Advances in Clinical Medicine IfifRE23EE, 2025, 15(11), 553-563 Hans X
Published Online November 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15113130

ot

ZHARBFRAREZ L TR AY

Moo, BEN, T OB, &R, RAR
AR R 2 R SR IR IR R S B, DU )T BT
AR T AR — NRERBE IR IR, DO AR

Weks H i 20254E10H4H ;. FAHHB: 20254F10H28H; KA HH: 20254F11H5H

R

SHERNH LR EBIFRERRZERTERE TR Z R EAERR, Br SR TEERNER
WERR, AATHEIZERZRAHRZN. KAFHERLSNESFEH K. 2R I1%EE R (Multiple
Myeloma, MM)2 3 40 o ¥ {tk 7 [ B3 SE Mp, MO MR RA R R R ik, BAEMME)E. irmER
NEPAWRETERE, HEEBERERNFZANRERSERBERUNRREXEE. AXEA=4
HRAFZAEREA . SREFHEOERR RS RS SRR HERAREL K& HENNAH,
PN SRR H LR TEREFEERARRR BT .

XK ia
ZHERAZER, RREW, ZRIEEHE, RR%E

Research on the Application of 3D Genomics
Technology in Multiple Myeloma

Ming Chen?, Mengsi Chen!, Yue Wang?, Haibo Liul, Kaiji Zhang?

The Clinical College of Chengdu University of Traditional Chinese Medicine, Chengdu Sichuan
’Department of Rheumatology and Hematology, Chengdu First People’s Hospital, Chengdu Sichuan

Received: October 4, 2025; accepted: October 28, 2025; published: November 5, 2025

Abstract

Three-dimensional genomics technology can specifically display the spatial interaction relationship
of remote regulatory elements of genes, reveal the gene regulatory relationships that cannot be ex-
plained by linear genomes, and is conducive to the analysis of gene spatial conformation changes,
the discovery of new gene targets, and the guidance of new drug development. Multiple myeloma
(MM) is a proliferative disease of malignant plasma cell clones. Tumor cells have high heterogeneity
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and continuously undergo clonal evolution during the initial diagnosis, treatment, and recurrence
of MM. Therefore, it is crucial to understand the relationship between gene spatial conformation
changes and gene regulatory changes. This article combines the theoretical basis of three-dimen-
sional genomics technology, the gene heterogeneity characteristics of multiple myeloma, and the
application of three-dimensional genomics technology in multiple myeloma to further explore the
future development direction of three-dimensional genomics technology in multiple myeloma.
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1. 53|

B S R AL HOR I Ol R e, SR AR 7 BOR (Sanger 7). BR A BE U R (PCR) AR R — 4G
FEEARNGS) FIAHZR R, BRHHES) 1 N RIER AL AR SRR o IXEEH ARAAR T 1 R HU AR T IR0 2
5XE, ENEEE RIS S0 1 3. = 4ER A A Ny — D% AR, il &
HERBOR T B (1 Hi-C. ChIA-PET Z) b G th i A 41 A% 3 i) = 4R 2 RIR R, 3 T 46 72 22 [ 45 42 4 4o 3
PRI DNA S|, BRI fEESTTM, 4RI A A BOR W U ok = 4 1
GEE A AR, 18 WAL, O 308 98 A O 97 B s, T A ML 0 2R S R 2 22 5 VB8 (MIM)
B EKIE 77
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Figure 1. Hierarchical chart of 3D genomics technologies
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= A BE DR 2 25RO () 2 S5 R AR 43 7 26 AT 21 75 W RT3 9 YA 222k B4 5 3 (chromatin
loop, CL). R +#hcEkiE (topologically associating domains, TAD). A/B Hetf)ifi [X % DL M e 444 5845 (chromo-
some territories, CT) (UWLIE] 1) iXULLh 1) 2 9L [FIRA B 1 3 PR 2H 23 () 4 SR A 2R, 70 JE R % o R 4
[F1EH -

2.1. RERIF

ety 73R I E b 353% 25 A (cohesin) B 355 H (loop extrusion) ML, 1i CCCTC 454 K (CTCF)
VERE DR TOE, e T IRIIAL BB AR E T[], CL 2K RE MM AT G T, it 2 846
T G5 5 B 3T, MBS St fE, JF Hd Sl e e & 4 5F TAD RasE ERI[2]. 24
CL S mt, W7o ae 5 5w Bal 7 XU AEHAE, SESEERRIA K. ERAEFH, CL BIREE
e J2 DR S VRO B R R R R AE DG [3] 0 TE 2 R MR BB, AU R IR 8 CL 5 U T 33K IGFIR
AT BRI, R AT R AR TR R .

2.2. $hibRERE

AN R BREOR B R B A SR o AR T B X Ak D) RE AL [4]. TAD i 5 2 i
CTCF /- R4 ZAEH[5], {15 TAD WGyt BAEME, iAH4E TAD Al EAERSS, X7E Hi-C HAEH AT
Pl ey B (6] TAD 3k R 28 BRI R R 8 DX S, SEIURSHER IS 110, JEB T 5 B3 T
WHAR, PR ENE[2]. A2 RVEEEREYT, TAD AN S MYC R R4 KBS UM, M
I Hi-C HAR T4 e th 2 /M BomikE R TAD HAHE, HLHIBE SRS W bs ST SRt T K4

23 RERX=E

Gt it X AR DO REIR S RIVB AR S P22 572 70 AR B A ZE X3 A X E N TT IRt
BRI ], RILACT RS, 2T A B XEONE ARG, W R RIS (M
H3K27me3), FIXEAMR, FEPAMAELREMIT LR DIR[7]. JEE AR B, Gt X =R )
RORSHI Gt i R, AR T YRRk e MR sl e R B A, PRI X . £ 2 R A
Hr, AIB X E R (AN B FI A 57 TFI0) 58 5 DR s A SR %, IX SRR A& ¥R T (B 25 P
)Rt 1 BB SR

2.4, EFERE

et AR SRR A FAZ AN B QL pd 48 R e 2 B), FLor A SR R FE AR OG IR IR %% R e 8 T o7
TR, EHE R R AT AAEZ L REARIESH RIE A, EEEENREARTIR
ANFN, 1 JEE DR R () G AR TE RN R 22 [8] . CT HITE RS 2 18] 73 A e Wi S IR A 5 (AR AR 3R, 7
DNA #fH1EH T, CT RefRIP B HNA R HE S0, 4R th[9]. CT MIRnr, BrS A X4, HEFH
RSN LR A% S T IR B A2 [10] [11]. fEZ K MEE SR, CT RS IGH 2R B AH WL,
i = AR R A BOR TR v e 67 5 D 3 s, Sl B4y 7 0 BRI AN AR T
3. ZHEFBERARELR

= T DR 2H R R (1) A D R 2 A Wt 9 A Y B AR AR, R R DI RRAR I T BRI A )
BrSAk . MBI e (A 1 5 3mi 35352 AR (Chromosome Conformation Capture, 3C) %! il & e (b fA ) S48
3 H A (High-Throughput Chromosome Conformation Capture, Hi-C) & H: Z Fhfif A 1A, X7 ikER =S
(] 7y Hee . AL SRER VAR 7 K Aar il oc & DA S iR S M7 TR A T R kR . = 4B DR A 2 HOR AT
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AL T BAT Gt i 2 R AL SRR B AR, R Pm LI s it 1 o R TR, JCHAE 2 Rk 4858 (Multiple
Myeloma, MM)35 MLVBCEAE SR, TR I HY BRI RV J7 o i b 2R DR 20 = 4R 45 I3, IR HOR
A B TR R AL ST AR AL I PR B L IR T SR

3.1.3C HAR

3C BOARE S I o 72 ke DR 2L DX 3 (RO ELAF B, L “ 0 i B ELARRFAE[12] 0 3C HARIE
P B0AIE L0 LA B [ B TEARY 5 i R e , fELHLAGE B R PR ) 1 K RSN Y o A2 22 R kB R F 7
3C HAR T FIRUE 1IGH J DA 2 59 FE K (U MY C)Z AV S8 HAE, X 8 AR 5 0 1k Joe it 245 P A
Ko

3.2. 4C HAR

AC A (Circular Chromosome Conformation Capture)? 3C J&fitl Eitb4T T HoARFR ISk, BEWs 41l
ARG REE S R A ELAE R BT SR R X, SRR A0k 07 B “—Xb4” B EAE 0 #[12] [13]. 4C
FAREZY KT EAER TR, &M T2m IR - AR EH” BRSNS R . 7
ZRVEFBER Y, 4C HR O T A SO 08 T 5 B R PR R M 4, 5140 & 30 CCND1 B[ (1 5
T EAE S 20 B T AR O

3.3.5C HAR

5C 7 R (Chromosome Conformation Capture Carbon Copy) gt Szil “Zxt %7 Kmil & HAES 4T, [
ARSI 22 AN B DR 2H DX 3 (R A ELAE B 7 i ROBE BRI S 3E . 5C HRTE 2k Vi B8 Hh i
PN 25 T fid b g i PR A (A T 4 04k 1314 A9 RB1L HE R X 4) i 25 )i 42 PR 2%, 3 B 4% 5 0 T 30k e A
TBITHCPUAR O
3.4. Hi-C HAR

Hi-C A A3 R AE F =24 HAE AT IS hnitE, v o5 2 ThdE(kb) 2, ik T #h$h
KIRIB(TAD)FIGL 4 TR (CL) S 45 M4 (1 I, RS AT 4 L DR A1 7 1A) BLAE[14]. £ 2 KRB #ER +, Hi-C
BARCT ZNHT 2R ORMSNE, FlaniEs IGH S0 =4k mHM AIB X EH e, Xy
A5 55 7 TR 73 i AH 5%

3.5. fiTERAR

B Hi-C BRI K, ZMATAER AR I R L R AR TE R, AR e s ) 5
BRI DLUR AR SRR G IR e FAE 2 R PR BER R 1 BB <

(1) H4Hfi Hi-C £AR (single-cell Hi-C): 1ZH RLE AN/ 3EAT = 4EFE K20 50 M, BEf8 g b 4 i
SRR TR AG[15]. fE2 R B T, SR Hi-C 38R TR R 5 A (1 4 ST R e v LA
91 i SN 24 o B Hh R B IR G L IR G54, DR AR YT SR A TR A .

(2) ¥EAAEER Hi-C £R (capture Hi-C): i W THRF e PEREN 5 82 H AR DRI ZH X3, B2 e RSr I B A
SHEER[16]. TEZ RIMEEBER T, ZEARH TR A EEE N A (I MAF EH), RIS iz il s 1 1) 5
WIEYE, XRS5 aggression AH K.

(3) TR XA Hi-C BAR (Micro-C)- A TR T A IR i 25 AR 4 P9 Dl , DI AZ /M 42 [X 3,
TR A TEREAL /IR ZE R, DT AN Y o R AT R RS Al B [17]. 1E2 RVEE BRI, Micro-C #/R T #%/MAg
HeA e S 2R EE (U0 H3K36me2) 106 5, 1X L6 AR {5 ma ik (R mT R MR AN G Sk i 1
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(4) DLO-Hi-C $A (Dual Locking Oligonucleotide Hi-C): > P Fh H AN 2 S0 IR IR E M4 e B 4
HFRX I, $Emi e b B LS 5 (18] £ 2 RIS SR T, ZE AR TR FE E/E
JEZnAS RNA /- FHIZ5 ), X B AR 5 R WAL TTERAH C

(5) DNase Hi-C ¥ R: F|F DNase | g2 AARHIVE N VIRG, & GRGU)O7 SUm T, SRS 65 X I
M2 . fE2 RYEE R, DNase Hi-C bt 7158+ - Ja 8T AR TR FRE T e, filin
KBl DNAse | #BIBUAT 25 5 BRDA ] 751 Wi B ) S EK -

(6) CHIA-PET i R: #A YL ta i Sl UilE (ChIP) 5 Hi-C, 4¢3 P IR 8 A 5 1 FLAE (e s R 7
Z54)[19]. fEZ R ERER Y, CHIA-PET A5t NF-«B S G N 778 = 4E SR AH A 2iThRE, 48
7~ T HE RIE(S 5l B 1) Crosstalk.

(7) HiChIP £ R 454 Hi-C 5 ChiP, @bk E £ A& BAE B, Bt E B %
K FMZ%[20]. 5 CHIA-PET AHLL, HIiChIP Bims HiEH TRFEEA . 2 KIEFHE T, HiChIP
78 T H3K27ac IEAH GBS o - IR 2%, 3 e X 4 DX B e ik (R 3R 0

(8) JEAL Hi-C HiA(in situ Hi-C): 7EARIFANMIRZ 5E B PE I AT N AT ELAE Z3 B, 58 L Si b s e J5 7 45
P E 2 PR B, JRAL Hi-C T FUA% GOS8 03 2 (A1 2L 21, X e 4 4 5 BE TR VU BR A therapy
resistance fH%.

(9) KM% Hi-C HR(Low-Noise Hi-C): 18 SLu LA (WE B AR T sl H B 1 (G 2 8 ik 5
PR S, R m OSSRt . E2 RMIEERER, SRR TR AR 5 A A A 1 =
YEELal, XL SRR A AR E YA G

4. BRI EMENERLRRMEFHESIKREX

% 1B 88 (Multiple Myeloma, MIM) & — i bR 20 P4 5 4 i 5 e 1 304 - 350000 1 v 3R Go v i i« 3
ok, BEEE ARSI % RIFIR CD38 BPEHAN) ZMNA, MM EE A E LS
1) 2~3 FFIEK A 8~10 4F. #RiM, FA & faii L 7% (High-Risk Genetic Abnormalities, HRGA)¥] i % Rll
421 CD38 FRHLEL AT AR I 41 B A 22 08 2 /1N 5% B3 993 4% (Mlinimal Residual Disease, MRD)
BIVE, DRI ALZ TG [21]. CAR-T 41 S B ITVEAE 2 LR IT RN H) B R A VE 2 K Ve & B
(RRMM) & & i BoR B E )78, BB (ORR)IA 82%~98%, 58422 (CR)FR Al ik 40%~83% [22]. 1H
HZ A2 R TR MR R ORS00 T 40 h R R0 DL & 8 HIIRTT AR . MM 78 550075 15
BERVEYT BRI J1 N SR A AL AR SR sE AL, N S ORIl A TR, I A o2
—FAEE B ACEEME . B, R MM BRI R T SRR HE B R 4 2 BhAS B
TEE SO R 25 B R .

41 RBIEHRE

Bt RS R R MM SRR VRS “B 37, AMURER T AR, RSP T
SR ] 5 AN 25 BT FE A% Ot . MM IR B iAo 2 B MO S 0 AN S5 A PR

411 REFHERE

BH 5w RERINE A AR IR R R 8 A% AL (Hyperdiploidy, HRD)Z 5 MM Jif3]
(] 50%~60%, FHAFE AT HGL A 3« 5. 7+ 9. 11, 15. 19 I 20) =44 k. HRD % 55
FITIR AN, R R E A2 3 6 S M 2 5 (ML R 23] ARG, i R A R (4 — f3 1
I B B DU AR o 1 I 0 R 2L A e 38 0 i 22 DR 0 (4 MY € CCNID L) R 001 25 R sl % (4 TP53.
RB1), K28R IZREETERZE . EER IR, =4 R =R AR T s A % 2
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rh et i (R SRR A e AE IR AR A ] e I AR B R IR A X 2 2L R LR R AT

412 REFEHRE

SER) T EARS IgH 47, $ TUEAE 5 (Copy Number Variations, CNVs) A1 5 Bt 2 /471

IgH Zy & MM Hp i L 45 K PR FHE, 2 40% 1) (58 5 [ 14932 07 1 5 Z AN PEAB Je ik i AR 5 Ao
ISR

t(11; 14) (q13; q32) 75 CCND1 i £k,

t(4; 14) (p16; q32) 5k FGFR3 Al MMSET (NSD2)%% i ;

t(14; 16) (932; q23) 8 MAF i 5= 5 B

t(6; 14) (p25; q32)7# /% CCND3;

t(14; 20) (q32; q12)'F5 MAFB g ik
o t(4; 14) t(14; 16) 1 t(14; 20) 8 41 A s e B AL 7 S, 5000 PR R AR AE 1R T T Gt 2485 D AH 5%
[24].

7E CNVs 1, 1021 #igi i E M ARG R R —. 2 1921 #0115 >4, 508 3 M5 DLFEIE& I
17p13 BRKEL t(4; 14)RF, 5 A AR A et JE 2B A7 I (PFS) AL A= A7 31 (0S) & 2 4 i [25] [26]. HLEUm AL
£ CKS1B. ANP32E S5EE:[H IR NAH G, X e ph 2 55 40 o 5 4% . DNA 2 R Wst & &40 .

FARPEBUR B R AELE 1p32 1 17p13 X3, 1p32 S K CDKN2C Fl FAFL JE[X, 524 i 5 3
o A p R BORR R T BB T 1 [27] - 17p13 B ) - E 5] S TP53 Thfgde 2k, 15 Gy 44 24 (Chromothripsis) .
TR TR AN Gk R LT 25 AR B VIM DG . 2 TP53 R AR WSS 7 J [R] 2 (L ok Bl R AR & 5
R, BE AL OS i — P4k & 2 LT [28].

4.2. BEZRETFHE

MM & —Ff B A v 5 25 R 9 A 5 O P R P g, L OO 47 o 2 v T LA g iR . 1245 2R
PRI 250 NMEFE MMt R A S R A, Hh iR LA KRAS. NRAS. FAM46C. BRAF. TP53
K DIS3 £5[25]. 4] 40%~50%[#] MM 3 177E RASIMAPK {5 5 i % R A%, ixX £6 5845 1 5 5 2<% ! .CKS1B
FHAOCHE, HRIH 2478 2 AR L AR 1) HE 25 [29]-[31] -

Maura %556 T 1727 Fl#712 K MM (NDMM)FE AL AL TIOINAE RS, 2 30 90 M e IK Bl Rk D] 5 2%
BETAER XA, B4R ZHEFEN 2D —ADWBRAL[32], IEE T MM [ RAL 5 i R4 . Alberge
SRR T AR R BN AS IR TR SR A v R ER B U (MGUS) M B L AN 7E Bk 3y 2
RIZRAF, 7F B AL B $5% (SMM) A& sh i MM B A8t frby, 5928 B A 1 42 2 199 0 [33]

KEEAES S RNA (IncRNA)FT 5 MM 5 g 8 4L F4E(1 del13q. 1021 §715. t(4; 14)) R 4eiHHHE, I
A IE S AT B AL I G RS I B AT R ) = 4E R R H A IR R R R AR AL, 7 PCR G BAFI(n
= 95)4, UCAL m#KiLS LR KA R IEMHE(P < 0.01), iS58 AR A kDS, AT RAaE R
“575 IncRNA FR25” #5357, RNA-seq KBAAIIGIE[34] BF A BB A Wi 7T [35]4 7%, £ 60% r] A&
lincRNA T]7E 100 Kb Ji [ P9 =0 # 40U B 3Rk s 76 MM il R, MALATL/NEATL %5 1] # 58 AR
FASFREHE, JHEIHH5E PRC2/EZH2 JERC P44 1Y) H3K27me3 Aric, MIM4EREBIERAL, (HIKN
A B BRI S A1[36]. LhAl, THEHUERLZAE MM ORI SRR, #45 IncRNA 1] RE I8 T4
CTCF/Cohesin fi i B H AR, {f IGH G0 S v G 50 7 23 [ 4130, 33 i 438 5 S50 I s ik [H 3%
&, TZALHITE MM AR s 7 3% 238 Gy 6 5 0 S 3R S0 56 B0 1IE -

ERFERENE, RE MM #8 KREER SCRAE, HUDESTE RNA KPR, BT iz
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T R BEA, BT MM RS TR A 3 S e [ — S8 S (R o R s AN A2 S A3 iR DNA
(CtDNA) Ry AR WEAZAE 55 25 72 7 [37], X RSHESRIBUI R so BE A i ok 1 R Bk AR

4.3. mERRMRERARN

MM 385 B AR 3 S R A 22 AN s B SR R A R, G e B A0 52 3816 4 A% e AR SR A B B s ) (1 3%
[FOKS . MM [ AR SRRy 1.6 FEA81 T Jilsides, (HAMAR )28 S0 B 45K [38] . o b v it A = mT 43 Y
FhEERA. fase . LA, e RURIZE ML . Yan ZEER A AR TR R MM FEAR,
RIEFERAALE, A8 5 SCROR R PE R 203 1 OS W5 4R RI[39], RSP B =2 T
Je Al ) EE AR A

VFIBERSE X MRD B BUik B R A IR AT A4 B, R IUIETT G AR M RF SR (1 s R gk [40] . i
FERRE, REZ 3003 A R4 S in N AR E L) MRD BAPE(REE 107, KA NGS 1wl 1E
10°5~10°8 /K-PAa il B R v %, Hor TR R HIRIR E K $EHT 3~6 N H[41], "R 18R BURNHAR
(G PRANME -

5. PEMTFES MM =4t EFENEEER

R oA B AT (2 MM 45 . Ul T, I SR 5 5 REEANRIESER, LM TAMSs.,
RELIWT 1IL-6 2400 A T CAR-T 40y iZ#l e BCMA. BEA S 435 (n PD-1/PD-L1 Pifk). #E
[ AU 25 (A PRMI2 1550 750 3 o 00 e e A 58 a3k A7 96 7 1) B 2 Bt [42] [43]

Fifr IR R 6 MM 20 6 74 S0 7 i S5 GRS MM 20 = 435 D 41 e 38 0% . B B R 5 Fh R 4L
RAES UM 755K T LA N DNA 25 5155 DNA BEEWTR, oA R S8 (W AID), {2
BRI HEHEERAL, I 51E MM =4 RE D8 2546 S 5 R R LA I ANFe e v [44] . I BB BEROA B 155
TR LIS A8 O (4 AR B YT ) AT AR FE M MM GBI G (R I = 4E TS, T
R DR 0 A9 AR B X A m] Btk b4k, IGH-MAF. IGH-MYC 45 5 i i B 58 1 S B E-P 36,
i MYC/IMAF, %55 MM 4 jiid 733 CCL2. VEGFA, $83% TAM 5 14 Bz 4, T 5 40 02 3 i 15 48]
TER BT, Binder &5 i i A AHT A4 sy Sl BELIT K B B REEE 40 IL-6 5 TGF-p %24k, Refigilif
70%I1) ATAC-seq % i, JFkSE CTCF 14 R fE, RUFETIIMA 1L-6 5 TGF-B 4 F - nl G idE i H
55 CTCF 121 5 i) e P 1 521 MM 41 i 1) = 248 356 TR 45 40 o 9 FLE— 20 O\ fk B (3 1 NIK 41 il (R LE 5:2),
KIL MM 4357 2 loop 58 % 724 T % 29%, H3K27ac £ loopanchor Ab &35 FRAK, R MILEIRTT EAEsk
LR AT Ok - AR B BERTHCE B S Y R A, Y R O T G MM SRR
HIPRAE TR IR TT B [46].

6. ZHEFAFRARES LSRRV EIF A

WTAESR, =R R 2B R (P R N 2 R VB IR (MM) B S 324k 7 AT AT R AT 1AM . Wu 252
HIFEIVEHHE TS T MM 432 DIAAE 53 (CNV) 5 = 4L A 5 SR 6, R CNV Wi 5 3%
BT AN CBR(TAD)L X . 5 IE# AL, MM 40 rh TAD St in% 25%, i T3
SRS, $Rom L R 2H 25 A G5 M AR 4 TT RS B DNA T80k, OB AR MM LRI A RS B MR it T
HALHI[47].

Zhang FIPELE XS 5 ] MM 8 EHFEA T 570 HE R Hi-C 20T (40kb), B XA T MM $i5PE =4
SR B . WFIT AN SE 5E 19 A5 5 RIS AT Wnt 3 5 38 BR AR G St TAD 5, i R4 4T T
B IR 2 S 1E(SNP). A BK (Indel) . 5978 57 (SV)FI CNV I3 A REAE, & 3L CNV Al i i PR 1450
TR 3T EAE M4 B 55 5L DR I RE 71[48], XA MM RS A& 145 S St 7 S Bk .
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BT MM 25 (8] 5 R MR ARRAIE, EDLEENT b i T IE R A 5 B %R MM FEAR, RILE Z: %40
R W) =R AL 25 TAD WA EE I, L EiR(CL)E sk, H 2% 73R8 L
EH R L, XA R R E SERRIE KWL 2IEAHK, #En =4 A Z LT R 2 K3 MM %
I J (1 B AL [49]

A NIRAE R, Xiong 53853 %4 ChIP-seq A1 HiChip £iR, 27 MM 455 V#4858 1 i1
SRR HAE RS, R BRI 9K Sh 1) PPPAR15B F& K Al @it 4 elF2a-ATF4-CHOP Tl i, kb
G ZE BRI (774 . I 25 A PPPAIR15B, AT & 35 0 s 2 Ve K I B R AN [50], X AR E S = YERE
PRI ZH 22 70 BRI ) PR 2 [ I R B 15 V6 7 4 o

REWAS T gk, =4ERRH A MM b e 2 kK. B2, IR ROASE an e i %
P A4 6 1 7 ) B DRI L 5 0 2 LR, 3 SR B 1) B g B PR sk 2 1198 (MG US) F B A L 15 B89 (SMIML) ) v
T MM B4R R o () = G R R A AL R AT 2 Ak, BCMA-CAR-T VAT I 24 /2 75 01 il = 4 5L R 20
HgFE? 1KLL ) S FHRANIR T

YRTHARZHAAE =R AR (1) WA ZEET/FERNS], ML MM I B 5 B, el
FEAE BN ACT AT 7 B 25 I A5 M) 22 575 (2) Hi-C S R XA I AR RN Fr B AR S A R U A7 R
LI A BRSO S SRR R S R HRAR s (3) BRI DN A A R DLTE AR B N, R X A A
TR e P ) 25 IR AR 28 19 AR RS, 1) 25 0 ) 4 6 R 4 2880 %7 IR o

7. RRRESRRAME

SRR 2 RTE MM BTSSR A TR R TR o EEXE MM IR & S S AR A, RSB
HHELLUN

Y, HEHEZ ARG . G54 A4 Hi-C (scHi-C) b 4n i ) S i, BEFHBA 4 RNA 5
(SCRNA-seq)F e s IR P 2%, B4 BN ATAC-seq ZIH JL (2 )5 TFHCIRAS, AT 47 BT MM 5 B
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