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hnRNP A18)ThRERF 3R iH R
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(R LR AR BE , A I B R SRS BT, ) AR BRIV B AR~ S NI EOR i 525%, M 510631)

BE BAY—EFiZEN (heterogeneous nuclear ribonucleoprotein, hnRNP) & —ZRLZIHERNA LS G E ARG, fHEL
RNA RGBS RUHAE 5 AL G, IR A RIEA S 58 FA T E 5 i 2 . hnRNP A1 52 hnRNPs Z 1% # 22 i,
B, A2 S 5E S A RGP SCEE R v A B AT , AR R . AN RO R PR . L
Ak, hnRNP A1ENBEI RNA GG, R S50 g g i, il sh S = eSO eee 7o) ASCRgs T
hnRNP A1 EGHIFFEERE , LA E—254R58 hnRNP A1 75305 & 2B h T RE e 42 it =%

%43 hnRNP A1, hnRNPsH [HE W, nIASHI:
FESES Q71

hnRNPs /2 — I8 ¥Z 1Y RNA 455 8 1 A
W, HE SR A B SR ARG G O AR A% 2R 1 R
(ribonucleoprotein particles, RNPs), & %% &
SRS BRI . 2RI IR A S AR A HE AE
fig " AR AR T R R B % 1 Z —, hnRNPs
KGN 0L B A S ALy L g by, Hoh AL G N g
(N-terminal region) RNA %% & 4% 4 I (RNA
binding domain, RBD) . C ¥ (C-terminal region)
B HARTY) (XFRRGG &) K H A B 4544
B AR R DI RESE R R B, hnRNPs K A] i — 20
Moy R AW, IR A S U FHFram4 5.
hnRNP A1 J& hnRNPs K G HZ A 1, 7E K MZH)
B E sk DNA 255 81 =0, (HEEE DF9E IR
A, HAERNRNA G E NS 5 55 RE e
PR O, XS HALE Z R I RESE A G .
hnRNP A1 £ DRe gt AL & 7 KAE G o) . By
Lo Jotaz i A R A AEAE AT EAh, hnRNP Al
TE 5 e 48 5T 1845 5 T 1) T RE A AH 4k 4 A 31
HA Z HR G I Ress & 5 W et £ 0,
hnRNP AT AYRESS & Qe O ity , 5K
B 4F 4% 1% RNA (long noncoding RNA, IncRNA) |
i /N RNA  (microRNA, miRNA) . ¥k RNA
(circular RNA, circRNA) 45 9F %% 1% RNA (non-
coding RNA, ncRNA) fHEAEHZS S ZFEHMIE
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MG AN 22 RGNS, HorP LSRR a2 4
JiE (spinal muscular atrophy, SMA) . FiJ /K /% i 2R
% (Alzheimer’s disease, AD). &l . BOE
S8 B PG . hnRNP AT B34 45 A 5 1]
G\ RIS RIS, i Re AR A BT EAE ) A
TP OCHE R Y i RS, SO — P E
(11 AR I2 Wi AR iC 4 . R 4 hnRNP A1 HE ) 5 52 7 471
BT ISR H IR AESIRYT T I R A
FHRET 5 DO L, A SCX hnRNP A1 2K 2544 55
fE. SEFETo R REMF ek AT T 4

1 hnRNPAIEMEZEEHRFIINHAR
R
1.1 Z5H454E

RNA i Jll 5 ¥ (RNA recognition motif,
RRM) : hnRNP A1 [ N 3t £ 5 2 4~ L7 ) RRM,
AEfg SR A J1 454 DNA 5 RNA JF51 (K 1a) %
ARRM &= JEAMRL, B4 BIrE A2 AL T Bl-al-
B2-B3-02-B4 ity 1 a MR EL AL (K 1b), Hrf

w TR HARBLE L4 (2017A030306003) A1 E 52 [ AR BR2E 4
(31872969) WE BhI5i H .

s TR
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75 24 BE ST RNPLRTRNP2 Je 4 1 g R
I8 RNP1 HIRNP2 347 551 53 51551 75 B3 H1 B1 4
o, O B R e K PR A BOPE TS RNA 42
il 2120 AR RRM = AR, {HEA{]15 RNA
SiG MR MR % 220 . Z80E 00T, RRMI
PLoedh & RNA JFRe iR K A L7, 1 RRM2 25
GRS, FERHBEAR S RNALS . WA
RRM 785 FH D REA T 2 X H L, RRM (A
HAE BI85 — 45 A AE kK 3 25
hnRNP A1 #0 By H 08 01 . Bb4bh, Ak 5507
ZERAFFTR RN, RRMALAEB I RNA, 42
S5EAFBEAEAER . RNPLH AR AR E
% (Phe) FRIELMIT- 545G FFE RNA M H T HAE
A, JFHXE AR BT G H

RGG & : ™ Arg-Gly-Gly &2 JFF 4 Ak, 71k
R EARSE, I HJERNAZ SRR (K 1a) .
hnRNP A1 25 A\ Sy @B 5 # 1 A (human
immunodeficiency virus typel, HIV-1) & il 587 4%
PRI, # RGG &7 F1 % 5 422 1 52 ) I AN I
% " hnRNP Al 38 P25 6 40 B F BT 4 LR T
(exonic splicing silencer, ESS), i SR & H
FIEIL G SC35 45 G wi, HETTAM i S e sk il
[A-F (trans-activating factor, Tat) 455U AY 3"
SRR Y A, RGG EE FHRE R RE %
# H SE L&A, 520 RNA 456 FldE A i BAERE
Ji . hnRNP Al & & H R & 12 2L 5% 7 1 1
(protein arginine methyltransferase 1, PRMT1) MY
AT AR, 2 RGG &N K HRS ARk g A
YRR —H AL, K f ] hnRNP A1 PR AR E A
7 55 5 X AE 7 (internal ribosome entry site
trans-acting factor, ITAF) &L 5—J7m, 4
RGG & R 2 TR Gk 5L 2 40 A TN R I, I Bt
#L (stress granule, SG) JE W32 B H0 &, 2= 08
hnRNP A1 12 SGJE B b it 1y 1 EAS
JE, BORHGE WoR RGG & A B T UPL &5 i34l &
JFRE IR RNA Fl i #5277 51 (the telomere repeats
containing RNA, TERRA) JEMAYIRIR G-DUBEIASS
fay e, 25 i RGG £ /E hnRNP A1 D Rg A7 fiff
Y E

MO J¥41) . #55 hanRNPs HA i [H] ZE R DI RE
EATHE 5 AT K mRNA (pre-mRNA) JE & &9,
5 B mRNA 52 b 240 A A% 21 240 B 52 19 i i ook 78
(Fl1a) . hnRNP AL ZH i —Fh R E M, Fadshy
FE AR MIAZ N . 532 B4 RO, AT

C ¥t MO 79 RAEAZ U AR TTRE 7. MO P 3 — 2k
X 4% 8 4 L 4% 5 A3 7 51 (nuclear localization
sequence, NLS) MR FRITY, 579K
R 1 DA A 300 200 LB 14 XS ) 3 B 181 47 . hnRNP ALl
HMa T M P, i AR A
$35 37K Transportin 1 Fll Transportin 2 H %5 M9 )7
FIFHAEHIIEA S hnRNP ARG A 1S i B4 5
ARG R 3 N AR W o THAESTE TRRAEUR I
LA MO TP AR AR IS SR, iF— 203k C
%iti M9 [ 371 /& hnRNP A1 IE 82 8 0 Fir b7 18 2

@ RRMI RRM2

N m— W — \ REE
RNP2 RNP1  RNP2 RNPI

(®)

Fig.1 Schematic diagram of hnRNP A1 structure
El1 hnRNP AIEHRER
(a) hnRNP A1 S AT BEAZ A0; (b) hnRNP A 1T — 2 2544

12 HREFIEENE

hnRNP A1 254455 512 9 RRM 3 [A] £
(2% . B AF SELEX S R e @ T
hnRNP Al = 26 Fl ) 4545 57 . 5'-UAGGGA/U-3'
(% 4 winner ¥ 51 ) 2. # 4> RRM H 5l F 17
SELEX /T4 SR o, EATHA 5-UAG-3"1%.00 2
JPas A, T H A BE T R ARG B 2 B hnRNP A1
ARSI ME R BT B2 RE ) 222 | AR M 1 A B AR
PEUUHE % B (cross-linking immunoprecipitation,
CLIP) Hf— & 1IF 52 hnRNP A1 F: R iR 5 & A 5-
UAG-3'1%.0 ) RNA B85, Horp AG J2 fie ¥ il 1Y 25
BP0 BRSBTS, hnRNP AL IR fE
5K E A0 T mRNA A 3AEBIR X (3-
untranslated region, 3'UTR) ¥ AUUUA # & J¥ 71
SSRGS, R ARG R ok R R AR
F 20 b, hnRNP Al 8 5 A 26 i 34 il
(human thymidine kinase, HTK) Ji 3l %) 20 itd &
WEATITE (cell cycle regulatory unit, CCRU) H
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() ATTT 5 51 5 26 F0 J 44, JF 1M 1% ik I 2
ik 77, X2 R hnRNP A1 256 HA RIGZL
GAIESTW

Ui A Vi o 1% 2 S RS R L I A TR RE TP B
G- DU BE A 254 I 45 e S L AE T . hnRNP A1
MR AE A, B8 S R A i TAGGGT #4 J7
GIRRSESS G, Aesmb AR 4 & AR AR i s S 1
SEJT TR OCHEE T 2 AR JE, 7E Kirsten KR
IR Ja s 5 968 L R [R] 5 %) (Kirsten rat sarcoma viral
oncogene homolog, KRAS) /&% ¥, hnRNP Al fig
55 T IF KRAS 19 G-VUBERZE K, 3F i e adk 4
P BIREA ZIUWFSEIESS hnRNP A1 6E S G-I
FEARZEIES G, (HXFIRRIR A BAE R A5 A5

(EAF TR, RIS IR S PRI e
T %€ (individual nucleotide resolution crosslinking
immunoprecipitation, iCLIP) Az Ay HA 455 37
7%, hnRNP A1 455G 8 BA 4R =2k Y, X
%7 O 411 hnRNP A1 FEF45 5 75 T g A JR FR
PE. L, FRATES0 T hnRNP A1 7ESERI ik | B5Y
P LR A E A R R T A (%
1) fo 10 02 3kl ORI AT DAE Y, R E R
hnRNP A1 R 456 791 Z kIR T HeLa 400, 120
it A FERLDR 2 R0 A PR B R R AN [l 3 25 = A
B4 CO%F hnRNP AR IT S LR |, E—0%
REE RN LR S SR R 2, xR
P oy S o) 91 Ak B i AT A0 2%

3 A e e sV A TR B E

Table 1 hnRNP Al specific binding sequence
&1 hnRNPASREEFSI

17 MR FESIGEAR Fes s &) e

SCik
1993 A AP ML Tk EL 40 i RNAREMAURS 45 G B EANGE: ek R iile AUUUA [26]
1993 HeLa 4l IR A s UAEE IR Hidk s S s ENID d(TTAGGG)n [29]

r(UUAG/G)
1995 SVKI14ATHeLa4f iy PRARIEA (minigene) TAGGGCAGGC [32]
1997 HeLa S3HIDBT4IY RNAFIEE SR AT Hefie Bt AGAUUAGAUUUG [33]
1997 HeLailfu SRR E . S bl UAGAGU [34]
1998 /N CB34t il Uik 8 5 P56 (TRAPIIZE) TAGGGT [28]
1999 HeLa. SVKI4F12934H iy SAME I TTIE s oS FNE UAGGGC [35]
1999 HeLaZilff RNAZSEIE; ARAMBTHEES B CUAGACUAGA [36]
1999 — B T 4G RIX AT d(TTAGGG)2 [6]
2000  H A R BAT 4EAH K 12 CATHR & BR34BT (EMSAD ATTT [27]
2001 HeLaf1S1004 2 RANBIHE T RN G e P lE s RNAZ G E GAUUAGUGHIUAGUGA [37]
2002 HeLa. CB3C7HICB3C7-20 4fiffl BI#E43#T: EMSA; RNASERUZHT; Hufs ik UAGAGU [38]
2006 KJAFFEBL214HNE RNAEIBHT: HEAER (NMR); RNARBEILIRYS GAGGAGHIUAG [39]
I3HTs EMSA; ARSI HT
2009 HeLaif HAHMEEE: GST-MS2 i (GST-MS2 pulldowns) ; UAGGGU [22]
RNA &7 EMSA
2012 N EFJIEEE B 4 SO SR A B TVE B T BRI A UAG(G) [40]
293T BRI (RNA-seq)

2012 — NMR; ®=#EE ATC): B ik UAGU [41]
2016 HeLaZilff AL P PR AS IR R ITIE . AN PTiE: & UAGG [10]
LR AILIRAUS; %SZENE; mini gene; RNA-seq
2016 — NMR; /NMAXGHZEHUR (SEC-SAXS); JRFHERR AGUGA [42]

i, B E
2017 — HTS-EQ; ITC; AMEET#; NMR AGU [43]
2019 HeLaZti f 0 N\ 5 12 B 4t AL TUIE L G @ &7 ITC; NMR UNAGG or TTAGG [44]

293T
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2 hnRNP A1IhEERFST

2.1 FHFRFE

iCLIP 43 7 & 3 hnRNP A1 45 & {7 5 & 4E 1
3'UTR, X A BB S W 1 % 8 o 55 6 4 5y 352 1)
fig 1 WL Sh %) hnRNP A1 K H 5 08 W] 98 Hrp38 1]
R RS G A S 3 XA B 3R 3A . Lau
45 7 ) I hnRNP A1 B8 &5 385 FI 145G HTK JG 3+
() ATTT 540, FEA 2K PR 3Rk . 1 SR g v D)
J% B Hrp38 1] 454 Nanos mRNA {9 3"UTR Ff- 1)1 ] &
PEWOH M, Hp3s 5 b 45 # £ (E-
cadherin) mRNA (1) 5'3F ] % X (5'-untranslated
region, 5'UTR) 454 X G4 o B e, R
Hrp38 & 42 £ 1 5 il 4 FH AL T 5 455 A [] Xk
AX.

e v S O T E R (S P
hnRNP A1 2 JJREHf B 45 14 Bl fig 18 4o 25 1 5T () A
HAEME %S 5 . #%H T B (nuclear factor-
kappa B, NF-xB) R#i 5 sk iid @i 5 55
%) W 12 1k F1 NF-«B 4 i 25 11 IxBa (inhibitor of
nuclear factor kappa-Ba.) F#ffESCHL o (RSN N
S 34 EIE B IkBo il hnRNP A1 7E7E 1 3 40 BAE
I, FFH IkBa A9 C i AThnRNP A1 [ N 3 54518
A5 hnRNP A8 12 30 B A 0F i 384
548 NF-1cB (A SR .

Ak, hnRNPs i 5 2 5 S WMA L' mRNA &
R FT DI RE gl A B ) | 7 8 IE A O B 2T 4 41 it
(cancer-associated fibroblasts, CAFs) o', hnRNP
Al 5 miR-196a fHEAEH, 25 5MbA N CAFs #|
i 98 24 B 1 A% 3 A 0L A /N BRURF 20 B Cyp2a5
mRNA [ 3'UTR &8, 71 nt & JeFRLL hnRNP A1 K
7750, AP mRNA %32 RNase F# i, iF 1fi 4E 45
12 FE R g K ek B MBS A R R B
hnRNP A1 Z5G BE 1 BEARAY RIS, Cyp2as ik i
A . AE S UL 1) hnRNPs 5075 [ U5 5 K]
Z 5N ARSEE R L R . SR8 Hrp59 4R R Ak
A7 FE 5% Rpro 4 By [Fl 12 5 W4 1) 335 55 K 1
SEARGL AR, AT AR R RS R B SR B T A Y
RNA 7 ). hnRNP A1 FIHAR K B L RES S 5
MBI A s AR R R I, A — RS
R R TEAEAR S SRR R IR S A T 1 1)
e UL ILAL . K 2 JB/R T hnRNP A1 (1) 3 27 1%
TIfe.

22 FEEE

i 3ot 1A/ M 5 hnRNP AL 52 I 53 5 4037 45
KR4S hnRNPs 2 5 Y80 7 09 BRIt
J B 22 7% 3 hnRNPs K5I 5L |12 2 5 0] A8 5 12
7 S A EE T b, hnRNP A1 E 25
f PR 5 BT R T A A ) A 85 2 R (SR
B TEMSA SRS Gk ARy 2
hnRNP A1 75 5' 59 £ {7 s 6 £ 55 570 SF2/ASF Al
SC35 i M, Bk uw 5By & A7 A P Y
Damgaard 5 ' % RNA — 4544 UE 17 M s $2 H
Tat B 32524K 7 (splice acceptor 7, SA7) X iz
B Z RIS Y, hnRNP A1 7E SA7 BT 2 #50
P LRSS, AR RS SF2/ASFIR AN 8 ¥ 52
458 7 (exonic splicing enhancer, ESE) . It #h,
UP1 Al HIV-1 1SS f 44 45 14 fift Ar 2k — 2531k 52
hnRNP A1 fBfE 45 & HIV-1 ZEA LS PO,
1M RELT 0 B (A 4 2% 20 A8 J2, hnRNPs K
WL B BES 25 G H B pre-mRNA F I8 15 FE R 2R3k
EL7E hnRNP A1 4M i 7B B 45 52 ) hnRNP A1 H
B2 406 1 hnRNP AL 254 9 & 70 35
57 ICH (conserved element, CE) fEiF4Mig+ 7B
BRER, DI ] & pre-mRNA B4z B4

hnRNP A1) {Z B DI fE 5 2 Fhpm A 7E
B . b Rz ] Bif% 4k (epithelial-mesenchymal
transition, EMT) ', i 3% ik hnRNP A1 ¥ [ i
CD44v6 /K-, HEmfE s IR an iz 28 = = . BLoh,
hnRNP Al £z s 4 oo/ % F& A (survival motor
neuron gene, SMN) Zh ¥~ 7 B9 5T FEE 1 H ot P e
YER, TGS SMA e VIR ™ | B
HrEZR D], hnRNP A1 FThnRNP A2 HpF 25 AHL
LI R B 16 (human papillomavirus type 16, HPV-
16) By, 5206 E6 A E7 MR 4ERR W e 4
B S
2.3 miRNA/IncRNA/circRNA/hnRNP A 145 /) 2%

miRNA ] ¢ %% 5% A& (primary microRNA
transcripts, pri-miRNAs) 55 5 £ 1 4 i 4% Fi 40 fifg
Jii 1 Drosha Fil Dicer P4 RNase 1A% i N D1 1§ 55 U]
TN, FZI A miRNA 5 miRNA 38 iof 47 5 5%
S T I TR AR mRNA B PERCR I Aoy =00 15
BRI KK 1 Kooshapur & ' % 3 hnRNP A1
AEZS 4 pri-miR-18a A v I 5 9 HZE IR 454, X
FF Drosha PN U1 I 17 miRNA T % 2ot 72 .
41, miRNA-18a BEfS B #2454 hnRNP A1 4R i
JEM R, A A man i T L B
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hnRNP A
) 7 — UAG
€= 1 (@)
mRNA 2 1
Exon X === = Exon X =
mRNAT hnRNP A
(b)
hnRNP A
hnRNP A1 -
v &
/ o NPC
Qrununs oo e Trnl
Tt A 4-&\. P
TN vl L g
[ ©
P 4 \\\‘\{}iﬁ
LRI A P l \‘ I N hnRNP A1
P, Q hnRNP A1
'm,\'l'l' W N Ay O O ”".
miR-140-3p ORI hnRNP Al

Fig. 2 Schematic diagram of hnRNP A1 function
#2 hnRNP A1LMEEREE
(a) Hesegiy; (b) wAERYHEz; (o) dEMISRNAJIYE; (d) G-PU%E{Af# €. Trl: Transportin-1; NPC: BALE &Y (nuclear pore

complex) .

J&i, miRNA F1hnRNP A1 78 2 Rl b g 20 ff 184 7
S ge it B b iR e iE— 2215 208 5 . hnRNP
A1 IR 5 K 9 20 it w40 At ) 300 2 1 OB P R ©
(cyclin dependent kinase 6, CDK6) #f H. 1E H ,
miRNA-26a Fl miRNA-584 11t 3¢ 15 44 F& Ik CDK6 %
SZNAN ) 11N s v ] 01

Fi—Jr, ARYIHE P IncRNA ik K P24
P PECT IR R, X5 YIS 7 e S
A AETE B 1K . CAPERw/TBX3 & 4 175 /N L4
Jig 5% % bl BH 38 1E . IncRNA UCAL #E BH B
hnRNP A1 #l CAPERo/ TBX3 & & Al H.AE 317
SR L EREENE, CEZMEET
K I miRNA 5 IncRNA [5R Bl e 45 8L PR ZR 18 41
77 7E #F % A B /F FH . IncRNA ANCR  (anti-
differentiation ncRNA ) 7 2 Ff [l J&3 411 fitd 5% #% v 49y

B, REfE AR AN R R R f 28 1.
A, EWE B 5 2 Bt & 9 hnRNP A1
ANCR ¥J 545 miR-140-3p 2541V /5 . IncRNA ANCR
i 3 B0 1 miR-140-3p (9 f PR $E 46 A, 2F b o
hnRNP Al 3 ik ok & #F 5 & ¥ F 40 M s
(hepatocellular carcinoma, HCC) ZjE I EMT 41 /it
MR Mg . G ZHF AR KR, EAHE
YA miRNA/IncRNA/hnRNP A1 HAE 45 M 2% 1 Ky
AIfE, IXULRERTS AT AR IR

circRNAs J& —Ff e 5 T HE v 52 =X 85 B2 Al
o T e 707 NG M R = A S (AR S 1 R S
PE T AR BTEE R ELT, cireRNA AT LA
SR 2 5, I0HE S miIRNA 2545
R ARUF LW AR FH R 5 (o R B TIAIE
P FE W] circRNA 5 hnRNP A1 £ B 45 55 Al A0 B
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YER, {B454 48 circRNA, miRNA . IncRNA
FThnRNP A1 7 ZFf 8 b8 10 1l 550 h 3 &
¥ B\ AE 7, B RL I circRNA/miRNA/
IncRNA/hnRNP A1 f77E 52 2= 10 8 A 4 [ 2% .
24 RG-SR LE S

Uikl FAZ A g AR S B B TR, SR
UL TF 8 5 S FNBE T AE AR 25 V) OCHK . 78 TR 8 4 24 40 i
kL 23 B A 4 2 OO NS W4 g UL
FERFR hnRNP A1 [ /0N SRR A Hh 80 FL ot < i 4
IEF AN, FRAES I ASNE UP1 45 F 385 s <
HOfR 8 SCIE R hnRNP A1 7] BE7E 4k K B rp
KRB . W5 205 &Y, hnRNP Al fig
5 Sty R A i B L Y A B B G- DU BE AR 25 F 25 5
IR 0E % G5 A0 R B X TR AR R RS & B,
hnRNP A1 5kl & & SIS Imas &, X5
vk TS FE A AT RRM B, B3 i - ARk ZK R KA T
YEHIA 5% ©' . hnRNP Al 5 mkr G-PUBE R ZE A =
dezE k) WoR, UP1 454 TTAGGG EE )74, RGG
B R AHAR UPL R G-PUBEIRSS 6o 777 |
WEERFEN], UPI HIRGG & Al P[5 i I i ki G-y
SEIRGER

Brimpkidh, i % P hnRNP A1 5 22 Ffi 240 i A
K FE NG 3 F X0 G- DU4E PR A7 16 B R AR B AE
KRAS SRV MIZZEA ¢, ZAERE 3+ LiiF
A5 1t G- DU AR 25 4 11 5 W 2 1l 1) 22 5 M A TR
R FEAEOTIE . UPL BB MU 454 G-DUBEIARZE R 5 H
HEIF, 42 JF KRAS 5 [/ 5% 550 ™0 gy 4
hnRNP A1 B 4% 5 52 1A 1% 2 iR i 1 RON mRNA [
S'UTR %54, Jflad G-DUBE RS F TG 1% FE 9 Bl R
Tk PSSPt A B, honRNP Al E
454 973 [N F TRA2B (transformer 28) Ji 3 F
() G- O B R > I8 95 e s 0L 0 W A 4 E
hnRNP A1 AE 2 9 2 W AR B AR S A% BT (latency-
associated nuclear antigen, LANA) PR T, S
55 G- VU A fift e i e e L 2R AT UK,
hnRNP A1 -5 Z 5 fifvgg 3 B i G- DU S (R 4544 17
TERFARMI AR, X AT RErEFF & 0 259 h B
BN A .
25 EEREWE

hnRNP A1 2] ZFBIPE G B4, AIEmEERTL .
HILfL, 2Rk, 4Bk SUMO LA . BlR)A &
MRANJA T 8 A S SR b, i LA T
NSO TS B R MR 2 o, #E
R AL I 52 0 hnRNP A1 TE B2 G 157 A IR B iR K

TP AR RN R T & F T, hnRNP A1 C
YA FR A “F-peptide”  BY%6 418 i 21 ifd {5 510 %
A 1R Ak PR T 2 11 A% B A ' . hnRNP AL 1 N i
Serd/6 5 FE 1 SOK2 S WE MR AL B e, 7EHS 58X
T 45 Bel-2 %1 Bel-xL Al X Bl T30 il 2
(X-linked inhibitor of apoptosis, XIAP) mRNA %%
ARSI, A2 hnRNP AR H @ A —
D, KSR H SR B PRMT3 Al PRMTS 34 1] H
SAb M hnRNP A1 R FRGR A . Hrh, PRMT3 HI
FALBMI R31 AR AL, {23 hnRNP A1 F = B2 i
iz A G AW G 2 (ATP-binding
cassette subfamily G member 2, ABCG2) %54, i
Wi 20 AL 24 P B . I PRMITS B4 R218 T R225
FREE, R hnRNP A1 5 PN R AZ A HE A 15
(internal ribosome entry site, IRES) M HAEH, 14
5 IRES MM B L ILAh, RGG &N IEMEA XS
PR LA 40 - hnRNP A1 ITAF 3% P

Bl J5 181 30 52 M hnRNP A1 BY 32 8 #2 T BE .
#£ HCC 40 s ', hnRNP Al 2 5 4 B R 3#4 i
(pyruvate kinase, PK) mRNA 5§ 4% )& % , 12 ¥
PKM2 i 57 B 2 AU i ' . 24 hnRNP A1 144>
o TR Bk X 2 & TR A I 5 015 1 Dt SIRT1 FI
SIRTG6 &4, Bl HCC 40 fifd H PKM2 35 1217 UK
G, B PKMIWEAIERGR ) 55 —Jr T, KM
H K HF (epidermal growth factor, EGF) 1S
E3 {7 % % 4% it} &1 4% F SPSB1 5% 4£ Elongin B/C-
Collin & £ 1A% 5 hnRNP A1 72 £ AL B . 492
AL &1 () hnRNP A1 1 SR 25 [ 38 i 3L [A] 2 ik
Racl B4V 7 Raclb iRk 57

R DB AN, —FhRIR I 2 5 ADP A% A AL
1t (poly(ADP-ribosyl)ation, PARylation) f&Mith7E
hnRNPs 2 5 #1258 18 5 1 5 0 o 8 v & 4% J 224
FH Sz 8 i v] i 2 R ADP B R &
(poly (ADP-ribose) polymerase, PARP) Jf £ 4~
ADP ¥ ##43F (ADP-ribose molecule, pADPr) i%
R HEA R B, ek E e Ry ae .
hnRNP A1 SR S56 ZREMER)T, I SG
SEAE U 7E AL vt & BEAE R B 3 Ak A2 A
pADPr AT TEMR A LLAEIE A 7 25 hnRNPs % [A] 5
Squid F1 Hrp38 45 & , # W £ I i &R [
(dopa decarboxylase, DDC) FJAFE#z 1 55—
I, Sl P pADPr Fl Hrp38 A 454 23 3R Hrp38 Al
E-45 % 2 - mRNA A9 S'UTR 1 5 F I 30 il B
B Z B B PR S 18 1 O hnRNP AL R fi
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hnRNPs 55 i 53 5y RE 2 125 £ 13t B 2R 476 Ay i 4
Jiat.

3 REHRE

hnRNP A1 FERG AT S . BY R4 Al sk 4
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