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Research progress of nuclear bodies in tumor
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Abstract: The mammalian cell nucleus is highly structured and organized into various membrane-less nuclear
compartments called nuclear bodies. Nuclear bodies are highly dynamic structures, with a variety of substances
gathered inside to promote the more efficient conduct of certain biological reactions. It dynamically produces
responses under different biological processes and stress conditions such as tumorigenesis, apoptosis, antiviral
defense, and plays an important role in regulating cell homeostasis. Tumor is a major public health problem, and
finding new targets is the key to tumor therapy. How the nuclear bodies are involved in the development of tumor
has not been reported. This review aims to provide a new understanding of how the nuclear bodies regulates tumor
progression and provide a new effective strategy for tumor prevention and treatment.
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(nucleolus)~ -4k 4H Bl 1 195 (promyelocytic leukemia,
PML) # AR AZ BB 4K (nuclear speckle)« 1% B 3 /)N 44
(nuclear stress body). 5% Bf (paraspeckle). & P& /K A&
(Cajal body) Z #fit /M& (polycomb body) ZEP, XL H
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F HL LG5 1) 56 B4 b o I 1R 2 1 - 1 B A ] e R
EHR-RNAMHBEERN S, —SEANERES S
FE IR ek RN FE DR A 4k 4 ) 4 RS, 2 IR 2 A 2 O BOET
W N T R AR e (0 7 2 TR B 2% B 4 00 A B AE
FHYL MR AR 21 43 F0 AR 41 DNA 2 1] () B 322 A0 A ™
AR5 B R 21 5 M RN Th e 2 (R ¥ 22 4E 34", Shan
SRR A AR e A B AR T CRX AL SR et T
SAFNFE R FRIA, ) BT 41 B S T A% A 1 B B AR
Y Dy fe, A% AR 45 1 5 T Re = 6 4 E B 5 MR kA
KA. fEMEA L O MR RN 2 A lE
DIRe M o A8, A0 46 % A= B AR /N A2 4K L PML % 44
FIREIR X BE SR 08 5 . X B A ] DL i
JibJRE 21 R RN B B A O AREAE, H ELIE AT g 5 R 4 e ok
AR S ae A M, IRk, BE TS R R 4 A P R
A 45 1 1 22 7 AT 12 W RT O R I P 25 A A5 R
2, SN0 A% A TR 3 A TT RE R B I R 24 A () T O R it
BT o BT A R A AE R R i D, T S
SHST AR KA SCE S XA~ PMLAZ 4 A B
DEAK 55 BE 4 PAZ AR AE b g o 1) 0t 3k R R T 450k o
1 %=

AT R A0 B R P B B B 1 a4, & — Pl s L 3k
JIB5 25 & (B =, AL & A% K A& DNA (ribosomal DNA,
tDNA) 7% K H #5559 (ribosomal RNA, rRNA), L f 2
5NN Z RO s e M E g iR A
T HEINRE AL A AN T rRNA R B A 4] 3504, 78 1%
AR, R BT B AEARAT TR A R B A, B
i R 485 AT 220 M5, T R A R R R . A4
R RN Ty B 1) 56 HE 1 2 DR AEAZ R AR A2 ) TE 0 e A T A 75
U, B A 2 PP I DR 2 24 AR 1 T AL A A R A A
(1) Dy RE AN PR T 12 W8 A A= P i, FLAE V15 22 T 4 g
K2 R0 0 sk e B X AL AR T, 2 5 2R A
H I 4ERE A& S RN AR e M40 i B R R 4% LA R 2
NI I i 6 4 o A% 45 p

H5AZH 2 DA — 80, AZ D Re RS 5 2
P AH IR, QOIRRE PR R S (I 4 A% s AN 5 S 0 5%
PRI )~ O ML 00 (B I o g 6 9 O JULARE B8 A UL
AR AE ) 2 SFY . AT — R U AR )
o PRI R 97 IR AT, A RN A N R
1) 503 DL S AZ W R A2 00 B S 5 0 5 e i 1 Rk A2
KIEFER .

AT RN BRI 1S T A g o J LR IR T 5 A R
(I AR AH e An B A, 15 AT S AR A0 A% A= 2
BN 176 AN, T HT 1 IR 40 A 2.65~3.12 MZ AR,
R LR IR A M A 2.96 M A, SEIEIR A 4.0 M X
B0, A B AT 3 BE R R R B- IR R B 3 B2

(B-crystallin B2, CRYSB2) i 3k 22 4 44 « 8] 5 b i 4 1l
Je RE AH DG BCZT 4 41 B 1 15 O DL R A g ok, B
CRYSB2 Ji i I i = BF M 2L AR 1A% A 2 e it e
KA,

A~ N A7 75 K & % 1= % A (nucleolar proteins,
NOPs) FIAZ AT [ (ribosomal proteins, RPs), F 1A
SUE SRR AR B K. 2R R 4w B
WA 2R R 1 B, AN REAR R 1 1 i
RIEE ZFEAE A B TR F G 59 S IR R
& [ M 25 3 F£ PO. P1. P2 (ribosomal protein lateral
stalk subunit PO.P1.P2, RPLPO.RPLP1 # RPLP2)* 1)
Jo Be Jt BE 40 M 98 B 9 RPST1 A1 RPS20%Y, Jf H,
RPL15 B8 RPL35 [ 3t 21k /& DA 7L e /) BRURSE A o
MRS R Ao A, CUTE R B b rh R I 21 g B A%
WA B 1 1 25 TR e, 3R R A D Dl B0 25 DR s e
IR 7 BIVE D o o e B ERRT T 40 M St Ik B2 40 e
L5 H W 22 1 RPLT AR, T 75 T 4H i 2 ik B2
S 1 A998 FH 2 1 R R L R SRR Mo B4 R A
LRI R AE RPLS BRI R 36 2 AR,

A i B B A TUZAT R AE LA SR A 1 iR
Hel R I Rk, B B B I B R IR T
P B e VR A s = TR il A L e .
W BB TN, BRIz A R S A R i
5 9B« FF 4 i o R 2L R AR 1) TS AN R OE A P
H SR B4 85 (1 NOP10 #3875 A& FL AR Tl J5 AN
R AEYAR &Y, HRE A BT w0 Ak 7 i 25 127
P Ma SR GE, NOP2 1E & Pl i 28 84 v v FE 3R 1A,
I ELe AT LR 3t /0N B £F 2 20 i A= K DL R iR T
SR 4T A S B, R I e i, 3G AR A P, RS
PN R A1 g i 4R 28 ME A 5% ot WF 8 3 B NOP2 W] LA
VB SN 3% WA 41 B B AT e A A 7 3R AR V8 A TS T
A7,

B T AT BURE AR AT ) AL B R A RIAZ A B
1T 25038 22 4, TR E O %2 21 rDNA #5 DU 2
AR . JERE R UL rDNA #5 U182 2 5S rDNA
B FHI I 16 AT 45S rDNA [k /b 88 F 2B, K
rRNA I 5 5 ) EBEAEH 7, - H W RNA RS
fi 1 (RNA polymerase I, RNA Pol T) [3F 14 72 J8 5iE HH 42
W i, 9F H RNA Pol i BEBUE 5 JURR I8 A R Tt
Jei AH 2%, 0] RNA Pol 1% 3 Bl N i iE 16 97 B A 2%
Tk,

H BT 1) A= 0 MR R T 25, R EAFE LT L
R 55— 8 T B ) 42 0 ) 4 R A% 5 R B D RE T
B, XA YR T 32 2l i w A A e
1 F 050, a0 rDNA R N 71 < Jot 225 40 22 BB 570 81
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rDNA ¥ 5 FI R 5 — RAR AT B 1) 25 ) 2 i B A 2R
YA AN 7 (RNA Pol T EL B4 7)), a1/ 7 1 5
A AT AW CX-3543 (W HR A quarfloxin); 55 = 2 Z#
) T A 4 TS Sl B AL &4 . i Myc. Ras/
ERK.mTOR F Akt/PKB 4 5 [1] B 5 5 1& 5 Al tH
p53.Rb.ARF F1 PTEN 5078 /1 5 (1% Jifv I8 410 1] i 42 6 3
BRI, MiEEEN AR . 0 Ake fi
71 (AKTi-1/2 F1 MK-2206) 7~ H S5 25 40 o5 2 20
A A1 F0 AA Py L B S0 3R B, e AT I I e T A o
rDNA % 36 Fig S A g oA 30

BRit 2 oh, AE B RS 5 Z Fh e AH %
5T I B I, AT RO R SR AT R .
A7 N2 CLBE A OB R Bl % R S R DG A 5 il
% T TE IR S AR R HEAS T Bl R/ . BLFE A% A L
Bt R, BB AR R 2 AR . Kk, 6
7 38 I 0 A% AT R T TR R T R R i — P
W5t .
2 PML#%{k

PML A% A 7E A% 52 A e W g 8 5 00 K 4k, 1R/
FEZH 5T RSN B o 2 I L B 0 1 A0 A E AR A
1~10 M HEAEN02~1.0 um ] PML # 1k . PML #% 1&
MEE RN RS & B A 1, AR 40 P 25 AL L 41
JE S0V B LA B 25 B ORI95 T S8 (R 0 O 40 N A
) AR 5 H Al AZ AR (A2 AT A% RLORURL, e
5 IR, K5 /2 RNA) A LG, PMLAZ /2 B8 1%
BRADAFE G . (HARBHE, BN 2R R E AR
K, 22 EAE AW R K7 PML & A 2
PML AZ AR 3 B 25, Britz b, #1770 Fh
B 2H R BRI A AR T PMIL A AR R, B AR
100 (speckled protein 100, Sp100) & & fi7 X &£ % {4
)R — AR AR PR B

PML #% & C W IE B 2 5 2 il /2, B E A
JRAS A, 5 2 2R A SUMO 1k 5 [R] 32 55 1 3 0 15t
FE AT DNA 35495 5B 20 BRI T2 40 i 38 22 R0 2
R A, PMLZ ARG i 78 24 8 A 5 i i 47 2 5 1
TIAZEE F AT YA DG . ERE R RIBECT, AR T L 4
Ji0 IR 45 5 4% 3 B s A% B 14 I, B 5 T PML i
R RO R FEVE R - #5cJa, PMLAZ AR R B i 55 4
SUMO 4 [a] 1) E3 72 2 T 422 [ A0 18 775 240 1t o 57 38R0 bt
FR) 43 fiff A R 1 O I e AR B Joi o A o R R AR A
el R N R T @S B ol I = s e
j;% %[34,36-38] R

PML %R LE MR h 243 3 1 T2 B 9T, el
A& R STk BE 41 B A I (acute myeloid leukemia,
AML) FZEME 5 k0 40 i 5 L7 (acute promyelocytic

leukemia, APL) HP, #3t 90% (1) APL & 3 o 7 75 2
Ak B AL, 1% 5 A0 PML 3K 5 % 65 4k F R %2 4K «
(retinoic acid receptor a, RARa) M3 K 45 & . P24 M
PML/RARa Ui fil & 2 A IR PML A% 14 1) 25 14 56 B
P, I B 8 TG BN BE A R TR SRS T AR
S, DT 1 K 2 BB A A 4 43 4K 5 5K Bl I 0 B
FECO H TG PR ERIT APL SR A 2 = A0 A
(ATO) 4= Jz X 4E FF R (all-trans retinoic acid, ATRA)

XA E T MHLE EJF, ATRA i id 5 PML/RARa
) RARq 3B 43 #H HAE F {2 3 PML/R AR P fife, i 2 Ji)
PML #1 PML/RAR« ff] PML #43 « 254 J@ AT PA5R
i PML/RARoc B fi#t, 1y L3 3o %8 1) =l 5 HE 25 07 B R %
1A 1) PML 8 K fil 5 PR IH ) PML A% A 4 2% o 3 7 Fof
2 R F 7] 30 % 68 48 Bl PMIL B 4K (1) 25 4k, i 5 PML #%
PR E A0, 53 pS3 BTG  pS3 MM 1 2 AR P A (] IR
i U A P R R, {5 7 8 T 95% (1) APL & 15 3|
LR fRLes,

PML # & /& vl 259040 1), F#L FK (interferon, IFN)
I B 25 ¥ ) K G 200 [F) 3 5 S A AR i PMIL 35 48
FEAB R B IR RNz 2 Ak, B 5 PR, T B AN 75
HE B W TAX 9 B e 8 IR Sl N T 48 il 3
Jo/ibk EL98, TIFN/ATO 2H 4 SR 313X L8 1 1195 248 i 55w )
S M T, I BN BB e, JF HAE B R AR
— BB PR I 24, Rérolle £ 441 31 HY PML A% 4 AT LA
T B ATO PLAR ) AL & P47 S0, B 4G
LIk PHAS PML AR AR BT 259, PML % 44
L0 14 8 15 5770 T e B AT L I AR R T2 1 R
Fi%.

PML & — Fi 412 338 40 a9 12 5532 22 1 4 R A
pS3 R M A s AT B . AT ALK B, PML
ZRasFHEFHpS3 NG EEZMNEESHH., ELF
BT, pS3 IS 75 B PML.  H p53 K V5 % 1 5 i
A DLTE PML AZ 4 Ao 0 3], 35X 22 B PML A% A4 MK 4 pS3
VAT A7 DLSEEUBI R S 180 (B IRIL W82 Rk 4
BEAL %), 452 PML R R IE 5 8 psS3 AR e
VO, e AAE B A AT HARAS 5 B B0 T il o B
M PML B2 55 1 91 B g 45 W 7L e A s
Jae: () 3k JE A K, TG /K P 1) PML 5 1 AN R AH OGP
T2 FHE 107697 T, PML 35 /K P38 02 28 K 9 D) B
J& B AEAE T, PR A I 2 K %6, {2 PML ) =y R I8 2
I ATO 7E JF-Ji 20 i o (40 i 46 Y7 4, PML
R % 08 Tk 1 4 2 R AR AR T, 3 5 N O S0 1 Ak T UK
PEU PML 1) 5% 3 140 e A2 3 11 210 Ji i 1Y) o R ™), e 2
H WDR4 (WD repeat domain 4) 0] PLid i 2 & 4k %t
PML 47 771, Z00d 2 2401 PML AT DA AH 5% 1)
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U DA, 3 o AR A 2 00 ) R RS T e R A Bk
{1 33 M 1 3 J 0

{H — B HF 78 135 7% T PML I8 i 34 1) 1 P A A it
o 20 1T 2 R B AE . FEAR PR REPE B s R, PML
e a3t s I 200 B 1 - 40 B, AR T R I AR 4R 41
BN, AL, 7 SEARE R, PML 2 3 o 4 i 4%
WHREL (IR BT ATP), PML e 3 34 34 e 3 1o e s i 42 dk
S T R S R R R = B e L e 4 P I R
1228 R 7%, @ 1t 4] PML ()2 2t R 4 ) = B 14 5L
R 1 & EPY. PML 5 SRY £ # 5% K ¥ 9 (SRY-box
transcription factor 9, SOX9, — 4 5 I 5 5 J& #H O¢ 1) 4%
S SR B 25 G, B R AE R 0T BE A M e 2 M o
SOX9 I % 5%, LA 4E 45 i 51 BF 40 J 89 40 B 1) 3 1B
PML b 7] D3 i #0041 Slit 5] 5 Bl /£ 1 (slit guidance
ligand 1, SLIT1, #EALOR 57 B B A IS PRI B R B X
R L) A T R Y

KA SR, PML 7R N 29 i Hh 4y 15 25 X £ (A,
AR AE F L5 A SEAR IR )16 7 1, PML ] DAy —
ANVEAE I HE R BRI [m) YR T VR AT DUPR R ) AML
5 P ks 2 i A UM% (chronic myeloid leukemia, CML)
S A 28 A 1 af o RH LR R o R A S A MR VA
J7 A, AT EE 37 DL PML A% AR R A% O (1) 8 9] 96 T B
HHE
3 RXEIBEAR

1% BB A A AL T 40 LA A 1 /0N BRI JEE 1 4 i
ay, MR YLt A RN R . 7R R BA, 4 & F

INFIRLZH R, EHAR AT 4R . A% BB 1 K /N AT =
it A [] (1) 40 2% 2R T AR A, A 5 e SIS 2R 110 4 R
P S0, R BOREAR B RNA R A RNA A5 15 8
B, SHRDEA S DNA. SR b 50%
R A S5 s By 4%, BRI A% 0 E A B
ST F JRNA &5 & 8 A flsnRNP 25 . A% SOBEAAR 1
R A RNA AR B8 5 o, R 428 R D8 3 5 Vil
& mRNA 57 % .RNA 1&1fi fl mRNA # fi i 21 18
Al DL — BB S R, 1 pS3 W R4 F, 1 i e 8 i [A]
(R IK, AT R 44 iy 0 i) PR FH B

— G2, PR A R A O A R B g B 2
JRANAE G i RNA R R RAR B 5 . =tk
AW i 55, H 1 PRPFS PRPF3.SNRNP200 1 PRPF6
BRI RAZ ] FAE T E K B A4 (Guion-Almeida
) tH EFTUD2 B[R 5874 5] 25 DL KB Bk 2k 2% & Ak
H RBMSA ZER RAE 5] . K 2 405 4% HUBE A& o) g i
TSR S 10500 , /0 435 T i AT B 1 0, AR X B 4h 44y
[ 42 FH OB

OB R VE N BY B2 R T A2 AUB IR 1AL A5, B 5
BB . T BUR AF F 5 0% 45 1 BY B A2 % UTAH % .
P B R — OGBSk JE R, B 95% LA
NSRBI A e A A B DR RE A P A AN T
RNA [FFiBRE B AR A S IR 2 . R
FoA U, A JE DR S 2H 0 PP AT T 3R B, e R 1 B 2
TELH R FIR & Wi B U 1 77 2052 2 P2 kg i %, (BAE
Z R iE A tp R R AR R PRV BT T 2 S
5 B BY R ) B AR AR B SR ), i S B UK
B RS TEVF 2 28 B R Hh AW 52 3
BHOERIE R EA [ E & 22 RN AREH
(serine/arginine-rich protein, SRSFs)] it &KX . 74
i 7K P [ SRSF1 & 4% iiF B & LA 5 3 M 9 R AP
SRSF3 7E e 40 B $G 8 T A% AR 28 vp it S 2R H, JF
A Wt 7t 2 B SRSF3 ad it 1M 3 J B PR 7 1 45 45 B o
0 1L A5 AR BB RNA 254 2511 10 (RNA binding motif
protein 10, RBM10) &7 T 1% BB 4 H 1 — Fi i RNA
SiamEA, WY R LIRS, RBMIO
RAZ B RBM 10 15 PR At 76 5 Flofia i o 49 BHIE 52,
L e AR RS N T D g 25 W L g e R/ R 24 i
T, LA o fe g fi R R B2 2 TR 45 . RBMILO T
R D9 ligeg 4] BBl A 4%EAE R AR T, " AT e R AH J
1 250 T R

AFAE T A% BB AR v 1) A 9 A RNA A0, 45 BY 45244 /)N
% RNA.7SK RNA (H i 5 80k BE i 41 75 1085 i
fir) A F 9 55 RNA % 8 A0 5 il e 3% 9 1
(metastasis associated lung adenocarcinoma transcript 1,
MALAT1). MALAT1 & ik 1 55 8 £ K -1 /) R 1k A1
EH UG 77 AR R R 0 AT R BE Wi ke £ 1 BT Y. MALAT1
iE B 5 Y 2 9 R A 0%, © & 7E AR E oA I 2
MALAT! [¥) 2 P gt 45 11 3 452 32 4, MALAT1 7£ Ji 28 il
) I Rk TR R MG B L AR 2R RN RS DL KT gk
JS2 25 FR) 7 EL 451 9 A K1 AR B i P K B MALAT (1)
R RE S B R A A R R AR AR 2R A R
Hou %5 1VHF 78 2 W], MALAT 1 R 2 988 0 16 7 1 T £E
B R, MR T IR e S T 24 PR R A . DR, B
MALAT1 R J7 AU IR 6 7 A% 5 2%, i BAEAL T
AR, IX P REA BT AE I 25 5 IR 9T O o e AE Y
Tia
4 =

55 BE o — A SLAE KB AR S B RNA B AR e ok
£ 1 (nuclear enriched abundant transcript 1, NEAT1, 2
Fx A MEN-¢/f 8 VINC-1) Ik 4690 . kL, #85
R 5 B N b 2 B bR 0 55 BT 4L {4 (NEAT1 RNA
S5 BE () o 55 BERE A SO T I - Fe 450
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FPEAZ O 2 SR W AT 9 AN 2587 4% (Drosophila behavior/
human splicing, DBHS) £ [ « A J& @l & (fused in
sarcoma, FUS) & [ f1NEAT1 (57)]/& NEAT1 2223 kb
[F) P A 2 [a] B AH BLAE FH R ) . NEAT1_2 =& 55 B 1)
T FE LG R 4y, LR IA BE A2 55 B TV R 1 4 0t K
02 55 B I A A BRAE T2 EA
(407 JF) 22 5 RNAR Y, B ffEd E B i E S
HEAT 3 5 L A-to-1 4 5 1 RNA 5% S 4 (1 7% R B DA
VAT B R, DR 20 SO )R 1 A0S Btz
A, 55 Bk 2 55 40 534X S AR T BORT R i 3 i

55 BELESRE 1) K AR R o WL ) . — D7 1H, 5%
PE AL N RIE K . CEUE 555 2 5 CML
PR . 55 BEITE BUOA 5 23 o A48 55 BE A 8 I 40 A1 o
& P T R AN A S I i ) BY 42 X (splicing factor
proline and glutamine rich gene, SPFQ) fE N — Flt i 5
R, BOE JUAS B T2 BE A, don B bk B 440 i 0 -2 ik [
(B-cell lymphoma-2, BCL2) &5 & B> 3 F1 BCL2 AH K X
WA, 4 SPFQ i B 7 55 BE o i, R 122K (A i) R s b
PHIE®. 7£ CML 1, BCR-ABL il & = RS 1 4H
e N R B AR ) B T T (e-Mye). X kit
K2 Hif NEAT, 4101 55 B (1 72 1, i SPFQ A 1545 b
BESHRE T, RN T X ERE A X
AT CML Bk g . BRIk, CML H 57 1) 55 B 1 B
S EUMR AL T BUBYT 15 5 I 40 B T AR AR T B R
F1¥ SE B — M RO T AR A, HLTR 2 i B
TG B AR 2 RN OB . 7E N I 4H g, NEAT
& 4E POU 3 )\ 1k 45 & & [ (non-POU domain-
containing octamer-binding protein, NONO) K i&# il .
ORI STARGE T IL-6 15 5 3G 00 8 40 i v 55 B 1 TR
o R I BR 55 B OCHE B 2> NEAT1 2 8 NONO i 248
FCTE H, WT 4001 TL-6 175 5 A JH e 400 1 STAT3 B 2 b,
AT 00 1) TL-6 {1 52E (14 JHF S 40 e Ak 142 2% 4 e &) 1
FEFLENG . DRIk, 55 B0 Bh T 98 REAH OG0 i 2 g, 9%
AT RE A 9 (1 7 7R VR 7 B8 . Bhatt S HIEB 5
JE R 40 /% MCF-10A AH B, MCF-7 3Ll 40 ffa v 5%
PEE e G, IS5 AR TG A K.

3 J7 THI, 55 PR E B T LA iR R, IX AR
T 5 p53 H A A EAE . p53 BRI AE KL — 2
BN hE TR AR R, X — LR ps3 2T 2 M
SR8 I i s TR o e L L AR E TR o pS3 R B A AT A Y
Fin DNA 875 30, 5505 DNA B i 1 Ja& 391 i
AP T2 AR G )V 2 R R R R Bl
NEAT1 T8 IE B 2 15 R pS3 i il 42 ) o e 22
BRI 98 R R, FG S S0 R 0 o R A 2 Bt BT
F:% E, fFENEATL I E B PR T psS3 &5 & 27,

I H. p53 BT S SUNEAT 1 [ %0k, IX T 78R W,
NEAT1 1) % 985 25 pS3 #00 il i 989 1) & 77 BE A, 1iF BH
NEAT1 #4351 5t p53 0 fik S8 00 #1] 14 FF 5711,

Pisani F11 Baron4& ! NEAT1 38 i il A 5% B (1] 2%
25 A RS R o Ath T 3, 5 B DR A AR A ELAE L 5
FEC R 30 1) 728 A, DN T 552 10 988 Tif 52 4497 A0 T Fl e
SE T4 M0 A B8 7). R, NEATT H9 8 5K F T BE 212
W7 R 5SS A A B AR bR B . BLR NEAT1 A i
TR VR 2 DhRe M ANIE A, (B S AT AT ST B ek
AFNEAT1_1 FINEAT1_23X P Ff 30 AR fA Lu 5], 7] LA
A R AR R 0 AT i 25 PR BRL Uk, TR NEAT1
TEAGT i 24 14 b 1 2% Fe AE L AJF 72, NEAT 1 ] 58 i 7
TE [ R V6 7 8 A
5 Hh#zik

UG IR AR R AE IR FL B 48 oo R BRI A 45 4,
YEN/NZ RNA FMZA B LA KR E A 2 &
PRI RS R AL . B M b, RIa R ARiE
B INEHE R A A IMEAT R B A R
WA B R A DL S 4 385 N A i A i R
EHE T BT, R RS R D) Re RS v R B
Ty, AH LA R G R A 040 1 AR L IE 52 5 N 89500
AR Gt i R A5 A R A ) R DR R AR 3 B0 L 5
TIRIE R RIEANA RE, ki A E AR
H ) B A Y v R B B DR, RS IR s L A B A
B 1A A0 45 i L i RINA < S ot il g 2 Sy it L
fbAH SR B o T R A g e s R R Y R R R,
PR e 484 5, MO it R A R AR A B 4 0, 5 R
a7k A0

A% LN S — iR TR 1 S A 200 R 2%, 75 1R 7 %
ol RS A, AN AR T R AN R ER AL B TR
DR IR G N E SR T W - S DR LE | g < D
St N4, b #R 7 Rl 1 AT 2 (heat shock factor 1/2,
HSF1/HSF2). 32 L [t %5 K 7 B A7 22 73 24 1 Sre AH K
68 kDa & 1 )2 SRSF1.SRSF7 fll SRSF9 /& & [ 41 %) .
1% SN R e — 8 5 4 o 2 NS TR T K
AEgmiS (RNA satellite ITT IncRNA, SatIIl IncRNA), HAE
AR TN ) SRR R FEVE R o R MR S
i 2 A At B 995 1) 06 R OB FEAS BT il A T
FR B, p53 55 Satlll Al HSF1 A7 76 AH H.1E ] . SatIll
IncRINA 2 200 i )82 380 7 14 DB 1 =75 R, (H FLAE e i
I DhREIE A R . V8T 8 1 p53 J2 il 8 0 2% 1) &
TR R, a0 Rk AR R, TR S BT 2 1,
HSF1 /2 S50 425 il F0 8 44 240 i B i < 18] i 3L [ ¢, 7
PR T I A Dy e 6 DR IR 5 5% Satlll. X ORI 53 1 K 4
W7 pS3 T RE & A% B /N A 1) 4 RS 43, 7E HSF1 M
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SatllL A7 7E B K GL T, A% L3I BT B8 U 1 96 i i3 i 4]
V¥ FR) 1 B 2 98 S o 3 i 2 AT 5T 2 VR AN BT 9 SatIIT A
P53 MR 4% 0 B M e 400 B 08 T AN FL 4y TR R T
FERERT AR

L /IME & Z R4 (polycomb group, PcG) 2 A 1)
FEEAMR, Fod DNA 1 PeG 45 & X 3 # 5e 7 I 1% Jb #2
fil o Z AR/ NABE NN AR PeG A 5 1 e S BHAT A7 55,
(R g 01 (1) PG L J25 [R 7R 2 AT T A FEL 00 7 2L 23 B 4 ik v
RSP E O T 2 /AR . X A S T
456 1) PeG & H 1) 54, B 78 JE R T Bk v By B 8
(R D Re, 28 AT Re 2 DX 4 55 21 2 /A b kAT DUER,
AFAE o AHERR R 2 IR UE 3R K 2 W/ INMA T B
DRl 40 20 XURN % s 8 T R RS R, AEL B A F U 428 ML 1) DA
Je 2 it /MR 5 95 1 R RIEAS Y. PeG R A& —
FRGAFUHTEE, MR R EECHEE . PG
W NZEADIFZ EAEAEY, 2R S
G2 DL Z A L WG R R A Rk
Ji& Hh IR R T A% 2 W AR LA UE B AT 5 S i SR )
SEARE . 24 NIk, PeG B 1 7E S AR R I 0 1 e
P RER E 8T 2. PeG ThEERT I v DL i
e IR A KD RFLEIGTA(E 5 AR T A R &
FOAR T S G A2 R i T 08 AR B BOS R ZB ANE #2
Jie 23 A1 3 4 JRE A3 G G 8 R I, TG B T R4S g A 1
KA. AHEIERI RASAN ], 28 ML A% 2 5 2 T a1, 6
T & E, PeG R 1 O IE IR AR VA T B AL
H#l, C&A 8P 259 IE 7R — R A RIS U

BT RIS IR AE LR IG IR XA VB 5 1) (transcrip-
tion factory). ZH #& [ &[] B /& (histone locus body) %5
FA R A4 5 e 988 2 TA) 1 5% 3 SCHR R 8 /D, Rt A S
SR 3R 35 3 A% A4 AE Jidv g v () R FH AT 41
6 %5iE

BARFI SRR Z, RN E IR, TIReZFE, 25 & Fhé
HETE BN, B0 s JRNA BY 4% 2 125 5 71 DNA 46
5 B0 O R I8 A YA 4% S R R AE FNBUR BB . B
BRI TR B, A2 ARAE 2 R TR AN Dy 7 THI Y 2 3 3h 28
K b 52 W) % £ JUR S R 2H 21, 5 350 157 200 e R 25 A
IR i DR Rk e A, FHE LS 5 A OG, B A R

k2 5 Mg 1 R A2 R R, 56 Jih 78 245 Wit 27
WA PML AR B 4LE H, PMLE A S5 MR 4
i 24 o PML T4 11 B i Jo 4 47 “ 6 1E 7 e 88 240 i ok
I L AT (R T 24518 . A ST R B, T 24 A
I 40 0 RF B2 A AE 2 T B0 R R 9T )5 2R B SR B A
Fo 0V AN P 40 Y P e, PML RESE R
PAE v [ 78 J5T T 4 PR 42 48 4 R R 1, e 4 i
H 3 ML T B 25750 AT N B E i A R

ARIE 0 A0 T RA I AR 56 A A8 FhoJRs 4 2319 23 A, UE
T PML 7E A 5 i 3 REZ A2 98 mTOR A EGFR 411 ] 71
MR 245 F ) 25 AR, 424 T mTOR #0412 23 & % PML
U LA K PML X Rl b3 A S 24 1 A S
JiR 5 e () TS AN 32 B T I BT R T
() bR 3 3R 15 M T 25 . Wang Z&PE B T PML & A
SUMO A AZ M 1) 20 A% 2 i 245 P AL | 1) — 350 0, e T
PML 1A Fl SUMO 17K ¥ 5 i 88 % e ¥ 97 1) sk
PEZ 18] A OGP AT I 24 A 2 SRk g i 1
M9 (ALL) ¥897 o2 i F 5 . #4123 (NCL) 1
NZAZ T R R IE I A, 75K 2 BURE R 5 BUE AE
. BWF7EHH NCL 13815 5 ALL {94077 i 26 70 15
JEA R 2 IEA G, NCL Al fg /& 3% ALL T 5 i e H
Fr o NCL &£ 8545183 DNA & 5 8 35 472 w0 4 1) 5
e 4 M T 5 B e P U P

IR, AR E A S S MR Rl . A
FUHf 5 WDR4 Sy — Fffig 8 (1, J8 12 Ak 6 i
PML, AT 368 i {1 53 G 738 100 ol RV 2 % (1% i Fl B 955 {1
ke 2 R, SX SRR A FE A B B A 7R PML BE A 1)
it EAT S B2 R VR IT BV E T AR PERY . B A5 AR O 4
F 13 (damage associated molecular patterns, DAMPs)
A BT AT HA R R B e S . B FEN 00 S8 8 1
P44 25 (1 RPL15 1 5 DAMP 43 W AT i 98 4 2%
RPN NERIE TR O L S VIR 3 RN VA §
DAMP 7 A fil & DR 2, A6 BT o liosg S ie 6970

E AU, $E AR T IR 1) 7 VR TR g5 LR 3 F
— R A A% R T AS S5 4, i O A R A S R M ok A
I7 IR (R 259 (fDNA 5k N o 246 28 BE A 45); ATO
HTATRA Bk A ¥ 77 1906 17 98 41 B PML AZ AR 1 A5 4k, i 5
PML ¥ 1k # 21, ik FVA97 APL 19 H 1, WF % & T TE 3
BB RS PML A% A4 A2 90 & 1 1 259 B AT — 52 IO LA
. R ZAENEDSERNA. ZKERESE
FIRIRNA (AW 00 TR W, R AR ) 458 LA K T R
TE ARG T2 42 N 1R AR 22 2 11 R RN, G 50 o 4
AW CX-3543 38 1 B 42 40 i #% 12 5F B RNA Pol I RiA
I iR bR 0ok BT PMIL 2K 1 2 PMIL A% A4 1) 3
A, A W52 W PML i 4% 1) v A 2 2 T
R 35 R, 1) PMIL 2R (A AT B YA T 5 2 8 1A 2
FBL; MALAT1 R NEAT 1A A A% OB 4R 55 B P9 1) 5
B EE ARG D RNA, 4 1UE B A& B i3 £b 7 T 24 M 1
TR fl. = REENZAES 5 IRENGE S EE,
11 Myc. Ras/ERK .mTOR 1 Akt/PKB #1555 18 1L
RBNZA, HAMHI AT U TR 7R 9T (R 1.

EAF =R 12, B ARTE MR 1 IR 3R 58 4
W FiE 2, AT R AT — & R RE S, (5 H RTUscE 2
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Table 1

Drugs targeting nuclear bodies. CDK: Cyclin-dependent kinase; MDM2: Mouse double minute 2; PML: Promyelocytic leukemia;

RAR: Retinoic acid receptor; ATO: Arsenic trioxide; ATRA: All-trans retinoic acid; NPM1: Nucleophosmin 1; cGAS: Cyclic GMP-AMP

synthase; ROS: Reactive oxygen species

Mechanism of action

Drugs that targets the
nuclear bodies

Class of compounds Cancer type

Topoisomerase I inhibition

Topoisomerase II inhibition

DNA intercalating agent

rDNA crosslinking agent

Disrupting nucleolar integrity

Inhibiting RNA Pol I activity

Thymidylate synthase/rRNA/IDNA synthesis

inhibitor

Inhibiting mTOR signalling resulting in
inhibition of ribosome biogenesis
Inhibiting AKT signalling resulting in
suppression of IDNA gene transcription
Inhibiting the MDM2-P53 interaction

Forced degradation of PML/RARa and
induction of PML nucleosome assembly

Double targeting mitochondria cooperatively
clears acute myeloid leukemia and prolongs

survival by targeting PML

Target mitochondria, release mtDNA, activate

cGAS signal pathway and promote ROS

production, restore PML nucleosome formation

Topotecan

Irinotecan

Etoposide

Teniposide

Mitoxantrone

Amsacrine
Doxorubicin

Idarubicin
Daunorubicin

Actinomycin D
Cisplatin/oxaliplatin
Mitomycin C

Roscovitine/
olomoucine DRB
Quinacrine

CX-5461
9-Hydroxyellipticine
(9HE)
5-Fluorouracil

Everolimus
AKTi-1/2/MK-2206
INJ-26854165
AMG 232

ATO and ATRA

Venetoclax and
actinomycin D

Actinomycin D

Camptothecins Ovarian cancer, small cell lung cancer,
or cervical cancer
Camptothecins Metastatic carcinoma of the colon or

Epipodophyllotoxins

rectum and pancreatic adenocarcinoma
Sarcoma, glioblastoma, lung, testicular,
haematological cancers

Epipodophyllotoxins Refractory childhood acute
lymphoblastic leukemia

Anthraquinone Acute myeloid leukemia, hepatocellular
carcinoma, breast cancer

Acridine Tumor

Anthracycline Haematological cancers, bladder, breast,

Anthracycline

stomach, lung, ovarian and thyroid
cancer, sarcoma
Acute myeloid leukemia

Anthracycline Nonlymphocytic leukemia and acute
lymphocytic leukemia

Antibiotic Wilms' tumour, sarcoma

Platinum compound Sarcoma, lymphoma, carcinoma

Antibiotic Stomach or pancreatic adenocarcinoma;

CDK inhibitors

Selective inhibitor of RNA Pol I
Selective inhibitor of RNA Pol I
Selective inhibitor of RNA Pol I
Pyrimidine nucleotide analogue
mTOR signalling inhibitor
AKT signalling inhibitor
Tryptamine derivative

Piperidinone derivative
Arsenic compound and vitamin A

anal, bladder, breast, cervical, colorectal,
head, non-small-cell lung cancer
Adenocarcinoma, B-cell malignancies,
breast cancer

Acute myeloid leukemia
Haematological cancers

Breast cancer

Colon, rectum, head, neck cancers

Renal cell carcinoma, breast cancer and
lymphoma
Non-small-cell lung cancer

Solid tumours
Breast cance
Acute promyelocytic leukemia

acid

Selective inhibitor of BCL2 and  Acute myeloid leukemia

antibiotic

Antibiotic Acute myeloid leukemia with recurrent/

refractory NPM1 mutation

AR I8 BB TR, 48 A% AR IR T R L 7
SIS, HEEE AR, FR 2 AL RS
PR T AZAZAE T rDNA RGBT I F rDNA e 6 5 i
3 1 e R A 45 g oh g A
e

P e (BT AR Y, BB R AE S AR

I, LB PMLAZ A A2 4E R 2 3805% 1 T 2 D A A
XN AE A A% AR A 5 Gt 5T 2 1] ) B2 2%
KEFR o RN FAZARAE T R P i fE ), thA Bl T 0
FCH S B AR A AR S 0 ROk R, TR A [ A

UE(ER

HHEZH

IR VR IT 29 P it — e B IKYE . MEREE AR
B v 73 M A AN P i T 0 72 18] 20 2 2 BOR B 1 488
TR S, LR AZ A S IR AN IR R 5T 5T, BT 5T
F ] DASE G 1 A 4 A% B I S A DL A AR AE g B
PRI AE TR BRI, P T SR T PR A E Y
WA -

12 SUBK: X 25 3% 51 ST S 19 A L 985 18 STRE B A

PFREAT D BB 18 ST G X I LV SIS VR I 3
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