment. T here

was no correlation between proteinuria and serum lipid profiles. Also Cer and serum lipid profiles

Il

were not correlated. There was positive correlation between days to remission and HDL
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cholesterol (r = +04511, P<0.05), apolipoprotein B (r = +0.5190, P<0.05), apolipoprotein B/HDL

cholesterol (r = +0.7169, P<0.005).

Conclusions

: This results reveal that HDL cholesterol, apolipoprotein B and apolipoprotein

B/HDL cholesterol can be used as a predictive factor in corticosensitive nephrotic syndrome. We

could not determine the significant level of these lipids for insufficient patients number, but these

level may predict future relapses of corticosensitive nephrotic syndrome patients and thus may

allow to better management and treatment protocols. More data and long term follow up studies
should be needed. (J. Korean Sec Pediatr Nephrol 2001 ;5 : 136-46)
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(Table 1), 338 241717 B3t ASole AHRO|=
of ¥hg-& B3R ot F 1672 Foprt
3513t Table 2).
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Table 1. Demographic data of patients

Sex Number Age(year)
Male 21 641406
Female 12 63%38
Totat 33 64x£4.1

Table 2. Characteristics of renal pathology

pa]‘{;:;lgy Male Female Percentage (Eufé t)otal patients
MCNS* 9 - 56
FSGS*™ - 5 31
MPGN § - 1 6.5
HSP Il 1 - 6.5
Total 10 6 100

*: Minimal change nephrotic syndrome
**: Focal segmental glomerulosclerosis
§ : Membranoproliferative glomerulonephritis

itz Henoch Schénlein Purpuric nephritis
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Holol| A 1AGF 2ol &
triglyceride (343.2 £ 157.6 mg/dL),

(4307 £ 1386 mg/dL), LDL
cholesterol (306.1 *+ 120.6 mg/dL), apoB (29 % 1.2
g/L), lipoprotein(a) (960 £ 700 mg/dL), total
cholesterol/HDL cholesterol (8.8 = 4.5 Z71381512
1} HDL cholesteol (559 + 22.8 mg/dL)y& 571814
24CH Table 3).

olF

total cholesterol

Table 3. Level of lipoprotein parameters
. . Normal
Lipoprotein parameters Mean£SD
range
Triglyceride(mg/dL) 3432%1576  28-160
Total cholesterol(mg/dL) 430711386  130-250
High density li tei
igh density lipoprotein 5504228 %63
cholesterol(mg/dL)
Total cholesterol/high it
o.a ¢ oe} erol/high density 88445 44.50
lipoprotein cholesterol
Low density lipoprotein
306111206  60-150
cholesterol(mg/dL)
Lipoprotein(a)(mg/dL) 96.0£70.0 15-40
Apolipoprotein Al(g/L) 1.910.7 1.15-22
Apolipoprotein B(g/L) 29112 0.6-1.30
Apolipoprotein B/apolipoprotein A1~ 1.7£0.9 0.0-1.30
Apoli i . .
polipoprotein B/high density 63409 A

lipoprotein cholesterol

3. 2HZO|EE AL g3}y Ho ¥4 @8, g
X, 3eotEd 2 &, #8 FE/N AE

gy dEYE 17 £ 08 g/dLE ZAHNI, @
W= 38 £ 32 g/24hr 2 F7HE0IY, AdlotEld
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Table 4. Level of serum albumin, proteinuria

creatinine clearance, the days to
remission

Mean®SD Normal range

Serum albumin(g/dL) 1.7£0.8 39-50
Proteinuria(g/24hr) 38432 <4mg/m’hr
Creatinine clearance

147, 5+24.
(mL/min/ 1.731) 12172477 12652240
Days to remission 156110 -

4. 33 A4 2
H@A(Table 5)
e A=

At 43 fErgHe ¥
HDL cholesterol (r = +0.4511,
P<005), apoB (r = +0.5190, P<0.05), apoB/HDL
cholesterol (r = +0.7169, P<0.005)3} %2 Z&AA7}
UANTHFig 1-3). B8] F=7IF wiglyceride, total
cholesterol, LDL cholesterol, total cholesterol/HDL

cholesterol, lipoprotein(a), apoAl, apoB/apoAl3= %
T BAE HolA Ayrh

orny
gl

5. 8% A3 9 Adu 43 A4 2
Az gy, 3 AA R AdW3} G otE
d F2&39 BB A (Table 5)

A &HETL total cholesterol (r = -0.5157,
P<0.005), LDL (r - 0.5543,
P<0.005), total cholesterol/HDL cholesterol (r
-0.4506, P<0.01), Lp(a) (r = -0.4570, P<0.025),
apoB (r = -0.5297, P<0.025) apoB/apoAl (r
-0.5851, P<0.01), apoB/HDL cholesterol (r
-0.4961, P<0.05)5 3 &9 FABAZF ek <
o} Feoleld A4S Y AF 2 AuEH
FRHAE BolA Btk

cholesterol
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Table 5. Pearsons's coefficient between lipoprotein parameters and serum albumin, proteinuria

Ccr, days to remission

Lipoprotein paramete Serum albumin Proteinuria Cer Days to remission
pop P rs (g/dL) (¢/24h0)  (mL/min/1.73m2) Y
TG(mg/dL) - 0.2501 -0.1742 +0.1102 -0.3416
HDL cholesterol(mg/dL) +0.1434 +0.0612 -0.0165 +04511*
TC(mg/dL) -0.5157 11 +0.0884 +0.0589 +0.1095
LDL cholesterol(mg/dL) -0.5543 1 +0.1353 +0.0421 +0.1094
TC/HDL cholesterol -0.4506 § -0.0851 -0.0903 -0.0371
Lp(a)(mg/dL) -0.4570* +0.0821 +0.1934 +0.2180
ApoAl(g/L) +0.1801 +0.0029 -0.0157 +0.2321
ApoB(g/L) - 0.52097% -0.0554 -0.3733 +0.5190*
ApoB/ApoAl -0.5851 § -0.1805 -0.2021 +0.3792
ApoB/HDL cholesterol -0.4961* --0.2335 -0.3360 +).7169 1l
£ P<0.05, **; P<0.025, §: P<0.01, ": P<0.005
TG: tryglyceride
HDL: high density lipoprotein
TC: total cholesterol
LDL: low density lipoprotein
120 - y o= 0.?9663(4‘2:3{3,753
B v = +0.4517
S 100 . . 0.4¢ :
8 P<0.05 B
@ 8¢ - . e
T B0 ¢ . e s T
S o0 L LN .
=20
0
¢ 20 4§ 60
Oavs to remission

Fig 1. Correlation between HDL cholesterol and Days to remission
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Fig 2. Correlation between ApoB and Days to remission
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Fig 3. Correlation between ApoB/HDL cholesterol and Days to remission
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