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JRFEVE SRR BREBE  LAE D BR AR B 2 10

SRAFELBIMFE—RE E IHE—#)
BB

BRABRAEBE(LEE (focal glomerolosclerosis, FGS) i3, ~RMICFHERBIR DD LE L ATV, FOEEKEEILHE
—Ied DTS, DFEERETHEFTE L CIBAHICITc - TRV, 2T, KPR, EHEEEEMA OIS
HEOHBIER L, *OFELXBRICNTIRCHEOE» R Lic. FOKER, fRkOAF e FREVEFL, 54ELL
DRBFBEE L X 122361Ti, 106] (40%) (FHBEE, [ B WBEBEIRTRTED, B0 1361 (60%) (1 §) ABIFEE -
7o, ZOBEFEIIHIF 4 R II~0FORETHIRR L e - LERBER (12 ) THH, IS ELRBIEL k- o2 dt
78 (Ib B¥) Thok. TOIFMT, HRE S IUEREERRCIBEZRRD SNk -4, H—2F sl FEREC
AT HRIERLUTORBRENRD LA, | BORBEARIRENO 80+1.9g 2 SEEWEIEEIE 2 » AHIZI3 1.8+£09g ~
ERAD Liehd, THRTRERELTF7 - ERETH -7 (p<0.05). Ta T2 5 » HHIZ 21+01g T TET L2,
Ib Bk 6.312.0g EHBFRALNTEDCEIIEETH -7 (p<0.05). 2HAMDORAT o4 NGB ENTHL L L0 28
BT 2 EEL LRSI LT 2 2w AR Y v (cyclosporin-A, CYA) 6mg/kg % 4 BREISRHEE Lic. FORKE,
—ARBEOERZ CYA 853 6.8+1.3g 2O EHICIX 1.1£03g LHBRETL, 70% (76]) BT 5 5 BBICZLERL
fo. ZOH, CYA ORExFITINEOHBEHEAREDbRAEM o, LEORRIZLI D, 22 ARO AT a4 FEEC

HTHARIGHIL, TOFRERETARFTHD Z E B L.

BRRBONCH LTIE, CYA BB LBREETH 7.

Ehi, TORFRIVHEINIATF A FEHAKOF

Key words nephrotic syndrome, focal glomerulosclerosis, prednisolone, cyclosporin-A

REMBERARERMGTE (LI (primary focal glomerulosclerosis,
FGS) 1%, 19574 Rich M/ E(LB *x 7 v — ¥ ERHF
(minimal change nephrotic syndrome, MCNS) @ e T4HiiRTE
L ETo—HR L Chd LLREARZE R TH B, =
DEGPARGE L & RROFEMBRBIIFERYE FGS st e
P B ARLE Y A LA (human immunodeficiency virus, HIV) &
IE™, WHAEBEY, $ERFMBE®, Alport IERB®, EiEFH
E™, BEB S IUAREBR L ETLELDZ L1405
hTEY, ¥, BYERICBEVTLT7 I/ 22 vy P8
IE® R LEERERMR T 7 Y TREOBERARREELO LR
DHERINATVD, Z0 L 3ICERARBE LT« DFRET
HEBET2EERZ, BUREBBICIISEREN L, TOEREIR
BT R LTV 5.

¥, FGS DEEK#IZ, Rich O L7208l FGS 235 4
U BRECEARLTRE Lz E L D FERRBRLDEE
ABRTERY. UL, Brown 5Y0MED L 51 2~ 34D
BB TRECEIECE 5 BM (malignant) FGS L h 5 8%
BDHH—HT, BILWREIRTLOORLER L TREER
TEBDILGCEFASHEDIATE DY, FGS DEEKEBITY
—7 b DTITTou.

FRLSH 6 AI6AXA, FH 548 A 3 AR

CODXSTHEEVWART bV EIZH D FGS DOREIZEST
Y, FGS 0FEEHETAERFCBEL IR AEH bR
MEINTVE. FEMABENCRIEED A vy 4 BED,
HERE® 8 L DS BELERE M, £, BRHCILR
EROBER 7 v —RE, B0, EEMES L OmRLE
BFERREFLLTHEINRTLAY, Lxl, ZhbOR
RBBTFLLFEREI—KETTOREIPRBITIIIR - T
[

BEX, FGS 12 MCNS & DELM: X h RERFENF ORKED
FETHD LHNSh, TOBECIT, SENHF—BBC
MubhT&iz, Lhl, TOREENRY BT 2 HEKE
Brzll, =%, ARGEEEEOBREMNELEEMcEET
BTV VSENBEDY VT 354 VOBEERD, T Y vAKD
HEREIZ X B4 v 2 — 8 1+ -2 (interleukin-2, IL-2) @ L Hx
ENGEREL LTRESh TV AT E 2,

—F5, AFaL FIZt LT FGS A4 DKIERTTE D
HRIL, FGS ORBELFMTLFHRE L TORBRIEES
BRRLEDIEEEIEN 55 Z L2 FRB LTS, £2C, AF%
TR, RRAFREBAOBTRIEOHBICEEL, FOTFHIA
FRAFRYAL 707 327 734 FIZ X AR sE06

Abbreviation: BUN, blood urea nitrogen; CYA, cyclosporin-A; FGS, focal glomerulosclerosis; FITC,
fluorescein-isothiocyanate; GFR, glomerular filtration rate; HE, hematoxylin-eosin; HIV, human
immunodeficiency virus; IL-2, interleukin-2 ; MCNS, minimal change nephrotic syndrome ; PAM, periodic acid
silver methenamine ; PAS, periodic acid-Schiff ; PSL, prednisolone
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19624E LA, @IRARE—AHNTERFTR R IOBERICX
nESEM FGS L3WT L723300 (BH2260, LH114], Ew13
B~T28, FI936R) B L Lz (). FGS 02¥nidtHE
g cHER  SERECERERZ LR, TOMOHAIR, @
BEELFREELEYRTIOE Lic. o, ERBEE" - ¥
FEEBAEY - DI~ m A VRBEY 7 &0 ki BARARK
HE(CERBRA L. BENBELEE LB REREL
fo. ERBEYZZRIVThbx 7e -~ RETH-. B
BIEZI5H A0 53550 B, FHIHBE TH 1.

I. & | &

2@z v N='r v (prednisolone, PSL) OO & £ 1347
b, 1979 LIBT D 146113 PSL o 5xmiz—ER$, —H
20—60mg (5 36mg) % 4 A5 106H K (E#541.38 ) & 5

Table 1. Clinical data in 33 patients

Ehic. 1980 LABD 9 ¢ PSL 40mg % 2 ~ 3 # B 5 L
Tz, 7xds, 1988%EMH b PSL B2 » AMOBE TRESE
DB B IR DTS H R WCIEFR S LTI, v 2 1 AR
U v -A (cyclosporin-A, CYA) (Sandoz, Basle, Switzerland)
6mg/kg * A BMEGAER S Lic. £4< PSL © 10—20mg @
MRS ThRTWA.

. EREREERDE 5

B gEERE (%7 0 - VERR] ABEPRIoEECE
L, 1) #7e—HERESPH . 1 B 35g/dl L EoREAH
%, 6.0g/dl LIFOEEBME, H5\ %, 3.0g/dl LTFOET
AT I VAERES TWBREE. 2) FRLERIR: 18R
EEHEIZ 1.0-35g/dl THbh, MFEEHE, 7A 7§ VIREHL
L, BRERORD bR b D, 3) A2LERIH: 18
REAEIZ 1.0g/dl LTF0bo, 4) BLEMR . RESO B
ftLcdo, ELk. ¥4, M2 V7 += v{E 1.5mg/dl L
t, ¥ ABKEEEE (glomerular filtration rate, GFR)
60ml/min LIT#BHEETEL, NEDS VW IIEREER~B

Case  Sex Age Type?  Outcome” Period Treatment® GFR proteinuria
number at onset of onset of observation at onset at onset
(years) (month) (mi/min) (g/day)
1 M 16 NS ICR I 182 P 1 10
2 F 17 NS ICR I 260 P 63 6
3 M 29 NS ICR I 167 P 75 6
4 M 13 NS CR 132 P 111 4.2
5 M 25 NS CR 130 P 92 5
6 F 18 NS CR 94 P 69 3.5
7 M 25 NS CR 7 P 25 23
8 F 63 NS CR 72 P 68 7.6
9 F 86 NS CR 64 P 26 7
10 M 39 NS CR 64 P 39 18
11 M 17 NS HD 133 P 29 17
12 M 61 NS HD 248 P 36 4.2
13 M 38 NS HD 355 P 120 4
14 M 27 NS HD 295 P 89 11
15 M 38 NS HD 51 P 15 10.5
16 F 22 NS HD 37 P 39 7.7
17 F 46 NS HD 24 P 59 10
18 M 18 NS HD 49 P 162 6
19 M 25 NS HD 45 P 68 12
20 M 57 NS HD 18 P 34 4.2
21 M 14 NS HD 28 P 67 9
22 M 24 NS HD 15 P 115 7.8
23 F 20 NS HD 31 P 63 5.9
24 F 15 NS CR 69 P+CYA 119 12
25 F 73 NS CR 63 P+CYA 40 13.9
26 F 47 NS CR 60 P+CYA 79 4.8
27 M 17 NS CR 57 P+CYA 63 5.6
28 M 40 NS CR 51 P+CYA 67 3.5
29 M 43 NS ICR I 28 P4+CYA 98 6
30 M 39 NS CR 25 P+CYA 63 5
31 M 32 NS ICR I 22 P+CYA 125 7.5
32 M 27 NS CR 41 P4+CYA 85.2 10
33 F 83 NS ICR 1 18 P+CYA 98 9.6

a)M, male; F, female.

b)NS, nephrotic syndrome ; CR, complete remission; ICR 1, incomplete remission type I ;
ICR [, incomplete remission type I ; HD, renal death.

c) P, prednisolone ; CY A, cyclosporin-A.
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V. REEREORE

1. tEEE

MEITI0% Y vEERESE r AL~ ) v (pHT.2) THEIEH, 4um D
RS 7 v EL, ~ThFE Y ) v — =23 2 v (hematoxyl
in-ecsin, HE), _Y *5 4y 27 » >~ F¥ » 7 (periodic acid-
Schiff, PAS), RV FAF , 27 vy FY A RXA—=2F 53 v
(periodic acid silver methenamine, PAM) 8 X == ) — 74
v (Mallory-Azan) O&LE e T Lz, REDEHIL Churg
& Sobin® iZfEVy, WFREEEYLEMa»OERETH D,
=3 Vi PAS BT PAM BEOFE & L, TLHHE
12 PAS 38 X0 PAM BB EOERE Lic (K1 ).
¥io, BEMREERESUCEEERE L (K1), Bk
RE - MFREED S L UOREHROHREE Y, £ERFD
BARGRCHT 28R CEbL L. 35, ERTAECE
BLCERECHEREORER, IR (K2), XRHA (K
3) BIVMEB+RHEMO ISP HE LA, AvvF o ol
FEDBETARBCHEL, 0F A+ vFy A BEREDS
NizwbD, TE ! 29y ABMEYED 238 Hch 0,
1E : UBE 2y v+ s IS RERHEIICE TRATWS
B, BT MER BTV, BB VI ABREBDO50% %
BARCERAFVEY ABBEOALKA O, [ G
BROESED B IIARGE D06 2B 55k 2+ vy 4

Fig.1. A segmental sclerosis with foam cell and hyalinosis.
Localized solidified area of glomerulus with adhesion to
Bowman’s capsule (PAS stain, original magnitude Xx160).

.
o

£

Fig.2. A segmental sclerosis involving the vascular pole
(PAS stain, original magnitude x250).

2

BHEOBHLAD LD E Lic. MBEREL, NEHRE R
LR LOBRE LY Th T RBHK - BER - 5 X 008D 4
BRECHELA.

2. SEENHEE

FHEAEY FSATAR T2 bV T—T0CIKEH L o
ANFF UL DERER, 7V AAZy b Tissue-Tek T (Miles,
Kankakee, USA) I X b 6um IKEE L1z, DT, F Vo7 y
7 v L1 v (fluorescein-isothiocyanate, FITC) B
b IgG (r#H)-1gA (af¥)-1gM (uH)-C3-Cla B L U7 4, 71 ) —
¥4 =5 FMiE (Behring-werke, Marburg, Germany) *
WTAE L, HHBOCENSE (BHB-RFL) (£ V v 22, )
TEHELK.

V. R & %

1. &{b¥HE

1 REREHEIL Kingsbury-Clark I X D #IE L7c. MGG
EQ, ME7A7 I VB, RREE, M2 V7 5= sk
TR = VAT v — LB BB EET6H (B3, =)
THIE L7,

2. REGIEAE

FABERT LU v s (T, KR) % 1 @, 3052707
FUAREM2MEMEML, FOFHEYBEEE CHELTE
L.

3. REENHEE

1) TY vRBRyE

TV YRERSEIZE 2 » — v 3 CD3 (OKT3), CD4
(OKT4), CD8 (OKT8) (Becton Dickinson Immunocytometry
System, San Jose, CA, USA) ¥\ \fe7 o —% A } 2 — % —
Ortho Spectrum 1 (Ortho Diagnostic System, Hx) i & b
ALz,

Flo—#0iL, B2 e — vk CD3 (Leu 4), CD4 (Leu 3a),
CD8 (Leu 2a), CD11b (Leu 15), HLA-DR, Leu 8 (Becton
Dickinson) # i\~ T 7 @ —+ 4 } £ — & — Ortho Spectrum iZ
& DT LT,

2) IL-2 gEsgE

IL-2 BAEZ, BERBME 7 4 2 - g2y
(Ficoll-Hypaque) HEM.GEIC & 0 MR A 4B L4 B A K
(K%, BF) ¥ X0 RPMI-1640 (Gibco, New York, USA) i T
BT Lic. ZOHEBEY 5X10°F224R A4 207 1L — h

Fig. 3. A peripheral sclerotic area at the urinary pole of
glomerulus. Bowman's space is continuous with the lumen
of the proximal tubule (PAS stain, original magnitude
X 250).
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(Corning, New York, USA) IZMX, 74 b~NAT 7NV F =V
(phytohemaggulutinin, PHA) (Gibco) 2ug/m! % #In#IC37C T
D ARG L. FOBBLEY < v 2 IL-2 (REN MK
(CTLL-2#%) whnx, 37CT 1 AMEEREIH v1 1 v m
2, EHERFFBICLTOMDAREEEVF V-V s vy
va—SC3l1(7TrH, RKR) & hHEEYREL, EHL
2.

3) mEAHEE IL-2 TEH

MmEaEME 1L-2 2544 (Tac HUF) 12, BELE 50 245
IL-2 BFEGE2 a— vk 10ug/ml ¥ EBWLTH 59677
Lv— b (Cornining) Wi 3070 BRICKEBEL, TDK, —&k#
#hELTAIL2 ZEBENTET v B2 r—VHiGEED

RD

RD
RO 5D 5RD RD

Serum creatinine (mg/dl)

I | I 1
S 10 15 20
Years from onset

Fig. 4. Individual changes in serum creatinine from the
onset to the end point of observation in 23 FGS patients.
Ten patients have normal renal function, the other 13
patients failed to terminal renal failure within 5 years or

over 11 years after the onset. RD, renal death

Table 2. Pathological findings of patients in group I, Ia and Ib

FR—=RAFTF 9 ¥ abFF X -+ (horseradish peroxydase,
HRP) % inx SEC € 2REMEA L. BEHIC L D 4E5ES
#, 100ml OEARXHBMLIOIBEBSCCHEBEIRLBR
4R2nm T4 2707 =17 4 b2 —&%— MTP-22 (2.
>, KR TREEZNE L. LEDX 32y v ¥
1 o FREEDREY FH\ 7z free IL-2R kit (Eurogenetics,
Tessenderlo, Belgium) #ffH L, BEERENELE (enzyme-
linked immunosorbent assay, ELISA) = X b JlIE L7-.

Vi, #% Bt

RERELEREORAL, MEREOBEB IV A+ ¥y 4
WA OREL Wilcoxon IEMAIRE T, FRE(LEREOHR
HE, WHEMOE, MEF717 1 v E, iz v AFe—n
fl, 2 V7 F=vEREOBERRENRS JUBRFREM
B2 V7 F=vEDE{LIX non paired t BET, TV v B4
B O, CYA SFRBC ST 2247 v7F=v 2107 3
v A (Cer) R bV ¥ aBblbR - BT IL-2 SAEME
BEOIL-2 EARE paired t BET, FhAFIBELL. ¥
7o, BEREI TSI EEEETR L.

X #

[, REZEBREGOTREOHE

PSL BIUYA 7 m7 3 A7 5 =4 Vi EDREROERE
B HTT LICERIC, BRICE - e fEFR XU 5 EL LR EY 8
BLARFCOVTEBEOEB LRI L (K4). Tof
B, BREINEECHEIIATLRI0F (18, 11~30FE L &£
BEBRHICBIL L i -7 4ER (1aFF), 5 ELNICEEIZBIE
TE 5 9REG (IbF) WWHBEMNFETH D, LTORNETT
ot

I. FHEIRFORS

LE D 3 WORBERIC BT HHEMEE - WIKES JOBRETR
LA TCRE L7,

Number of patients showing

Group Nuz}ber Mgsangi.al Inter§titial Location. of sizli;reong:
. proliferation lesion focal lesion
patients glomerulus (%)
Min® Mil Mod Sev Min Mod  Sev P*  P+V V
I 10 6 2 2 0 4 1 0 6 1 3 42467
la 4 > 2 o o "S} ns 0 ol "S} w1 1) ns} " hers) "SJ ms
Ib 9 4 2 2 1 6 1 2 3 2 4 6448

a)min, minimal; mil, mild ; mod, moderate ; sev, severe.

b)P, peripheral type; P+V, peripheral and vascular type; V, vascular type. ns, not significant; between group | and group

[a or group IIb, calculated by Wilcoxon signed-rank test.
c)Mean+SEM

Table 3. Clinical characteristics of patients in group I, lla and Ib

Group Number of Age Systolic Serum Urinary  Serum total  Serum T lymphocyte
patients (years)  blood pressure albumin protein cholesterol  creatinine subsets
tested (mmHg) (mg/dl) (g/day) (mg/dl) (mg/dl) CD4/8 ratio
1 10 316 138+5 1.940.2 8.0£1.7 481+82 1.6+0.3 2.0+0.5
la 4 369 * 1588 * 1.7£0.5*% 6.9%+2.4% 366+£46* 2.1+0.7* 1.6%0.2%
b 9 29+5* 134+£9* 2.1£0.3% 6.3+0.8* 366+41* 2.2+0.6* 0.8

*, not significant ; compared between group I and group Ia or Ib caluculated by Wilcoxon signed-rank test.

a) Mean+SEM
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1. REEEBEAOBLERTTE S L UBRESE

BERIIREE® I AN 51808, FEHIOADIET L. i
ROFHREATBRT L% 2 b T2 RN LERE O H B ER
EHBEN - MERER LU A+ v o0 AEBEOBES 3Bz
BWTHER L.

1) HEFMEL

. BEHRE (K2)

I Da, OIb BOHBIEE D 42£6%, 34+8%, 64+8% TH

B

Clinical state of patients (%)

0T T T

B

D, Ib HTRREECELIHREDHIELED SR, P3
HECTHEZRZADbR A 1.

i WFHpE

I, Ia, Tb B#OMBEEIT 10+2%, 13+£7%, 28-+13% Th
D, Ib HTPXHRCHTFRYEOHRALAD SRR, &
BHTERRERRD bRtk -7,

iii. vaERAmi

I, Ta, I'b B H IR 8+£4%, 20£10%, 17£8%, T3

C

0 2 4 6 8 10 0
(1) (@ (10 @ G G @

T r T M T M )

4 6 8 10 0 1 2 3 4 5
@ @ @ @

©® @ 0N @& @ 0

Years from onset
Fig.5. Clinical state of patients in group I (A), Ia (B) and Ib (C). In group I, all patients responded to therapy and

complete remission occurred in 8 and partial remission in 2 patients. In group Ila, partial remission occurred in 4 patients. All
patients of group Ib had nephrotic state. Figures in parenthesis indicate the number of patients examined in a given period.

H, nephrotic state ;

-
1

Serum creatinin (mg/dl)

0

01 2 3 45 6 7 8 9 10 11 12
Months after therapy

Fig. 6. The course of the serum creatinine leve! of patients
in group 1, Ia and Ib. The serum creatinine level
improved at 1 month after therapy in group I patients.
In group Ia and 1Ib, the serum creatinine level did not
significantly change during therapy. O, group 1; A,
group la; @, group Ib. *p<0.01 compared group I
with- group II'b (non-paired- t test). - The data represent

. mean®tSEM.

incomplete remission I ; I, incomplete remission I; [, complete remission

Urinary protein (g/day)

6 1 2 3 4 5 6

Months after therapy

Fig. 7. Serial estimation of proteinuria of patients in group
[, Ta and Ib. Proteinuria decreased 2 month after
therapy in group I, significantly. Urinary protein in group
Ia reduced 5 month after therapy with compared group
Ib. O, group 1; A, group lla; @, group Ib. #p<0.05
compared group | with group I'b. **p<0.05 compared
group | with groupla. #p<0.05 compared group N2
with group Ib (non-paired t test). The data represent
mean®:SEM.
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n, ERETEROEIRD bhieh o1,

v. WEDORE (F2)

[ BOBRFEIMEBI0%, RMEM60%, mEE -+ RigH
0% c@RHHR, la FETIRMERE25%, KEM25%, mEK
+RREME0% TH D, Ib BIMEMA4%, KM%, M
B+ RRR22% & e b EERMTAEBESEI D 570,

v. BEREBS IV A4 vEy AHIRE (£2)

MEREX I BECTBKLH, BRSH, BR1fITHY,
la BECWEH 26, BER261. 1b BHTIZEMEF, #Hik1
B, CBE2HALEELEIRD NI T, Fh, A¥V
FYLMEOBREIR IBETOESH, [E246, IE2M&K
p, laBTIROE26, TE26, IbBTZ0E4LH, 1 E
26, ME24, VE1HE Il laf- IbHLbC
BFERERXDDIeh 1.

2) BRRERERE (£3)

i, — A

[~ IbBMICIEHME - —8RESE M7 L 75 =
VERBIUMBE 2 VAT R — AL {EY BB L. FOR
B, la BCIEHIMER 15848mmHg & 2R <, * 1=
7VTF=vEMN Db BT 224+06mg/dl LRRE@E YR LE
Ligh, o REREERRENZCS VT, KEHTEEERR
bdohich o,

i BEEFHRIG—TY v SRS EIC DT

PSL BEDOHMBEE 1 HPAHKDOT VY v 545 E CDY/
BLEDHER L, I FETH, la BEA G, b B 2 FIDE 136D WT
B L. TORE I HTIX CD4/8 12 20405 2 b
09+0.1 EEFBZIET Lz (p<0.05) 23, Da BT 162027
5 18%£02 :HEEREREYTRL (p<0.05), ¥512, IbFTh
0.85:51.8~& ERERAVED DRI,

2. RESEABZEFAOKBERCHRTARIGH (5, K6, K
7)

[ B0 DBBRIGHIZRIFTH D, 10614 8 flizseeE M

-
o
1

<]
1

[<2]
1

E-3
1

Urinary protein (g/day)
N

Months after therapy

Fig.8. Serial estimation of proteinuria of patients in group
Ib and CYA. Proteinuria reduced dramatically after CYA
therapy in group CYA. M, Cyclosporin-A was adminis-
terd for four weeks, and was started at 6 mg/kg/day
orally in a single dose. @, group Ib; [J, group CYA. =*
p<0.01 compared before and after CYA therapy (paired t
test). The data represent mean+SEM.

L, 20 TLER B Tho7. la BELFZHECHL
—RRERIEERD LA 50, BEFCTLEER LIERART
Motz Ib BIPUIRBRCRIETAZ L 2flx 7 — &
RETH-7z. ZhHD IBIIRERIVTRDL X7 2 —Ehk
BTHH, LOBENLRIGICENTTL 20 BER FEE,
METHS. T T, RIEELEBCHTL, TOELEEH
Lic. M7 V7 F=VELREABOHBRIEEL TS L,
M2 V7 5= Ml | BTHERS 1.6402mg/dl X 1%
HHiz 08+0.1mg/dl L&EL, Ib BED 2.2+0.7mg/dl 75
1.54+0.2mg/dl W LEBLHKESRBD BRI (p<0.01). L
L, laB& b BOMBHTARENB I VI2 ABMITEE
REEIBDLREI o, —F, —HRBEAER | HTRE
Biih 8.0+1.9g 25 2H Hoic 1.8+£09g AL Ib X H
BEICHEA Lz (p=0.0221). 535 FDicit 09+06g &
la B 0 68139 KR LTHEERBMI2AAD LA
(p=0.0325). fRX TS HABKIKIE Ta BOREHQEMN
21%01g &7ch Ib BD63+20g EHBLBEOMTETFTLT
e (p=0.049). HERBALARTE 3 ABROIE 7 47§ VER,
FhEh, | BT 19402 25 3.6+05g/dl, la ETi
1.7£05 »5 2.6+0.5g/dl, Ib BT 1.9202 25 21403
g/dl ~kghEL.

M. 2FE(LHICHT S CYA & PSL OGREE

B BBERAOKENS, 25 AMO PSL #5KKIE L
TeCITFCET A EHMIN D106 (B4 6 61, i 4 6) st
L CYA B 52 617 Lc (CYA $EHEE). Z0 1081124 ED
e b 2 —VBIAENC, B PSL ¥ 30mg, 9BEOREY
ZFTwie, 25 ABROFEY—ARESEY 68+1.3g £ %
7 m— EREEAEE LT T

1. CYA DERBHE (K8)

BB, 00— HREBEIZ 83+1.3g TH-1.
25 ARID PSLARIC L D 6.841.3g Lo tedd, kKL LT
37 —CRAEIEBHEL T D, b RABEIRAD SR

Serum creatinine (mg/dl)

T T T T T T T T LI

01t 2 3 4 5 6 7 8 9 10 11 12
Months after therapy

Fig.8. The course of the serum creatinine level of patients
in group b and CYA. The serum creatinine level
improved after CYA therapy. I Cyclosporin-A was
administerd for four weeks, and was started at 6 mg/kg/
day orally in a single dose. @, group Ib; [], group
CYA. *p<0.05 compared group IIb with group CYA
(non-paried t test). The data represent mean+SEM.
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Mofe. Lavl, CYA OfFREHEEC LY, 4 BH% I
1.1£03g &, EHK8HAEIT 064028 L HE AW HED
btz (p<0.01, before vs. 4th week). Iz T, ME7 L7 3
VBV TARRBALG AT 2.0+0.2g/dl h 5 2 » BHETH 24+05g/
dl T ododd, CYA 2 4 BREGAKS Lid & i
33+0.1g/dl EEBICAEE Uiz, BEHERI0MF T Bk, hEH
Wilhbllr B, FE4.85 FERCRELEBIZED, Z07
FIIERBERFICSCCHERLER L. B O 3 MR
LERIER1P, FrREERIEN28ITH 7. CYA #
SR EEE 3AIE T EOBRABED LRI, WThL HHER
BILOEE, BELL.

2. M7 v7F=v{EDEE (K9)

mEZ V7 F = vE CYA S5 TIRREN 1.3+0.2mg/
dlmbAF e FOREED 27 A 1.2402me/dl L BER
FEitikiedofc. LU, $FHAK, 20 33 A
0.9£0.Img/dl & #tRRR L Ib B0 1.34+0.2mg/dl 1wk L
HEICHE L (p<0.05).
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Abstract

Primary focal glomerulosclerosis (FGS) has been a progressive disease and a large number of patients has a poor progno-
sis. However, some cases have a good prognosis while they have the same sclerotic lesions. Thus, there appears to be con-
siderable heterogeneity in the pathogenesis of FGS. Recently, several reports have called attention to the prognostic factors
but the factor is still unclear. On the basis of these findings, I pay attention on the relationship between the development of
renal insufficiency and steroid response. In a retrospective analysis, 23 patients with FGS, who were treated with steroid
therapy and followed for a long time, were divided into three groups according to the alteration of renal function. Of 23
patients, 10 have normal renal function at final follow up time (group I ), terminal renal failure had developed in 4 patients
during from 11 to 30 years (group IIa), terminal renal failure had developed in 9 patients within 5 years (group II'b).
Although the three groups couldn't be differentiated by renal biopsy and initial laboratory data, they showed different
responses to steroid therapy. In group I, which had 8.0+1.9 g of daily proteinuria before treatment, proteinuria was
decreased to 1.8+0.9 g/day at 2nd month (p<0.05, vs group II), though group II was still nephrotic. In group II a, protein-
uria was decreased to 2.140.9 g/day at 5th month (p<0.05, vs group I b), though group II'b was still nephrotic. As a
prospective study, 10 patients unaffected by two months of steroid therapy were treated by cyclosporin A (6 mg/kg/day,
CYA) for four weeks after their two months steroid therapy. Daily proteinuria was significantly reduced from 6.8+1.3 g
to 1.130.3 g by CYA therapy. Of 10 patients, 7 had a complete remission. Short-term CYA therapy did not produce nephro-
toxicity or another major side effects. These results suggest that the response to two-month steroid therapy may have impor-
tant prognostic significance with regard to the development of renal insufficiency. CYA could induce a remission in some
patients with steroid-resistant FGS.



