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HE  RNARGWIEXAZEMEFE T A NE B a2 E A iF £ 4% ARNA. POLR2AZRNAR &

Bl X BEATE, AEFRATEF AT ERNIER. POLRZAE MR L REN AR T EFARFTEXREE,
BT &R &KW, POLR2AS 8 & 4 R m B V14 %, AX A% T, pre-mRNAH #. mRNAK =¥, K&
B % % 7 E A POLR2AM B & R A R E H#ATH R, R4 TPOLR2AEFIE S £ f kA B9 1E Fl Fn 88 1]
POLR2A ] it 8 76 I7 # &, LLHA ARNAR &8 [ AT %8 5 o2 A R 5 %

%4817 RNAE A8 I, POLR2A, &k B4, A8 4 &

RN FRIE UG TRNARE S, ZmEEZMsh&H
B, BEFS, RNAII T 5&1MM, RNASIE, RNA
BB, RO PR 2 AP IR, X e PR 2
BRSO EAB R SRR LB EANMARE
DA 2 e i A R e R e TEVE . RNAR S
fifg [[(RNA polymerase II, Pol I )& E&ZAEMFHFE
KR REAE R AN, 7 5imRNALL K 4
miRNA, snRNA XIncRNATE W [ 2 F 2h e P JE 9w i
RNAKIEEEP, Pol 11 @R, Hrb A2Pol 112 H
120 R4 T B oN516.7 kDI R E A E A
P b ok BB (AL T RS T E B iy 4 WPOL-
R2A, XFRANRPBI. APOLR2AFERNL T 55175 Hett
& E(17p13.1), FHIONHE T, HELEAEE

197012 LR, 77T 5414220 kD.

Pol I i # AYHFAE R POLR2A & M C iy 45 44 35k
(C-terminal domain, CTD)EH JEEHT & B AR~ LIk E
BT H(Y,S,P:T,SsPeSy), FAET s HAZAE Y, (HE
SRR, Hoh A NS2AS, EREEERE 261N, 1%
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B BHAEIRA S BRI B SE, RS
UG B AL SRS S A B, LRAE
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EZMMNP N NE 57

124 M1k, FTPOLR2AMIAT 7 B4R T HAE N
TR 53 2 55 L R e 53 DA B I S AR R AR 1 A 3%,
x| 5 RIE W LER D, JE R R E R,
POLR2A 5 Z R 1) R A B DIAE 9%, (H M A WLAH 5%
ZEIR. DRk, ASCMEESRIRYE, pre-mRNABIHZ, mRNA
o tk, PLRE A AR SEAN A 2 TH X POLR2A H &
FKIB W AT SRR, H A Z5POLR2ATE ME
48 % Fhpcdp B0 7R AT LAPOLR2 A A #E 55 R 16 97
WFFCHERE, LA Pol 11 FOHF 785 b $2 it 5 %

1  POLR2AH B EKIE PR
L1 3oKFiRE

HS KA R R N R A iR R B, 1T
PUBI R SRR 7y AR B R SO R T4 I
XERFEFSEZF 9 FECE oA B
PEFAT . KEM 3 EREPOLR2AZ 5 X H
b3 DR (R B S U, (R L B B SRR A 2.

IR LE A # 5 R T+ 1(octamer transcription factor
1, Octl) XFPOU2F1, RPOUHZEH T FKN— K.
TomilinZ A1 F-20004E 8 R &8, POLR2AKEH 5 5
T FAFE—A0ct1 455 7 FIMORE, #2/80ct] A fE7E
#FoKF FETSPOLR24IZF 5. Kangs Nt —2
WL R I, POLR2AKEA G 3)¥ LILAEAE R b —A
MORE/F%1, EiTEMSAASNFIChIPAA Py 45 & S2 ik
52, Oct1 7] L5 IX B MMOREFE #1454, I H. H B4 5
BUH,O, b 13 AP 20 i 45497 I B 3 s X Fr 5 - X0
AR RGN SR, MBERIX P ASMOREF 4
Ja 2 2 [RIKPOLR2A B 8))F(—600~+1 bp) KIVEYE. 5
Ak, F EEH,O, 40 3 7 A4 RIMEF4H i 5 POLR2A mRNA
IKPARACAS B B, B /KT R 2212, 1T H,0,40 B Oct ]
B HIMEF41 AU )5 POLR2A mRNAZKF-IH & R, &
FKF P R [, ROt BEFE M T kT
POLR2A i % s A 717,

1.2 Pre-mRNABI#:K 5

X T EAZ A 2 A0 R 1L R [ 3R IA, pre-mRNABY
R — N EEMNE R GRNAN T, Pre-
mRNA P B tH By AR AL 5E il 22 3K ERNA
A E (SR hnRNPE A Prpl9tiRE AR

B WL R IERE A IEICE) K By i % o i
(s BB A 3BT s BT R S . T
BAM T PN 0 BY B2 3 5 B0 BR T AR ) S KRS 2 A
}§[11,12].

HIEEY, FK S Spre-mRNA B 1 8 1 S5
POLR2A Nifl. filln, #FHeLaZH b ik 8T8 A 1
CWC2255POLR2A mRNA F ", i S 8y B2 6 7
SF3a @ #HPOLR2AEK [ #is F &Y. fESRSF1H
SRSF2A K MIMEF4H i, Ser2ff f2 1k FIPOLR2A K
AR 2 N, MIPOLR2A S & FlSerSHEMR 1L [IPOLR2A
FRAAH Z Beah, FEHeLagt i {3 87 #2240
#77SSA B Pla-BAbEE th W 52 7 ol fry 45 U, ikt
BT 45 A, HouZe N5, M 873 T XAB2
B8 FH B4 7 madrasin b PR LS R BE S EPOL-
R2AFKIE T E FRIK. XAB2E— 5 Gk, #Et Ik
[UDNAE S . pre-mRNABTHE:. mRNA H A% J 7] =
PELZANEYFE M EELIREER N, MIKXAB2
JGPOLR2AmRNAE & (/K EHE TIH. 35
WFARR, XAB2K FEMIPOLR2A mRNA NI
AT 3%, 1 B T XAB2H K T EPOLR2A
pre-mRNA7E By 422 1ot 2 o ok A ™ 3 (1) N 8 1 B 51
E,(][N].

1.3 mRNAREHAKEEE

# S ERNAN T P0€ T mRNAMAE S HE, 10
mRNA A E PEHE T REA B R (I mRNAS .
R, FAZ A PImRNA RS E PR R RE X R R R ik 2%
B YN I mRNA K B AR A AT 7 18 o 45 44 55
polyARW VIR G, W IR N VIBF M iEie. 5'—3
IR M) Wl o P i 42 B3 — ST RX IR A VTl B A gk A e
RNAES# 2 & Pexosome T & fif. 535k, ML H I
FImRNAE 5 B T L RAL A 5 FIRNA #1242 (non-
sense-mediated decay, NMD). non-stopEino-go%RNA
ot R0 O A, DA DR R AN AR Y
mRNAA AEFE A e A2,

Dom34(WH FLah4 4 [R1Y5 & E ##k JYPELO), A LA
5HBS1 filexosome-SkiE &1, ¥ 2 Snon-stopf#
iR Hno-go B iRl %" Hou%s A" %fPOLR2A
mRNAFEEVEHEAT RS, RN ] DLE ek e
HIXAB2H K 35\ POLR2A mRNAKIL . i—
AR, MKDom34 7 LLif i B 5EPOLR2A
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mRNAFRE 1 T 73 TR 2 R X AB2k 25 5 2 1 POL-
R2A mRNA 5 HERIEKES, FIHDom342 %
5POLR2A mRNAF & M % 1 2K 5, HXAB2
J FEPOLR2A T A AR T 8y 42 1t F2 Hh & A 1
W& T, WAKHE T Dom34/r S POLR2A mRNA
ot

14 EEFRFEMKE

HZAMFEAEMNREAORM RS, NZRE
FIBEARIR AR WA B A 4. 41 M H 80%~90% 1) &
AR R EAMAIREER, mEANZ R
1B P R P BB IR BB N
RZ ZWBM . 22 R/ WBI 2 Rz Zieimh, H
HLys48(K48) F1Lys63(K63) % Fiz 2 HE S 1 78
NIz, K48% iz FAB M 1 B 5 5 (1 WA B A O,
MK63% iz FAAEMN S & AR AR, FES
S Sim e

FESRAEARE — B AR IE SRR, TUVAI{L
iR 7f/4-nitroquinoline 1-oxide(4-NQO)% 1% T [FJDNATH
14 5 6-azauracil(6-AU) 5 T W # 5% fk IETF 2 R RS
it iPol 11 fE#ESR LN A5, (WPl 1T AN
W GEA, POLR2A S R AE 2 572 ZAAE M, B S 4l
R B AR, T AR SR R POLR2 A B AR R BF 7 2
SREE T DNA A 8% 55 A5 7 IR R POLR2 A J2 AT 48
ZFENBERR, FRREXE— N2 DRI HkH
KR 2 RIEHEREE3N FPOLR2A Lz KAk, i HAh
V2 RERERRE3 N B2 EALPOLR2ABET £ iz RikE1E
e, B HE A AT MR, ZEEFREZR
TALBREL. 2 R ABEE2NZ RERRE3 S 2 MK
TZHGER.

(1) POLR2AHEHMZ REM. 19974, Hui-
bregtse N 7E BRI B £F v 2 R L2 5 POLR2A R
I BEARAR S IZ 24 HEBFES RspS, HJB THECTIZ &
RS, RspSilid HNw I WWSE #4185 CTDAH
HAERREEZ Z A, FHIRspSHITE 4 5, POLR2AZE
FI/KSFBH S . 7R R R R, G RspS JG R B R4
#4-NQOE FHIPOLR2AZ HALAIE /KT I T
7. Reid fSvejstrup” e & 41z 254k 5256 thiF 9
POLR2A)Z ZWAEM T ERsp52 5. Harremanss
NP 4B, Rsp52:5 T POLR2A ) #LiZ EALAN
K632 B2 A1, 1E6-AUME I DNAG 1 A4
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4-NQO
uv 6-AU

DNA

Pol I1{&5

Uba1,Ubc1/4/5/8,
Rsp5,Ars1

RNA Def1 Elc1/Elat/Cul3/Rbx1

Cdc48/Ubx4 (3 Ubx5),

INO80/Cdc48,
Mec1/INO8OC/PAF1C
%(@'
LCC
PN
OLR;
b Sic 4

Bl 1 MR HPOLR2AZ Hiz RALIF MEALUE. B3N
Rsp5% /1 FPOLR2A 1 .92 F A&, Defl MElcl/Elal/
Cul3/Rbx 1t — P X HiZ RAUEMHPOLR2AHETK48 L Rz
FEEMEM, INO80/Cded845 (g K48 % RiZ RZIHPOL-
R2AMGL 5T LA, B 426 S 1 WA it

Figure 1 Diagram of the ubiquitination degradation pattern of the
POLR2A protein in yeast. E3 ligase like Rsp5 mediates the
monoubiquitination of POLR2A. Defl and Elcl/Elal/Cul3/Rbxl
further modify the monoubiquitinated POLR2A with K48 polyubiquitin
chain modification. INO80/Cdc48 etc. promote the dissociation of K48
polyubiquitinated POLR2A from chromatin. Finally, POLR2A is
degraded by 26S proteasome
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F 1 BRI T 2 5POLR2AKE 12 F AL FEE I R T
Table 1

Factors involved in the POLR2A protein degradation by ubiquitination in yeast and mammals

2 5EAZ ZERNFE T Fi iF R RILY|
El Ubal Ubal
E2 Ubcl, Ubc4, Ubc5, Ubc8 Ubc5a, UbcHS5¢, UbcH6, UbcH7
NEDD4, BRCA1/BARDI, pVHL/ElonginBC/Cul2/Rbx]1,
E3 Rsp3, Asrl, Elel/Elal/Cul3/Rbx1 WWP2, CSA/CUL4A, ElonginA/ElonginBC/Cul5/Rbx2
HAhvz ZAH T Defl
WA T Cdc48/Ubx4 (5{Ubx5), INOS0/Cded8, B —

Mec1/INOSOC/PAF1C, 26S%E Ak

fJPol T4, RspSA-FHIPOLR2ATZ R AAE M th 3=
FRK63E EZ 2B, Tidiang® NP 5T KN,
Cerd-Not gl # 3ERspS 12 ZIER MG M, HEmife
BERspSHTPOLR2AMZ =AM, £ N KA,
NEDD4 5 % £: F1Rsp5 153 B[R, TR IMNZ FAbSLL 4
NEDD4 B GEE HEPOLR2A I HLiZ RAB I FIK63 2 5
Z E B, Daulny AP?Hi3E, RING fingeriz &
HBEHERGE3  AsrlHEXTPOLR2AZ M S 34T Bz =18
i, #EmisiPol INEIEHIZR A, F HAsrIXPOLR2A
N2 ZALBI U CTD SerSHIRERR L.
WoudstraZs A\ 7E i £ 40 iy v % 52 i Pol 1T B4 fi#
K F1(Pol II degradation factor 1, Def1)Z 5 T UViES
fFJPOLR2AVZ ZAL AR, Defl (s 2k hE B BANHI UV
FMPOLR2A 2 Bz H B A2 [ B#f#.  {EDef1 6k
I, POLR2A HLZ 20K AR B2 540, i it
JKDefl it B BAHIUVE FHIPOLR2A Z iz FE
VA2 A RS sh, SomeshZs APYHRIE, CTD
Ser5 BB 1L 2= IHIPOLR2A I £ iz ZAL &AM, 1M
CTD Ser54¥F 57 HIREBREFSsu72 REVK H POLR2A I £ 5
ZE B
54, Ribar&s A\ O7ERRIEEEEFh BT SR IE, Elel
(Elongin C)Z 5UVE4-NQOE S HIDNA 1% J5POL-
R2A )2 ZALB#f#, Elc1H kB B HIH|POLR2AKI £
REZFZWBME AR, dE— B 7R Y, Elal/
Elc1/Cul3E & 43t [F A DNAH 1% s POLR2A K48
Bz 24L&, Elal, ElclBLCul3 (k2 15 RE B B4
HIDNAH15 15 5 IIPOLR2AE Z L4, Elcl/Cul3
B AEWIRELERspSA T 10 32 RABAH R IERE b, Xt
Z R POLR2AE HHEITK48 2 iz = 1E 1,
FEElc] 5278 ) # #k HPOLR2A H1i2 E AL K- B i

ASA,, T 32 KB TPOLR2A B 55t 52 B30 >,

Yasukawas APZERFL B &, ElonginA/
ElonginBC/Cul5/Rbx2E &Y% 5 T DNAHI /it F 1]
POLR2AZ Rz = AE M, H+ElonginZ M EEHElcl/
Elal I [FIVREL 1, 7EMEF5{HeLaZll i H i K Cul 55K
ElonginAfE B RAPHIUVE F FIDNA % /5 POLR2A
(1997 AL M7, Harreman®s N\ ™ 7514 4h 8 4017 245z
IR R B, AR INEDDA4AIElongin/Rbx 1/Cullin5 3L 7]
WIEPOLR2A M 2 K2 A&,

983 #0141 Kl F-pVHL(von Hippel-Lindau protein) &
ElonginC/ElonginB/Cul2/Rbx 172 & iEHRFE3 & &1
JEAIRAIE T, HoukE TR RR R 1
UVi% S HIDNA%{% J5, pVHL/ElonginC/ElonginB/
Cul2/Rbx1 5 &85 5POLR2A A HAE L POLR2A

Rz 2B, pVHLATPOLR2A I £ iz KAk i&1f
KAHILCTD  SerSHITEER (L APHD 1 X POLR2A % 1465
R M4k, AEPCI1240 it % iApVHL, Ser5H
FR AL FIPOLR2AEU VIS S8/ G R R, AERERR
1L POLR2ATC I AR AY, T & (A B A4 1] 771 CbzLLn
AEFRNH|SersERR L IPOLR2A i, FHIEUVIE S
T, SerSTIRILIPOLR2AME I & A B IG 12 31T %
P 1EH,0,% FF, pVHLA FPOLR2AIEFF 1L
#=AEim, fE786-O4ti it it FikpVHLIG, H,0,fEH]
215 FPOLR2AZ F LB, (HXFPOLR2AHE H K
VA B 0

Lizs N3, HECTR R ZEHIEES WWP2
R HWWgEH ik 5 CTDAH BEAE {2 #EPOLR2A
K48% %z b4, 7+ HPOLR2A 5WWP2 ] 4 H.
1E AR CTD I B B2 AL ATDN A5 %5, EFOZH g
KWWP2, £ Rz ZMEMFIPOLR2AK I & FEIK,
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POLR2A I 7K 53 Ei™. Caron N R 31
EDNATI %S T, POLR2AK K48 Rz #1kE
T, FEU20SZN A @i WWP2AE B A1 H|POLR2A )
K48% iz RAEM.

WRE, (ALY iR s Kz 2ERRE3
Z 5POLR2AE H Iz &M, WBRCA1/BARDIA
CSA-CUL4A™™* BRCA15BARDIAH HAEFI K A E:
B2 mEREE RN E A, HEARERRILIPOLR2A
ZEAAEME, 3t SRR, (EHeLadf i A R B Ed
fKBRCA1MIBARDI#E M EHHIUVIE S FPOLR2AE
FIRR™ . CSARCSA-CUL4AY 2% B:MGE3 H &
YIRS, TECSATRI 1) AT 4E 40 i o B R I8
CSABEIRE UV S [IPOLR2AIZ ZALEME S &
RSB, POLR2A K1268% Rz E1k 35 TUVIE
S [{JPOLR2A 4 FIDN AR 455 52 1041,

(2) POLR2AZE (A I%M#. KarakasiliZs N\ 45H,
26SHE AMAZ O E A 5Pol LA e hn, HE
KA SZ AR, HPol I13:@Arihog, XHER26SHE M
WA B 31 B2 B2 (Pl 1T 40", Scharfs N\ PO'E 75
T B AT e B e kB, &R AR S5 Pol 1T [FIREA7AE
e, 1 HAER MW KT, Xz R B
POLR2AAT Wf#. VermaZe \"VR B, ATPHCAc48
EHTFZ 2 EAMK RGN LI, UVIESFR
POLR2AE [ [ MK #iCdc48 FTUbx4 B Ubx5. Cdcd8Y
ATP K ) G ¢4 )51 5598 55 ) 4 4r INOSOAH H/E H,
12 iz KALB M POL2R2A M YL o 5 H s, 1A
PEPOLR2AVE 2 AL B, Poli% APPHEH, Mecl-
INOSOC-PAF1CtHAE I Pol 1T ML FE R R, i
Ja e EAR, THINOSOBR AHNHIUV T FPOLR2AM [F
fi#>> BeaudenonZs NPHHAE, 1EBREE £ 26S K
£ i 4 5 % 7 FSEN3/RPN2 2 25 RE HI I DN A5 175 155
S FPOLR2AZE (A5 (4%, 1E4F, Kuehnerss APV
I8, B#E}H CFIA(3'-end processing cleavage factor IA)F
CPF(cleavage and polyadenylation factor)Z 5 T DNA##
1515 F FPOLR2AMIZ AL 5k, ZRAZCFIAFICPFI
HIHIPOLR2A K EAL AR

(3) WEM FHIPOLR2AZE H 4. ITERT 7T R I
P FE AL S POLR2AE A HIBEMR. VreedeZ NVR
P, B R T R AR RS 1R s E 4 fiPOLR2A
BB KM, HPOLR2AE (5 1 14 iR 52 35 7
RNAR AT, HAERNARE A BFAEHE = SerSHE L
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HPOLR2AH)Z ALK BRI Gure E 4l /5, HAk
ShH E Re i T LB YD 4 i W POLR2 AR BRI %
i, 2T )R A ) B O RN L B OB, T
X ST 40 i ) POLR2 A 2R 4 M % A5 B da 5 i 000
Sindbis, Semliki ForestflIChikungunyal & 5o 5% 1)
I 45 ¥4 & 4 2(nonstructural protein 2, nsP2)/& —Fh LA
ZMEETER 2 DI EH, EBHK- 21409, &
nsP2 i Jie B 45 14 35 5 98742 (1) Sindbis i 75 M A 5
POLR2AZE [1F&f#"7.  Schoen’ NIV i wF 8 2 9,
ZRIEHMREIR &YW EElongin CS5 T H %
W H B 5| 2 I POLR2 A [T FE AR,  7EAS4921 i
HEKElongin  CRERS 73 Yk 5 hr ve % i 2 Ik 4y 5] i
FIPOLR2AEE F/K-F T ifd.

2  POLR2A 5y

POLR2AfEJPol 11 )8 K HEAT HEAL T BE ) T2
B, FEE AT B IR T AN AT B, LR — R AT TUR
B], POLR2A 5 /)88 55 2 T 5 DA 5C (142).

2.1 POLR2AFEFHSNP5 s iy FH % ek

HIZ TR 2 &M (single nucleotide polymorphism,
SNP)FRTE L K K- b A T IR 57 51 R IDNA
FPAN 2245, ARG BRI AR N . B DL B k. 7
T A N, IR A 1 s S A R R
BRI ALY SNP, R X PR AR 5 1] A8 51500 1 i
I AU AF .

AR SR 2 W 5L R W], POLR2AKISNP Y £ Fh g
f S XU DA % 2590367 B U0AR 5%, Zhou N2 %
311451 B 9o 5253 I 49 %o R 50 & B, POLR2AZE A
AT SNP 12071504 1] LA AR B 9 F R A2 KU, 38 mf
DA M o N B e 1R Ik 20 485 5 4% 0 MR8 ) TNML2) 4.
Park [ B\ 7 BF 98 56 42 B WBUAE AL T7 1) 2 /DN 240 it e
e Y A5 5 I PR T J RSB A A8 S R o0 R R R I, 4
POLR2A SNP 152071504 C>TH) & AI7 RURAE H.
AEAEIAGE R, TR R AR T ARG T B AR /NG e i
F ™, POLR24 SNP 152071504 C>TAF R G{RA(EH
WM, PR R R R U 1034
AT 371 iR g8 X6 4R 5% 1 SNPs A A X 30 72, 38
ChIP-seq B AR AL R #1 R 4 B AL 4 b & 2 8154
SNPHIFEFI A X 5, TMPOLR2AMIIX —SNPIE &7 T H
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BERBEGIE

ffRE

(POLR2AZEZ)

JLEREE
(POLR2AZ & s/
BISHT)

Up&Re
(POLR2AZEZS

BRI
(POLR2AS %1X)

RITFERBM
(POLR2ABZ FIA)

(POLR2AZEZE)

— I \AORR AT A AR R
(POLR2A/SNP)

o
L]

(POLR2A/SNP)

EEWE
(GREMERKLEYTSBIR)

AU SRR
(POLR2A SNP
POLR2ARGTRE/BISEAT)

B 2 POLR2A 5 /Mpg & A O 1. POLR2 AT & 437 15 iRISNP LL S POLR2 A [F) 545 BY, v5 %6 i 5 22 P is S5 V) A 5%, T POL-

R2ALE 2 e r ) 2% 45 R A A AT B O AR V6 9 78 #E

Figure 2 Correlation between POLR2A and tumors and other diseases. SNP at specific sites of POLR2A and mutation or high expression of
POLR2A are closely associated with a variety of diseases, and POLR2A is expected to be a new target for tumor therapy due to its heterozygous

deletion in different tumors

H— AN X,

2.2 POLR2AXE PG FIEE -5 i AR S 1

Clark 25 N\ %775 451 i 152980 6 2 14356 P 41 20 4T
TR, POLR2AH R KA HIp.Glnd03LysH
p.Leud38_His439del 532 AT LLAK 2 fixi B8 1) A A, 4857
POLR2AZRZE ) i g Fo Q8 i B R 0 B2 (Rl WNT6 5
ZICI/ZIC4RZ 5. Yu N3, POLR2ATE &tk
#ii & 1 .97 (acute myelogenous leukemia, AML)J# A [
A0 LA s R IE, 1K M R 2RI 5 4 B P 1S B R
IEAROR, HAEAML/) BSR40 POLR2 A J [ 4

Ff 23 /. Fransson®s A 7I7E % )1 3 w25 R 20 96
BRI B AT SR AN P G, RIEE KM
348 th POLR2AHE R T HE A R AR Wi £7 7. Ligg A1)
TERI ST AT T 52 11 AH DAL () a4 AR A s B, POL-
R2AHEDR 2278 0] GEAE N SL38 A0 7 i 24 108 i vp R 4% o L
TEM. 55N, MaoZs AH4RiE, BCARIAT L@ i
POLR2A KA A2 3k it fe 1 40 B3 58, HPOLR2AT
FIEHREFEAR. FrancavillaZ N"4RiE, CDK77]
DL I i R AL POLR2 AR i3k b 5 4 0 55508 441 f 1 344 5.
2R b, POLR2ARIFRAZ TG v Ae 5 IRt iE . 2k
DL Tl 255 IR K.
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2.3 POLR2A BN REREIR YT HTHE A5

AR, CF 2 5 SCERE 7T LA 254740 )
POLR2AVIIRZZ Mg 3k &g, GnPOLR2A%E 7 P4 1l 711
o3 B ¥ i (0-amanitin) 7Y, o967 HHREIT 5 POL-
R2AZE A5k FEHis 108540 BLAE FH, e S MEHb DI Pol 111
) WANER KRR A HE A ST K Lurbinecte-
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Catalytic subunit POLR2A of RNA polymerase II: self-expression

regulation and its role in tumorigenesis

HOU Shuai, LAI ChuTong, FU Wen & LEI HaiXin

Institute of Cancer Stem Cell, Dalian Medical University, Dalian 116044, China

RNA polymerase II transcribes all protein-coding genes and many noncoding RNAs in eukaryotes. POLR2A is the key catalytic
subunit of RNA polymerase II that plays an irreplaceable role in gene expression. The expression regulation of POLR2A itself is vital
for gene transcription in cells. Recent studies have also shown that POLR2A is closely related to many diseases, including tumors.
This review focuses on the expression regulation of POLR2A itself, covering the transcription levels, pre-mRNA splicing, mRNA
stability, and protein degradation, and summarizes the role of POLR2A in tumors and other diseases, as well as the progress of tumor
therapy targeting POLR2A.
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