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Prognostic factors of diffuse large B cell lymphoma: an update
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[ ZE] xiEMK B MK EIEC diffuse large B cell lymphema, DLBCL )ZEFE 2527 i PR B0 K IR T I v AR 3 M S
P, B8 DLBCL 9 1015 52 M R 224 A F 52t MR IR YT o ARIE S A5 41, DLBCL 43> GCB 41 #19E GCB 41, GCB 41834
A B B0 FAE GCB 41, HAr 20 A M 2 0 T FE BRGNS S e R AU bel-2 . bel-6 X F AR 41 A9 1 52 i AN [a), 7] 2
BT N AR T A A R A OC S e R BN F UG AR R EZ0R . e i s R 1T LUYE R 100 00 1+, 40 FOXPL B4
ML FPRPEL (LMO2 SR B E BA B m AR5, Ml PI3K/AKT 3 % ] ff bk 958 4 M & A= 98 7=, B p-AKT Bk
I B PR o A D T S G 1 CXPL RFR IR BUS 3847 W 7E GXP1 IR IA4 ', ABC 34321k MDRI1 {RFiL4H
TS A T Rk . RO EB R BRI YL B RERE 0 — B0 g /N iR i T B[R] B A% B T REVE N S
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[ RgiR ] oRiBMK B QB EDR 401 TS s S [ 2%
[ FE42%S ] R733.4 [ XkFRBRRD ] A

yRigME R B Ak R ( diffuse large B cell lym-
phoma, DLBCL EIRET S E R R W28, 7
T FRG KRR AR I S vk o (LU A K
HFHERIA AT 7 58, AR B 1 SR TR A K 22
fige , 1T R0 AR Y7 I AR T 20 B R AR A A0 23
B PR, BTaR R o) R REAZ 4 T ARIA T
BRI T TR EREHE,

[ PR35 $6 $%( international prognostic index, IPI)
Jed i A 8 BUS S8 ARk 0 4550
AR L5 FLIR I ZUBE( lactate dehydrogenase, LDH )L
PNGERCISBE LRV i) A e €t )7 2 O N A R el N
AWprr el R N R 2E 5 . ARSCERIR T I AR R R B
A L T P9, G R e S I S R
S BRI L A SRR RANAE X s MR
HAEEE L

1 SFRERENTFHRERNZE

11 RIEIRAA A

FHECAME A% W5 % 1R ¥ 37 2 AR T LUK DLBCL
53 R TG 56 4 [R] B 20, AR 4l R PR R R B =2
TA R B AHMIFNE AL B A A 5355 53 S HE Kl B
2 AR germinal center B cell like, GCB ). %1k B 40
FEC activated B cell like, ABC ), B 3 B3 K 3 ik
Ao Hr GCB 4158 ABC TS #F. 3 AUKE I R kA
XALEA R ABC AL B2 M TR o Ha i, I R
FE % DLBCL 43 GCB 41AIEE GCB 41,

WF5E R B, FT LA B9 20 84k 2 7 1 1) Al 20
F| 4 AR( tissue microarray, TMA )¥$ DLBCL H CDI10 ",
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bel-6 Al MUM1 4 43}y GCB 41, 4% i 4 3F GCB
2, A 2H 45 3 AL T FH b 4 1) T A B 4R A2 WA 2 £
MER AR A5 5. ) TMA $E4T 20 40 00 07 70 i IR
AR RN, R B E O T R DA
Haarer %[1]3{%ﬁ5§2ﬂ§{ﬂﬁ$&7‘<@ﬁﬁ§u?ﬂk\/E
S L B P A B S P bk 9 5 Ak mi ok A9 DLBCL, & 3R
GCB A1 %k GCB A B A B4 W Wil J5 . #R 1 Mos-
kowits 46 i3 T #8404 % Wk 36 A1 % 19 DLBCL, Ji]
TEIRIT R FHEEEE R0 AKFEIA F( ifosfamide,
carboplatin, etoposide, ICE Yk K F &AL Ir ( high dose
therapy, HDT )BX A H & T 40 ig B 4 ( autologous stem
cell transplantation, ASCT ), /] TMA 4N GCB 4H fndE
GCB 4, Rk BIWH WG I B A B 25, HE TR
FURY ICE J5 220/ 1 4 B >k I % T & & DLBCL Fil J5
(R EE . van Imhoff 45 i 1 %4 T HAT R 1P1IY
JYHY 8 fé DLBCL #23%, UL HDT 1 ASCT #E473897,
GCB 4R W15 %dE GCB 4Ry TiE I, H. CD10 Ay
A A B4 B IR YT SO B T s B TR G
1.2 #% 2 AR S TRE 630
1.2.1 bel-2  Bel-2 ZE—F 4t T H -+, 7 B 4L iy
KRB B EZMIEN . GCB 4l#E4 Kk P
B 40 Fhrid , fEAE S o 14:18 )( q32;5q21 ) FH e,
t(14:18 )( q32; q21 )i BCL2 &K 52 % 928 BR 75 1 o 5%
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FEH B 0, 2 bel2 AYa FRIA, HAEBZ 1
(14:18 )X ¢32;q21 ) ABC 41, 7R Al LA W3] bel-2 335
L Jefaik 18q21 7E ABC 4% GCB 4 B4 3.
18q21 AYY 34 [F] BCL2 KK 1Y% 5k %5 VI AH G, ‘530 ABC
2H bel-2 ByFRE EE. EAh, B F kB( nuclear factor-
kappa B, NF-«B )TE ABC 2033k, 1 BCL-2 & [H /& NF-
kB A AR N, B7E ABC 41, bel2 %) b 4 75 7T 3 3o
NF-xB i# . Igbal 2 *'f& 1 T DLBCL ' bel-2 f9 3
5, RN DLBCL 4324 bel-2 7 Fll bel 2 P4, Fill f5
WA 255 76 GCB 41, bel-2 {9 ik IR AR X i
FELEREIR  7E ABC 40, bel-2 ™ BT B 4 F bel 2™
ZH . Mainou-Fowler %[5 Wﬂ%ﬁiiﬂhdﬁt% IAP - 4=
T TAP - survivin ) 155 22 3K [F] B AIG A0 A 77 M0 o,
55 bel -2 FF IR R 158 1A B U B 5
1.2.2 bel-6  bel-6 J&—FpoEds & 1, 1F Ry i e
FIAEA K0 B 40 A —3 4> CD4 ™ T 4l jifs [ ik,
Chen 45 ° 3 T 8 W bk L rh 18 K B 41 R oy
ik bel-6 AR bel-6 W5 i, HLIW] BCL6 3[R &)
BRI FAETEI . F E itk V8 ' DLBCL 434 GCB
ZHANEE GCB 41, GCB ZHH445A bel-6, Hi)m &4 T
GCB 4H; 7E0E GCB 41+, bel-6 1l 3 34 1 i e 1K A Fl
Tk
1.3 3R CD20 2Bk 77 s e 69 % om

Pt CD20 PATEREPTA( rituximab , FIZH BCA DL
PR Al 0 AT 5 %8, 2 IR E R R IR YT DLBCL
oWk 2 — . Nyman 257258, in A2 85 340G L GCB
41 54E GCB WA A I i 35 M 2% 55 7 9E GCB 41,
1232 P 28 FRBTIRYT 1Y S8 B 32 1 AR T i SR 3
B R S 72 S 6 R | O SO0 B s i
Je FIAS B B

Winter 25 B9 T bel-6 Fl bel-2 (143 34 76 7 i £
ZH W5 X F DLBCL (% U5 1 AR . Bel-6 BH
P2 CHOP J5 % 54 % R-CHOP J7r 4 It , Wi Je
oA 25 550 bel-6 BAPEZH$52 R-CHOP &
UG B B4 T2 CHOP 3% 4871 1) 25 g i /0>
T bel-6 LR IRX HUE A R0, 78 CHOP 41l
R-CHOP 4, bel-2 1Y &35 [R] 105 JC 5 o 11 78 H 4 % 541
Y EPOCH J7 ZRFEIAH , IR Je Wy, K A 9ol , PRl
Li , 2 2 R )IBIY 91 % DLBCL & o5 b, & 9F
o FH A 225 ST AT LA bel-2 * #3225 .

2 BXHFREFRESESBEXRENZIT

2.1 MEHZETF

FOXP1 J& 5 35 i B8 E R % S [ 1, 76 B 20 B3
SR s ¥, 7E DLBCL ) ABC V. 2H 75 A U 3|
FOXP1 /335 . Banham %' °2}% DLBCL 4%>% FOXP [H

PEZLFT FOXPL BAPEZL, & 8L FOXP1 B 2H 15 B 4 47
T FOXP1 FHPEZ .

P52 LI BRI A FERI /67 1) DLBCL 3,
LMO2 & [ 235 [ ¢ i AR A7 R A G, HLAE A IR
FIZE AR, B R 1K LMO2 i B T8k oA B iy
FEARHR . ML T P BIUS B 7

i 9eE YR FE R -2 AR AH 5 IR F 2( TRAF2 ) 1] DL 30
PUOAT S Ay e 3k, HA B BRI A 3L 115 5 1Y ik
3%, # UL F #¢ DLBCL i ABC #H % iA. van Galen
4 PR & B TRAF 5 5K R w5 4 & R . 75
ABC 41, TRAF2 155 235 [R50 1 A7 105 30 2% DDA G .

YL A T 9 Tl 1( eytokine induced
apoptosis inhibitor 1, CIAPIN1 ) X FR & anamorsin, J&—
FPL T4 1. Shizusawa %[IHH%EIE 40% 1 DL-
BCL & 15 % 18 anamorsin, 7E B B AKX 1P +5 £ Y
DLBCL &2 1 , anamorsin /&% &AL AFRIC

241 JET 399 R A 2 1 HC Cyelin H ) J2 88 (3R 2 19
JEEY. Bavi %" BFSE & B, DLBCL B % cyclin H £
K #35R] Ki-67 .cyclin Bl \eyclin D3 \eyclin E AL
FHIG . Cyclin H ARZRIE FEAR A AF 16 R AH G
2.2 PBK/AKT %4

DLBCL Ha] DAL 22 3800 1 AR A5 5 0 %, He
WAL B R AKT. 5 R Bt UL 34 5 ( phosphati-
dylinositol 3 <kinase , PI3K )3Z ZI| Il P {5 5 H 000G Fe ¢
A i = 8 1R L T ( phosphoinositide-3 , 4, 5-triphosphate ,
PIP3 ). PIP3 454 %] AKT i PH 4538, 5 1 % i i
I, S S5l 2 LS5 2 11 3308 1( phosphoinositide-de-
pendent protein kinases 1, PDKI1 )T PDK2 1 1G . G
) PDK1 1 PDK2 ffi AKT 34 i &5 ¥4 3% 9 The308 A1l
Serd73 BRHLHE IR 1k N IMELTE AKT. LY294002 /& A T.
AR FE A S IE A, 7T LAE A PI3K B ATP 45 4
SERTT A TE PRI . Uddin 2875 % 1.Y294002
YER T4t DLBCL 4t ffL bk, #0177 PI3K/AKP i %,
S5 DLBCL 4 M 8 1= [ 90 738 2 Ak 10 Ty i A
T p-AKT 7€ DLBCL & 5 #L bR A Hh ) 3R 3K, A = ik
52% MIARAS 2 7R p-AKT BHPE, H p-AKT FHPE 3¢ p-
AKT AT )5 25, Horpr p-AKT P B A B M
IPI.,

3 BERESEAEE ABC EiZE K ENIER

DLBCL BARHEALS T J5 58 b & A B S Rse AL 77
RS A ANM P9 38 5 DNA 08 0 40 F S5 A g 1T
FOTE R TG PR S 7% ( reactive-oxygen-species, ROS )2
1Z W) DNA 60, 28 Bt H BK( glutathione, GSH )2 Jifd 4
e 7 R AR RS AL B9, 75 ROS Byl v i i 2
HIVEH . GSH 4151 ROS Bij 1 1) 3 2 49 71 T 2400
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rf [ s A AT 27,2008 4E 12 H,15(6)

EAMH kS E ALY 1( glutathione peroxidase 1,
GPX1 ), i GSH A Ak L — i Ak ¥ IE X GSSG I 2>
AR . GXPL FIH b bt 4201 Bl 19 3o 132 28 3K RE A% 11
HIEIAEN SRR T/EA . Andreadis %[ o RO 98 K
B GPX1 AR R A Hlm B Ay 1 = 54 .

R AR AT ATP )M 2454 16 J2 b/ IR 2
FE PR 1) S 2R AR, Sl 5 AR I ABC F5i514)
KSERL. MDRI J& 75 £ 24 it 245 240 M ¥k b % B A b 2R
H,J& T ABC #4i21K ., 78 GPX1 {K# A4+, MDR1 &
FIRH 2 AEAFIE RAE 40% , T MDRI X 235 2 4E7F
TR 100% , $E K BE DTS E] 2 3.1 4F, MDRI ik %
Ik 34 FIrP AR 7 B K

4 Hft5WEHEINEER

4.1 EBRFRE

FEEA — 8 RERE TR 1E 32, EB i T IR Y W] Z
I EEL 4 I A7 i 9 5 G0 Burkine 8K L 9RF L 45 A NK-T 48
T EL R S5 AR 56 . Park 457 BFSE % BL DLBCL w1, EB
5759 15 RNA( EBV-encoded RNA, EBER ) FH 13 i
SEAEIRC >60 &) Ml —Ab DL 12550 2 K B HAE
ARFNEL 22 A WIR SOV AR G, J& T IPL = ek 2. ¥ DL-
BCL 4324 IPLAK f& Fl = fE 4, 78 = fE 41, EBER BH &
PR 1 e B 2 EBER IR F G . AREY > 50 & BB
o EBER PAYERS W15 #2574 GCB 41, EBER FHYE
B2
4.2 EHZEG 3R

DLBCL FH & 8 J i R B HE— Btk 5 &
- E RE IS 200 A R EA A 50 S G /N Th L A R  d
ISR R Tk 2 248 20 B, FE T 8 2% B 4R & R A7
TEAREEBAEAR R o SRR S5 —BUNHLH A
W1, PT A 2 I RE T Pk bk LR e A o, 9 sl e A7
TEWIRRAE Y2 AR e A TR B B AR . 6 B i i 2
B — 3Pk ) DLBCL A, B bk I 48 332 3 o K 2
WO R B4 78 AL bk U 20 B 4 B Chung 28 BIF S % 3R
DLBCL 2 HEJF 2 B — Btk i, 105 BB 8 R
DLBCL 2% ; Tl B 82 J R tH JE— 2 DLBCL [F]H
BTG BTG To 25 B HE— B 1S 5%
e S22 57 IPL Y
4.3 % Ak A ¥ B F( vascular endothelial growth
factor, VEGF ) 2 & T 5%,

VEGF /#1915 514 57 DLBCL & &/ HA
VA5 TR < 0007 9 B AN 40 i A7 05 3% 58 . DLBCL £&
F W IE VEGE LA N A K7 324K 1( vascular
endothelial growth factor receptor-1 )AL AE PN A KR
TR 2. Grawzinger % W58 S B, Joh G 175 & B 3%
INEIAS RS A 56 SRR 35 VEGE FiLAE i R A=

KT 1 [R5 A AR AR 3R G, &5 R M S T
IPL S 8RR 52 0 o MO T A 23 i A8 A B AR A
T2 A 5 5 A% T T B R 4 A X LA R
Sy B AT 24 5 R U
4.4 B K D

Pfreundschuh 25 B 58 % 30, g K/ 5 G %
DIMSE . fELL CHOP J5 23R 77 4R 4% DLBCL ¥+,
JHEE AR < Sem B BAFTE R E & T AL > 10em
L AEE IR 2 PSS RN
4.5 FRTR )& 45 #4( international prognostic index, IPI )

TPT J2 dic 0 1 T 000 2 2% A Ak B2 98 99/ 119 i AR
TH. Sehn % SEM T AE S BEVEIT IS IPL U T DL-
BCL FUm W BINAE ] o in A 228 B0 TPT ATS SR %
TS HA B AE AT 8 5k 54K e 4 AR b A 4 H
A AL A A3 T ey v A1 28 R e 4 EL A AR LA 2
FER T LAA AT, & 0 -2 MElH PR &E 3 -
5 NGRS AT AE AR R Y o KRS SR T Y
SR ARE S R A B T o2 B 3 B R
B BA 0 Ak 1 o ARG A
3970 3 i 77 15 2R( progression free survival, PFS )7E
90% LA b3 B 1 ~2 A a R BB 1 B8 0 AT " 3¢
LF 41, PFS 1E 80% ; HLA 3 -5 MaR 1 8 40 A
T #5227 20, PFS 1E 50% o 7T UL R 2 i 5ot
J& 41 PFS 7E 50% LA I, B e DLBCL i .

5 & &

Fl TMA ¥ DLBCL %> GCB 4154 GCB 41, GCB
MG R4 FAE GCB 4. X T & METR F i &
DLBCL, —£RiA97 ICE J7 08 /0 T 4 i ke Wit F W5
MY EENE . Bel-2 & —Fp o T, R4 o K+
AP - AR AP R ILFGR TR A R W5 O 7. B
Jo ik B0 R E R B AN R Y 1 5K bel-6 21 TS B4,
{B7EE GCB 4, bel-6 kTG T3, FIZH P
NI T HE GCB B T 9 f5 B9 A R 520 . FOXP1
BIPE2H  IMO2 5 # A 4H . TRAF2 ik 3 35 4 . anamorsin
fRZRIKH AN cyclin H B R IBH TG T &R p-
AKT A Wi5%2% ., PI3K/AKT 38 B% 758 7] LLAE & DLBCL
FIVARYT RS . GPX1 (IR F A 41 15 BH i 445 78 GPXI
fR#AR4lh, MDR1 S RBEEWEKZE. 76 1Pl & fE
4, EB J3 B B 1 R 7ESE GCB 41, EB 9
R W5 48 2% . DLBCL B e B 86 Jf 5 90— Sk
P PG 3022 o e 1 A8 T ) n [ oA R P fS A G . 4R
1M 32k VEGF M4 P KA R 73244 1 R4 1
A AE A O, HLILSS A S F TP1 B 8 B e, i
968 /IR T A7 2 045 M I A g 3 3k oy FH ) 22 Bt
KB TR 2 RS  TPT AT SR X F il s HA il
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