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Research advances on structure formation and function
of promyelocytic leukemia ( PML) protein

YU Wei,ZHANG Xiangyang
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Abstract: The promyelocytic leukemia ( PML) gene is a gene known to be a tumor suppressor. It was in-
itially discovered in acute promyelocytic leukemia ( APL) in which at(15;17) chromosomal translocation
fused it to the retinoic acid receptor alpha ( RARa ). PML nuclear bodies are matrix-associated dynamic
structures that favour the sequestration and release of proteins,, mediate their post-translational modifications
and implicate in the regulation of diverse cellular functions. Here we summarize the structure,formation and
cellular function of PML-NB.

Keywords : Promyelocytic leukemia ; Nuclear body ; Structure ; Formation ; Function

- 381 -

- EHLigis -

SRR 4k 41 Il ( promyelocytic leuke-
mia, PML) SR IR0 1, S R LT 2t
LKL 4n Ml [ 1L % ( acutepromyelocytic  leukemia,
APL) B)—ANEAY, 78 APL 1 fF 15 S ik b
() PML 2R 50 T 17 5 3 ik b i) 2 1R 52 14
RARa fil 5, I 3540 W 1 il & 25 11 PML-RARa,

LR R I AR A0 A A oAk, A I Y
KM As,0, I6YF PML A 1E FH JECEL R 7 1 Hm) i
a4 H PML-RARa'" 7 IE % B9 4 21 40 i
H PML FERTERZ N & SRS G Y, 3208
Tt A X6 SR AZ G5 A Y, D PMIL S R 2
JE R a5, ik R FR & PML 244 ( PML-NBs) . %
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P Y (8, 0] UL LAE A N DA I 22 B SR 0 A, BAR
0.1 ~1. 0, 4L BT H A /b i PML AZ AR R F7
162 PML AR AEAE T Z R 4LV L o, X1
AR A BB A U T R e R AR
P X5 PML AZ MR T] DASEEE 2R 2R AR C , X
SR A V2 AR T 2 R
fAAE, PML AZGE S KN ZFMEA S5 24
FIZhBE R IR, 1 an A= KKl 5 A0 T A )
W SAERON MR AR S SO YRRy
BEPR ARG E MRS X SE T RE 5 IR 41 ) B AR OC
9T & AR Z Pl e & AR s AR b PML BRI R A 52
LI RE T R e e Y B 2 R S AR
PML JEPRXT T 4k 357 988 9 T 40 0 ( cancer stem cell,
CSC) M LRE R T . ASCHEI AR A A 5 PML
BARRY S5 JE IR A D BEF R A — 25k

1 PML E8%&HMKE FHMEK

PML ZEH T 15 S YR, 2K 53KB, &4
9 MAME T IR A PR BT FE Al = A= J /0 7 Fif
PML 4 A Hov 6 Ffro 40 i A% 8 — b 2 i o
A, A PML 2 H W ASER A A R i & 5 2 e
PRI N A i, B 1 S FR4E 4544 38 (ring finger do-
main) .2 PEEERE B £ ( B-box ) Fl 1 /%5 ] B2 g 45
¥35, ( coiled-coil domain) ¥ A RBCC 4544, Hgh
a2 TRIM 3L AT 1Y (R <P S5 H 38, O PMIL A% A
FE LI X T PML IRER A HR A B
N 3 XI5 7 PML H B[R ER AL, SR T, AN [
A M B e F- B R AR TR C i, SO [R) PML 2 1
LR C R s AN AR [E], P 45 5 HOH BAE Y
HHREF A AR R A SRS 7. HE T
C AR 81 e KA [], PML S (A mT L3 7
Fift, o356 44 A PML 1-VIL, S [a) 5 ¥ 14 53 1 o 22
SRR, Horh PMLI 2R 1S4 882 AN2UERR, 1t PM-
LVIT L&A 435 A&, shah, 7e 4 i i 4y
fii b, PML 1-VI & #0E A5 5, 2058 A T 2404
¥ AU PMLI [A] B4 #8501 {55 (nuclear export
signal ,NES) , A 7 THL2% ; ifi PMLVIIb S0 4% ¢
NifE s BT, PML I-V &4 /NZ R B
5 1 (small ubiquitin related modifier 1,SUMO-1)
FAE AL A5 (SUMO interacting motif, SIM ) , i 7K P
SIM HU7E AR F O 2 R IS 10 o 5 22 2 Y
UL PML BH: S A8 R S [W] 40 e v A [
RN AN ] DHREIR AN . I AER I £

WFFE AR BEFIT T PMIL 45 5548 4 14 4 55 Do g
e T 4S5 P i) 22 05 o fg

2 PML HEFER1EH

TELFh i 21 20 PML Y 323K 76 85 11K F
FIETF IR, SR, IEEREAS 5 Mg 4141 PML 7E
FESREAOF B R IR A Y 1, X iR PML & H
FEAEEE RIS M, X LB EE . B R 1L |
ZAk SUMO 1k iz ZAL™ | IEA71E B IR 16 1
X IG Skt T # PML & (13835 ROt & 15
LIy 1=/ AR
2.1 PML #5858 1L

PML & [ 0] DA AR Wl R Ak 1) DX I 60 455 5 75 i
R N A X4 RBCC X 72 24k Kk A% 5 17
FEHI e C R Sy SIM X PML ) B iR Ak 2 15
il PML 25 4 2F B A1 PML 2R /N i 32 B9 5 4L
il A AR X R TR, A F R RN, B an e
REAKHAT EGF MALEET | FiifA 25754751k
B ERK Al PML & & BB 0 N R 35 X
WA R I BEIR 1L A S PML () SUMO 1L &
T 5 ) I 235 ¥ Bl AR EAE AR R 2 W RTfF PML
IR 2 A R S R AL, IF AR R K | B
PML Ki%S PML [ SUMO L& LR T 2440
Jfl DNA i3 )5 , PML & Ak 234 2 JF H PML
EAZM AR EHRAE, W5 &M, DNA
P65 R ATM 75 DNA X% W7 34 5 AT
AV PML IR BERR AL . 420 i 22 24 2 48
SFPE, 200 B JE UG 56 o5 S Chk2 AT B R 1k PML 119
RBCC Z5#9 5, MAh, Wim2 i i) PML & n] LLH 45
PML & ARt R 5 e A WA EAEH . Il
ZA M A4 Pinl R o BETR fb PML 19 NLS [X 35
FRILAE [l PML BfR" 724K NF IGF-1 EGF
WHMAHE S 4T, ERK2 5% CDK1/2 AJ fifi
PML W B2 A A2 6 H 5 Pin-1 A E AR, LA
ek H Pin-1 A FMWEA R, KLUNWAES,
BMK1 ] #fR b PML T3 H 5 Mdm2 ({41 5
FEHILAAH P53 A gk e
2.2 PML # SUMO 4t

SUMO fL & 1fi & PML f5 85 %2 (1) 1 5 164
SUMO FK %L 3 4~ il B . SUMO1, SUMO2 Al SU-
MO3 ,PML ] 5T EH LG Ik 3 M E R %
B SUMO 1k, PML f SUMO 4k 2 PML & AKIE i,
BT b B, % T 4Ey PML A LZE My se bk SEdE
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AR R 7 KA AR T e R & U AR ] i AR
B SUMO fb iy PML TGk 5545 PML % 4 i) 41 Wi 2R
B A FSEUESE B SUMOT i/ BUIR IR i 2F
e PML (1) SUMO &4 7K S FEAR , [R] B PML 4%
PRBCER /D ; SUMO3 1T L [R] A 4% PMIL 76 4% Y 1)
SENT BAZARBIIE R A & BAEAE Y T PML
AR 2 9 SUMO Akt 4% 4R (14 T8 1t J2: b 75
[t T UL PML (4 SUMO Ak A& 16 % F 42 4 0% i
ST SR Ab A 45 A R R A 4
AT P AL D TS SR A L

AN, SUMO 16 it 2 40 Jf 52 21 )9 41 30 3%~
PML 15 DL 48 5 H B Fa e o 19 ¢ g E 37 B 7
As,0, AT LS5 PML RS, H BRI 43 F HL ] 2
As,0, HAELEATE PML 1Y RBCC 4544 {2k 28 PML
A 4 1 [] I 2 SUMO2 5 PML £ 4H B.4E 1 LA
WA PML AZ AR BT 255 (0 DNA 405 23 1
i PML fJ SUMO L84 LLFA & PML B4k 4
Fbz %, 3 43 s 7 R G 5l 3 $A T B IK PML 1Y
SUMO 1k &4

SUMO & i ] L) 33 1 39 966 £ 25 PMIL 4% 14
HR P S PR L ) b R R S, B 16
AfEAE PML () SUMO fE A&, T K STAT3 M
PML A H i 5 H Ok, UK R AIG STAT3 {61 ) %
ST FE AN PR T A R e R LA R E AR
HMNEFIE SUMOL 1] LAKESE PML () SUMO 1k, 5200
T Daxx 5 PML A28 7 , I T R4 B 4T 4 20
1.5Z Fas iﬁ%é@éﬂiﬂ@i)ﬁt”‘” °

PML () SUMO 4k [R5 i 177 2 5 57 2] PML #%
PRI 18 SUMO 4k, i PML A 44 5 2 v 1
Daxx & EI, i L SIM %r?, Daxx 5 SUMO 4k i
PML A EAE 3 A AR H B30 A & SUMO
61 PML %A b ) MMS21 7] SUMO 1k 3k 25
4% 11 TRF1 Fl TRF2,SUMO 4Lf% ALT-PML NB &
B WTEs R I R EAE P, Chalkiadaki
2270 e AL ZZ AR LRH-1 58 3 SUMO 16 5 i
SUMO fb ¥ il H 5 PML B A i 45 45 2 5 i A FE 3
e, FIRBFSLIFEI SUMO fbXF T PML A% 4K f2
iR kA EEAEH,
2.3 PML #9:2 F 41546

Bl ST & B, A2 R AL B 1) PML 5 H
H & K% it A1 &, 72 % 4L 7] 1 RNF4, UHRF1,
UBE3A/E6AP,KLHI20 %% 14> F /5., RNF4
AI7E K401 3732 E Ak PML | 33 1o 85 1 B [ i

WA T H As,0, S PML WK, 5
BWF5E K HEE [ ICPO Fil STUBL W]z 4k
PML DME#EZ A S 098 H M, SR, 2 R 2
AT LLS K401 LASMAAL S 254, FEFE R PML Bk
W05 55 S b B ARAE R BB o kR T
0

AN PML iR A 2 WAk & 4fi, Hayakawa 250"
KIPE P300 Z BEAL i) PML Al {2 #F PML ) SUMO
fEIFAE TSA B SFRIAMMIE T h Z5/E R, H PML
MIFIAFFAZ R BRI 2 HFT N
1k, iR & BA PML 1 B AR A& A, (H7E PML %
TR A 27 8 RS 20 R P 3L 5 A% il O mT o
PML BRI I, PML A9 0% J5 16 1 X
TAEFHLHIK BT D RE R AT DY

3 PML ZEEIF AR

PML ¥ iR e B 2 BT 1960 4F, 16 Kk £ %504
M i g, PML A VA EAR 0.1 ~ 1. Opm AYARNIE
SEMBE IR A T AR N, e —Fh 53
RN SN EZEAR G, )& T —Fk
FXM NBs ¥, POD ( PML oncogenic domain, POD) \[.
BEIX AR 32 PML AZARIE 25 K/ LB it
AARPE A0HEFE 3 IR SRR IR IR I & A B
BAME, — M1 AN S ~30 MK, 4T PML
BARBIIE B, B RTAETEA AR H— 3Ll
FEHAY C i SUMO 454X SIM, iZ 454 X i PML
g5 H e SUMO L& A A BEAE ., A 220 %
], PML 2 SUMO 4k, PML 4% {A& f# {4, PML £33 i
H &K RBCC 357 — Rk £ R 1k, 4 2 m
PML #% SUMO fLA& i , i n] F FH SIM 5 B3 e
SUMO fk 1y PML &5 4, [l i o 25 -2 A AH B4R
XIS R SUMO 254 X S2 48 HAh 25 11 4 Daxx |
Spl00 FAZ R SR 1 5 12 46 A AH 7 & Y )2, TE
SIM [X ) PML VI, B4 SIM A58 28 fK K ke 2k 3 4
SUMO FkA57 5 19 28 A2 R AT5 8K T LUK B PML A% A4
TRAMEE T T 5 —8A ROS 5% PML 1Y
AL, £ PML B0k 22 [] DA 4 B AH %, B
J& , B b B SIM-SUMO 5% 4E SUMO 1k 1) & 1 4n
Daxx JE K PML #%4& . B4 W58 & 3L PML 7] L)
B S 160 ZFE A EAER DY, ket
T 935 SP100 , Daxx .SUMO-1 ,CBP Fil p53 4,
Ut PML # 4R ¥ K 2 Fh 0y 8 . 1 1M 57 fk . DNA #5145
B8 YUREE P T SR I R A5
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4 PML BIAEYI=ThAEE

PML & HA ZF AW 2T hE, X s )2
Ty Rl e 1k SEAE R 5 A AR AH DG B 1 04 T g i S
M, Wik, 2R ES) T35 PML A E
VEHI R 26 11, DA o G M 1 i PMIL AZ AR Y T g
H AT A 1R 2 8 A Bl R B0 RT DL Al B st £ £
PML 24k | I, PML ¥ K 20 A W2 DiRg
4.1 AL5AY @A

PMLL 2 JifJe 190 ] 7 75 AN [ 0 387 3 1 40 B 0
To R G . Mu 85U AR A Rk
PML, & B PML W] #1)0 i) 20 Jf0 3% %, fiff 40 B &) 1) fHL
i, 5 AN A T, A S, B PML Y 4
J0 22 RN L A, FRAE UV IR 5 R0 20 it I 1
AR T, T PML A] LU BhAZ YA ] il 5 4
AR AAL 33 A AW A5 55 20 52 ) A= A 40 1l 20 i A
FHEAET:, A5 & B PML XfF Fas , TNF-a
PR TR R A SRR AT AT, I
A AER B NIG BCET 4 40 it rp ik 32 3% PML 7l 5 %
AT caspase AT, $¢/8 PML iR 25
TZMET &%, PML 87 L5 RelA/p65 HlH.
YEFILAM I NF-xB L2 i 1=, PML 7508 Tt i
1 5 AN ) 2 P S 2 B AR A FE S s
4.2 K 5E% g AR

PML AJ LL#A %55 PP2a 2R, LBERR L Akt
IO, PML 524 Rheb ZIAZAK, ] mTOR, 1M Akt-
mTOR #&42 Al 5] HIF-1a 098 14 5, PML i i3
N AR AR A P A B, RS SRR
Chen 2" PR PML 9 A5 BRI <3 S 802
A5 2 A T HIF-1o0 f1 VEGF fU3 263k,
4.3 A LAY et e gk M Ao g

PML i@ 5 T 94 integrin 31 A 2R A5 40 ] MDA-
MB-231 4R ', BA W5 KB PML X T
PrEALP T SEN AT 19 P K2 48 i A 38 48 S 0 AN 1T
/DEY . SEIET PML ™ F PML ™ B IR i 2T 4E 40
LA LT AN S 5 T Hi 2 A9 20 B 5 B 0 11 3
Mg (ABEEb R R PML 5 40ME R,
BhE RSB AR OE
4.4 %#5 DNA 9B 15 4

PML A% {4 5542 3 A A R 7R PML n] RES:
TE DNA B2 i i AE . PF5E K3 DNA &5
FEH B 7] 2542 T PML B4k, e fs 4t
PML 4k 5 32 #1419 DNA St 74 f PML

IS BB TS PS3 LAME R DNA it fli, DNA X
BEWT 2L , Chk2 BERERRfL PML, PML 3£ 7] A% &
5 DNA A& Bl F1 41 46 OC 19 85 11 NBS1, Mrell,
Rad51 F1 Rad52 PI&%E DNA 545 a4 Frim ki 4E
BLENS i =2, PML A T DNA #5056 1 25
AOBURE  /H PML %t DNA #5516 52 S B ik 60
IEAE R W YIEANTERE
4.5 K5 b wmey ok

Y R (retinoic acid, RA) BERZ 15 5 1E # /) B,
B BE R INLAE 40 B ) 434k, B AT &R B &R e, T
PML i b B B i1 i AH 40 ML 7F RA 355 T A
e B, #78 PML AIREZS 5 RA 175519 1 1f 40
A5 L, WFFEE & B, PML %% BRLAM J1 I v i
BT 4 G 2 v D, iT D PMIL i ok LB 2R 40
LA EE ) 1 2K, #8278 PML 2 586 R 40
LRI TRABEIE &I, PML 0] DL 5 41 R 4F
SR SR GATAL AHEAEH, 858 [ B 5% 5%
LY 18 e 1| A e 1 U I EA 0 A AR

AN PML R 2 F X5 A T E (/B)
PO B TT A K y I A 0,57 -UTR X & A fig
B TNF-o S5 BO025 7 R, PML 28 1 H2AT
TR TR R A 5T & B PML
1A 5 st FE K AL (ALT) AH5E IR AR & 1
kg A B A TRFL B8R AL & HDACO™
Z 57T PML BAAX T ALT BT, BEGFLZH
FER B PML #% AR 5 S A0 B 3HH 56, A 2 & 2
PML A% A2 AR R 385 AR A S A 41, PMIL
Bk Z P A Y D Re ) &4, 5 PML 45 & 2 Fh
MR MBALAB ARG, BoRiifsE K, K aEdk
b RNA LAl 84 PMLPY |k PML B REAL I BF
FEHRAE TR S

5 S

PML R A Sy — Pl Re R A 4% N 254, 7T 554
Z AP, AT Bl % s R 9 R 3 I A Wi S5 AL
Z5ZRA IR, Nt #E— 2058 PML 4%
BLEIA Bl 5838 B 0 | R S840 SC T4 R 45,
V] A ) A A B AR R R

STk
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