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Alq] Fof s# (At 28, A} 3e)E dhAtoz A AFE AA|sle] ISKDC grade Il o] A& 3] ZholE A}
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Dl F oA EuE A Al YA B8 RS 2ARBT 38 ARRA JAE AdEd -

A By g A8 10.5+£3.40)g) o HSPoA] A1go =] Wk 77k 23oA /YR 37
74+7.4% o e}, 244178 ehll-S 7 4857.8+£2046.1 mg/dayo) e} AA B 54 2 4;4)(80%)1 Sy
AAe HF7Ie 52409, v E e AA V|7 W 13322909 e et WelshA 44L& ISKDC 257
2 Grade 1Ib7} 37, Grade VIZ} 282 34 A3 22 A2 A88 48 3 3eo|A &av}a_i 3% f
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4 B o7 HS Al g FA8 Ag Afe] g AN 2 A7 A7 s zelm AT
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e AP,
Henoch-Schénlein purpura(HSP)= 1837*d Schonlein HR7)A2 B 8Ash) ko) wiE o) july aln]

of o3 Apts} A Fo] A et A8 71T, FEel SAEAEEA dATTl A% S

Henoch7} 187413} 1899 #7h &3p7] F4bst &2 Sl ade] oig AdA 1 ozt

AZAe) M-S B wEgTha. HSP: 23 AR 32 9 #ddA chid udds Bede] s F3b
= I
ki

3
TRE Adsle A, HdE, 22 o=y A% Aot FAL alternative pathway & F5
2859 941 EAE /RN Aoz A e o BgA e A= Y4 FL AAd ool fU
EE Byl wel xbelzh glont 30-92%A =l o] Wwle og AzkE T glup,
Aoz A glew A Axrt o 3L e BE A LA Alojo] Lol

AFE AHd F Ao g9 Uop” =3 HS Zololl A el A An= dolo)a] ez o ulw
A z2ARH oz AAFA WAbAE2] F43% 3t vehdut Aol FUsHA depdan.
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g ol 88dlM A AE R A
el 73s-ol AAFFA o] whdAbe] w]g-o]
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92 grldEel $99 S99 A=APe Gt
Hejz, 2dzols 2 WAFU B¥EAE
FHAA FAW, ARB) o Fol AFE A4
2o ez YA v A9 RS AR
A% 9d 2dzes ayez Az bt FA
gorem 7|7t 2dzols Fol 9 WY A
azathioprines] Wgel 9% A2 EAE VA
g4 2 478 Aldsc

char o

EQelA 19933 94l A 19964 8¥71A
Henoch-Schonlein purpura(HSP)2 #lghir-e % Alsh
il (40 mg/hr/m? o]AHE Bl HS AlY 3o} 59
(22 24, 94} 328 HAdez A AL A
International Study of Kidney Diaease in Children
(ISKDC)" grade IIT o]A+& Bl FolE diloz
3ol AmuhyL |) AH 2o = pulse X| B (methylpre-
dnisolone, 19 30 mg/kg/dose, o] 1 g/dose)E AUz

Tél;le 1. Treatment Protocol

63) W33 ohe, 2) AFE AE|Eo| =8 2 mykg/day
MY B8 T | mgkg/dayoz | Y Sod5x
237t Ad = | mg/kg/day 2T Foistsiet 3) 2
2ol= pulse /& A3 ¥ azathioprine( 2 mg/kg/day )
< 297 Witsled AT Fosgih (Table 1) D%
2 oA Ang 34 Halsle] il A s
aAEA M Fd nF A AR AR
29 & 32 AAzA Ag Al on ey
o] zA3td SF2 ISKDC £7-8 Wil 22| =
g 2g Ay f8) e FaA 7, EFF
A EAste A, vitke #F A A2
A7)k AAkw W) ekhe EAstd T 670
4w}, 34 PAslglor] FUx 2L A8 F8A
Al 83t
4 =

B d79) HSAG-E & 542 dobr} 28, qoprt
3gjoloict. ub e 6HlolA 144 Abol it
10.5+£3.4%30]3) 0o HSPoA] HS Algeze] Hy
7|17k 222 A) 20572 HF 74+74F0]3)c) (Table 2).
gobo]. A& I 27]9] A creatinined
4 0.8+0.5 mg%z AAbolglont vl ulA] Zhololl
M= A creatinineo] 1.7 mghz Z71HTh

(1]
- 2]
> N N
- R .
2wks. 1 mo. 1 mo. 2 yrs.

1. Steroid pulse : Methylprednisolone

30 mg/kg/dose(max. 1 g), q.o.d, IV, 6 dose

2. Daily steroid : Prednisone* 2 mg/kg/day(max. 80 mg/day), qd, po, | mo

3. Daily steroid : Prednisone* 1 mg/kg/day, qd, po, I mo

4. Every other day steroid : Prednisone* 1 mg/kg/q.0.d, po, 2yrs

5. Azathioprine : 2 mg/kg/day, qd, po, 2yrs

* we used equivalent dose of deflazacort 1.2 mg to prednisone 1.0 mg
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Table 2. Demographic Findings

Age Duration
Case Sex
{yrs) (wks)
1 F 83
2 M 6.5
3 M 14.8 20
4 F 131
5 F 10.2
Mean 105+ 34 74+£74

Values indicate mean + S.D..
* Duration from HSP to HS nephritis

creatinine A ALL ‘%1'&". 95.8 ml/min/1.73m?o]g] o,
oAl ARl ME 271 mimin/1.73mE A7lS
Bl vl 84 @RUE T AAANA 23 gmt
3 G A A 24 gm¥%z ALRNIF 2L
BTk 2447 HF wule 4857.8+2046.1
mg/24hre 2 RE oA AT Pk 27& B
A IgA: HF 19424656 mg%z 25 A 9
o ldlen, AeolA ASO titeri= Z7HEA stet
(Table 3). §3SAez AFFL ¥5F Ddn
(nephrotic range proteinuria)®] 2|

40 mg/hr/m? ojAkel A L= sl on, Al
Yol @} 40 mghrin o|AFel 3, 2.5 gm% o]51<)
ALRABZo] g AR HAD, FAAYS Be
Yur) dowAy 1k P 18T 759 Fe)
27 3 W) o)) SUE A2 sech Hopy
S A wid, A WA, o Ao AEFE
W3 ol u(nephrotic range proteinuria)2} PP =T
WY, F AR HAME A3 vidE st S8
oo, A HAH M= FANGH ASFEE Bk

Z3.

Table 3. Laboratory Findings

A% 270e ISKDC 50l wsron, 3 WA,
= wid), A AN grade IbE BT, o WA,
oAl HA A= grade VIE B}

grade 11Ib7} 32, grade VIZ} 282 QAefis}
248 273 WAt AeE BedFAH 29
27 AR 48 F 396 2 3 A
Bew, gAl A E HIE do)x] ¢sgte
o ddele 28 A% 24 e AdeA dekd
A Tl 53| F 472 80%olA] R.gITt} (Table 4).
A e o] A oAs AR 22 BeEeA 224
=39 AFAE 10012 st e s =7 Axm
Axe] Z40] Astgiet AFA 1AL Yhatol Mz
o ZA3 7HAY Z7bel- ol AlstA P
QYA (Fig 1A), Fax oz F3o] 2353 o3}
A7 Ad 59 Fae B2 A AR
A7 e] FAE T 3 AR oA FAZ} AAE

T

B o ot

Fig. 1. The first biopsy findings of case 3 : Marked
mesangial expansion by mesangial cellular proliferation
and martrix increment(A) and focal cellular crescent
formation(B) (H-E, x200)

c Scr Cer S-albumine 24hr urine protein S-IgA ASO
ase

(mg%) (ml/min/1.73m?) (gm%) (mg) (mg%)
1 0.5 87.7 32 1811 135 —
2 0.5 105.4 23 5530 144 -
3 1.2 1098 35 7024 285 —
4 0.5 149.0 3.0 3890 263 —
5 1.7 27.1 2.4 6034 144 —
Mean 0.8 + 0.5 95.8 & 39.7 28105

4857.8 = 2046.1 194.2 + 65.6

Values indicate mean + SD..
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Table 4. Clinical and Pathologic Correlationsand Outcome

.. . Kidney Biopsy*
Case Clinical Condition Outcome
lst follow up

1 Nephrotic range proteinuria* G(1lIb) GIV)***x* Remission
with hematuria

2 Nephrotic syndrome** G(lIIb) G(D Remission
with hematuria

3 Nephrotic range proteinuria G(IlIb) G(I) Remission
with hematuria

4 Nephrotic range proteinuria G(VD) none Remission

with hematuria
5 Acute Nephritis*** with G(VD) G(V]) No Remission
nephrotic syndrome

* ohil &7} 40 mg/hr/m? o] AFQl 7 **k% crescents= AAIE o} sequeleZ sclerotic
e AL 40 mgint el 65t 43 change7} 3718l 2% B9,
ule] 2.5 gm% |3}l 7 # gross hematuria, others are microhematuria
*¥5¥k A7) = Ao} 73S Hel AL ## ISKDC Histologic Classification'

ngen e AN ATAze ZHoz
ol Hkl Al o] gle] grade b 473-& 1o} (Fig. 1B).
WA QAR AT BARAN TgA]
del Aepgez dAsse (Fig 2A). 297 A8
Foll 34 AR z=A] Gepdu|F 234 AT
A2 Z7le Adeldr rAERE & {AH
slglow AFAS BAE Fados Ba WA
Holk BES lglon} AP EY FALS glo]
2484 B2 BTt (Figd). WY R L7
Fig. 2. Immunofluorescent ﬁndings o case 3 : Strog 4 IgA7'} gl abad oz ARRARA 03‘3’51
mesangial staining of IgA in the first biopsy(A) and At (Fig. 2B). 947 238 2 ML v
lesser intensity in the second biopsy(B). (x400) G AALE YA e Pk 5424
el vl AL 107494 1774d =
AE 133229090k 3 AN P
el 22 welA AT A4 o} w4
Y 472 B (Table 5). g2 oz = Fuw
A5z} e, W 2} 3¢, vk 220, A E 13
o}A BAch (Table 6). A WA A 717} 22Ad
25-50 percentileol] A A& 2132 3 percentile ojmlo &
zrastedet (Fig. 4).

Fig. 3. Follow up biopsy findings of case 3 : Nearly
normal appearing glomerulus (H-E, x200)

i
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Fig. 4. Changes of height percentiles before and after 2
year therapy

Table 5. Time on Clinical Remission

Time on clinical remission(mo)

C
ase Loss of proteinuria Loss of microscopic hematuria

1 6 13

2 3 17

3 8 13

4 3 10

5 Persistent Persistent

Mean 50+ 24 133+ 29

Values indicate mean=+ S.D. of the cases on remission

Table 6. Complications of 5 cases of HS Nephritis

Decreased bone density 4
Cataract 3
Obesity 2

1

Growth retardation
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S0 dAHez ¥ Aoz wel YA
2784 270 A2 A} AeE & 4 Aslent
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HS Age] A &ol A3l azathioprined}
cyclophosphamide & Ap£3le] A Zol=o) EX
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= Abstract=

The Effect of Long-term Steroid Therapy Combined
with Azathioprine in Henoch-Schonlein Nephritis

Kyoung Sang Moon, So Young Jin,* Eun Mi Kim.

Department of Pediatrics, Anatomical Pathology* Soon Chun Hyang University,
College of Medicine, Seoul, Korea

Purpose : There is no specific treatment guidelines for Henoch-Schénlein (HS) nephritis. Therefore we performed
this study to observe the effect of long term steroid therapy combined with azathioprine

Methods : Treatment protocols; 1) Steroid pulse therapy: methylprednisolon 30 mg/kg/dose, maximum 1 gm,
intravenously 6 times for alternate day. 2) Oral steroid was given 2 mg/kg/day for 1 month, I mg/kg/day for following-1
month and alternate day oral steroid combined with azathioprine 2 mg/kg/day for 2 years.

Results : Time period from HSP to onset of HS nephritis was between 2 weeks to 5 months with mean 7.4+7:4
weeks. Clinical remission were seen in 4 cases out of 5 (80%). Mean time period with disappearance of proteinuria and
microscopic hematuria were 5+2.4 month and 13.3+2.9 month respectively. On pathologic findings by ISKDC,
3 cases were grade IIIb, 2 cases were grade IV in first kidney biopsies and showed pathologic improvement in follow up
kidney biopsies after 2 years treatment. T

Conclusion : As there is no definitive treatment for HS nephritis so far, our study of long term oral steroid therapy
with azathioprine was effective in clinical and histologic aspect. Therefore further study in HS nephritis with in a large
group will be needed in the future.

Key Words : HS nephritis, azathioprine

124



