R/ES L2

EMFOREE(E, DFEYZELOEGTFIZOFEAZAVTERSNICE/ J0—FILREPREE
B EDD FREEERETH D, BLREENERRBOUIDALNGEER L U GEFLLALSNTV
%, DHETIE TNFEEE, IL-6 REMHEERE, THRHENHS FEEE BHRESENSITIILR
BENEMRBOERZEIG U TS, WINDEYZFHREIDEIFOGRTASERU TEREICENIE
WUZERT . EVFNREIDERRICISTITEEEERIEIRL, TH TORMEFRESLUEEE
hORDHEECTHD. AUEMFNRAITH>TH, FREER Fi - SHEFLEDELDREDERAFIC

FOTCHEEERDERVAINEDD I LEZHF AT,

EZIDDTDUED DD

URT - R T 4w bNSVRAZRELT BERS

[FUSHIC

WA &L, SFAEYY B X ORIETF L0
FHEZHCTER SN2/ 70— F VPR A &
Hialo)aryedrr MaEARATHY, B v~
7 (rheumatoid arthritis : RA), 70— V¥§, W%
& DOHEVE RN SSEME IR B O & LRI <
HwbohTns,

BUE DD ETHRIEME SRR BIRA ST 54
W2 A &2 R AIRTVY . W o AP 2 B
b, TNTNORBOIREILRI EE 212N &

&1 OHETREMENEEREBICEES

L7200 PRI TH %o

TPV SAE PR UK L ChDETHID TRR S
T2EWERANELA > 7 ) F ¥~ 7 (infliximab :
IFX)TH Y, 2002 4E1227 a— 295, 2003 412 RA @
PRBREH 2 U U720 3R 2 1S AR W2 1 ] o i i
ZARY o

NTVEYFHIEE]

YA bAAVEe TNFREEE FXSR TNF Hils
E hEYM TNF Hiis

(FZDRENZIR
NETDHA

AV TUFIRT (LT —R9)
FHAULYT(Ea=39)
UL T (VR=Z—9)

PEG 1t MEH TNF fifs &)L hUX IR

(S LIP®)

TNF ZB%-FcREaER IIRILETNIVILILT)
IL-6 2 &% EMUIL6 ZEHTMSE rYUINI(FPITLSY)

FHER

IL-12/23FH & ~E ~IL-12/
== IL-23p40 s
fHERERKED T T MRRHLR CTLA4-FcRGEH

RN ETHRE DFIHER

DRTFIAXIT (AT S—3)

FPRIECT G LYIT)

BHEAEREESR X SR S CD20#1 UYFIX T (UWFH2®)

1%

TNF : tumor necrosis factor, IL : interleukin, CTLA4 : cytotoxic T-lymphocyte antigen 4.



EMFHEFEER

X2 DOHETREEREMRECERIN TN EYZHRE

BEEm oY F O O O O O O O X X
EF A RIEIN X O X X O O X X X
SRR O O X X X X X X O
=i O O X X X X X X X
BEMEEHER O O X X X X X X X
0—9% O O X X X X X X X
BB AR O O X X X X X X X
N—F 1T v NR (i)(gé X X X X X X X
F v RV VIR X X X X X O X X X
BHEENSFHME RN, % % % % » » o «

D I T —PEFRERE

v = 7 — W3 IEAE ($BUE granulomatosis with polyangiitis (% 81U 4Pk 3 IEAE) & XN TV 255, AXHGET
37 = 7 —WEEE L RS T\,

OB AT &, < FRBOE IS % Lo

IFX: A v7UF%Fy=<7, ADA: 7#VAx7, GLM: I Ax7, CZP: £V M) A7 XTIV, ETN: =¥ %
Ve 7 b, TCZ: ) AXT, ABA: 72N%+ 7+, RTX: YV F <7, UTK: VATFXX 7,

&3 EATREEYIVFICEERINTLD TNF BEEREDHHY

—fiR A2 7IULRT JULNT BILEURTT IoXIL
FIND A~ &7k
FITE 2003 2008 2011 2012 2005
RN F TNF TNF TNF TNF TNF, LT
GRS Gl B EST B2 TES B2 TES =)
RAICHTS 3~10mg/ 1 [E/2 38 1 [E1/4 8 200mg/2B8F e 1~2[E/8

% - HE kg/4~83E 40~80mg/@ 50~100mg/E [&400mg/438 10~50mg/B

RA [CERES WA idas ) AR ida:Cl) FRE
D MTX ftF
FRIHA 8.1H 14H 12~13H 118 48H
RATD MTXHA: Bih 1 44% i 3.7% Bih: 15.5% <5%
MR 7~15% MTXHA  <6% MTXHAE 0% MTXMHA: 1.2%
L2l (EAT / M4H)

RA : HfiY 7=, MTX: A M bLFH—F, LT: Y kR bFT o,

J ra—FNHik, T5 RVt T MiE TNF 254k L
t b IgG Fe # ORBAEIATH bo % TNF HEE
DM AT 3R, % TNF HLERICOWT, %3
DS OREEF  E PR DT IS5

a 1 7U%5%7

1 TnFmss

1-1 @F TNFEHEEDIFHERAE - A=
BAEbARETIE, A v 7)F V<7, T8RN0k

b (etanercept : ETN), 7 %1 4~ 7 (adalimumab :
ADA), TV &~ 7 (golimumab : GLM), &N kY
A< 7RI (certolizumabpegol : CZP) ® 5 fi¥H
TNF [EEF EHEhTwa(F3) A v 7 Fv
<7, THVAXT, TYALAIYTIIPLTNF £/ 7
g—F VPR, IV M) AT RINVIERY) ZFL v
1) a2 — ) (polyethylene glycol : PEG) {t$t TNF &

TNF L #5463 % Fab #5305~ A0 7 X/ WS
(ZthkD#25%) Wiz F A SME ) 7 0—F )L
KTHb, TNF HEEDOHFTHE—R ML FH—
& OBEARA CHE EFEBT SN Tnwd, AL
FH+— PTRHEAT % RABEZTIZO, 2, 6412
3mg/kg THIEHNEL, DR 8 IS 24 R
T WEATDOYA 1T 10mg/ke/8 H £ TORIE D

3



=110

%\ 6mg/kg/4 H F T OF [ BE LA & 3w AT
HETH 5o MBI TRIRA 507 RA LSO BIGE
TlEbmg/kg # 0, 2, 6:WICHG L, LIS MR
THEHET o SRIEEFHE ST 6 M E T 5[
W sEHEASTTRE, 7 12— Y Tid 10mg/kg/8 #F T
DR HETDH 5o
b. 7HZUL<T

&7 I/ BEYIA e PEROEE NRIE S 20—
FVHARTH B0 RA KT 2 EINERIRRERIZ X b T
L ¥y — 2SO BB Y ¥ <~ F 3 (disease
modifying antirheumatic drugs : DMARDs) JEBFH C
fibizzns, A M MLEH— MEAICE ) GRS
T, PURAPUARFEBIE - F G BOG D FEBLER AL
T3 5720, BAETIERA BETIIWTREREY A b b
Ly — bE2EHAT 22 LRI TV S, BEAEH
WECTHIEAT 7% RA B X OREMEEHE S TIX 40mg
Z 2 IS TR TES L, RSG5 %4110
80mg £ THEMHETH L (X b b L FH— PP
DY) o BEARGEHR CHRA I iz B L O
B BT RE P 2 8 T 80mg & ¥ 5L, DLREIE
40mg % 2 AMHFE TR TES L, RA T LEE1X
110 80mg F CHEFEETH %o BEAEIRHE CRIRAT
7o a— YIEB L SR % TR
160mg, 2 BRI%IC 80mg, 4 MM % LLEIX 40mg % 2
BN 1 PR EGS B o 2 PR AS AE AR FE 1 B B 2%
TIE, MKRHEH 15kg PL I 30kg K i ® ¥ & & 20mg %,
KT 30kg DL E D41 40mg % 2812 1 B FiEY
5,
c. dUAL~YT

b MUEZOT) VEEANI VATV IRT A
Zt b TNF THIZL TR ON e Pl 2
O—FAHAETH), F 070 F 7LD HE
TNF #i G ZH T 5o Bl T OLRBE T IZBEAE
WCHREAT 5% RADATHY, A bMLFH—1
PR A4 50mg % 4 B 1 MR TS L, %)
BART 5 OW41213 100mg ISR HETH 5. A b
FLEHF— P20 L 2WEE1E100mg 2 43121
BI¥5-9 %o
d wIWRIXTTXRINL

PURDPUER & A5G 2 HATEDE SIS D A3~ 7 2
Hiko v MEPL TNF Sk TH ), % @ Fab &5 %

4

PEGAb L 729k BAICTH 5, PEGILDO A Y v &L
TR OER, WHEON E, REEOIT
BEFOND. T/, RIEFMADOER - IR REAZ
POPTINFHAL D b EWI MG STV,
Fe M%7z nizo, Mk, vk
AEVERI RS 00, AR R R A B R LR S 2
Vo BEAFIEHETRHIRA TSR RAWCKH LT, 10
400mg % Wl 2%, 4BBICE FESL, Ul
Il 200mg % 2 F M O Mg TG 5. EIREEHRIC
\&, 1[H400mg % 4 FM OB TR FEHFTE %,
e. THXIET

TNF FEH O CTHE— DO W EEZHREA TH 5o
TNF ZHEERICIE I ETNBYHY), =5 tveT
& I 7 TNF %74k & 1gG @ Fe 30 S S h b
AEHEATH Y, BAHERTHRA T2 RA I
10~25mg = 1 H 1M, #Z2M, F 721 25~50mg
Z1H1E, #Z1E, EFENT 5. £3EEsaE
MRS VERI 2Tk, 02~04mg/kg 2 1 H 1 [\, 8
W22, BTFENT S, 220, NED 1 SR
IR DR B (1 1] 25mg) R BV &9 I2T %o

1-2 @ TNF BEEZEDHEE

TNF &3 I ENMEE RA BH - R RA BEO
WIS LTH, BENBRERSGERI R, IRk
RECLHE RN R, MBS EA TR R AT
%27V, RA DAt o s BIcx LT d, MG T
RNRAT 3 IEEN T L CTEN 2 BRIRREIRSGE R A 08
RENTVEY Y,

D 1L ZERLSE

2-1 @ IL-6 ZEMAEEZDIFHEAE - A
BAEARREN TS IL6 ¥ 7 FIVIEEES T b
1) A< 7 (tocilizumab : TCZ) DA TH b, bV
A= 7L, PUROMHVEDE IR O A AT 7 A KD
7 I BENEAET A MEE 2 0 —F VPR TH
%o IL6 & IL-6 7k (AL B & O 2 RO
B)OREEMET LI LIZL - T, IL6 12 X A
WD Y 7 FIEEE ET 50 BAFRRERCRHIRAT
5% RA B L UL BIE A AR VERRSETE BB 25T I3 4 08




12 8mg/kg & M EHE T %0 2013 4EIC R S N7z
B TMEREA O A, 11 162mg % 2 H R TS5
T 50 BIEREAT O, FIETRHRA TGRSR
RS B X BRI TR T 0%
F v AN VR TIE 2B 8mg/kg & HIHIHE
L, SERICED 1AM E CHREGHBEZERHTE 5,

2-2 @ |L-6 ZEFBEZEEOEME

DA THEME S A7z 45 T HIEER (SATORI lhg) ¥
T, A M MLFF— 1 THEATGO RA BB E
RUETITER+ AN ILFH =P FE Y AT
(8mg/kg/4 M) + 7 € R FHE N, P YA T
HCHBEZ BRRERUGEE AT b7z, Rl
6 /1 A VLt 5 4E K > DMARDs THIFA 14557 1% B)
TERABEEZNR L L2 EAESEMNF — 7 ik
(SAMURAI #ER)™WI2 & b, b+ ¥ X~ 7# (8mg/
kg/4 ) 1 BEAF AR I L U CRIImIE A a7 o3
B & OCBIEIREED AT L e d o 72 BE OB A E A&
WP L 720 BRAFIEIE CRIRA 155 % £ OB R AR 1
FEFEVEREI ST A Wl — 7 Vv RRBRIc X b, R
IR WERRIARIVEDR S 7ze F 7oA By RIA AR VRN
VBRI LT M) A< 7 8mg/kg/2 A5
ZIME/RL, €0 2 BERE O CTHRERDOLLE D
HONBEE ZEERFTTIERE b)Y X< T
VR CE ) A 7B T, PV Y AT THE
WCRHWWEEEMRFRIR ENYs Fx v A= VHFIC
B A —T VR TLRHOAMEIREN TR,

3 TL-12/TL-23 i<k

3-1 @ IL-12/IL-23 [EEZEDIFHERE - A2
IL-12 & IL-23 o3kl 7 2= v N Tdh 5 pd0 IZhF
RIS T e MIE 7u—FuBifkE LT, ¥
A 7 ¥ X < 7 (ustekinumab : UTK) 257K #2 S LT w
bo TATF AR TIZLDAEMKNTOIL12, 1L-23
ORI S b0 BETIHEFTRG L, s
3HMTH %o PUEAIBAIL 0~11% DHETRD 5
N5, MWH, 1M 45mg ZWREIHS-B L OZ0 4 1%
R FHe5- L, DR 12 MBI T 5-3 5. 727201,
AT 537 85461203 1 10 90mg (ZHIR W BETH S0

AR BlR

3-2 @ IL-12/IL-23 [EEEDEZI4E

ENEE T/ M ERRBE T, REEPSEEDRH
PR 95 % 4 3 % Ho e (i Ve, B ERIE PERZHE) B
H1ITHE T ATF XY T 45mg, TATFFAT
90mg, 77 bARITEMIEREI AT R, 04, 4HI2H&
5L, 12885 L7, %5 12:8% @ PASI 50,
PASI 75, PASI 90 lZW3hd 7 IR L KL T
FEEHCTHBICRMETH - 72, Mk 53 BB W T
b, 648 F THEBEN 2 BRI A RO b7z,
HEE LT RE D TORZE, EIG0 ' (quality of life : QOL) b
TATF XX THREIIE YLD,

A T R YRy AL

4-1 @ T HBfaHRE) FRASFE DS

T NS 2% Bl 5 F s MU (antigen, presenting cell ;.
APQ)IZ & o TIEMEAL S B E1c1E, Tz 244k

.{major histocompatibility complex : MHC) # & fk &
DD T FIMBEEOKR TR L, WY 7 F Vs
WTHh b RENRILFI S 7 F VZEREIE, T
Mg Lo CD28 & PR $E /R Mg o CD80 B & O
CDS6 T HE . & 5. — 75, 16 PEAL T Al Ha 1&
cytotoxic, T-lymphocyte antigen-4 (CTLA4) Z 535
%o CTLA-4 13 CD28 X ¥ & 5&[H 12 CD80/86 12 4% &
LT, CD28-CD80/86 ® ¥ 7 F Mz &R M % FLE L,
WEPEE T Ml % B3 %Y,

7 /8% &7 b (abatacept : ABA) &, CTLA-4 Ol
fu#bHik & v b IgGlFc #0522 BA&RHEATH
D, CD80/86 75 d T MNaILHIH > 7 F v % fE
LHEYEEATH b0 MAHHEETRIRA T3 % RA
WX U TR IR 60kg Al 0 B H Tl 500mg, 60kg 7>
5 100kg L F @ B3 Tix 750mg, 100kg % # 2 5 &
FTIX1.000mg % 038, 238, 4185 L, LRE4
B THRGT %,

4-2 @ T HHfaHRHD FREEDOEE

TN &7 MIRUIEE RA B - B RA BHD
WIS LT, BN RSGER R, Sk
RECL AN, v BT AT IR R 2 A B,

5
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_’%_ A
}x%“Bu
}im
- Euﬁr BE
5 EE%
BERBRIN
__ mERR
..................
& SCRRER e
& BEE =

1 &EMFNRBERTICERH SNSEIER
RMEFBESIOEEEDS, TN COEYZHRECHE

UEBELEIER TCTH D,

AN MLFY— FTRRAT % RA BEEZRRITA
FRLUFEF—MERATICT N T M EIET TR
PG L-ENE THRERTIE, 71X 27 METH
BICEVERERYGE R0 Sz, b Cidk
HifE R RA, B RA 23 RUCERIR KBRS ENE S h,
TNY T b ORRRIER - S AP REUE RN A & B
BUEA TN RATR S 72919

5 B

5-1 @ B {HiIFEEFE DY

HAEENTERR SN TS BARHEERIZY v ¥
¥ = 7 (rituximab : RTX) DA TH %, {#EHFTIE) v
¥R TOENIC, WBLySHMAEONY A= T
(belimumab) 232 &) 7= b — 7 A% L TR
ENTWD, Y F v~ 71d Bl oMl %
BENDCD0 2N ETE2FATHATHY, Mg
G EVEIC X o THRMIMH 0 B Ml 2 Al 3 & 5,
AL TlE TNF R CTHRA T 0% RAICHwH R
TWBH, DHETIE RA 3T 2 PRI sE S
NTwhwv, —JFHboSETI, Pulf s & ik
(anti-neutroplil cytoplasmic antibody : ANCA) B4
M RD 5 HOZFEMB RIEAETAE (Y = 77 A
FEMEAE) B X O BEMEEIN 2 F8 IS KA 3 5 KNI GEE
HAThi, 2013 SRR E NI,

5-2 @ B fHiZBEZEZEDOEZE
HEAMZ BT 2 D O KB 2 B R 3Bk (Rituximab

versus Cyclophosphamide for ANCA-Associated
Vasculitis : RAVE, Rituximab versus Cyclophos-
phamide in ANCA-Associated Renal Vasculitis :

RITUXVAS)2¥ibi, VY ¥~ THEOHMEL
RS SN/, RAVERBRTIE, EamfsE
FIYF I TEERTM%, Y7uRrA 77 IR
(cyclophosphamide : CPA) #%5-#T53% TH V),
BN 2 RHRIEEZY Y F I THREBETO6T%,
Yr7uRRA77 I FNEGRET42% ThH 5720 RAVE
REZBWT, VYR ITHEGRIEI 70K AT 7
I FEGRELIZIZFASEOEMEAREZRL, FRGIC
LTI 7aRA77 I FESGHIDOER TN
T REMEATRIE X /2P, RITUXVAS iRECld, i
FEP AR 12 71 A TOTEMERIZ ) v F 2 < THE(T6%)
& HERE (82% ) DI TR FMICHE BA RO b
TR DICH T AR LR LY, AT
[ 36 I 98 W2 B 9 % AR AL iF 78 BF 1 A% Rituximab
treatment of cyclophosphamide-resistant patients
with ANCA-associated vasculitis (RICRAV i) % %
MaL, 7605 B THRBINARIEA RO Sz, E
Wi 1 BIDSEAE TR LAk D 4 BIASHA L 72,

6 EwrRBmOR

6-1 OERMT 2

AW AR BRAIR G T, BRAYE, RGREROE,
GHERALBOG, DA B, RV SORETESR O 5,
BB, SEHIVENRLE, BRARAMREESISER
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‘

EMFHEFE R

x4 RA O2HIMRERECSIT 2EYFHNRAOESEIERDEE

n=5,000 n=13,894
11 BRI BRI
e Y FPIRES - PR -

e AR
31 LoEE LHmE

(B WA OB IR L D FH D)

n=7,740 n=7,901 n=3,985
IFIREs - BRIRRE OGS -

fithmrEs fithmrEs
2HEE BRES SRS

x5 J0-Vik BROZFIHRERECSITZEVFNREIOE

FREFRDERE

n=2.927 n=1.729
E-R R i) RRZAE RESUIE
2L =izl =ES BlEES
F£3M REREES E5EE
MRFEE

(B 5 O LR & D 2 #AER)

FVERID B 20 77T IR B L OVEAE
PORDEELAEHEMEDTONS (F1, &4,
5)1)O

WA A O BRIR RBR 2 W R L7z A 8 fRHTC
i, MR 7 2 REGE) I 2T RTOFESH
B4 v XH(95%E WX M), 1.28(1.09~150) ],
AEFZIZL LEBEPIE147(120~1.86)]), HEERE
GREFEBL1.37(1.04~1.82)), AEREFHGETEAL(4.68(1.18~
1860) )Y A 7 S L D B AEICEA LT
71,20)O

AP EANIR2 IR T LTS EF ST LKA
I E NS, JEEBIZE > TEDOLEWIEL
TR TBLLENH L, THFILAITD
TN RO RRABROEEFEFRE S ESE 48
IO OB TR L 7-WFgE T, EAEIRGYE O FS B
ERRbEL, REMOIETIEZ v — V6.7
£/100 % - 4£) & RA (4.6 £/100 B - 48) 2813 2
OFH LD o foo BRI, B, BT
WKESAEFROMEEIIRA TR E» - 72(F
6)2V [ Bk 72 5 170 (& Ao 28 [ o> 42 B o7 B % 7 4 (post-
marketing surveillace : PMS) DfEE2 5 bR ENT
Wb,

n=761 n=752
B BRI
comE  2omE

B, BB AE S
AHHE B ER
RIS

WPIREE. HOSBES SR
R

6 FEERBODEBVICLDTIULIYIDERRE

BEROEEDLER

~ RA JA AS PsA Pso CD
R 46 20 14 28 1.7 6.7
JEED G 0.3 0] 0] 02 0.1 <0.1
BIIRRRPE <0.1 O 0] 0 0 <0.1
fREEsEER <0.1 0 <0.1 0 0 0.1
JL—TZAE <0.1 O 0.1 0 0 0.1
f=EE

SomEnARs 02 0 0.1 0O <01 O
e

=4UV)E 09 0 02 02 06 05
& NMSC %=

Fr< BIERES

2HEUV)E 0.1 0 <0.1 02 <0.1 <0.1
FLICE>E 0.8 0 <0.1 03 02 0.1

BEER

B 100 BE - b7z ) oG

NMSC : non-melanoma skin cancer, RA : rheumatoid arthritis,
JIA : juvenile idiopathic arthritis, AS : ankylosing spondylitis,
PsA : psoriatic arthritis, Pso : psoriasis, CD : Crohn’s disease.

(3CHK 21 & 9 S&F )



7HIULY T (563 #)

Koike, et al. submitted
n=7.469

I DTIRES AR
IR ER Y

SUIMAE
B zof

A4VIUFYIT (433 14)

2.7%
2.0% 4.8% \
2.1% — 4.8%Q
7
5.7%
5.2%

Takeuchi, et al. ADR 2008 Koike, et al. J Rheumatol
n=>5,000

rrUXTT (962 #)

3.
1.

(in press)
n=7,901
0 e

JHEARRRAMIE
Bl & - BRI

2 RA ZfIHEREREICHT 2BZEYZHRAENIZS T ORIERIREMU
WINOEMZHRAICHNTH, MIRSRERIENHK 50%, R - REHEBRREN K 20 ~

25% Z 59D,

&7 RA 2fIMRERECHT IERFFRREDHRIRER

AERIES 5,000 13.894
sk (%) 2.2 1.3
#54% (%) 0.28 0.07
PCP (%) 0.44 0.18
NTM (%) 0.14 0.12
HINEE (%) 0.34 0.81

7.740 7.901 3.985
1.3 1.5 0.7
0.1 0.05 0.03
0.3 0.2 0.1
0.1 0.2 0.05
0.7 1.1 N.D.

PCP : Pneumocystis pneumonia, NTM : non-tuberculous mycobacteria.

(B RAN DML D FHDIER)

6-2 @R

RA BEIZBT 2 EW A1 RAR ST ORISR
WTNOEANIBWTD, PRI 50%, K -
HRER LR 25 20~25% & i <, WR AR - THALER - Ml
JiE - BB LA S IRV TW AR P (F 2),
JEGLE O T b M PR 253 d D HUE DR, R,
= 2 — & ¥ A F Al & (Pneumocystis pneumonia :
PCP), JEAGIEIEUIR N AE, wF RIS % & o H A&
Y by KAEW AR TIZIZFAREOMHETRBIL, i
BIPLETHD(ERT).

APERT 2T, mile, BEAENGERE, R A 7
u A FHEH, B, BIEIAEEE O #E1T (Steinbrocker’s
stage I, V)R ENBIEY A 7RTLLTHIEET
TWh, #M%I1X005~03%CFB L, Bhis %A%
FHE LD D BRIHMERE D & O TR F 72 130 B G

8

DWITNHRIVGL. KGR OREAT ) —= 7
(Mo ERHAE X A - CT, YNV 2Z ) YRG, [ v ¥ —
720y iR, BRERIE - RIBERMR) %
JEL, AETIS U TR S 3 B I & T
%%, PCP IR ANICIEEE L, TNF FHESE4EH 0 AR
N RA BHTHRBUBEDE < (02~04%), FEHEY A
7 WF-E LCrEln, MRS, RIEREATeA N
PEHZHME SR TWRY 2, Zhb0) 227 W15
FHT HREH TR TG 2 Z RS 50 FERALIEDTR
WHELZ DWW TIdiRt H AN RA B3 COREBIERI7E
DG SN, ZEF VAR EERL LTV SIR
WTHbB. THHDIFRZRFEGHEIC DOV TUIIARF DO
B3 LHHOBEIZLTHE 2,
FOMOEPEEELE LTHETIAVAB LY
Epstein—Barr 7 4 )V A (EBV) J&PIEDVEE TH 5,




B #JiTF4™ 4 v A (hepatitis B virus : HBV) &4« 12
B 2 AW Ay BF$ 50 0 HBV PG ML <2 85 T
ROBBIHEHAD ZOTHRESIN TS, HEAY Y
< FEE[B RIS 4 v A G ) 7 < F Y BB
NOGEIHFEICET 5 PV T, A
V—=v7, E=%) 7, PRi#EGEERTLL
PRI N TV D, KO ) X2 THBRIZBW
T, #E N2 X3 TEE#C, EBV G L & 12
PGBV EBV BGUEMOREEZ B L, BfWicry
FU) NS L OMKEEREBERTIHC LI EE R
SNBIEBIHNHE SN2, ZOREFTIE, FPUX
< T¥e 503 EBV QRSN 2 FHEVEIL O B 72 5 72
PRI R,

EAYEICN T ) A7 <AV A Y M e LT, %50
DY) A7 WTEHl, 77 F o, LT, ERAYE
VA W OB BRI 2 > b a—)b, JEEE &Y
JEBHEE) 2T ST A K4 TS T
B0 WA BHNC X o TRRYSE O H AR IRTY
EN(RAFT), %% - BHEMBRICEHII 3y
2K BIEBI DS ST\ 5%, R SRS
TCIEWBHERD M D 5 VIZFFRYTH - TDH,
WIRGE DT & T O2WARMEL SHICEE, T
FRPSLLEY) - R RAIC XD BB X OEH#EIC
HizH T, BABIOREIZHED DRI HE
HMITHEICHOPLORPLTEL ZEPEETDH
5o

6-3 @S5I - SEMUR I

PG BOG I, 52 5-Blia e 24 R LIS R3S
BB - MMEZEH) - WA 72 & o0 k% G-I OGS
&, BGR®R24RMAS 2 EEIC MBI 5 BT - 5
i - BIRE - BEE - BRI L v o 2BV R SO
Vb, 4¥7)F <7 % RUIMKRERICHERT 2
a3 EE 2GR 2SI L2 Wz, [Hl
WG o LEND o BGENIIXIT E A EHTE
HETHY, Pl X5 I VEOWR, PG TEHR
TAYGEDRL D, RICEAPILIZELLEL H
oY,

6-4 @A E - IDVEREIEE
2003 4E, Kwon 5% FDA’s MedWatch program

AR BlR

P, AV INFIRTBIOLY ANVET MG
RA BHIIBU 2 47 Bl 9 o Mk OAGHE B % e
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