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ZFC®IC

ESELS SRR I M) N EOFFREITH D,
AFB12 B 1 5 non-Hodgkin’s lymphoma (NHL)
DK 30~40%, EiHEY oREOF TR
60~70% %O T3, T ~ITHIH 80~90% % 5
, 1K E M F B (indolent  NHL : follicular
lymphoma % MALT lymphoma 7z ¥) T3 it
PR B IS TH 508, ROBAFICAOGNS
7 Vv ¥ A v g O diffuse large B-cell
lymphoma &M NK/T #ifg V) > /S ixh~E
BHERCHESh, FHTH- THEFIHAML
FRE L OHRERE O MG ROER L5 5.
SEIGFRLFEEICB T 52 A 7 04 FEIZLED
DEBHETHY, ZOHEHEHRIIAT oA L
7T =N LT RN ADOFHIZLE, K
FCix, BESEESEMY > SEOKEG L a5 i
ZRANCHFH L 2RI, SHIGFRILERECE D
HAT A NEDENFIZOWT, ZDIERER,

HEHLOERRZR 2N,

JESEEREME ) o/ \FEDERKE & B S

SHSEESEM ) oI BRI IR I NS
ZENEL, [~II#HBVTNID 80~90% % D
5. LpLahs, FEIOMC K> THKE M
BEDOH ST, TEROIEIERS.

HERG 234 BV %[RRI AANC 3T 5 &, TV
74 TVERIERFEDS 125 B (53%) LR b % <, R
SEIRFEDY 41 B (18%), SHER Y >/ HiFE 38 B
(16%), & o CHEREIRIEEFE 14 §1(6%), BIlSMER
Fens 8 B(3%), HIRBRIEFE 3BI(1%) & e < (&
. IV A ZVERRES &Y > #iRFE,
WIS FEAEF#R 1T 50~60 KR — 27235 D,
M T 72 v AR 1 B #REHY A 80~90% %
i, H Ty diffuse large B-cell type 23€&D
60% 1D, mbE\, BIERRERFE TIIRIEER
DHRRAEDS 66 K & LLEHT Sl & 1226 <, MR IX
diffuse large B-cell type TH 2. —F, SBREE
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* 1. EEHEN) v EORK G & R

ER<mEg = DPZ2 I A BUBmAE IR FARAR
BE EOK % EAE % EAIHK % EAHK % EHE % EFE %
i (P RfE) 62 % 56 % 53 5% 66 5% 52 5% 56 %
Eegia 98 53 41 12 32 17 42 2 25 11 79 3 100
B 136 77 59 26 68 24 59 6 75 3 21 0
FRERSHA
J 78 27 22 9 26 28 72 5 83 8 57 1 33
I 98 68 56 15 43 9 23 1 17 3 21 2 67
I 22 12 10 8 23 0 0 0 0 2 14 0
v 20 14 12 3 9 2 5 0 0 1 7 0
£ 5FER
Tl 157 92 78 . 23 70 19 48 6 100 14 100 3 100
%) 57 2 227 10 30 21 53 0 0 0 0 0 0
RIEHERER (WHO £58) ,
B-cell 165 107 89 29 78 4 10 8 100 14 100 3 100
diffuse large-B 115 76 63 21 57 3 7 8 100 6 43 1 33
follicular 11 4 3 4 11 0 0 0 0 3 21 0 0
lymphoplasmacytic 8 7 6 0 0 0 0 0 0 1 7 0 0
MALT 8 2 2 0 0 0 0 0 0 4 29 2 67
small lymphocytic 17 . 14 12 2 5 1 2 0 0 0 0 0 0
T-cell 24 13 11 8 22 3 7 0 0 0 0 0 0
anaplastic large 7 5 4 2 5 0 0 0 0 0 0 0 0
peripheral T 15 7 6 5 14 3 7 0 0 0 -0 0 0
NK/T-cell 34 0 0 0 0 34 83 0 0 0 0 0 0

FETIE 80% AL EM NK/T g » S ETH
5. ZTOFRIEIWCEB VA VANELEL, BERE, H
BEHMOY o RBEE R ZEHEET Y, E
BhRB & CHRBRERD U >/ S E IR 7 D1
FEAEREE (mucosa-associated lymphoid tissue :
MALT) YV Y REBNZWZ L THD. KV VNE
Ry 2 =7 VAR EARCEHE L3RR T S
ZEDBEL, Lo TaHicHn,
FRERSI LI L 23, V54 T VEkRE
FELOHEYY CANHERER TR EEERD
50~60% TH o7z, —7F, MEIARFEFE FRIRE
FHTIXSFEFFEIO~100% & FHREBIFTH 3
DXL, BIEFRFETII 5 EEEFERB40% LTk
TRThHotz.
SRERARRME ) /NI HIEEEEL O A
B B OBRMESEEICE>T, @
G THERMOREE & 508, (bFEEEICHE

P %2 R 3 & & M B # (indolent NHL : fol-
licular lymphoma < MALT lymphoma 7z &),
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Q@ B CITABMOEFYRITH %23, b
TR L 1§ 5 BB R (aggressive  NHL :

diffuse large B-cell lymphoma, peripheral T-
cell lymphoma 2 &), B3I U@ EGETCIIAH
MLOEFHMTH 22, (LEBEETHALESE
E M B & (highly aggressive NHL : Burkitt
lymphoma, adult T-cell lymphoma, lymphob-
lastic lymphoma) @ 3 #ICHHEE NS, ZhoD
26, BB, BHHTH-> THLEHFIH
FRUEFEFREDHEIG L 5. Lich-> T, HEEHRE
WY NED 80% LA i3 % FIGE LR 5 D
IGTH 5.

TNVET A4 TIVERIZE W [~ 8 O diffuse
large B-cell lymphoma (=B L Tt CHOP #&5:
(& 2)3 2 — X +BUEHR 40 Gy DSERES { DR
TIThbh TV REEETH 5. EESVIHBRT
71BN DWW TRRET U725 R, Ann Arbor fEHESME
DAHZOTEBEORELI b FRERTFTHLILE
HwE L7, bEEEe L TREIHR LYV T
» % MACOP-B ##EYDE H: TH 5 MTCOP-P
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R 2. REMFEEEOLV I XAV

CHOP (21 days/course)

= Al w5 B add
s L 5= )L—
= 1 2 3 4 5 - 21
cyclophosphamide | 750 mg/m? 120mind.i.v. | {
doxorubicin 50 mg/m? 30mind.i.v. ||
vincristine 1.4 mg/m? i, v. !
prednisolone 100 mg/body p. O. A
21 B2 ICO—RAMITT 5.
MTCOP-P (28 days/course) ¥
®5H8
= Al ’E58 =t
1 8 15 22 28
THP-adriamycin 45 mg/m? 30mind. i v ! l
cyclophosphamide | 325 mg/m? 180mind.i.v | | 1)
vincristine 1.2 mg/m? 30min d. i. v 1) \
methotrexate 360 mg/m? i. v, d. i v* !
peplomycin 10 mg/m? 24hs. c. i
prednisolone 60 mg/body 3 days | p. o. )
40 mg/body 2 days | p. o. Vol
20 mg/body 2 days | p. o. N
*methotrexate (3 100 mg/m?% 30 A Ti. v 260 mg/m*% 6 BT d. i. vT 5,
methotrexate FA%E 24 BFRIE L V), 6 Bfffl Z & I leucoborin 25 mg = 6 @ i. v 5.
DeVIC (21 days/course) 12
®5H
= Al k58 L=k
1 2 3 4 5 6 - 21
carboplatin 300 mg/m? 60min d. i. v )
etoposide 100 mg/m? 120mind.i.v | I |
ifosfamide 1500 mg/m? 120mind.i.v |4 § |
dexamethasone 40 mg/body 30mind.i. v Vol
G-CSF 2 ug/kg s. C. Vol
BA6 I—XMEITL, VP-16 ARRZ L& LI HERBEEABITT 5.
&R 3. MPVIC-P B BISEBIAREN I + M A B8 B 5] R OF F A s
1 2 3 4 5 6 7 8 9 10 11 12 13 14
BEMR(L.8/fr x30) | 1.8/frx15 | [ 18/frx15s |
MPVIC-P
VP-16 100 mg/m? | ! ! ! i) l
IFM 1500 mg/ } 1 d dos, l !
CBDCA 100 mg/ i ! i) 1 1) {
MTX 260 mg/ i l ¥
PEP 7mg/ I ! \
PDN 75mg N R R A A A A A A A A A AN A N R A A A

BE(R2)VEFRAL, [ ~[IHOh~EEMER
XL THSHRREDOH AR EER L LT 39,

MTCOP-P # # 13 doxorubicin & bleomycin %
pirarubicin (THP-adriamycin) & peplomycin iZ
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Cytokines/
Survival genes

Gi s

Y
Cytokines/
Survival genes

Nucleus

1. A7u4 FEOEMWY »EICd 29 FIEREF
glucocorticoid receptor (GR) iZ glucocorticoid (GC) 2% & 3 % & active GR £ %20, BAN~EITL, AP-
1% NFxB IZHE L, HREsEhE 2 #E L T\ 2 R cytokine % survival gene OFH EHIHIL, 7213 c-
myc DFEBEZMHIL 7 K b= A 2FEHET 5 (A). BERNIEIT L7z active GR I3ERE R F DG FHEiHEIK
12 % FE DY EACY GC response element (GRE) IZ#5& L, 85 KF & L T{EA L, proapoptotic protein
OFBEEZBELTCT RNV A2FET 2 (B) Gt 14 L Y 51H)

410Gy %, T H(T3A )8 X FITHALL kI
MTCOP-P % 2 2 — R tif7#, MEHREDE 40 Gy
%, TDOHMTCOP-P% %51 a—2f7oTw»
2. ZOWEEFHEHCETE UIFER, 1999 FELIFTD
SELEFEER 2% 5 1999 FELUREIX 83% & FH D
WEH A SN

S NK/T Mgy > S i, % 0AREEN NK
MHRE & 721x T HIRZAZIH D EB 7 A v ABEE ) ~
REEMTHY, BRI b B 258 ErET
3. BORDIEEICEL T, {b2Ephsk o i
ExEMLI2HED 5 FEFERIT 0%, HEHE
FEEMTIZ 40%YTH 2 DI L, s
B LR 2 EME L 7255813 80% LA 19 & 94
ENTWVS, L7eoT, BEFEHE L THEHT

B2 SelTH % 72 I3 R AL BB 21T O O 3%
RBEFHEzZoND. 72, BUHGEE L L TEE
5131950 Gy PA_b o BESHRE LY R Pl i 8T
Db ERME L. ALFEEEL Y A E LTI
wlT, TGRSR & FIRF D DeVIC ik (3% 2) 18R
FTholt tmESINTWBEY, DeVIC EEIZH
FORRIGHNTH T 2N _R—VEEE L TEL
SN BIEEPT, etoposide % & & % Ktk
BESEA 2 FIRE T2 2 L 235,

EH SO BT 55 NK/T Mgy >3
[ED 5 FEFFIL 2000 F F TOMEFTA0%T
Ho721Y LinL, 2000 FLARE I3 SR 2 56 Gy
& [FIREic MTCOP-P #: % 2~3 2 — A fif7 L,
BAE A L L 729, & 512 2003 £ & 13 HI5EE)
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Ak & 0 BUEA % BiE L [EIRIC R 21T O
EEmITLTWS, v XL TMPVIC-P &
®BE3)EFAL w3, $ibb MTCOP-P #
#: 0 pirarubicin, cyclophosphamide, vincristine
BuFh bR VB ERCHEERL TWw 3 %5
fittE (MDR) B FIZ X L CiiEE2HE T 5729,
MDR FE B 4 3£ %] T b % ifosfamide (IFM),
carboplatin(CBDCA), methotrexate (MTX),
peplomycin(PEP) % #: F L 7z. etoposide (VP-
16)13AR Y Y NEICHRIET 5 ) o EREEMRE
RIERE(LAHS) kL TERER RT £ b
NTWw3, FE5HEIZ weekly IZ2F|ELTWw3,
WEZTLAPREIT L2, WIFhbR2ERER
DREBIZREFTH .

2704 FEOEM) N\EBIZHT S
DFERBF

A7 a4 FEOEMY v I 5 HUERL
RIEBHECT R A 2FHTEHI LK
o THREENZEHEZLNTVREY, Lpli
Ko, ZOEFIEL T +oiEInTwiEn
DWBFRTH 3. 1BEEFEZONTVWERAT
A4 FEICLBZ7 RNV AFHOBFERT.
MR E N ICELD A F H 72 glucocorticoid (GC) 1
HSP 90 %z £ £ & & L THEAE T 5 glucocorticoid
receptor (GR) IZ#5& L active GR & %D, N~
BITT 5. ZOROBFIIMIEHEE#RT 2%
& cytokine % survival gene D FIR X & L 7
K=Y ABFHINIHEA)ET R =V R
PEEZE T 2EGTORBICLZIHBEAB D2
DT oNnG,. HIFERZLLTD 3 DDREIE Z
RT3, O GC O#if L7z active GR 235l
ZF Jun B & U Fos D_B&ETdh 3 5 HIHK
FAP-1 icfEEL, ZOERA2M%IT%. @p50
BLUp65 D_RIETH 2 EEHIHKEF NFxB
AL, TOEMAZIHT 5. Q@ SEEERT
S URBEETF c-myc ORB2IHI T2, BE
&L TRERNIZEITL /2 active GR »SEH)E S
FOEREREMHEBIC D 3 5 EDHEERT GC

response element (GRE) iZfE& L, BERTFE L
TYEF L, proapoptotic protein DFIHEZFEL T
TRMN—YRARFEET 2. HREANDGR iZp53
KHEEL, FO7 RN — AFHELIEH T 5.
7R b —¥ R %FHEHET % proapoptotic protein i
B3 25BN THR Y,

GRIEAT7uA FERNVEVZERFEZX—I)N—T7 7
TV —WEL, MlEE BT GC 28 C Kimfln
DAY R R VICHERT 5 EE 3. GC
DIEA X GC D#EE L 7z active GRIZ & > TH
#wansizw, UV UNEMBEOXT oAl FERME
X GR DERERIC LV EEL2Z TS, /NEBY
»ERIF I B W THIMFMREO GR $U3BH
Fi& EHHEIL, 8,000/#FL LI FRBIFOE
BERDEREINT VB i, A7 04 N
HIIGROFEBHRAEE, HICGRERFOERK
Lo TELY, X7 uA FitEE MBI B
TGRELGFOEEIHEINTWE X5
2, A7 a4 FEFAEOMICIERE O GR EEF
RRIEIE, A70A4 Ny 2 RBZM % EE S
Tl H 520,

EM) NEREICEITS
2704 FEDEIVER & 3F5%

A7uAf FEE ZOBERE»SBEY v E
KT 2L AEDEFIFFRBEREICAVON S
2, b2 EFDPRER, BERIZLOVY
AVEEoTRRD. B, £ OARECH
WwWHohnTwab X T a4 K HKitprednisolone
(PSLYOD AR T & %. % 7z, dexamethasone
(DEX) w2 tdb b3,

BHY NECBI AR T oA NEOFHEHIZIX
8% OBWERMBHIRT 2. Licdi> TZDEIE
AR E L TOXFREVEETH S, RLEL
EEZOD, hofiEBERIC L 2 BREME & D
RERCL > TELSHMRBRRETHS. A7 0
A4 FEOPIREER I £ > TRERIGIZIEE ML
L, RBIINPTV, YXA7DERACEH, F
TV DORATOIRESLETH 5. FHICEHSESER
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TREGHEEE AT 2580350, OFEAND
HAEEHIEETHS IEREOIW (7 7 ¥
Vo)RekRO%E5 ({4 vV V=), STEHIONZ
F)D¥ERIT>TWS. LrL, @FOY4ER %=
FHCRES T 2 2 L ZFERIMTb 2w, Hib
HEE T H. 2B BT EREE 2
AT 2. MK T L Tk @ A pEE
PREIEL, EEISHIIMFERTESA a2
YO®BEEFERT S5, MFERTERLA VY a) >
RREINEFTIE 7Y K=V o »OFEDE
WARMPERIENHE T 2 LB H LD THEELZE
5.

PSLIZDEX k2 EDfid&RGC LR D,
mineralocorticoid E A 28 cortisol @ #7 0.8 f& T
BET L. Lo TPSLELEICL- T, FICH
g CIRBEDIEINC X 2 ME, FiE K
V7 AIME, X S5IKLAEBRIET 2550H5
DOTEEZET L. iz, BEHERCEARELH
TRH2PHBET LI LD 5.
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