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summary

{PURPOSE) To examine therapeutic effect of leukocytapheresis (LCAP) for rheumatoid arthritis (RA) resistant
to various treatments. (METHOD) Thirteen patients with RA (mean age : 60.8 +11.4, male : female=5 :8), O who
were resistant to disease-modifying anti-rheumatic drugs (DMARDSs) and biologics, or (2) who failed with those medi-
cines because of side effects or complications. We performed LCAP, which was carried out once a week for a total of
five sessions, with a throughput of about 0.1 L/kg. Before and after LCAP, we evaluated the effect of LCAP therapy.
{RESULT) DAS28 (CRP) score was 5.70+1.12 before LCAP, 4.57+1.19 (P<0.05) just after the final LCAP and
4.83+1.35 (P<0.05) about 4weeks after LCAP. DAS28 score decreased in all patients after LCAP. No serious adverse
events were observed except temporary anemia. (CONCLUSION) LCAP therapy may be useful and safe for patients
with RA resistant to conventional medication. Patients who show good clinical response by LCAP needs to be clarified.
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RS M A4+ stage class AR (L)  {AHE (kg) s} % HOHE
® 79 f Ak IV 3 3 577  PSL 20—>15mg PCP
® 41 f sk 1 1 3 46.6  MTX 10mg
® 46 f Sk I 3 6 60.2  MTX 12 mg, PSL 5 mg Fe AL i 48 B
@ 55 f Ak 1 2 4 43.6 PSL 7mg HCV(+)
® 66 f 4k 1 3 4.5 448  MTX 2mg, SASP 1 g, PSL 5mg B BEAE (K T B R I
® 62 m ABE IV 2 4 41.8  PSL 10 mg PCP
. PSL 5 mg, SASP 0.5—1 g, Etanercept #1k,
@ 74 m A 1 3 4.5 467\ on 150 mg + PSL 15 me HCV(+)
65 m 4k I 3 6 64.6  SASP 1g, GST 25 mg/w HBV(+)
© 44 f Ak 1 2 5 51.1 MTX 14 mg, PSL 5 mg, Etanercept 50 mg
@ 68 f Ak I 2 4.5 42.3 (MZB, DPC, Etanercept) HCV(+)
@ 62 m Hk IV 2 4.5 44.2 FK506: 1 mg, PSL 6 mg—5 mg PCP
@ 63 m Sk IV 2 6 59.8  PSL 5mg oldTb
® 65 f Ak 1V 2 4.5 43 PSL 4 mg—BUC 200 mg & i—FK506 (1) 380 oldTb, IP

[#) PCP: Pneumocystis pneumonia, IP: Interstitial Pneumonia, Tb:
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72 LCAP Hif£ To CRP/ESR & DAS Ot

fhER LCAP i #% (Hii~1%) 4 W% (Bif~4 W)
CRP [mg/dl] 6.20+4.67 3.83+3.37 p<0.05 (p=0.034) 3.24+2.61 p<0.05 (p=0.012)
ESR [mm/hr] 99.2+36.8 98.7+41.7 N.S. (p=0.947) 78.0+36.2 p<0.05 (p=0.022)
DAS28 (CRP) 5.70+1.12 4.57+1.19 p<0.05 (p=0.0012) 4.83+1.35 p<0.05 (p=0.044)
DAS28 (ESR) 6.53+1.14 5.61+1.07 p<0.05 (p=0.0062) 5.39+1.36 p<0.05 (p=0.024)
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LCAP B4 i CRP T 6.20 + 4.67mg/dl ([X
3), ¥ THECIE 3.83+3.37mg/dl, 4 8% Tl 3.24
+2.61mg/dl £ T T L, BHIAHT & HANFEICK
TLTCWEe (ZnZn P<0.05). [[IEEIC BESR (ZB8
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KT, 4RBAENEN, 98.7+£41.7, 78.0+36.2
LD, RTRRCIIAEREZITRS, 4 BB THERIC
KFL Tz (P<0.05).
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([CBIL T4, LCAP BAfAIFICIL 6.53+1.14 (X1 6)
THo7/zbOR, KTHRHCIES5.61£1.07 2K TFL,
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#3 LCAP fitt ToOMmHE DAL

iR LCAP i #*® (B ~1%) 4 Btk (Bif~4 W)
Hb [g/dl] 10.05+2.13 8.08+2.17 £<0.00001 9.16+1.81 N.S. (p=0.106)
WBC [/ul] 8377+2197 7969 + 1401 N.S. (p=0.332) 8077 +1174 N.S. (p=0.480)
Neu [/ul] 6652 +2189 6233+ 1388 N.S. (p=0.454) 6241+ 1100 N.S. (p=0.483)
Lym [/ul] 1472+ 590 1288 +334 N.S. (p=0.199) 1348 £470 N.S. (p=0.376)
Plt [ X 104/ ul] 33.7+8.0 30.5+9.2 N.S. (p=0.123) 33.7+10.1 N.S. (p=0.990)
" 5 To7- ({KEIT 49.7+8.0kg, ALFEEIZ 4580+ 1000

Ypembirhd L < I3 ABEHRO RAL3 FEFNT T L
LCAP %17\, LCAP & TKfC CRP IZBREICIET
LTEY, RTH4HE TIETIHIZ CRP DK FD
A2 A BNz, F7- DAS28 (CRP) ICBL T
FRRICHR TR CTHERICIKTL TR, 48ETDH
RDPEREL T 5B EEZ BN,

4Bk % 25 LCAP % fafT L 7= # CTlZia s 3
DFMiIZ DAS28 (CRP) % M\ 77, LCAP#& [
B TR (DAS28;-DAS28;) (t —1.13 &
BERMBE SN, 4 ETOLCAP I L LHBERE
(ACR20 T 60~80% FLJE, ACRS0 T 15~45% 2
)Y LR FRELEVWHEREEZEZ DN, S6IC
LCAP #& T O RFHE D FE B A 7012, 48
%12 DAS28 %17 - 72, ZOR A TOHFERIT
(DAS28;;-DAS28, j515) TlE—0.87 &7 5Tk D,
Wie L ELET 4B BEDFEL T/l &0
RENT/z. —IC LCAP O&RIT 2 » ARETH
HEINDID, 1 7—)VD LCAP # T ILMER
Bk L C—» HIC 1 [E D LCAP i fr & #4324 %
WMEY LB HD, FlOEHE TIE LCAP & T % 24
ETRHRPFEL /2L LT 5. HEtFmEEE
75728 DD, stage III/IV ITHAT, stage I/
I1 D57 DAS28 DFED & <, ZhROFHeiik &
F/poiofzd, LCAPICEB W T4, fillo> DMARDs
LAYERBFIRIRIC, X0 RO RASEFNC fE T
LD RDEm WAl D 5. Lo L b4
[\ % 78 LCAP %47 - 7=fEHI Tld, SEGIE 5
Tlxip - 72727 stage & DAS iEROHES L A
HNTLpo 7.

LCAP O &L, —#%IZ 164720 3000 ml T
fToON 57, 1[EIH7D O E % 5000 ml (2
L 7z pulse LCAP Ol 3R P K E L, 2RO
FRELFR LS HES LB, Sl «id 3 6
H ARSI AR 1SS U CALEE & % 100 ml/kg % H %1

ml. KIEFITH, WEEOV 1, 2061H & 34
HLBETHAS &, 710D 2 Bl T 75 DAS O
iZ/hE< (LCAP K THRFTHIE A —0.47 THRHE
H—=129), KED-DOUBENLTTHLDE)
RPEL e BEAICHH EEZ BNJ). MR
#FD 3000 ml TH - 7284, 1[EO LCAPIC LD
PRI L2 L6x 100 HRECES 3, B
i Bt k2 50~60% OIFFRERPAUEE I NS C
LIS, ICE 21X, 1m0 3000ml Tit 40
~50% OEFFFERIFAUFE SN FITEAC LI D, A
HE A% < /x5 pulse LCAP (LB &3 3.0 x 1010
EREZTHEMT 5 E3N5) TRIFFERONEE
BT, EEOHTEDEVRIRAE LN/ TREN
NdbH. £z, LCAP {15 L THELAEES
OIWEFITNT LA LEL, MEK TR AR E V-
TR b OPERINLEDATH Y, FKxDlfisk
Td—@BMYEOZEMEYBR T, EEZEIERR
LCAP Zth T+ 5 L 5 AER LI A DN
T+, BREMOBWERETH S EE 2D, A
SECEIEH 7 & THOBE A HIK 2\ & & ORI
xS AHEEZ BN

LCAP 78 RA IZ2h % JUE B IR L Tl
2R INT VB LDOD, T4H5ICiE > T
T B2 ONTWAEFO—2 & LTI, HikL
72Ek DI, ATLIC K-> THIMEKARESNASC
L, B R niEH b E N (BEEICBEDH 5> T 5)
HMERDAFRESINCTWVWEEZ LN, TDOT LIk
DRAICEDREIBESINHENVWDI T ETH
A8, 1721, BIMERIL LCAP Bt — @M i Bid
hmBHLDOD, BAkIE X% 30~40 45 TH
EDHARAE FIMRA MRHANE B S 5720128
MEREIE TR, &L AR TEEZICIIEAILD
HWinL TWcboHERH DY, ZD7-HIZ LCAP
BRIZIILIX S S R AMERMIEA % b b
EDPRROF T ARA L > TOW B REME D B
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5. EHIZ, LCAPIC LD INF-a 3K F2A RN
% EERRC, PLRIEWMY A A ThAHIL-10
FHICHEINL T/t OHEYSLH D, LCAP IC
FRIEWET A AV EPIRIEWET A A /DT
VNG VA RIETHEE R LHDOTIE R EHE
Z2bN5. £72, LCAP #BICITBAIK EDORA
B O RIMRAFEICEKTL TWic/ko,
LCAP {75 Z i X v » itk I ne
HIMEk 2B FRE SN, REETA AV ORED
N L7/, RIERAT O BRI N O S 4E M
RV A P AAVHRMFIWCRS Z EI2LD, B[O
ERDUGET HREELEZONS. FHREOIC X
% &, LCAP 7 CRP % DAS28 (CRP) o f3&
CEEZRIZLAZATFE, APV FY—F
(methotrexate ; MTX) OEHOEME &, HHID A
T, iy - stage - MR - A5 A FOFEHO
HAECTIIENH D> 7. MTX # 5 hORER T
X, FEGAEMF & X, CRP O T < DAS28
(CRP) ODHENIFEICEN T/, D7,
LCAP (I3 B (3B 7228 & MTX O%h 7%
RS AR EEME AR I Nz, £/ LCAP I C
ACR20 % jii 7= L 7z responder & {ii/7c & 7x 7 - 7=
non-responder {Z 53172 & 2 A, FiFE Tl 92% »
MTX FHE TH - 7-DICH L, HBETIESS%IC &
FEoTED, FMITREZL2 S LCAP T MTX
B L D BNRAT BN K VRN D %O T
T b AHESRDHY. T OHE TIE MTX
MAEZTETLEMPENOBE - SN 5 8 mg/week
OG- Z T, #ERAT 51 Tld LCAP
DOPFRH MTX ORI A O KR & 70 0D %)
ML/ &2 5N5. £/, Infliximab O&HE
PES L 7 FEFIC LCAP 4T - 72 & %, Inflix-
imab O EAEE L 72 & OFE b L S iz,
ERBER & LTIy VRO EIC LD,
TNF-a DO RIEWY A A vV OEABIIH S
72 Z £I2 XV Infliximab OF 5 & ORI 72N E &
WETHT LR, MLLOEFTHY A5
DEADPIF S N/TRELEZON S, wInIC
¥ X LCAP #1752 LT, LU I FEOEN
BIEL-DIEHAZBER L /2D T 580D A5 &N
HZEIN5.

LCAP % RAI3FEGNC R L TIT\, & THERICIE
DAS28 (CRP) FIHEICHEL T, &£ T 48

BLRRIIFFH L T/e. —@EOB Mz kRIITE
BeEIfFHIE R 579, DMARDs 7 F R #E 70 fiE
IR ROFHC < WEHEFICIT A A ZERE L% 2
iz, (ERBEFF R L O XS IERIA R 2/ 5N
RT VPR ETNERLE L, SORLIBEAPLE
Th5s.
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