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EE]Y  XWTd (double hit lymphoma, DHL) FIX{# ik (double expressor lymphoma, DEL) kB 25K K B 40 i ik
CUR PR RR SRR, 5 MYC., BCL2 K BCL6 [5%H Rik A 56, BA MR BHEF=RE, BIGKRBUS 22, Bl IR M
BBRIE AL 2 BT A I R-CHOP CRIZ 8 S, IRBEMEN: . ZR IR, KEFW., W) TkEHS W Errd. &
PR b o8 — BE T bR . SRALIEIT T B0 R-Hyper-CVAD (FIZHMPT. HBBIIE . KEFM. ZRHLE. XM .
R-EPOCH (FIZ#HHHL. AT, REm . KRAFE. FoBthk, ZXRH0E) . RICE (FZERHT. FIHBEBE. R
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Therapeutic advances in double hit and double expressor large B-cell lymphoma
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[Abstract]  Double hit lymphoma (DHL) and double expressor lymphoma (DEL) are two specific subtypes of diffuse large
B cell lymphoma (DLBCL), associated with aberrant expression of MYC, BCL-2 and BCL-6, featuring distinctive genetic
characteristics and a poor clinical prognosis. The standard chemoimmunotherapies currently in clinical use, such as R-CHOP,
fails to yield the satisfactory therapeutic effects, and there is no consensus on criteria for treatment. Intensive chemotherapy,
such as R-Hyper-CVAD, R-EPOCH and R-ICE, have shown good efficacy and improved the prognosis of DHL and DEL
patients. For patients who have achieved complete response (CR) for the first time, it is recommended to perform high-dose
chemotherapy following autologous hematopoietic stem cell transplantation (auto-HSCT) as consolidative therapy to mitigate
the risk of post-treatment relapse. Relapsed or refractory DHL/DEL typically has a dismal prognosis. Allogeneic hematopoietic
stem cell transplantation may be a potential cure but needs to be validated in large clinical studies. CD19-directed chimeric
antigen receptor (CAR) T-cell therapy has manifested commendable efficacy and continuous remission in DHL/DEL. Definite
genetic abnormalities exist in DHL/DEL. In recent years, investigations about the genetic characteristics of tumors have
offered a basis for targeted therapy and are of crucial importance for formulating more precise treatment strategies. Presently,
the combined use of targeted drugs has demonstrated favorable therapeutic prospects and represents the research direction in
the future. In this article, the treatment progress of DHL and DEL is more comprehensively reviewed to provide reference for
clinical treatment.
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W MYC EFEHE, Hrh# s 8 F R A BCL2
8¢ BCL6 d4F, RIXUTHE M (double hit lym-
phoma. DHID™ ., DHL /4 DLBCL ¥ 5% ~12%,
FEHS 5 MR WHO ¢ F bk B8 i o0 28 vh, # Pk A
MYC #l BCL2 5 H ) DLBCL & X h 95 8 K
B 4 f itk B8/ MYC Al BCL2 T HE /4 = 25 B
LMK R (diffuse large B-cell lymphomas/high-
grade B-cell lymphomas with MYC and BCL?2 re-
arrangements, DLBCL/HGBL-MYC/BCL2), [
B MYC F1 BCL6 J: K & k() DLBCL 3%
4 DLBCL, NOS # HGBL, NOS fF % ; {l1F
£ MYC 1 BCL2 XM it 3k M Jc # HF i DLBCL
By 45 A WK K Kk EL 98 (double expressor lym-
phoma, DEL), 5§ DLBCL 9 20% ~30%""", 7
Rk H 2 RSk R, DEL/DHL # o/ IL . A
SESCHR R B WM b, 2023 AR — TR AN 117
191 2 v B R 2 R BEOR TR K B4 M ik e
2 6 #14 DEL. 1 4% DHL. M2 Ri{RiE T 5
ol fiX il 22 R Gk BV o DHL M R A2, 7RI 5E
t1, DEL “F¥ 8L 48. 2 d, DLBCL # &k 4
TAEAE I L 1 e Bk o 0 s % e g 2L 9 N
SRR R R, IR R LR R, R
EWFFE R, MYC., BCL2 K BCLG6 A 4 & H
Bt RIFHGARBG BEMEC, AHFFRENH, non-
DHL f#55  JH—Z b7 i % R-CHOP J5, 3 4F &
4 4% (overall survival, OS) [k 75%, DHL
BENGK 16%, EAFRIE TS, HltE HG-
BL BilJ5 . 20Uk K5 #1477 e sy . & i+
HHARAS A . M S IR YT B AT IR T Ik
(PR i, BRG, BB X B3R Gk K ST
IR ELIRE 1 TC S8 — 9 BR TR YT O SR, BRI AR SOk X
KU TR KT o ik B IR TR T E AT 2534
1 G R4FME RIS T

DHL J DEL {278 PEi%, W52, IR HE AR
AEA ] 1 55 b 2 A0 g 9 501 B 20 ffa i o . — o0
WBFSE 4 M T 20 4] DHL A9 I R F16 B4R AR, X
Fe &3 DHL B #FAERIKIZWIET Ann Arbor 43 £
Bl ~ IV, A /8 A FLR A6 T =
BN HE R Uk I A DLBCL 55 5 i 1 45 4h B K
GOV Az 2, 5% MBI ERGEZ

(HEESRIEZRE (BT ) 2024 455 16 555 9

2, JF HH A A7 2 AT A B R ik TR DIL-
BCL™ ., 2021 4F i [# 1) — I 40 b & B, M K&
MYC M EHEE, OS %K Tk e 4: /£ (progres-
sion-free survival, PFS) [k, H5{UfEH MYC
FEHNEHM B FE ML, DHL /9 OS & PFS # k.
JF BLR 3 DHL & 309 16 PR A AE ob 3 [ Br 1905 4
%0 (International Prognostic Index., IPI) ¥ 4.
5 [E AR B i 98 PIn A 2 B R OIR S IF 43 AR (Eastern
Cooperative Oncology Group Performance Status,
ECOG) {RAEIRZS 2%t A A2 WA R mi,  [) I A 5%
feih, M MYC R EHER, Ki67 5 5d il
BTt . DEL B A7 72U I R FFAE

XF DEL #1 DHL #4742 9% 416 (immunohis-
tochemistry, THC) K %¢6 A 423815 (fluores-
cence in situ hybridization, FISH) 43 #1 & #,
MYC FEHAFEFRBEGMYC HH & HE R e,
DHL K DEL Xf ZAy7 25 Wi 245 . drifeinsr e A7
s, Gyt R E R /MR TR

FISH 22 W DHL B4 trifE. FISH il i bn
ICHEE MR ET SEEAR DNA 232, M i 7% 45 52 40
JO A% B e K B DNA 51 6] A AL R R
DU K 24 A6 VG 22 Be 40 B T 604 1] FISH #3119 B 41
i b L9 ) i DRR S, BB PR ON 59. 8% . IF
H%B MYC. BCL2 5y {i# 5 W+ GCB ®",
FISH A& I 7T LA #E By i R b $2 155 #U0) DHL, Xf F
Sz W, S PEAL L 69T A R A I S
B THRA R, H DHL B4R, 4205
DL THC 1R 2 i A T Br. Kluk % %t 77 4
DLBCL #rA#E 47 THC kil , 25 54 R 2 3% & 1 {H
HMYC " =500, i A MYC 5D 5 HE 9
BI¥ B MYC B RERm, Wik, 761G K2 W
t, AT IEALN GCB ALk R AT FISH &, 5
B M RIEL. M TRRBMEH, HAT WHO
# THC MYC' = 40% f1 BCL2" = 50% 8§
BCL6" =50 %1E K12 Wi B {E .
2 REHAE

MYC P& —F w5 A, 7 T YL ik 8q24
b G — F ) i Si R AT T 4 I 4 Y O Y
BT AR R R, H L S F0 B 52 3] )™ 4% 1 9
P, FEIEH MM A, MYC EH M MYC HXEA
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X “RAGEIER RIE S E-box 45 5N, M
R SR Go/1 Wi R S W, [ B
Fe B M) OB A M A W B B Ceyelin D2,
CCND2), J&H# 8 B He i 4 ¥ B (cyclin-dependent
kinases, CDKs) Yk, T 20 & 01400 il 5 5 1)
Fik, WASIRAMEMHEMAK . DNA ZHl. HEH
JRE 4 . BRIz Ah, MYC %% 5% i 98 15 oK &
miRNAs, FE 38 T TP53 43 E PI3SK/AKT
S . AN B T e R R,
TR ARG AL, FER Y15 R S8 MYC KM,
A7 988 20 6 T 90 ok A 5 0k 3k T R e S

BCL2 fii T 18 5 Y« A 4K b, i #0  T2 /Y
BCL2 FEEEH . {2811 Bax/BAK H H M A2 JH 12
BH3-only & UM /8, 76 20 M08 T 98 32 bl 32 224
. BH3-only % il it B #: 45 & Bax/BAK #H
EUE R H /R3S S BCL2 FE H 51 Bax/
BAK 3 U0 - i 4R0 i AP I3 Ak 5 R CAE I 12
W, IER A, T & AT E
FIALF sh 25 7 i Rk 2, 8 i R i i v, 3 RO
AT, Bl TZ R,

BCL6 B T 3 SY @K b, &R m
T, ALTE B 40 M A & o e Be Rk, 78
IEF Y, BCL6 nf KLl p53. MYC fil BCL-
2 EAZGEN, I R a A R G B w1
BCL6 & A ANRE T 18 DI 5 | B ik T 96 1 & A
3 —HBUTHE

R-CHOP J7 & K A LIRBIA Jy 2 DLBCL #—
LIRITITZE . I R — L LU R A B 5 i
%4 DLBCL & # N il R-CHOP J5 5% & % fit
(complete response, CR) Z ik 76 %", {HiZ%
J7 %%t DHL fl DEL J7 304 % . Green % 58 &
WM. NH R-CHOP J5 23077 19 DHL & /) iz
AL (3 A AL 95 A H) L 34F OS % (46 %
75%., P=0.002), PFS % (46% It 65%., P=
0.012) %3E DHL B & XU RFEL; 78 DEL b
HPLAFE LS R, 34 OSHK N 43% L 86% (P<<
0.001), 34F PFS &N 39% L 75% (P<C0.001),
53 AW IR 5T o BT R R g 456001, DEL A
DHL BE B RN E TR, SRMfF7E 2 W05 R
Y DEL R — 28 38 97 SR Ak Ak T i A 77

s ERSHFM e 4]

HAME, A R-CHOP 7 &3 & DEL #9—434
Jr %, DLBCL il id 0% m#E N EFERE. R
CHOP J R8N, AXF & fa DLBCL &4,
ARV R E, FEHTFAY R RN, 300~
40 Y6 W SR A N FHZ T 28 I R R Ry B2 R/ TR AL Ik B
T, PRI 28T RE LIS T . B AR R E
AR 32 3R A AT I BB
4 BULTAR

DHL/DEL Mk B 7 4E MYC 3R 3%, B
B RAEE ML, W R-CHOP 7 R7 3R, ik
WBIT BB K DHL/DEL & A 47 0], FFEARIR
g R LR . 35 B MID 22 75 25 9 i o0 1 — 5
7 G4F T 129 ) DHL B 3% 5 i R-CHOP, R-
EPOCH. R-Hyper-CVAD/MA J5 % Iy 2 4 EFS
KA OS K451k 25% il 41%, 67% Ml 76%.,
32% A 44% 5 3 4F EFS A1 OS 415 R 20 % Al
35%, 64% F1 76%. 32% Fl 40% . % W 5% = W
DEL #1 DHL [ H s 46467 J7 58 w] Be Al LAk 3] BT 4f
W7 R0, iR 4 2 s A AT 7 2 L 4E R-EP-
OCH. R-Hyper-CVAD, R-CODOX-M/IVAC,
R-ICE %, —J0URi A 2 pe I R B IR0 4 A
T 53 BIfEA MYC S EH W B A, 0 R,
DHL 3% i ] DA-EPOCH-R 77 £i6J7 Y 2 4F EFS
T OS F43 510 73. 4% 82.0% , 3 il i # 3K
TR, S K B — T A B P A g8 & B, DHL
B N R-CODOX-M/IVAC J7 & 1 4E OS & R
77% . " PFS A4 OS 1k 31. 8 4~ H i 54. 3
MNH . H—TEEEWAT 44 ) DHL B3, 20 i
BFHEZ & RCHOPIRYY, 24 BB F 2 m ik
J¥ (41§ DA-EPOCH-R, R-CODOX-M/IVAC,
Hyper-CVAD), WFRE5RFEFE BR, %23 sr
EE AR EER, A OS #45h 25 4~ H
14 A~H (P=0.009), i PFS #4510 9 ™~ H
3.5 H (P<C0.00D), #AbAbyT 77 58 5 Ph A0
I8 T AR R B 32 P 8 DHL/DEL 4%,
5 EFHmEE
5.1 AkE& b Famiassi

2015 4F NCCN #5 pg ol B K & if T 20 i 78 A8
(autologous hematopoietic stem cell transplanta-

tion, auto-HSCT) /E & DHL —Z3897 )5 i I &
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IBYT . auto-HSCT J& 45 Fil Jo R 4R % B B 3 il T
AR, e R v ) I B 0 TAL B 7 RS T
A A I T 40 A DL RS R, T
Wb BT RAEIRYT T R R AR, ) A
A By 2 AT M i 0 4 EE . RT DA B KRR
Hb T O b g A B, A2 T BOE R G R RS
T REAS R 300 A 7K PR 0 0. FC o N O T
AHETT, auto-HSCT ] L ik 4 %% 1140 90 15 & 0
(graft versus-host disease, GVHD) ¥ % /4, {H
AIRES W TR E H B i T 400 b AR IS #)
50 IR AR T S A K

BEAE BRI F W], HSCT W] ok 3% Wi 5, I B
B MYC/BCL-2 SRk X #1116 i Ik & % DLBCL
BTG R0 2019 4F i) — 300 [l i f
FEU NN BT A R AT 4~8 AT R-CHOP
fb¥7 . iK% CR/PR J5J¥ Bt auto-HSCT, DEL #il
non-DEL % 5 4 OS £ h 76. 1% It 81.8% (P
=0.43), 5 4E PFS XN 77.8% It 80.3% (P =
0.61), XiiW] DEL &3 B ] auto-HSCT fE NI
67 AT W 3 s A AE I, JLSE ) — I 2
Wl o P BF 55 8 A T 311 f DHL B %, & R-
CHOP. R-Hyper CVAD/MA., DA-EPOCH-R,
R-CODOX-M/IVAC # RIS T KL EI CR J5 ., #%
M4l (28 4T auto-HSCT, 11 {47 allo-HSCT)
MG L OS 22 R G123 X, 1EB A i b
AR5 TR T T RE Y, R S — T
w5 PR T A R A2 R g
fBI7 ¥ 51 auto-HSCT J&, 3 4F PFS R K 95%, 3
AF OS FH 100% , ZIARYT 7 28 A W i W2 2 1k
B BB YT AH R AE T,

— 31 [] Joi P £ v i 58 1Al T DHL/DEL AR
A F RO [ A T 40 MRS R TR T R R/ HETR
(relapsed or refractory, R/R) DLBCL ¥ J5 19 5
W, AP IEANA T 117 ) R/R DLBCL %, H
i 4% DHL (10%) 1 DEL (44%), R/R DEL
5 non-DEL i # 4 4F PFS R N 48 % 59% (P =
0.049), 4 4 OS FH 56% kb 67% (P =0.1),
DHL £ # 4 4 PFS R K& OS R¥E 2%, nHlH
28% L 57% (P =0.013), 25% It 66% (P <<
0.001), Hh[EEHF7 1 DHL/DEL iy # % 5 i

(HEESRIZRE (BTRHD ) 2024 455 16 555 9

2, AAEPFS HH 0, fEL L wm A, DEL Ml
DHL 5#:221% PFS 257 A5G, 1 DHL FIEE f5 #8
SO fRS R OS #H%, DEL Al DHL ¥ 5 R/R
DLBCL M # # % auto-HSCT J& 9 A K 45 J&)
U, X T HE KA F CR A9 DHL/DEL j#
HHEFESEAT 5 0 AT A A AR T 20 RS A
JLERYT » FRARPER 1Y &2 & i JE K, 2 DHL/
DEL & — Bt A R/RIRE, fi)52ze, HFERR
IR YT A ms LB ST 8
5.2 FARESL T @M

R/R DHL/DEL 3 17 ¥ Bk 16 97 5 1 TS
25, Rl X7 BUR I R/R B, auto-HSCT
WAREY Bk X i 8 BE., AR Bx,
Se3E PN & T 40 i B M Callogeneic stem cell
transplantation, allooHSCT) 7] ffi — #B 43 auto-
HSCT #6Y7 )5 i) R/R 222 1E B 40 g itk L5 35 21 f¢
AZEY L allooHSCT & R/R DHL/DHE #k "
BEWAERIE BT B, 2018 4E I — IS A
83 {4l DLBCL &3 #E4T T 5 ik DX 3 1 1 240 M B8 A2
S & B DEL (35 2 4F PFS % (207 1k 78%,
P<C0.001) M OS&H (46% I 77%. P=0.016)
PIMCTHE DEL &, H252 5 5 i il 1 40 i A% A
BAEVGEZ, FEREHTRAMNE K, —W
L FEPERFSE A T 78 B R/R 12281 B 41
FEEATFEMEIE (B-cell non-Hodgkin lymphoma,
B-NHL), fi#& DEL (47%) # DHL (13%), 5
non-DEL # I, DEL 83 4 4 PFS Zfl OS %/
BHR30% L 39% (P=0.24), 31% 1 49% (P =
0.17), DHL B # 4 4 PFS XM OS F 415 K
34% kb 40% (P =0.62), 38% L 50% (P =
0.46), KGil¥ERFIESHAR/NA X, | al-
lo-HSCT w]ffi#84r DHL/DEL £ # ik | #5725 28 fif .
1EB] T allo HSCT 7E R/R DHL/DEL # % h iy 7]
Fr¥E A RS . Al T allooHSCT i GVHD J&
JRYL AR O TIF RAE KA, SR B A S SE T
I, DR O AN 7 S S PRk T 20 B RS A A
R YLENA T B Ik
6 HERIT
6.1 ¥em#bnRik T @ity

CD19 ¥ 1] 2 & Bt Jit 22 /& (chimeric antigen
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receptor, CAR) -T 4fIA YT 15 A& s IA P R 12
PR B 20 M I O 988 I vt e ok O 9B e 1k Dy R i
KB 4k EL R . R PEOARR B2 Bt Ik TR A
S B A A bk LR AR W e RO R R A
i, JULIET iR¥9 A T 19 #il#i2 DHL 4
B, R NN MM AR 50%,. 5 DLBCL
(52%) HEISY, TRANSCEND-NHL-001 s % 44
AT 36 ] DHL 5%, HZe# 45 DLBCL £ & M
L, 290k 76 Y0 68 %61, 1 B B SR ) —
W#FsE ., CAR-T 6J7 HGBL %, 12 1~ H PFS
FHR39%, OSHHK 69%, 5 DLBCL #3F L&
25U B CD19 CAR-T ZH I 4k, 1 24 £ 0 42 i)
CAR-T 4 #8 34 J7. W CD20 CAR-T. CD79b
CAR-T. CD37 CAR-T Kk Z¥iJiflm CAR-T IE7E
MR, A R K 2 (R B R 2 B e ) o s
B 5 4 CD19 Al CD22 (CD19/22) CAR-T 4H
IR G W0IR YT B K&/ METR E B 41 iR OIS 4 g 4
RJg, N CD19/22 CAR-T 403497 T 14 1
DHL {4, &SR ELW], Fpp H CD19/22
CAR-T 4l il 8 34 J7 5T BT auto-HSCT #47] 8 3%
R/R DHL K ) #i 5", s oh, A Sk i 3t
CD38 CAR-T 4 g ol LY Bx DHL 4 ffd. Jf 5 4t
CD19 CAR-T 4/t RA hRIVEM . EH &L T
TR B

CAR-T 7E3J7 R/R DLBCL W HUAS T & 47 1Y
SRR, — I b B B ST R L T R IT R
KGR E B CAR-T 3397 MEAT allo-HCT 4
SPIIT R, B K MAE P PFS L& it 2 &,
B CAR-T ¥/ 97 # M B ROJF H Ak & kK S8 T2 F
8", =3 % F auto-HSCT Ji #47 CAR-T A7
fBF 5T . g4 AT 17 #il REL/REF {2 & ¥ B-
NHL, &% 15 4] 3%Z2X # # % CAR-T 4067,
LBETT 24 G, 4 BIERE AT BB A E R
1AEA 2 4F PFS R4 02 40 % f130% . WEM T au-
to-HSCT J5 #4T CAR-T 1857 B 4744,

T 4 Jd % 10] /) S 8 3R 97 46 DHL/DEL & 3% h
BUAS T4 NBCERIYT AL, HARIESE MHC 5 R fil
RN BT IE, PD-L1 78 B k& 40 i A
ik, AT A M S AR A R
[ 408 16 7 % DHL/DEL 197 55 A £ 8 2, 4

s R -SEM e 43

CD19/CD3 M #% % ¥ ¥t & Blinatumomab™™",
CD20/CD3 ®U4E5F ¥ Hi i Mosunetuzumab™, an-
ti-CD47 Fifk HusF9-G4" B4 M AR iE . (H)7
BT R AR (1 s PR 5 AT IR
6.2 KB MIBIEY

CD79 /& B 4 il 2 A il o vh 2 515 55 5
B AR . CD79a M CD79b (434l 4
Iga Fll 1gB) PISEAREEH L. HA B 40 M1k & &
ST CD79b 7E > 95% 19 DLBCL 3 ik,
#m CD79b ) ADC HHE 7] CD79a 5 ADC 4
MUY, 4B Z BT (Polatuzumab Vedotin, Po-
la) JE# [ CD79b M HLIR 25 W B, 8t 5
Je A ML 235 5 O e ik A D 5 24 4 B T U B BT E
FIANM S BRI M SE T . — T PR B 5
(NCT04479267) PF4hi T Pola & FZ B M. 3
BEmEN . Z R LR AR (R-CHP) 7EH#]iR M
i E = AT R R A P AR, I I R
FEAE AN, WEIT B R 5I7H L, Pola
& R-CHP fg ™ 4F # 3G ¥7 DHL/THL i 2 9
R
7 BEZAWIETT
7.1 BCL2 ¥ %] #

— WU Z2 v 1Y I IR B 92 PR A T BCL-2 41
il 7] Venetoclax Bk & i &t 4 # EPOCH-R iR J7 4]
IRIRZETE B 4 Mk B 2 A k. RS T R AN
AT 30 iR ZEME B 4 Mk R AR &, A% DHL/
THL ## 15 #il, SEARE R 93.3%, Hi 10
il (67%) AL AT 28. 1 A B4 b T
TRGMHRE, BR TS AW ENIT . T
TG RAF 5% 10 8508 . 55— SEBE ML 1T/ 111 359 11 IR
% (NCT03984448) ¥4k T 7 & 8 % EPOCH-R
8% R-CHOP ¥£4 Venetoclax ff DHL/DEL 2 # 19
AR R, Z TG RO 5T E RS,
BB 7 A A — 2 B
7.2 KRGk TBALEE I

£ DHL-BCL2 &b, AEN OB H K
W /EH N E R (0 CREBBP 8 EP300) 1Y 4
T I (K W 2 R G 9248 . CREBBP /9 {4 40 g ¢ 4%
T8 p53 WAk Z B, WAL BCL6 MU EH .
CREBBP kG R T8 25 MHC- 1 /511
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PO B 5 DR BT, B R AT R A 2 b g
AR G kiR . £ TR, X SRR R 4K
H AR P85 & DHL MW 7EIR P A, PEAA
iz e —Fh e B vk HDAC 4050, € 9 UF W 76 7k
4MGIT DLBCL B 5 5] 2 5 b th R VR - . 4i
MR 1 CD20 826 J2 R Z 4 yiih 7 2 &L METR DL-
BCL 1Y F XA, PUAA L B35 1Y 58 DLBCL 40l
M CD20 MRk, M5 R 2 5 e b [R] & 4 5t
fibRe A . — 30T G R 98 (NCT03151876)
PEAG T T 00 TR A 3 T 58 VG TR AR - e r T - DS A
BE-HH % (ChiCGB) 158 A& /MEIR Rk R A K
T I T 20 B RS A P R A AR, 48 A 60 £ DLBCL
¥, Hidh DHL B3 4 4F PFS K 80%. 4 4F OS
K 96.8%, WU T RAFAITRSY . MRS
PUIK A W () FAL B )7 S A6 2 & /MR DHL WA R
UF 2 Ve FUAE 2k . %45 T B Rk DHL AR A
It (14 I PRAFE 58 2E— 20 B
7.3 RIERAY A

e B e vT LAAE ) MYC ik ek sh 1,
NF-«B Fl5% 5 K F Aiolos fil Tkaros, #0i{ MYC 9K
Bl 1) 2V TR A0 T v . b Ah, DHL/DEL
HHRC 2 R G B R KR . A B 58 E S
K T B Jrie W LA AT A4 T R I T PR R 2 R G ik
EUgRIE . DL b W5 4 7 ok R i AT fg & DHL/
DEL Wy 7E A 2259 . — 00 T 16 AR A 58 D74
Sk B JiE Wie Bk 4 DA-EPOCH-R 7% 7£ DHL/DEL H
HW A AT K vk, AT 15 il DHL/
DEL ¥, E 2% M%E R 87%, 2 4FM OS £ K
PFS R¥h 87% . B T RAFHECRS . Zdn
(11 G PR AF 5 0F 72 7 R v, DLk — 25 1 5 Sk TR
JE W AR T R
7.4 DNA X TR Y

DNA H AL 2058 e ) 1z 1 3R W38t 15 18 1 2
—7 DNA H % fk 2 5 78 DNA H 3L 5% B i
(DNA methyltransferase. DNMT) ({1 T, 7
C-BR — -G (C-phosphodiester-G, CpG) Ml %
WE R R 1 5 i IR N 3K, T B 5-FP 3 i e
AL CpG J7 81 1 #8) 52 el 28 BHL IR 7% S 7 45 4
NIR/N NCEE R e S NI U AR o ol ) U
CpG 538 % 4b F3E W 3 AL s IL S etk s, & W
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