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4 HOYGHE, #BIEER % &0 72V EHGR ORI 72
HRIZD 2 0b 5T, B OREB X OUOAEIEZ LD
BRRIEIZ & - CTH R BHEBICHEB T 2ED—D2TH 5.
t b OO D TR S N7 FHAEREE L 0D 72wz,
DTEZEC X 5% 5 0 Uil 1203 1 X I 2838 0 Lo Ml
L EEBEEE5 2, LEOYEFTY VT, OAEEIET
5. TOL) AR, BEOFEKEL, SRETEO
DEBBEFEOTFRIERICMHE, S%2OFAME IS
5 ENTFHENTBY, EHFEFICHGZLEHELKE
V. A F Y R ORENS X UZ DA LB 14D
WIZ 40% D BHIZIETT 5 & SN, LAEDBI S iz
BOEEN L TFHOWFEZ, MOTHETHL., TOFH
i, ZLOEERBEERBRLTORIFEIZVZRY. 20
BT, OAZOMRENFEPEETH 2 ik ow B3
B IGHEE, T OBROOLAEERIERLEBREA BT S
KELRMERE LTRSS TOL00HIRTH 5.

L LAadss, &4, DAEORAERTICET 25 T4&
WA e O B, 2 o EMREICHT LT, biological
therapy &\ 9 7z RiGHEIEZ AR L2ooH 5. AR
T, ZORETH 5B THEHRSB L O ALGHRIC
B9 2 BURICBIL T3 5.

I DALICHT 2 EEFEE

BRI, BEF2H, A, BEHSEAT L2
& CTHRFOBEZMRIBZBIET 51375, RAZH R
THiT 20 HETH L. Lzd- T, BEFRIES I
BWELIRZY, H L THEOHMIIZE T 5812
BIEST207HNTHY, BEHEOT ) AZEANILEET
5l HWET HHEHRTIE R, DRBISET 2851

! Department of Cardiac Medicine, National Heart and Lung
Institute, Faculty of Medicine, Imperial College London, 2nd
Floor, Guy Scadding Building, Dovehouse Street, London SW3
6LY, 2R LT EERZOIER  ~ & — DI 8 (T 162-
8666 HLHLARH 1 X i FHHT 8-1)

(2006.11.22 £, 2007.3.23 5 #H)

HEEE, 1995 £ D Isner 52 12 X 552 & i O i
x5 3 A AT AR A (MAE 3 4 angiogenesis), 2\ CiREBk
MR KA Oz 2 o & LTZE s 7z L
L %5 drug-eluting stent (DES) D} & Z O P gk =
DOWANTED, BIETIHEBEICBIT 2 AT Uila#EO M
FEBR L7, 2R, OGEIR T EER S ERE PG E I
x}3 % angiogenesis, W % biological bypass A%VAk% %
MosZlilhotz, 5ETOLEIAHRIIBVTIL, %
DEISKTT 2 BIETHREOBRBRIIITONL T wnDs, B
T T 6 BIOE MO RBMEDKE L) STV 5.
Z N 51%, vascular endothelial growth factor (VEGF s,
VEGF1z1, VEGF-2), fibroblast growth factor (FGF-4)%:
DA NI A VAT 2 UM RE % e S & 58z
THETH Y, R 1HI(AGENT-2) & v tu—
VAE L R UAREFSE ORI, R ISR O U % 5280 T
W5 L Ladhs, IhsoRBESENEITwIh
b6 ADNEEL, BRilomEmig, OHE~DLE
WL TIIHERFNEEIATHSE., TDOLHIT, I
TR MATRHEOFE L LTS - 28I FiREIEX, SHO
LARLEDEET, ML~V TOFRATE ] 5 BU#EA
WEBHIOoN, LEBEAARZBZTHRFEICI > TEIEL,
IAERRRET DRANERIET LI L Loz LM
AL XVIZBWT, TOWRERET L7:00) L LT
&, OQOHMIBHNO 7 VY 2EFEEOBE, @B %Rk
T FIVRERROBIE, @RI, 7R =¥ AITKT S
LB OB ORI EZz b bY. 22T, #%H
2 DO DOMFTIIMOBFTNGEY, EIOHMBHND AL
AEEHOBELZHNE L BB THEEIZD W THE
3 5.

1. DEFMERAO DIV Y LIEEHEDOIEE

A H, OB IERERRIC B W T, AT oA
A F ¥ (Ca?) B DHLIRE 2RI L TWD T EARL
MHENTWSG, Fiz, LAEICBIT ARSI, O
Ko P9 @ ERIR A ZNEAR (SR) I2B 1 5 Ca* iy i O A A3 K
ECRBLTVLIEPHLNE o7, ZORKEE LT
¥, @SR IC Caz #[ANT % 7201218 { SR Ca? ATPase
(SERCA2a) DFERERE, @ Ca* 2 LMtk D 72012
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AIEAMCHEIR T 272012 <F MU 7 A - AT T AR
A (NCX) O F$RETLHE, B LY, BGOSR 225 ® Ca* Oiicth
ENEZONTWS., LT, H@mmicizohs ik
52T, LM, OREBOSENTRRE 25137
TdH 5. SERCA2a #§RED 151X, SERCA2a D #EIL T %
EIEEASTHZ ETOMRBREITHLETL I ENTES
|27, SERCA2a ODHHIHNFTHEFA T 5T NV
PLB)#77VL—3a3r3A5ZLTHNHRETHA.

a. SERCA2a O#&FIFEHIC X 2 BRREIRI1E

DA AT 0 SERCA2a BEREIR FICBI L T, &K
PIZEROGINSL EZATIEH HHY, SERCA2a 130
NN T CaZ FEIFEREIC B W CHL I 2 1 E %2 $ 72
L, O oIGHERICB W TEHERZES 2H>Tn5
TEVbhoTVE., TR, ThEOLAEBRIIBITS
HEHABEIZ LR ADREL R ENTW A, Hajjar 519,
Giordano 5™ X, 77/ 74 VA% L T SERCA2a
Z O BRI S & 5 2 & TOBHIIE O DUEIEREA
WAL, MAN® Ca?* 7> Y x> FDOREINHET S
CEaWE LA FHkOT T 74V A& % SERCA2a
DMAZTFHEAZ X BRFIL, #HRIOAEEEOLEL
M 241 L 72 in vitro EBRICB W TH ABRIHER ST
Wa2 . IO, OARITK T B EIET RO
REMEZ /R 9 2T, WHHIZHET 2HRETH o 7278, [k
22D X9 BRAETEICTF B3 % iH# 5 (inotropic inter-
vention) TOEE L EGIE L VW Z AAEIRICHT L8 2%
BB LI ho72. 2O LI, IV /oK
B TROLNIZ L) BAERKCTED LA Lo loh
PHER, BZAROHPC AR AKRT 4 T AT 5 —X D]
HEWL 5T cAMP 3K & ¢ 5% Z &127% % inotropic
intervention 28 3 AMAM L R TH A, L LieH
5, MIALOFEESW 12X 5 SERCA2a & WFZEH & & 72 b
FGYAT =y 7T ATOEAMICHT 5 FHizhE, it
W FEOMERE, del Monte 5 12815 T v FDLAREE
FWIZXNTHT T 74 IVATOH SERCA2a @ FFEHLIZ
Lo TAHMBOAELFENT Y PO —VD I%ITH LT
63% E BRI EE RO LhME SNz & TH
BMIcHEShTws, $72, SERCA2a OFEfET-H A
X oT, OB 7 L T7TF= Vv KRA 724 bE ATP
FIEFIAELTWaE Z &2, @ OHEFPED inotropic
intervention & 57 0, LN OILRIIZ BT 5 Ca
REIZEA L TWDZ DY SnERY, ZOPAKEIRR)
B BT RN =Y AREIER SN,

L7225 T, 77/ 94 )WV A(Ad) I L 5H SERCA2a #
FIFEBL, DAL T 5 inotropic intervention (2 3B W
T, REROGIEL LT 2 2 & % HERSHIRT
E LMD, ZORBE W2 S, SERCA2a BIZTIHHIL,
BUE 2 BI0%E 1 MIRERAST 2 ) 7 &RETHIE I TWw5
(37, EENIBWTHAEOHIB) LVAD I2B1F % LB AR
FEEE I L COBKRBRAGAHANISHSTBY, Th

5ORRMED I -NDEIATHA. 72, ThbH 34
DEFEREFIZVTRD Ad &R L TR % H#R)
BEUHETELTF /T VYIA b7 A VA (FAAV) DM
HEnTwbpTd, EHENS.

b. PLB O8Il X % LB

LoHEHEIX, SERCA2a O#IfIKFTHSPLBE T 7L —
Yar3 AT, MXNIZ SERCA2a DFEREZ ) - S
&, BB E NS Z LS TE S, Koss 519 1%, PLB®
Iy 7T My ATORERRREAIERE < 7 AR B
THAHDIZx L, PLB@FEFEBI~ 7 X Tld SERCA2a 251
HTHHIZH0bo T OB HHEIh w2 L2k
w7z, 2oz ki, SERCA2a & PLB @35 ¥ A AN
AIIC BT AHEREICKRECE L TWE I 2RI LTH
D, DAZERICBWTORFHEL LTH PLB2YEE
ThbHILrzEKLZ bhibhid, PLBO7T »F &~
2% ERNEETEAT LI LT, EFOHICBNTH
DR OWEILRERE O M) 2 o5 2 & 2l L
. F 7, BIBS® e b PLB oA v B LZE R
(S16EPLN) Z %33 % rAAV il § 2 2 & T, OHiE
X7 AETIVIIBT BOBEREK TSN 2 TR R K
HiCh7zoTHROLNALZ EEHE L. T b 0FE
B, PLBO7 Y F Xy 2 &M L@ EFRESLA
EIHFRICBT BRI D DL D 2 5T LR LT
Wh, LA L%adss, BfED L 2% SIGEPLN ICB L Tl
v~ oA LR E R L 72 EBEEIE R < PLB 7
YTt Y ADBIATEA L FRRDBHER RS SN L 1
AHTH Y, EBFRREIFELNLLIATHS.

c. FRUY L ATy AASHREERE (NCX) D IE#ALIC

BRI 1 e

NCX IZBF 2 BB oG Rk, SERCA2a @EIFHLR
PIB7 ¥ F 2y RERLRY, RE-EORMBZHTVE
VORHIRTHAS. NCX P T VATV 2=y 7T AILE
WTIE, NCX #EIZFH Sz~ 20028 W T SR Ca?t
BB KR, MHNO Caz b5 ¥ Y x ¥ b OREDIHE
HLEDOBRETTHEDED 5N D L OPHTH L, b MOAS
DR % DZFDMOBYEFIVIZH W TIE NCX DBk
EEDICIURBREDIK T 2RO TWD., 2O L HITHKT
BRI, NCX A% Ca* & LiMiadniR o 7z o 1Ml st
B3 2 72012l < Bk & & DM DO F F U A A
v (Na*) I EECAE > T Nat 2 Mg HcHE L, Ca® &0
HTB LD JA £ 8% BE (reverse-mode NCX) Z ¢ 3 o %
OWREDBHEMES P ERTH L EEZSNTWAS. Lot
T, B2 OHHIIC T LRI O Nat DS s 2 &
DI S LTV B AL Tl reverse-mode NCX 25X )
HEIZBWTWAEEZONL, 2O LiX, v M5
NI BT B NCX R (KB-R7943, SEA0400) A%KE Il
TR EEZRTEOHEOIZHL, blbhdfro &
FEOAN A O S DM LT, NCX 3k
BAET 5 D IGHREIEZ TR SR RL L WL TH
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% (non-published data). F7z, bhvbhizs v MO
fa % H L7z in vitro FZERIZBWT, OAEBEEICED S
N5 BIEEHIEIT 5 KIS EDOTIZE B 2B K-GEHA
VIFMEERERAETHIETNCX BHE5LTWwAE S
EERFF LY, 2o X9 % NCX oMt zo, 4H
¥ TNCX xR E L2 O TREICE T 2 3513
RO LN TV,

d. ERIRF/KLR SR 2250 Caz O 2 FHi§ 5 2 &

2 & B BRBE NI 1E

PG B Tid, OHMREICAETE S 5 L- B L
TAF X VANBLO CaADVHEE R, LS
@ Ca? % SR ® Ryanodine Z 71K (RyR) % 3@ L CTHIIEPNIC
Bt &5 (Ca+induced Ca? release; CICR) & & /Uil
N DA U A, EAEZ O RyR OREEIZ L 5T, L
WIZBIF 5 SR 5D Ca DA K L, SRND Cazliy
IR Z BT AR, DGR O B BTWw S L
OHERENDL L) o TERR, L2A>T, ZOH
K & 72 5 T 5 FKBP126(calstabin 2)% % ifn 78 A L
BETHZ LT, SREASD Ca Dz FRiL, ik
MESELZENTES. 4H, 7€y MOmHME M
L 7z in vitro EE& T3 20% ® FKBP12.6 ® E5.12 X - TSR
260 Ca® O &K 50% A 3¢5 2 LV HER SN T
WapH, LS, b oM A L7z in vitro FEER,
in vivo BiI EBROE RV I-NBETATH 5.

I DAL T 3 MER2/ARE

S HDOLAEITH 5 2 MG HE (cell therapy, cellular
cardiomyoplasty) i, FERMEEOHIEN & G R 2 905
DOH BN, TOILKDOBEEILOHBIE TIRbNIOH
M % 8 72 e DGtsaE 2 D o 2RI X o T &R, O
WREZET 2D TH 72, TOWMBDOHER? £ LT
1, OFAFT 50 % A5 2R HEAT 52 &
TOAINE 2 HTE S %, QRERALRL N O MR M 2
R iE S5, @IUHEEZ b, T3 okl
DB HIKANE 2 IR 2 5, BEZ6NTH
D, HETHRALMENBDONTVD, LEALED
5, BAERRFMIC S B b HEMN MRS LT
ZIFANSLNT VL DX, JEROBEEITI - =@M e Al
HBBETHDHEVR B,

GHET, ZOBMMIBIZHE L TR~ OMlddHid S
NTWDH, ML OIPUHGHERE 2> © HHE AT <o S04 7 i e
IZARE XN BTG RE 2 A L %2 Wil i2 non-contracting
cells] & [UHit&RE # A3 5 HIHE contracting cells] 12 KB
HIEMNTED. F72, $EH D contracting cell IZBEIZIX
MEBERE 2 A9 AR - IRIE O, i As AR
% &N 5 "naturally contractile cells; NCC” & fiifliig~o 45
L2531 L 5 "potentially contractile cells; PCC™ & 1245
AT ENRTESY. BHEL ITHEH SN A RISV
(embryonic stem cell; ES cell) % & ##l 2 (bone marrow

stem cell; BMSC), UMigi#ilig (resident cardiac stem cell;
RCSO)Z, ZOBFEIIHEINLMBBIMIGETDH 5.

Z 2T, BRICEURIDA ST 5 B 5 2T A,
BMSC 12 & 5 \Wb W 5 cardiac stem cell therapy 8 £ Ok
WEH ENTWw5b RCSC & H NI L CTIE# T 5.

1. B1%EFF M2 4E skeletal myoblast transplantation;

SMT

OB B R RRER I, MIEIE - B A O
R LB ERD SRS 2P Th s ORI,
WAL, LY ED Y oL B E oM
N BT ST o 72 ORI E B L2 b O ThH -
72053, BRI AR Ui mBny e, L2 MRk o
FEfR, eSO MEO 2O REE L Hk S hz. Zhic
L, FHRGFMIIEEZERAD S ORI THETH D,
W BEZ AR AERD, Sl 2 HIE €5 2 &A
T&AZens, BHICFOMIE, BIRCHIEAL. L
ML S, UKD L K BHHZO LTI DR IZFR
Do, LIEL Y oL E oML GTEE D
TELRWIEDPHSENE L o720 Murry 527 11X, b
B A% SN LC N-cadherin Connexion-43 %5 o il i & &
L EREAHOBIZT ZEANT 5 2 & TRIEZOMNIERE
WMEEMET LRAAEIT o728, TN 51Fin vivo SMT #
WCABITHMET 5 Z &R S 7. 2001 SEICERR IS H
% 1 1% Wi L 72 Menesche 52 13, SMT # b BRI X
7o R A IR B - BAAHSWICL Y EZ Y MO
DAL 53 L TB Y 7T 7 b -1 LRSI AR
MICHMES NIz, ZOL) BRERIC 22D ST, XS
BoshER, ARG (G ITH) o, OB LY
FERIEIROYHEEZRLTBY, TOAA=ALIZHLTYH
EREPHEATVD, SHETICHE IR TV L ZOHF L
LTk, @ SMC BAliFEE T o LERESGERNF & Rk,
BRI X 2 EREDHIEAR () ETY) ¥ 7T 5
TEERIA), @F W FEMIL 2 5 @ (hepatocyte growth
factor/scatter factor; HGF) ¢ & /¥ - Il 45 #r 42 /R F D 45
WBHENEANZANEEZEZLNT WD, LELEYFD,
B 11 A O3 —BETORBBIEIIB VT, BALE
BT OYGILIR D FEBAT 63% DIEFNC THIE XN TV D
Z R, KW TORBBIGHIRD S, BGHKGOEE
R b REtk & LTS Tw b,

SMT &, ¥ CIHRHRBREEIM 2R TL, TOR4e
PEEWRECEHLTE -EOEREEEATYSE LW
B8 G T OKBRES X O R TR T IS TERINE
n, I 871x10° cell (50% Lh_E D ¥ 3L 70% 2L o
IEERI) £ C2~3 BB TR S, ARALIC S 5
T T 2 LIS TNz, 11 H oGBS
WT, AR E (EF) I3ANET 24% 20 5 32%12, FEIARAEIR
WA NYHA 27 X0 1612 E LTS, L LED
5, ZOWHEBRIZBWT 9 BN OEMMIR (VT 054 % 7R
¥, 4510 sustained VT (21d AICD OHEGARDLETH -
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722 b, ZLOBRENEREL TW/2 SMT IZBIT A4
BIROFAEZFHTHZ b holz. T2, ZOBROE
I mElEE (18~58 1 1) 12 & o T BkREIX EF 28% & ik
WHERFCE TV R 00, 37HIF 3FNOALIT X 5 ABE
JngE (A 2 B resynchronisation therapy), 5 BIZ#H727%
AICD WiARDLIE L 72 57230, SMT D FEBEBRIEZD
BETAHICRAT L7225, BEZEOREL 7T > —Rafli
HU7Zza > ba—)ViEe oRIZHBENRDOEDIED Sz
WZ ERPLBUE, FIEE3hTwa.

2. Resident cardiac stem cell; RCSC /i gt #Hpa

WAE, EBMAATZE B R L K EHT L DI T, OlE
TR 00 U BT BRI (resident cardiac stem cell) (B3 %
WESHA IR TWE., b ofifdide b EHDZH
TEWICBWTHE SN TEY, ToMBICHT s~ —
H—bEKTH D, BAETTIZ, ZOMBEHYT 720
DO~ —H—& L Tldckit, Sca-l, isl-l W BH R T
L, INBICE-o THH SN AMMEIE, BIREZ LI
& DNRBTERHOL L2 T, Blo~—h —THE S
N7 AR I A5 72 v, 2003 4E Beltrami & 13 c-kit %
Ay Mz lAkT v Mool Z LickL, &
NS OMIEAERD H AR, SRz bTca s
multipotency B & OB #E 2 HF I L e MEF L7230, 20
ckit+ Mifix 7 v b OLHFEEE T V~OMILBAEIZ X -
T, DBEEVEOMNE COw R, A R, ST
B2 bd 2 Z E DRI T VB,

Sca-1+ M3 1Z Schneider 512 & o THE X 17z RCSC T
HY, OHEIM, FHERREE BV CREEIMICED b
A0, T L0 MENDMED72DIiZ AT N Y v
ERELZEOHEDRN LRI NTWAE?, Z D4, Martin
53 Pfister 532 & - T Sca-1+ B &£ Olow c-kit+ DM
“side population cells”" A%< 7 Z DAL, LEFE A RAE %
WLUCHAET S I e INL. &L L RCSC D3k
1%, the homeobox gene isl-1+ ML TH 5. Z ? islet-
1+ Ml OEOFSELE L TR, 05, AO0ED
EHICHGLTWwEHDTHY, 7 ZADOHARLITEBIT
5 islet-1+ MifE & Nkx2.5, GATA4 &\ 7208 DB A
T %D 5B, Sca-l, CD31, ckitZFFBDHHR NI, T2
(2R R72 RCSC O X_TUE, ckit+ Ml & AR T BEA L
ELTCORNEAL, LHMIE~NDOSEPHER ST
B, L722SoT, HEDEZATEEHAELEVwEEZ N
TWblRiciE, 2% e b 4 FEO O b fE 72wk
ML TWAZ &I D, IRSOHEIL, HERD
DGHEZEDN S DRBERIARTH BHEIGEEFIETH L HE
AbNb. LELEMES, sl La~o L)
WD TENZDIZ, LmOMBzTESRz T &k 3O
WIS TERWET T, §CICH BB O AL HERL S
NTVLRHRHIZBNTIHEROBEIARTHL I &
2HTIE, PELRVWEDLEZON, §HOS L% A0
RHENFINDLEIATH .

3. B&BE#MAE (bone marrow stem cell; BMSC)

A & T ERERR o TR A IR L, 4 H oM
BAEHRICBWTORBFEH SN TV LML VR 5. ES
M E RO M % b D729, adult stem cell & b I
i, DM S R R MRt 5 2 LSRR
TWa. LPLads, %BZo)kilE, mbkiEic
WY AHERMNIIVEE SN TEST, ZOLMICELTY
“marrow progenitor cell”, “marrow stromal cell”, “mar-
row mononuclear cell”, “mesenchymal stem cell”%:% ¥
Thb. ESHINE L M2 > 2 ofiiaix, BEr
SR (ARG HE) 2SR TH 5 2 & 6 B 2
Mg %z 5 Twb. BMSC OBHEOMERK,
TEAORRICE L TOEHRIE, 2B IShTWwE
WS, Ak - B OHEET T VICBITSIEE AL O
FERRAE AL, BRI ORI 1 % FR0 Tw 53739,

BMSC % FIH L 7-Hila R G #E 1%, € OffiEM: 2 5 %
BEN 2 BT — & DR Z 1772 31 R 0 FRIR IS 3B 46
2N, BAEFTRELOMEVLEINTVEOD, Zhs
WRRIGESE T O HE, Zo%eth e mETow ikt
T AEHECTH Y, B LCoraett, Rz
EOFMAESHNT VD, D% L TREROYE, LM
AN O MR E D RO HN TV B DI, SMT &
#7210 sustained VT % & 72 LEMEARTENR O S8 L5 2
ik, EHIET . LaLass, Ihbn% il
T V=R REEBNT L o0 a va—- ViR D 2
T, WWEEEIDEI ORI TH o 7. T ITH
L, EEBREOEIEEMBT, 79 —KR2HNT 5
7oy bu—)VHEE D o 72 % iRk R BB (BOOST
trial) OFEREPHE I N2 W, I X B &, BMSC Bl
EHEOEFIZ3 Y ba—V#(07%08E) L, 67%
DEBEONEZBDA, 18 W HKIZIEaT Yy v a— Vi
EOMICHEEAZRO R oz, LizhoT, FOEMC
DR EFENRICE LTI Ta L vz ewniERE o 7.
Jackson 5% 13, HH#is HEREL Mg, GOz
L LA B A 0022 ETH D, HLMITOHEETE
bNIEHEEZBET 20ICEAR 5 THE EMmEL T
A, ZTORT, BMSC H k0.0l i T o 8% g Il 15 % 1]
45720121, ToMBREZRZ S 2 &% iz
WE L, WA A2 OBREILEE WL, FD7
O, BIERETIE BMSC ORHIZ X 2 IGH R0 4R1E, Mk
5 O ML Fr Az 155 0 43w (paracrine effect) Bl % J/ATHER
MOMEHEREEED AR TH L LEEZDLDONEZYBTH 5.
L Lads, ZoxREBAHMIE, RCSC 0L~
OGALIRAE, LY ¥ vt oo E I~ o FE
A, BRI, B BRI N O BB 00 RPN A S & e
WEEETIH Y, TORIVPLELZDITVI ETH R
W, ko Z s, 50 BMSC iR Tl MmIES
BEMWE, 3V e— V(T 9 v —RRR) 2 &AL
BRI X BRSSO TH Y, HREIICEMZETITH
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BMSC #lg R Al G & £ ot ix, ARG ICHE L
TOFRST2HEHZ NAIZHZ BN DY, HhIZHEERE
ThoHI e Tl L TB&w.

IV. R#3k(Z$ F B biological therapy DEZL

FLAE O 43T E 0 T U AT 5 ARk o SRR I,
biological therapy & 9 & Fr LW G Fk a2 A AL
DOH 5. AT - MILHHEOM ST 1990 FRICIHE -
B EBRO RS DR, BEMARAEOALZ LT, —HKO
N2 2 2MICZEL, BREHA~NEEL TS, 40 F
TORK, HWEREROKSRIE, SSTHILZL D ISL
NGBS 12 3 W T biological therapy ASE#E ({5 9 12
LOELWRENEEZ TORBTL2EDE N D, TOMHT,
DD OAEEH BT 2 HFROKHIT I > T
52 EEMEV RV, LALERS, 5H I OFEFICHM
L 725 R (EF B 2 5ok § % 2 & 45 R OBRERO IE
Wk 2 AR T 72012, T EERREEE LT
LT 57202 bWETH A, BfE, 4L OEFMECE
WCERRGBROME X, HBHIICBIT 22004 K74 ¥
DEEDFHOT O, BIRGREITS F— 24, 4%z
B ALEET & B IEBEIFSE T — 2, PR TR ERS 3 % S-Al
FTAMV.L72F — 2ENLBEIIRoTWAE. TOMHT,
biological therapy (28} % S HARFEOHEEEL ) — ¥ —
VY TDVEELZDIIN)FTHL RN L THS.

X #m
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