/IR SLE (Z3st) % Pulse Hk &
) NERY T 2y DAL

MEBIE B B B O# (FLANRERD
kEBIFE % H BET

/NRD SLE FEFITHB T, pulse BEEITY, BIRKIHNE, REBMERNEE, 8LV
BIfER OB EIC DO THRE L1,

k&

MHRIE, 10~14FDHBR1H, KR5HIDE 6 #T, 2FF ARA OBWHELHRL
Tz, 11RO TEAER & LT pulse BEAMi1T L 7. Pulse BRELH] © BARB T
&, 3BT AMEIBEM RIRIF B % diffuse proliferative lupus nephritis (DPLN) %
R LU, o 3FEHMDZE(EE (minimal change) TH -1,

BEHER, RAELT
20~30mg/kg/day H3 BRZ 1 7 - & LT, 37 -VIBITL, BEELLT
methylprednisolone 1mg/kg/day ¥ 1 BB OREATT -1z, 37 —VBOBEERE T
EAABIMEFHREZED S SNI0 2618 XLCMBEEHER 1 #1ici3, 5 pulse Wik % 1T
ST MEFARE T, BAAEENE CHse, Cs, Cq Hifkbifk ANF, DNA #ifk (RIA
), ®/ESa 7)Y IgG AM. BXU circulating immune complex CIC (C1q RIA%)
DOREBIRIE EIT >z ) Y584 7w Mg, OKT ¥ 1 —X %/ 7 o—F+ k% H
Wiob—#—7o—#4 b MY —KXORELT, A

Pulse B OBIEAICD VT Garret 5> OWSICES %, MR, MILBER, &
MM, SAF, BAHEALE, RBEEREEPLICERELITE -2V, Pulse K T @ MithskE,
BIBREL R T 572, BAMWHER, rapid ACTH % 2 | THfT L7z,

# F
- BEFIDERRIER IS, FE8, WRAIRA S, DV TBIEIREA 5 F, fEskmBERos4
B, BEMHIF, ) EERH2HICAH LN, Pulse BERHGR, RAISRLFEL I
AR THA L, TOMOIERS 2 ~ 3 BN ICERSHELTR L, 1 Hl0s, MK
MR L, TAEYD YTEBRL,
—RE T, MITE, SmIKEDMBLEIICAH ST, pulse B 2 ~ 3 AT



TRTIEEL Ui, EHGEMPI/MIBD %R LIRS H -7,

RETHOREE (EAR, MK »5, BRIALZE1flicsoh, BEREI DPLN %
A U7o pulse FHBH2EEH LD, L KBAROHENSERTHY, BEEL & DICED
FRIBIER LI, MROEBRORBER LK, TOBROOILREBNSALNT,

MEERRETE, Cs, CHso B2FTETL, C3 316 (EETR) 2B\T,
EMEAER L7z, LE kI, BRO 1F15BNT, 1 ~3+ OB AR L7, Pulse #ik
vEﬁﬁé?ﬁ@m?%?ﬂ"]a‘ﬁé{ﬁ@&%ﬂ#ﬁk’_oc\'ai, & 1 IR U1z, Pulse BAlGT, Cs DRE
BEHEL, 1~48 (P 2.58) TEEMNMEATVSE, ROTIgG 2 ~58 (B
3.238) TE®ILL, CIC 3 ~4BTHELL. ZOMORETE, ERMICLD, KE
FHIDSE D 18 > TV 7zo T pulse D 1 FlZBRE, T DNA K3 ~10:8 (F55:8),
Ca 6~7i8 (F9638), CHso 5~8i8 (F196.658), ANF 4 ~10:8 (F456.8:8)
CNRICEELER U,

Ig G B XU CIC D#EFE, K11k Uiz, Pulse B, 2~ 3:BTHML T IgG
i3, BEuCED L, 4BRICEBUEEOMNERER L, CIC X, 3~4@8THEL,
BLRRAONED -0,

Methylprednisolone 30mg/kgf§‘5ﬂ—§f'ﬁ®' D oSERMEGHERIE, A BB ITR 1 b ITERL,
2ARRRICTEOEDR 1/2 % TKRE Lo pulse B Y Y SBR% T4 v FiF, OKTs 810
2Bl, OKTst&fn 2#l, OKT.EM 14, la1ET 14, LR LK IFT, —EOMEA
MEH LN -7, Pulse Bk (4 BEHER), V) v BREHROERIC—K LT, + T2 k
DEBBEH VS SN, B5H% 4BMT, OKT: 8L OKT: MIlORD (&< i
OKT4 DFWD % 54, OKTs RBEICHMMERZR Lice TH 513248 TR ERifEIC
D CHERER L e Tad AR, #IML T 26T 4BR%IicHED L, BoEmL,
pulse # TH, OKT4, OKTs WMEMMERER L1 tSREEEE & bIcH A ICERIL Lz
OKTs 3L la1 i3, pulse & THH L OBRBEEDDOOEMEEERE L1,



Table 1. .
Laboratory response of the patiehts with SLE after pulse therapy

Case Age  DPLN Recovery interval (week) from the first infusion
C3 C4 CH50 ANF -DNA IqG
1 14 + 3 7 8 4 8 2.5
2 12 + 2 5
2 2 4 2
3 12 + 2 6 6 10 10 3
4 12 - 4 7 8 4 4 2.5
5 14 - 1 6 6 9 4 2.5
6 10 - 3 6 5 7 3 4
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‘@1, Effect of pulse therapy on IgG and CIC
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®2. Effect of pulse therapy on lymphocyte subsets



Pulse B OBIEA
WE 37—, 9RIOBEORIIC, HifE2H, B 16, %% 1 episode DI L7,
INnSld, B TEEKRTRICEIEE L, B pulse flTE, 4~62—nthic, Sl
I (140/96) %5 2 Bl (2 episode) it HHER L7c/s, HTHICEEREL LI, T~07—D
T pulse 1 Fl T, #HEEEOENE Hic, HEEORIME (150~140) 5 episode, EAll
417 3 episode, GAME 2 episode &IERPB X CHBEEOEMAA SN, ThoidE
Bic—HT, EECSEWERRA ONED > B pulse 21772 3HIth, 28| TERE®D
gloucoma, cataracta 7% Hhtz, 2FNCEE DR ARERS S SN/P, EHIEBET
Bt

2 ) THEfT L7z pulse 8D rapid ACTH, $EAM 72 MI, EERIETH -7,

% %

19764EM Cathcart & DWELIK, KA SLE T® pulse BEIC DO TR, lupus B,
WEAPHE CORBBDLNTETHY,

/NE SLE T2, Barron 5435 DPLN T® pulse ﬁf‘i‘, BOKRBX 7oA FEEOHEK
BE ATV, AP0 GFR OHEY pulse HEHCHETH L LHRELTVEY, L
L, 597 Af0BESR, BEWFRIEEZRD THEYL, oD THERMEAL LN T
25, T pulse DRAIFE SN TV, Pulse BEOER A, F pulse DLEM, %
BHEOHECOVTE, SHCRINSNARIEBSH 5.

Pulse #iEE D Y VN RRICKIZTHEIC OV T, RA TORENALN, 4~60H.
By VR, T.B EMOFFNBOERDTOENY, Y iy Ty FOR
BRI LA A BE RV, FE O OB TR, OKTs (helper/inducer) fHAIDEFR &,
OKT3s (Suppressor/cytotoxicity SRR DIEMASA S/, SLE DREREDARIC, BH
5 1g G B4 (LY ¥/ BRBLAEZ L), suppressor BEEOETHERESNTHETEME
pulse KX BT DL L) V58 Ty bAOEEBE, REQCRERICL D HREEZ
BLTWBEELOGN S, '

Pulse HEOBWEH T3, EEORBWHTORCHGHRESNTE D, +oLERN L
BrEbNA, $F, SHSEEICLYD, 50% CAHEAEROAELSD Y, REWE
FERE & BEBEFICEO TR LTV BENH D, EEOD 61T, ERLSENEH
BAHond, TOHBBBEE LD, -7,
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