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Abstract

Multiple myeloma (MM) is a terminally differentiated B-cell malignancy that is widely considered
incurable because many patients either develop drug resistance or eventually relapse. In order to
develop accurate and effective treatment strategies, we must understand the pathogenesis of MM.
In this review, we describe the loss or down-regulation of some tumor suppressors in 1p deletion,
summarize their biological functions and their roles in the pathogenesis of MM, and hope to find
potential therapeutic targets and promote the development of future treatment methods.
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1. 518

% R B REJR (multiple myeloma, MM) 2 55 [ R A0 A 575 386 28 B S5 S e, BT evdi 1]
MM 5 FTEREEER 1%, 295 BT MR RG0S HEIR 10% [2]. et LM+ 24, BEMEGRET
SRR 3]. MM B BB A e A 5 s i, HRHIE 2 B B e k4 DL (B0 A5 14)
B BRI E R (IgH) BRI BT TE R 14 S ARM DG Zh A, (RIS (1 e 32 B2 et SR g 2B 4
S ORBRLE R A R YT T SRFTHER), AN AR T T [ R DR A R[4 8 B A A SR B oK T DA
] DNA 15538 B F1/5E NF-xB 0%, (7 A 80 [ JaRE A 0 2 A0 I 3 2 4 A= 2

FEPR A AN I R 20 RS SR R T R AR SR ZOIRAS D e B LS T MM i
ME K. FEHEAANFEMER MM S BRI R IR K 3R —, XM R il 2 5 8t i o) 24
T b B JE D 4H 228, 5t e (iR AN R 5E (chromosomal instability, CINY, 43 TR ANE & A9 AR AR 18 0 [5]
TEIXEEHR , CIN 8 2 S E P8 DU 5 /78 4k, ARAETEAF MM B B il 2 (o [ 2261, 4>
N E RSB AL S A FIR s AL A . £E MGUS B Bkl 2] (1 18 4% SR T g2 5 R 44 7 MM B BOAE (e
MAE MGUS HANAEAE I R RESE 46 R A [7]. MM 2 5 S0 8T 2 F 1) S R M S, 4k R S AR A 2 ) e e
SRR G B F A 0 RIE I R AT IGH Bk AR S A, BRI
FEYe 4k 5 7 (copy number variations, CNVs), HAZT A .

1 SROENTRE MRS S MM AR5 UL HE DL S CNV FIZ5 484k, Bl 2 R 30
YLt (R RN 18 Bl Bl O 18] B 6 X 3k ) DNA SR1GR1E 2R [8]. B /K P AS I 5 fa g A o<, &
L R QBRI TE R, 5 RS R A P B E . CERR T 1 5 ik K
5 Fhs, AFE 1q 325, 1p Bk LK CF i siskik 5 78] .

Jetafk 1p SR 5 MM A RBUGHOC, BAERIFTERSE . ARG 3 TP A &1 £ 2 (loss
of heterozygosity, LOH). 5¢4:8k 54> B3k %44k (uniparental disomy, UPD). Xt [X i i B3 [ [ 6 ik
AR N SRR TG M. BT 1pl2, 1p22.1-1p21.3, 1p31 Al 1p32 X PYAS[X 4k, 1p36 LK p73 ik
WHE MM YR YTHEA.

2. 1p12

1p12 B 5 NZE MM AR TS R ZK[9]. BT TSR e hr . JERERIA. FISH FIZAR 54T,
RIZ XA 7 BRI LR 46 )% C (FAMA6C) (X4 A i A% 1 I 5C (TENTSC)) 5 T4 & M4l
PR FIRASLE MMt B BO% PRI TS 2 L [10]. AR, bR g f e 38 78 o e vie rh AR 2k
RIL[11]. FAM46C 1ENEAZ AV AL poly (A)RAEE, 7T LAKESE mRNA fase LR Rik[12]. £
KRB SR, FAMA6C 5413 & A AL 45 K35 3A (Fibronectin Type 111 Domain Containing 3A, FNDC3A)
TE R | 25 P[13]. ZESYE MM i B aErE, EdmFE A, sEEAFMRE.
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AT T:[14]. FAMAGC [R50 1 0% PISK-AKt 8 & A2 3k osd & 4F , %38 I8 0% ERK AIHTE T3
T, FEIR T FE AN RSN FE B v T (AR [15]. 1R IE FAM46C FIHTI R AT T 4 (IRF4).
CCAAT 55 7454 2 f (CEBPB)FI MYC, [R5k AR 1 (19) 4k

PR EAXIE A (Hsp70)B 71 5 (HSPAS)/BIP /£ MM Zi a5 5 K E#ME. £ MM 20 R+ 83T
51N FAM46C 7] L5 2 R AL 5 4o st e, [RIE A e AL gm s p o3 I 1) 25 179 mRNA,
A MM G — /NG R 58

3.1p22.1-1p21.3

1p22.1-1p21.3 A A2 1p bie WIER AR X3k, &8 N & o4 G sk ¥ 2 (MTF2). iz
HH 5 (TMEDb). #HiAZEH L5 (RPLS)FIEASWHERE G 5 (EVIS)H4E E Nz X I T ifEE R .
Mtf2 2 —FZHORE A, 7 DL B IRHA S 2 RAH 2 &7k 2 (PRC2) B LRI AL i, HF4liiE B A s
DR AN 092 J2 LR A XUEE ThRE[16] [17]. 2RTT0, R MTF2 IR 1E NS MM {84147 # (overall survival, OS)
B G e A= 7 (progression free survival, PFS)%2 45 6 5%, {H TMEDS H{ILFRiE 55 A7 5%, I BAE
IXPHANFE R R # B K ILEAE . TMEDS J& Wit A /R 52, 7T# MIR-G-1 _LifA[18]. &
L5 Wit FKgE S 7B (WNT7B) A ELAE I3 5 S 4 M 3 . 3L 1228 R EMT bR, s &
HL1¥) WNT-CTNNBL/B-catenin {5 58 #%[19] . LA_E 5T B TMEDS #& — /M idJ ZE A« Rk, B 72 TMEDS
FIEPERE MM B8 AR IR R IRA = .

T2 MK EVIS A RPLS 7£ MM AR A2 [ B R IA i, mRNA FRIE K5 12 W ) o st
ZEM AT IC o IX NI IR () 2305 1T g A2 MM JE R (R DX B[R 25 (201 EVIS 1815 B 53 20 284 . 400 B J& B 0 A
SIS . B MM 4k, EVIS TEIZ S 1 H A 5o s 5 O8], 1 200 i Jo) 190 2 AR SR At oy 24 [ 21]
EVI5 8L Wifa] 558 2 (A A7 A MM 32E M AT AN 32 « RPLS SEAZREAR I — AN LR 2, b iR —
MNRKIZHEZE A Z A0, RSN E AR A [22]. RPLS 22 #iE I B i — N2 R MRS
[23]. £ 20%~40%] FEA AR ELAR AT MM B, RPL5 $t2c[24]. RPL5 ) mRNA FIA{E NI i K40
U6 SSEIRI AhR 5 AERIVE VKA 06 B S 1) Bk B8 3 i 3 BRI I B VA KR A N TR YT IR, RPLS IR 1Y)
3 A S PFS [25]

4.1p31

1p31.3 15 14 MR . 2 R4 R AKE 33 (USP33), fix B4 e N —Fig « F5AUR - ARIE (VHL) B
JANHI R A AR 252 /B, $ORIIEZ X IR IA[26]. USP33 7E 2 Fi 4l ik 72 Hh i 45 G B
. #itn, USP33 5 USP20 Jt[F 4% 40 % M f2AR 155 HI N 73 J5 70 e FISE ;. USP33 X h v A ezt
ZREE, FAEIHTT CP110 FRIE[27]. USP33 [1)7H Mkl & Bl I AR CP110 & e Mok i i v O
PRI 425y 24 [28]; USP33 b nf L2 24k RalB ek A WA %, XA BT IX 4> Ral B 7€ 4 WAl
P R A g% N H ) T RE[29] -

EALTF 1p31.1 i MutS 25 1 [FI 5 4 (MSH4) A Disabled 1 (DABL) A BE S 1p31 (82 1M1 BFAR[30] -
MSH4 7& Mut H [RIVE3E R SR 1 — 01, HFRIAAR Tk R 21, 7R 53 24T [R1)R G 64k (1) A . 8
YH RN IERf 4 B2 4 W5 1. EHT MSH4 25 DNA 122, MSH4 7] 8 5 2508 5E H 1) DNA A fase 1£[31]. DABL
& FIRBERAL S AR FPREER 2 — TR AL, €25 K E K EE L rE B 4 )2 . DABL
SN R H WM O s B R, 8 2 PiofiihE o 2Ry, DRI I 7 AR D s il B8 - 4 FH [32] o

ARG TN FIRBERIE MM R O AT 9T, 7 Bk — 2B 4.

DOI: 10.12677/acm.2023.1361267 9055 I IR = =23t e


https://doi.org/10.12677/acm.2023.1361267

b 45

5. 1p32

PEOR 1p32 MIBR R R AR MM B I R BTS2 . 1p32.3 A i) 200 At o 390 2 1 A6k e P il
[X-7- 2C (CDKN2C) 1 Fas #H K A1 1 (FAFL)2 % 5E B 1K) 52 1p 405 BRR FEMR 1) 2 /> K [33] [34]. CDKN2C
N FK pl8INK4c, +&—Ff D Y4 i fi #A 2 At P8l (CDK) 4 il 771 . CDKIN2C it #ifil] Cdk4/Cdk6, 7E
FEAE AR A 2 s S 3R B 1 (10) IR S 4 (PCs) R #E B A HT, ATz 1] PC F225[35]. 7EME I B Al 2%
ARG AR A, A ) 4 ] S LY RO 20 B A8 T T R A E AR [36]. 12K 40%f MM 41 il
Zh R CDKN2C s, dmid ] G1-S # ki 5 InfT 5<[37]. CDKN2C #li& & 1 ik kil
WHRAHEZEMN OS, RWHA MM & i e sI R+ 1EH[38]. FAFL 22—z R45GEA,
J& DNA &l kP T 1[39]. FAFL I8 5 Fas i SO AAIDE, FF1658 Fas A 40 i
T2[40]. fEZIIERT T, B R R IR T, O E TR A NF-xB iE T, BLAGZ
RO E AR AR AR DL R FAFL AR, XATREFEUNEREMZATIH[41]. th4h, FAFL Bk
TGF-p3 HRIE R RFZFARD, )58 SboE e e b id FEEBUR[42]. FAFL MSRHEGE S MM A
R OS #HK, HIAKIENFVIERER#—PRER.

6. 1p35-1p36

p73 JEAEAL T 1p36.32, & 1997 4EKFLA) p53 FEa 1 (A T [RIJSIE A . p73 AT TpS3 f) DNA 45
415 (DBD) B A 7% IR — S0t . PIRP AR (I EPRESE A A [H) (1) DNA P 51 3 I Qs A H) (0 J3 3 1 p73
RS g i ELA # S T PRI p73 (TAPT3) R A fh, X8 R il & — N IR UG HI8(TA), LA A
(28 AR iR = TA S5 R 3800 B M 47 4% ANp73 sk ik . TAPT3 P24 K ¥ 25 48L pb3 B ZhRE , T ANp73
PRI 58 AR I« TAPT3 4K AR S A 388 I 07s 4 IR B 2 B30 B DXL e S M DNA #5340 55 5 S 4t R e T
p53 Fl TAp73 1] LA 5 ANp73 MR R, 5 3 TE B — AN Bk S A B K 1 15 /T2 - TAp73 A ANp73
2 ] PRSP U 240 B A P 4 BE T PR RRURR M [43] 0 72 MMt ER SR p73 (i 2 e A 100, (L ik 21%
(B ay L p73 f e AL, BB RA TR, 5 2157 W RAR [44] X /N1 HINRTT AR AT 19T
PRIMA-1"*/APR-246 7£ MM 1, PRIMA-1V*" 1] LLi75 5 MM 4 IR 1, $ii] MM 4021 58 B A A 7S o
IXFPE I ANAE p53 MR, T4 p73 KM, BiF%S p73 IS, i Noxa, 1 MCL-1 [45].
Ik, p73 £ MM AL 4R B DA R Be R Ry S E B T H R Mg A p73 A KmT s R 4540
YER, s A k] B R HE B0 E -

7. IhNER
TATHA T g Odk 1p BRI D RE LS EATE MM R BRAE T o S0 Aol e 1 o) 5 K]

RGBT, W MTF2. USP33. MSH4 1 DABL, fEEAZ. hovaies. AR EENEE DA
HAYERE L B XSS R ThEE, RATATPAE I T MM AR L], RBUERRT R A, I

Ja RARIGIT TR .
E&IHE
FERFIEIEE GBI H (W H %5 . 8216010085); #r sl 4EE /K E A X K 1L 4561387 1 BA (39 H %
5. 2022D14008).
SE Tk

[11 PEEMDSMEREN =, PRS2 M= P E2Z RS2 61ER (2022 F121T) []. PN
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