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1. [ZLHIZ

Pefibfdaiic, HFUCERREELREZ LYY
N~ I (thalidomide) 23, 2008410 H 16 H (25
FE S TEEARME O 2 F M HEfE (multiple myeloma)
K (B4 VL R 71100, EEATRIEK)
LT, BREHOMEL FIFICRIERTET 5 2
EMENTEKR SN, Y P~ A FiE, 1957
AEITIRTE CHENRSEFRFE & L CIRZEDS B AR S,
KEZ RS HEA~RFTE SN, BARTIEH,
R~A 8 FEd4 A Y 20 KEARRER) 23384
(AR IRIE L PATRT O $EHE % L CTIA <l S vz,
LovL, B <A REERIICIRA L7254,
VAL B ORE R EOEE DR EEC, I
RO CEFIXEITZEAHHAL, AP EE
WS, TOETIE, FEHROMRTE & A E R,
H U R~A FIEFITRS LZ£1,0004 (5 HEE
BEF3094:) 126 KO, SR K& 2R &
ol

1965 I N B UVIRIZAI TH D L OWE
EExonFic, U F~A4 RBFOEE i,
1998 4F1Z1%., KEFDA MW/ T RITHE O FEH
PALBEOMENS & LTH U R~ A ROMEHEZEZ L
oo TOFEIZIX, BV K~A RBLRMEEHE
2kt L THEMEE R ERRESIN, EREE
BEEDOVEIREFE L L THDE AR O D Ko ICk o7z
(Larkin 1999, Singhal et al 1999)

INETOHEZOMEIZEY, Y K~A K
IRRIE R Tl 2 Dk & RIS S AL, HER IS
R ERTZEDNH ST > TWBER, ZDIE
ABFICOWTIEEEMH I TRV EL S
W, EREHE L TR, mEHE, A S I A
VL, THIOMGE, KR T, &25WITHE

KFIZBE5 L, SafEdifitE il 72 & o Em 7 ER
WLV RIATDHEEZ LN TS (D'Amato et al
1994, Raje and Anderson 2002, 1% 2004, Sebens
et al 2008),
WEICEBREELZ L L, EFRMLE LTS
SZOWMNBHZESTY Y R~vA R, THEAR
B MaHEIcE LOBEOBERAIZLY, 5
WL L THARTHBY Lo, 22 CTlik, mgn
I S >0 & D 3B BN RT3 2 fo g Gl
#) (immunomodulatory drugs) & L CoOH U K~
A FOEM. BIOEEY LD 7= DL RE PR
HNZ DWW TR OFEEZ R L 720,

2. YR FOBAREIZBITHER

BITE, U K~ Rid, WS CEIME REE~
DENERTRD AL, KFile ST 4 [EHTHK
RENTWD, AATIX, 173,000 A— 154,000
ANDOZFYEFREIEORBE DN D EHEESINTWD,
03 E TIL 2005 4= IS H A 0 F RS T HE E
NTEY, 2L OEERZIZBWCEMOMEAE
b & THREFEHICE > TH Y R~A FOMEA
AT, FICEIMEEREERE T 28
S0 1 C& 7=, Ol A& 1% 2000 4EH ) 5
AL TE Y., 20024E(21%44 T EE, 20034F121%
53 EEMIA SN T\ D (EAEFEEERE LR
50, 2005 4F 0 14E [ o [ S8 AL 8 i A\ BT,
BRI D 5,428 1Rk LT, 2,178 & YU K
~A FBRREZThH-oT,

ZRMEERIEOIGFEEK L LT, U K~A1 KR
AR I N RATE, KGR Z RO TR L0 RTE
L CELBEMAENLDOELICLD E ZANK
TV, BEFGKONAAREERE O 1IEEST
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BEC L, VY R~A RTHET IS EZED
nTkbhi-moELZFx, 1Y R~vA1 Ko
ZAEVE MG L CoARR &, U R~
A ROHEE L ZMFERICETAIEHE I AT LAOR
WoER) ORI COEmEELZ L., — 5T, ¥
U R~A REROmALE v 2 —Th 2 MHIIEAN
MWL 2%, U R~ A FORLEIRTEHFERA
<o T, EERLOBAIEC X 585 O3
Bilb D7D DEEELFRT L TV 5,

3. BHRMUBHEDEK - REMR

23 BEIEIL, MO 1T, B AT
LOBEEREE M S | TREMa s (i BEE
HERE) L. MEHIPRICHGE L CEBERICERET S
DIZHET LB TH D, £z, FHEEMEIZE
WTIE, BRx e YR - BB T B DS EME G A
HoTND I ERHILTWS (Zhan et al 2006).
WE MRS Y A NV ABENITRAT D &, Bl
HCELND AMEKO—FTHHBY 38k (B
AIRE) (I IEAMRIC AR L, Bkx etk E o< Y
EYFERPHR K 2BV T VW5, Fhlox LT, R
WL Lo ML, @ &3R8 - T, [
RO, PIREBRTHDIHE Y n— g/ m
7y (MEH) 2EETSH, LnL, mfic
ZT-MEBIE, Y SR Z BT 58 & 237
<. WICIEF 250 7 a7 ) U ME T LT 5 i
PEAERT, &6, MERITBRIZIEET 572
ELZLOBRETMERIZE D BREENEIT S,
Z D=0, M FLEE 23 VB BEIE 0 72 7
EOOEDIZR>TWVD, I bRHEZRIER & L
T, BRE - BRAS 5, BOMEOHEITICX
0. BB ~O Ca™ i (BRI 23T L
T, BALY T AMEER 2L, WRETT & kT8
BNE, Fo, BT, B HIED A HEE L
T, MOMEMEOELZMZ 5 Z E0vb, il
Bk, AMmER, M/ MO ZRBD D,

AE L 60 5% LA | D mln 12 AE L, Mg o
10%% 5, KENZER T 2 2R MEEHIED B
BUFKIS TN E b, M. 1LTAE#EZ D
BEDEE LTS, ZOFRBITEITET. 58 -
THRIBEDHETH D, LnL, EfRLmEL, 4
FHIM S B EEMICH 223, ZoKBIzix, 4
o B OMHED A M, AL PN EET D,

4. ZREEHEICKHT LY K21 FOERKRF

BREEM IR, MR E MR D 7o I B BET
INERBEIZRWN T, B RESCR AN (R b v —~ i) |
~/m 7y — MENEME, BFEE, ks
ML R&E/exry NI—=27 2R LTS, Wb
WL A N A )& T | 24 L TR S
nNoHxy MU —27 BFEICER L, BBz o
AT - VEBE - BEAMPEIZF 5 LT 5 (Hideshima
et al 2007),

FREAME S B A b —~ M,
intercellular adhesion molecule (ICAM) -1°
vascular cell adhesion molecule (VCAM) -17¢
EOBERTEZN L THET 5, ZOMEICL-
T, BHEA b e —~<fiaN O nuclear factor-xB
(NF-xB) 2S{EMA LS, A A Do ik%E
bLebT, Thbb, EMEMEE A br—~
AR A fil L C. interleukin-6 (I1L-6) 72 & DA
NI A v EREAL, B BEEM RO A R L
T, TR M=V R D EF M 0t 2%
i+ 2% (Kawano et al 1995), F£7-, A hr—
~ MR, R e A R L i T AR A R
ET LR EPEAT D, £ O ME N B AEIE G FE R
- vascular endothelial growth factor (VEGF)
<> basic fibroblast growth factor (bFGF) I%, £3%&
MEHMEREOMEFTEB N TEERBX 21T
EFZE 2 B TW% (Dankbar et al 2000), & 512,
A~ a—<flifan b EEA i receptor activator
of NF-xB ligand (RANKL) & . B#lE/MIE 5
PEAE 41 % macrophage inflammatory protein-lo
(MIP-1a) 72 T L 0 B MR O T Rl s &AL &
N5,

L7eo T, BRENE LT ERO X S 72 EhE
PWUNBREED R > U — 27123 Dl i & B2
272> T %, B R~ A FOZHMERilE T
THEMAFE. VU F~A R2ESEEMR 2 B8
BEET L7215 Thed, A hr—~v/MICHIERL,
YA DA OREAIR], BE KT OFREILMH]
1 A8 BT AR O AN, A E R T Al D B T K D
HDLEZ LN TS (D'Amato et al 1994, Raje
and Anderson 2002, 5% 2004, Hashimoto 2008,
Paravar and Lee 2008), 723, ZiLE TOHE T,
PV F~A FOERIZIE, NF-xBDIEME(L DR
ERRKRELSEDoTND I ERHLNITR> T
% (Garg and Aggarwal 2002), £7-, VU K~
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N2 LB BEREIEHE LT, TF27 0%
7 — i (NKHIAR) & PE o858, cytotoxic Tl
OIEMEHETR, ThIMROFELER SR BTV D,

5. R/ FORE - BE. #IG. BER

WE, RANIZIEYY R~ FELTLIHLE
100 mg #HEFNIR D& G35, BHEOIKRIEIC
XV EEEET 523, 1H400 mg X e\
L2/ TS, ¥, WOKTIEL 1H 400 mg
M—RANEEH S5 08, BARTIHRIEH DO Z &
Hd D, 1H200 mg2EILLL T OB e i
HBLEZ LR TWD,

I - IR EE O L B MEIC S L,
U R~ A FHEAITITH30% (Glasmacher et al
2006), T XV A XV L O TIX. 40—60%
(Dimopoulos et al 2003) DZRHFEHNHE STV
Do T, RIBFEEHIEICS L TMP (A L7 7
T+ L R=vry) BEICHY R~vA FEjf
R L72%E12E. mOWERrifEs (28% vs 7%)
EEWEZNE (76% vs 48%) Z o L, 2417
CEBWTHAEBICEET D2 Z RO LT
% (Palumbo etal 2006), =5IiZ, VAD (7~
URF U+ REVAES L +TFXF ALY V) i
kL DEERIZBWNT, U RvA R7x4
A2 APEPRIEDS . ZFRIZE VT VADFRIE
EOLHED Z ENRH LN/ > TS (Cavo et al
2005),

HIEVEEBIERE ~DT Y R~ ROELHIC
FoT, BITERA%EL (Breitkreutz and Anderson
2008) 75 Z LM S, —ERMIC1I B E
73200 mg &z 5 LB h IS U CRITER O3
BBEENE L RDMEMICH D2 ERRBENT
Wb, U K~ A REHEBFITIE, EHBERIR M
FefiE CKE T OFIESAL 1T 5% Aiii) 2D BN D
B3, & <ATHUEA & OOFHRFIZZ OB A E BT
BEDZEBRHAE SN TS (Zangari et al 2002,
Palumbo et al 2007), WK TIEH U R~ A FOE
TEF & LCoBREmMEITmcd o2, BAETIE
U R~A ROBEMEGIZ L BEZRGRHH]
(U BRIV E) 2 R THEG b SN TRV IEE
DLEETH S (Hattori et al 2004) , KA Fp#EpEE
(R b EEG ClrEE R EE) . DI
P REORE (B2, KR bbb,

6. Y EIA FOREEIIAH

T U K~A ROFEEICHZ->T, EFEIT. F
BEfED BELHY Y M~ A RgER OfEukt v 2 —
THDHIMEEN TWLT2) bZEAEELTSML
(4 U R~ A REEOHFIR LD D22 E
BT DRt T HOZEEHRIZ OV THE
mArBENATE L, ZOoRF=IE. U RvA FAl
BERIEEL L, R C Z OBKS A S B A A
L7eARAN O E/ B ZHE L, AR OB~
REABIET 52 L2 HME LTND,

IHE CEMEOEANMA CEEIHEHIND
T ENEL, EREEE COM BB ORUKA K
DOHNTNWZ &b, [ZREEHMEICST 5
PV R~A FO@EEFEHATA FZ74 2] (HAE
RIMEHE) PMERSN TS, KHA RTA v
X, U R~A FICK23EL ELHYIKI 7
WE YU RvA ROMH & EHIZ OV TEEIC
T EbiIZ, YU F~A RELELTLA
FliCHEEICHEHESND 2 E2EME L, ERfHT
O IEf A O E L CHIE Sz, AR
O Y K~ FEFZ2EBTIE (TERMS) )12
BOWTHFELGEH SN, Y R~vA FofEHIC
Hizo T, FEFEEEE Lol bE (AR
MEFRHERR 2 ) L, WFEMOEKESE
HOHNTEY, FTT X TRANLFICREL T
%o ALFTERT~ORSE AL B O WA E A
DRSS~ DGR, B L OIS ERC L 5 B
B L OVERE BIRE A A/ — h T —) ~D
HE - B EEANED LR TV, Bhxt
R HBEZ. BHEE, BIOLMEEE (B
LT dett, FE A Ui 2ok, mfopnE 4 4§
L7t 8) Tho | HIRT 2O H 5
X, RAlE LTI LN Z &> T
Do B AR BT, B ERAHI DA IR
PEMTHELTND,

7. BHYIC

ZRVEEBIEICEB O CiE, #B3E O QOL (quality
of life) ZfiH, ZTOEFHMAIEE SES 2 &
WNIEREDO BIEIZ > T\ D, T OE, 2R
BEREIZ K LA MER IR S D 2 < O TIERIR
FIEDHRE SN TV D, 20064E1C1E, v T T
V= AHERIORNLT Y T (B4 A
R) 23F3E - MHAEMEZ R EMIE OISR L LT
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ENRETEARINL TS, —F, U F~A R
BRO LY R~ A Rk, @amEER» 2 <&
WA RMEZ R 2 & 5 2005 — 2007 4R ICBCK T
KIS, UL, miEOEMERIZIHE N T
BEFTEEPNRBEINTREY, YU R~ A R EHER
LV O EEERH SRS 5N TnD, UK
~A ROFBRBFIZ L > T, ERUEEHIEDOIRET
BeAROE O 2 . BEOEFHIE OERE D I &
NBH0B, BHERIZOWTIZH R EENSLE L -
bihd,
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