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The efficacy of mycophenolate mofetil for systemic lupus erythematosus
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summary

Systemic lupus erythematosus (SLE) is usually treated with corticosteroids and immunosuppressive agents.
However, some patients are refractory to these agents, others show adverse effects. Usefulness of mycophenolate
mofetil (MMF) in SLE has been reported in several studies. In this study, we evaluated the clinical efficacy and adverse
effects of MMF in SLE. Sixteen cases which were difficult to reduce the dose of corticosteroid, resistant to immunosup-
pressive agents or could not use them for adverse effects were treated with MMF. Thirteen cases were females and three
were males. Mean age was 44.4 9.2 year-old. Mean duration of SLE was 12.5+6.9 years. Mean observational dura-
tion was 12.0+ 5.5 months. Mean maintenance dose of MMF was 1.95+0.61 g/day. Good clinical response was ob-
tained in 69% of total cases. In laboratory data, serum IgG (p<0.05) decreased and the levels of serum albumin (p <
0.01) and complement (p<0.05) increased significantly. Adverse effects, mainly infections, were observed, but severe
infection was not experienced. This study suggests that MMF is effective and relatively safe for SLE.
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1982 D7 A Y A3V 7~ F 54 SLE HE] 75
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BIFERNCTC, & - PIEALE L s -85 E,
Wl 5 7p75% SLE OJGEEHEIC L0, M &k =
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AaT7 x5z, 6 HHOA P2 EadsE, 12
H-1%AR%E, -2UTEHELrERL. &,
BRI A EIC > W T B GEifEIC L T 50% Lh E
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BICEFL I BE LG HE L HE L L
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1 F 43 15 W—"T AR, TN 5 MZB %) AZA, CY : #%) CyA : mliifE
2 M 28 7 —"T AR, APS AZA %) CY : F&Bh
3 F 37 3 W—"TZE R, Sjs MZB fE%)
4 F 55 18 W—"T XK, Sjs CyA %
5 M 58 3 —T A4 AZA %) IVCY, AZA : 8% CY : T
6 F 49 15 W—"T B R AZA %) MZB : fE%)
7 F 43 24 o—"T AR H?é%%‘e?%%
8 M 48 6 W—TF 2R AZA %)
9 F 45 14 W—"T 2R MZB &%) IVCY : &%)
10 F 34 10 W—"T ABE, BESR MZB %)
11 F 50 24 W—TAER, R — 7 A MZB &%)
12 F 44 15 AR E L — 7 AZA JER)
13 F 34 16 AR ApRE L — 7 A AZA HMEEA  CY @ FE
14 F 33 3 AR L — A, ifives I FE MZB #%)
15 F 52 18 SLE, [HBEMENM%, Sjs CyA BERRERET CY : B AZA : iR MZB: &%)
16 F 58 10 SLE, H Sty A i AZA JER)
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APS : antiphospholipid antibody syndrome, Sjs : Sjogren’s syndrome, SLE : systemic lupus erythematosus, MZB : mizoribine, AZA : azathioprine, CyA : cy-

closporin A , CY : cyclophosphamide, IVCY : intravenous cyclophosphamide
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2 MMF 75 5 UNC PSL # 5B OH:R

No. MMF i1 (g/ H) MMF ffFp i (g/ H) PSL i (mg/ H) PSL ffifef (mg/H) &5 (H)
1 0.5 3 15 11 24
2 2.5 2.5 5 5 21
3 1 2 10 10 17
4 1 2.5 20 7.5 17
5 1 2.5 7.5 18 16
6 1.5 1.5 10 10 12
7 1.5 2 15 7.5 10
8 2 2 12.5 11 7
9 2 2.5 20 12.5 7
10 1.5 2.25 8 8 6
11 1 1 10 10 9
12 1.5 1 12.5 8 12
13 1 1.5 15 10 10
14 1.5 2 20 5 10
15 1.5 2 10 9 8
16 2 1 7.5 15 6
T 1.44+0.51 1.95+0.61 12.1+4.73 9.8+3.35 12.0+5.5

SLEDAI!" (Systemic Lupus Erythematosus Disease
Activity Index) % #f5-Bijf% T L 7.

et

TN TOMRIT I £ FHERAETERL, HatFH
FENTII RIS DB % t BE & F 7z,
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1. MMF & PSL (prednisolone) D5 EDHR
MMF ¢ PSL O#Jififx G ®miT e £ 1.44 +
0.51g, 12.1£4.73 mg Toh DiEFEII TN E N 1.95
+0.61g,9.8+3.35mg TH- 7= (F2). PSL DF
BB L), AEETRDE» -7 (p
=0.19). 1mg/HU EDOZAFT A REEHIL9 F
(56%), WZAEGNT S 61 (31%), 1mg/HE ED
AT HEA FHEIER 2 #1 (13%) Th- 7z,
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BRIRAIZD IR L Cid, 4, x ARVIHE
LHETIL, HE LG (69%), A 4H (25%),
HE G (6%) ThHorc. FEAaRDFIE M A
D LA, PLDNA FLEDIK FTH - 7= (F3).
SLEDAI [ZBE L Tid#25-17 6.3 +3.0 TH - 72 %
5#3.3+2.9 FAER (p<0.01) K FERD/-.
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3, TXRNTRYPIETHD, EZER 13FSR, B
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YHEIZRD N - 7.
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SLE [C/ 4 2 EMHF & LT, vyorr7x A
77 I FOBFHUEDELL TWHWAHRD. Lal, ®
FEPE, IR, HIMEBEMRAR L EOERTHEEER
%<, MELDHLH. Y7 AR AL Y
Y18, TS ) I 4 A AR
BBV, a7 AT 7 I FOMFHATELRWER
RV IIT 3 AT 7 2 FEOEMHEFFICHHNS.

HF, 2372/ —IVBET «FI)V (MMF) O
SLE (2% 3 % A zh M & 7~ 9 ey 20l oh % A0 I H
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B TR S NABBR IR H IS B2 3 5 R Cri ik
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X3 [RRHR

No. Aa7 EIES SLEDAI (§7) SLEDAI (%)

i £

1 2 Gl 4 2 P DNA Hifk - fkER (b, FEEMSE, JRi&macE
2 2 Gie 4 4 P DNA BURE T, fiEERL, mE7 V7 v ER
3 3 e 8 2 Pt DNA HifkIEHAL, flifk LA, KEBWD
4 2 Gie 8 4 RE B
5 -2 ME 9 12 P DNA $ifk E5, IREEHN
6 0 AIE 2 2
7 2 Yk 8 4 P DNA HiffE T, B - FEGE
8 2 3= 12 8 T (AT A
9 2 HE 9 4 #1 DNA Hifk - fifEEF L
10 0 I 6 2
11 2 i 8 2 A 5
12 0 I 2 2
13 2 e 2 0 Hi DNA Hi{FIEH 1L
14 2 Gie 8 6 P DNA HLAMET, #ifRERL
15 2 HE 4 2 Pt DNA HLAE T
16 0 A 6 4 P DNA HLAMET, #fAERL

x4 EREEEOHR

B & E e 5T 6 » Atk 12 5 Atk
RER (g/H) 0.56+0.63 0.40+0.6 0.41+0.46
g7 V7 F = (mg/dl) 0.62+0.13 0.62+0.14 0.61£0.12
mE7 V7 v (g/dl) 3.74+0.41 3.93+£0.40%* 4.03+0.35%*
1% 1gG (mg/dl) 1426+ 413 1209 +280* 1218 +250*
UV NERE (Jub) 906 + 433 846 + 406 908 +442
$i DNA Fifk (U/ml) 49+73 18422 18424
CH50 (U/ml) 31.4+14.9 43.4+12.5%* 40.0+11.0*

* p<0.05, ** p<0.01 (vs 5-HijfiE)

O3Ia7x/—)VEE (MPA) &7t %5. MPA [iT
BTy o /miaE a2, IFEEMAR S 00—
D& TER A4 5. MPA i de novo 7V V&I
B HA v/ BERKERRZHEL, UV
INERO BT 7 W4 5. 15V T g 7 R - —
VAFHE, BMIAOFUAEAIG, MES VL0
EERFOFRBIME LBDO BN T 519720,
AOFFETiE, BEAEOREZMEIFIAEH L 72w,
T7old, BRNVTHAHIERF, L LIE, ATaA FE
FICEPIE A 7R d SLE FEfIIC MMF 8 5-L, %
DR EEEFELORFN 2T -7 DTH 5.
MMF D@5 G- & 3FH 1.4g ThHHD, HESH

%% SLE OiE#E 7~ E 8 LUERr 137 1.95¢ %
THEINTVS. HEIN/-DF 16 fifk 2 #IT
BT, HEFRICILWETII o7z, HFF
BELTHT0XDIEGNL 2 g I EDPRLETH - 7.
WS, MEFFRE L L C3g H M L ZiERI 1 #IT,
%3 3 g RIGTRHRDPED O/, BRMEEOHE
HaSUROIMENTIL, 2~3 g WA ESNTED, SLE
SR LTd COHEOHM TR R AR T &
L. PS5 EOMENSEEN 25, FBREILA T
BHHT L, EMHENC EEBEEL, HRATIE,
Wi L MERF R A e T 5D, BENTHS. 1
mg/ HELED AT 1 A4 FEEL 562 O Fl TR
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x5 HEHEZ
No. HERR
1 RGBSR (2 18)
2 FRAE R
3 FRaER
4 =L
5 FRaER
6 I BefiE
7 FRER, A VTNV
8 FRGER, OfED YV RE
9 L
10 LRGER, WK
11 L
12 ERGER, WK
13 FRaER
14 RGBSR (2 1A
15 45 (2 [mD)
16 TN

S, WG 13% LB o 7. AT
A R 5 EIC1E MMFE # 5.5 C, #a3t5m
T BB T LR TELG L7000, 2 DIE
BITIEATEA FREFID A DD &, P
BEREIZED L TWB T 6, KUIFEORE G5
BHITHHZ ELEETHE, MMFICATHA R
WERRLD LR 5. Mt EEEY B
¥l o 7RIS, BIEMRORIAH5EE2H
N, BICHEMRLER L OO S EO %175
DEMRH L. BEREAEMICEEL T3, miE7 v
VRUHR ER, 1eG OFRERIETHAED LN, B
DNA #iLAE MER 2RO b/z. ChbOED
HRBI T DO AT A FIEGIH %\ e TER S
NTEH MMF O RT IO EEZ BN
%. bR & L CHERIER T ENICRD b,
# 5 iR O SLEDAI OFE LK T bRDH 5Nz,
HEMTL—T AE % (WHO-II) DIfEH T,
PSL7.5mg & MMF1 g TRt SN, 12 » J ORF
TMMF2g & L 7-7%, §iit DNA JifkDOE % L5
DRROON, AT A FHEESTHONIEE L HK L
7z,
BEFRZ L LU, BYPEERE D > /2, BB
RBYSEZ o7z, ATFaA FEAENPSVT LD
HEL C\W5HEEZONAPRBYHEICE T57 TR

DB THAHEEZ BN KB I Tk
£, BEEE, BEHMHSIROR, 0. BEEES
OFEBLL & J ORI BEERZIC OV IR O
SR BHEEZLNS.

#& |

KPFgeix BB »oay F o — VR WBFET
BHM, 69% DIEFI THFEZRD, WEL/LOE
6%ICE Y E s, AEFRIRPEI KD H W
n, EELRLDOIZLL, BH5PIECES 2 DIdk
7> 7z. MMF |3 SLE {GEIC W Ty 7137 4 A
77 R FERFEOFWEERED, LORETHAHA]
REMED D, AIBICE O THIEMOBRE = HICH
Wk, BEFLOBR & SHREICTHED T < LEEDR
BHEEZD.
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