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L=, ?z”a‘zi
(BAEA KFWELXERFOFERE, LT 100038)

BE: Poly(rC)% 4% & 1[poly(rC)-binding protein 1, PCBP1]R —#F 4835 F & & 438 00049RNA 3,

DNAZ & & A. XATFA %, PCBPli@d L HA IKHEH, 25T mieNeys Rt XA, 05
P 6pre- mRNA;H%\ mRNAA Rt Fedlif, PCBP1 AR AEAR BEAY 7‘%4&7}]@,%*%’5&7?‘”)3]%2% R
MAERGEREFTEXEE, WL AT RBAEX AR O R KRR oAb B RAT M & %09 R 2 4 78 5T

AL, JAAZ w0 G I Ae b AL A B oAb 2 Y R AT f%kf%k%%%%%ﬁ&ﬁ%ﬁﬁ,%
WA 5 %A 2 Ik gm0 Kmhs]. 2 LT, RN RPCBP14Y 7 A6 7T AT B &A1 AT 3 AR 0 F
W], FFAAYE R GRS IT AT

X#EiR: PCBPl; A2 K F; WHEAMK

The roles of PCBP1 in nerve development

and nervous system diseases

MA Lingyun, HUO Lirong*
(Central Laboratory, Fuxing Hospital, Capital Medical University, Beijing 100038, China)

Abstract: Poly(rC)-binding protein 1 (PCBP1), a protein with a relative molecular weight of 38 kDa, is
known for its role as an RNA- or DNA-binding protein. PCBP1 is recognized for its distinctive KH domains,
which plays crucial roles in intracellular transcription and post-transcriptional regulation, encompassing
selective pre-mRNA splicing, mRNA stability and translation. Recent researches have unveiled that PCBP1 is not
only vital for promoting the proliferation of neural stem cells and regulating the expression of genes associated with
axonal guidance, but also modulates the expression of disease-related genes, thereby influencing the
pathophysiological processes of neurodegenerative diseases. PCBP1 plays a role in regulating cellular
proliferation, influencing the behavior of neural tumor cells, modulating the activation of inflammatory cells,
and regulating the extent of inflammatory responses, all of which contribute to the pathogenesis of various
neurological disorders. In summary, in-depth study on the function of PCBP1 can help us better understand its
molecular mechanism, and provide new ideas for the treatment and development of nervous system diseases.

Key Words: PCBP1; neurodevelopment; neurological diseases
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4 i B AE B 135 [X S (untranslated regions, UTR)H

AN
él:ll:]o

MARRE, BANAY —HEEEZEA
(heterogeneous nuclear ribonucleoprotein, hnRNP)7E
INTHImRNA. RNAFCHHImRNAS e 5 2 A
FAM. MPCBPZhnRNPZ I — AN LR, Af=
HKHE I M poly(rC) &5 & e w1t . fEDIRE |,
PCBPJL¥-Z SRNARBE & T5 T, AR 1%
il ZRNABIH: . mRNARH 26 FImRNAFR 2
¥ . PCBPH] #i—2 43 WhnRNP K/JFIhnRNP E# 1
WF#f . HnRNP E& [ HPCBP1. PCBP2. PCBP3F
PCBP441/%. PCBP1EIPoly(rC)45 &A1, A
ZAKHEZE MBI PCBP S I ik 71

I X PCBP1 K 25 M A 22 ThRE M ThREREA TR N
W&, PRCKLEPAPCBP1EES 541N ;5
MR AR, Wi 1P ) pre-mRNA BT 42|
mRNA K& & PE AR 3030 i 5 A< 4K (gene
ontology, GO)Zr#T1, PCBPI1#E[a ¥4k A1) 74 )1
M, HMAEITCHE R FACREITNIN. 1154
A, SRATKE. MRKRAE. HRG M
oA K0, A, PCBPI1#Ep2 LT BLEE 1 (p21-
activated kinase 1, Pakl)iffR{t)5, T RESFFEIL
XTmRNARZE G SEH Ty, TR 25 3 S5 06 1 B 3 R
FEREST, ARTIAN IR B T FLAE e s Mk FE M B e vh
IVEH, X2 FNPCBPUE 5 0 40 Bt e fr 22 0 =
gl R EAL A KK 7--B(transforming  growth
factor-B, TGF-B)4b 3 i 51 B 41 i I & B AR
PCBP1{JmRNA/K--, {HEIHEFHFPCBPIKIZZ
FAL R AR FEARPCBP 1R /KT, M50 T
CDA4) e e B 42, 8 1 b je-1A) 78 s e Ak
(epithelial-mesenchymal transition, EMT)®, 75l
(12, TGF-BEE AL T Pakl IS,
R PCBP 1R A K 3 EMT A 5% 2 1 R IK 7K
o X — IR AT BE 5 PCBP M 5 & 1A 50
TEMA R BT, PCBPUEREMATAIRAIE5E,
P T R T 1) AH G FE R 3R, 5 il R A R
. PCBPIFEMZ TP (& L 5 S LR B AEAH R,
WRES S TR MR R, E e
o3 A S 35k 8] 8 2 12 SR R ) et 22 3R AT P 5 1D g B
AR, thAh, PCBPI R H RIEEMEA RSN
Jed ()R R AN FE A G, T R I8 A T 4% 41 i 4 e AN

FeRs T DA oM i 40 ML R 4709 . PCBPIFEAEZ: JAE
PEZRI A AR Y, AT RE RS M JE 240 1 1) 37 A AT
RIER P IFERE . PCBPLATRE SRR 4 Al 5
RKik. R A RRIEMR, 52K
MAESEA IR H Ko

LR KA, PCBPUEN—Z IIAEMRNAM
DNAZ&HH, {EMARGETS SRR
3 B BRI Rm A, S gl
MR ERRAE SN . PCBP1 S H RIA W] fE
S B R VTG, DR — BT
M2 RGIIREA IR IR T EE LR

1 PCBPIR)ZEHIFIE i

1.1 #iR

PCBP1/ 240 fi T ARA LA R T, ®E
A R, RO EMAEREA: (1)
PCBPIE— NN E T HIER (KRNI
1), AlBESR HPCBP2 mRNAJE T 5 %4 5% 17 S )
(2)PCBP17E N AN/ FRFE TR 2 v A — AL 055
(3)PCBP1H = &2 & 8y /). 45 7, PCBPI
IR T 29400124677, w TR Haml,
H HETTRESRS T 5PCBP2AH 40 B ThRE, M
FVFH AL FE . PCBP1CLE /)N R 2 Rl I 23 41 41 rp
W, BFEANRRTERE. FE. O
E N 1) R
1.2 451

PCBPIR:RIAL T NGtk 2p12-p13. L, &
TE— R 250 b5 L5 ) Fo At B s AR A 8L, 4
5 =AML SR KHS B, Ry,
Dejgaard2 % 1, PCBP1HIKH 1 FKH 1145 #4sk
Ao A FVRE PR 5 2 D RNA T I & 4R X 45
& Jak, BrownZ5USRIN, KH I 45#i T L
ERNA &, MIMTEZ AN /KF B VRS [ 1 22
BB . 2RI E ORI, KHEE#38H
EANSCEAT B e = A & 4L 7. PCBPI
KH T 253506 TN-Ku, HJG2KH T4H
W, ZJaR—ArARME R, KH g T
C-Kiufi. bbb, PCBPLEA MFIRE ML ENL(E S
(uclear localization signal, NLS). —#2&8A; FKH
IFIKH Tz, 5—F2R8A FKH 458438,
EATER SR B A BN R s R g Az
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faims <, HEAKEHCLHE TPCBPIAfES
XA AEYISFE, K1 HPCBPLE AL MR
=H.
1.3 EfL

Yo 9 S 7~ 7 PCBP1 X 5% s Al
R E/R, PCBP1 X EMAMB S L,
T AZ B 5 A BY 42 DR 1 76 7 AR e s AR 2 AT AR R 7
o I, PCBPIMHERMEABIHR T AL, 1fifH
AR BY 42 DR 0 8k R AR s AR b, T ELX AR
AR R RERP, et HEFNLS T,
MPCBP i1 R A PCBP1MIPCBP2E ANLS [,
HABR RAUEBENLS 1. B 7 HAZ eSS, B
A RUA T PCBPI/ESH M i A B Wi 22 2, $2
TN EAEA IR AZ AR 5 Hh R R 2 A ER

2 PCBPIMLREFMER /7K

2.1 PCBPlifjiztE %

KEHHERE, PCBPISZANENESTFLE
e ) X Sk A, AR . AREA
ZHTHIWE SR BT SH-SY5Y 40 it F PCBP 1 ik %
Heabnsem, f5RERM, KRB SNEEPCBPL ]
FiH90% [ F AP . SH-SY5Y 20 i py Y5 1k
PCBP1 BRI 1375 M ESEA, Hirp3284 4%
SRARIB T, 47N FARRIL Bl XS5
A5 T ZMAEYEER, Wik, F518
%5 . PCBP1IE 1] L /N R p-Bif 52 4430 v J 3111
A EAER, R0 A 102 B4 M98 b i I R %
Pl AR, PCBPIMA RIS S T HSm7 i
. fEHEK2934 8+, PCBPI{E(S 55 Silfed
5 ¥ W0% Bl 73 (activator of transcription 3,
STAT)MHEAEH, M6 2 515 3 INF-xBH]
st [FIBT, 2R R 7 IL-6 1% 7= A= o 76 3K
SRR T MR, AR JE ) B, PCBP1
BT —MEENRNAG SR AN, HE—F
DNAGE & E [, s 3 [ AN A 5 400 5 DL K%
RNA&ER T S50 25 ORI, PCBP1#E AL IE B Ag

13 81 97

169 279

5 u-B F SZ AR EE SIS -UTREE &, MBS 1 p-
Bl 1 524 i 2l T e el e, 32408 T PCBP1A T %
SR R 3 T 5 o B R L RE AR AR Y. SRR,
PCBP Uit ik AN [l The ke i 72 2 A B R % 5k K
F, IS 5A R LR
2.2 PCBPliEIZS kiR ETiE

PR BT R — P B S S L),
1 90% 1 T L 311 4 s R i sk AR R 2 Iy 1 a5 1k BY
B, R, R TRERNERE
B, A RENTFRIEERH, WERTHRER
L5 MR R A B DI G . BARR 2 B R 1
e e 200 L rh 2 R AR BORE ) S RO, (R 4t
BN, WIAHE 70 VERIPCBPL, Al BE 2 R
M FFRER . 1 BRFTIR, TGF-BALIE AT 5
Je 4 i 38 i 5 S PCBP 12 & Ak Al & fiR K B
PCBP1& H/K>-, MTIFME | CD441) F o e #E
BIR:, MM TEMT. MHRIEZ, fEHepG241 g
i, PCBP1Z Y5 T 75 CD44 W 4h &1 [ BT B 2
fF, X5 A A B BT R o S ok S
B, MIHIH] T HepG240 M (1R 22 68 /1120, b4,
PCBPLit v] DLt 5 STAT3 4k & 1234 () 4h 151
A 454G, KRIEAER, MNME i NS0
KR STAT 3 o A Ay il ik 38 1) S 44 A STAT 3B,
EEMsmampmm ke, EmNKOWERT
PCBPI{E Az £ 1 By 42 h i e LA . J8 i s ]
ABLIRCH:, YusufujiangZ?R 3, PCBP1454
FEFRAL 5 B E 4R E 3 -UTR X 3 M 4 iS DNA 7 5]
W XFHPCBP1 ] feiflid 51X L8 [X HAH BAEH,
WA B F . 8L GO/KEGGIIRE &
E£0W R, PCBPIARES 5 £ Fhdl g 4= 9243
B, AIEIEE LRI, RNABTRE. DL E
FIRZ A5, X g 45 e h %8 7 AT PCBPI
7E BT mRNA BT HE 42 o A= BB A

SRR, DU FANIESE T PCBPIE N
—NEER TS5 7 2 Mpre-mRNAR & F VLB
e, WamiA T HAE R MR KA RIEFIER L

347 356

262- 271 320———331
NLsT NLSIL

&1 PCBP1ERLEHMTREE
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I E TN, B VR N RPCBP L /E A%k
BRI AL, FRATTER VT RE A% S () B 4 22
I LR S TR B A I SR A T A A R L
2.3 PCBP1iAYEIF

R 2 B HE o, PCBP1T] LA P4 A% 4
A3t N\ A7 4 (internal ribosome entry site, IRES)[X 1
i, BS M mRNARS-UTREL3-UTR K A AH
HAER, AT TE B 12 1 D BR a3 o o R 3 G B
M. BRI, PCBP1SHEHEKH % 95 B IRES
ZEIRIV XM B AR, R L s A iRt FE 2
B 5 ISR B0 AE S, R P RR A DS 0 B 11
S e R R IR S AE e S PCBPIMI BAEH, &
57 FiR st fE, @it HIRESHY 55 6§ /K i &
TR IR . TE RV P PRI A IR B I x- 1 B
JH T F B IRESH, PCBP1RIFE R #£ 7 B E AR
. b4, PCBP15c-myc IRESZ [8] fAH BAF I AJ
PLFEEic-mye mRNAIBIERCR . 28 FArid, xut
W TR AR FEPCBP A% TR IR 438 7 37 T 7T
JiAl

3 PCBPIHI#HZABEHXER

3.1 PCBPIE#HZ LA EPRIIER

PCBP Lt 12 1 £ 4H it JA J910 5 200 it 48 S A SR 1)
FERERARHE 22 T S5, & ] 5 H A3mRNA
FHEAER, s e AR B R, B A& 45
MAETMMPIEHE . FHPFRN R, g0
3 5PCBPI4 & B AT 24 %, X B i i ik
TR R INPCBPLUERL S [ HZIR N, 51N RALH
AT Z B AR A AR 0 1 48 Az 1T 281
HRZEEMRI KA R, 25K Thyagarajan
210 B 5 7 PCBP 1 1E AL I8 AT 4E 4T i 11
AN =S4 SV E P
3.2 HRAEK

PCBPIEM 4 K B IR [r) i 75 rp ) 45
BAEH . BEZS5 AR T WA )Rk,
SR TR A K AE M . PCBP1 S H#ZR T 1)
KA T @A BAEH, DL A T R
Ve fEME RGN KGR, B FEE &
B A P T D R T A0 b, R £
H(myelin basic protein, MBP)J& pAEH HE,
Torvund-JensenZEPY G HiL, 5k = PCBP 1 B3 41 4F

S FEUIEAMBPE A R, B 1L 40
=K. HSikHKx, fEPCBP Kb N
T, MBPZE A MA S > FEEIR,  HEmBR &1 7 4
F 8 K. X FBPCBPIAIPCBP K2 IA] (V- 7F
W MBPE [ 1A R 18] FH 25 18] J7 T T 1E
LR EREE, A, WIRERD, PCBPIZS
PAAYERIKE « EFMEIN R K E Rt
FErR, 222 -M(neurofilament-M, NF-M)f]j# 1A
SBTN. XA FNF-M mRNA [ 5 5 1 1
hn, X SEPCBP145 4 #INF-M mRNA3-UTR[X 15,
BT HE S S A A 1P NF-MA i X EL S
LG RGN 1R A DA 5,

4 PCBP1IE#Z R R RIMER YL
4.1 HERITHER

FERAFEME RS H, R LLKETK, Fik
5 L S S M R I SR KT SR Al A A7 1 3 R O
2 DAL K A 2 FmRNA Ml 78 20 i B 2R e d2 %5 R i
M4l R 2 0 EER . XN IEFEF, PCBPX
5 HABRNALE 4% H(RNA binding protein,
RBP)WhRIVEH, RIEEZEAEH, EA15 A
mRNA #5758 v G & S L R & KA
(F2)!', B FRBPZ B 1 5 R F, X
ANEE B S IR RS S T R e a1 9 0 A
5 32 DR 1) 28 T8 SR 52 i b 20 3R AT Wk 0 11409 B4R
2P, 4 TDP-43(TAR DNA binding protein-43)i#
L SRR AR Y, S SRR R R . TR
R BRI UL ZE 4 I R A 4K (amyotrophic  lateral
sclerosis, ALS)ZE I mRNAFR & 147+, it
(TR ZE i R R i o S SR RS .

RBP & Fdd = B AR P IIRNAL & 45138 5 H
PRRNAAH EAE R, AT X LERNARIIRE. 1EH
PCBPEE K IEM AL 72, PCBP1 12 RET A
RS RGBT . (R FEFIRN AR % 2
[, PCBP1#RK %% EEMEMACY. i % IPCBP1
103 A B I 120 IGH (Huntington disease, HD)
()RR AL N Y, AT R 4k 22 3B AT 1 32 09 1 9 HE A
ok FEAH G . R B0 4 AR (Parkinson’s
disease, PD)FIHDE A LRl LA #1%%, PCBP1
WA RESPDEVIMI S, HARPLHE A TE 2070,
HD /& — Mgt A AR AT M, I 7 EiiE
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Uz, 5. PCBPI{EAIE R BRIP4 R 409500 F I 1EH

[CDExons == Introns \

(A)

Positive regulator

Negative regulator

ﬂegative regulator ~ Positive regu%

B

SMA

(®) / ALS/FTLD \
RNA foci

hnRNPALLA2BI,  (GGGGCC (GGGGCC)n y
ALEHmAK 2 T~ s
Agb’cga(ing proteins.
L] e
o0 .@
Fus, TDP-43, *S,
Mutations in Al —
hnRNPAI, A2/BI Stress granule

oot
Selsesin il //

A: ¥ ZhnRNP5SMAFRIALS/FTLDAI O, & 5 FMRE: B: 8314 0+, hnRNP-5SMNAH FAE F 0P 4 L IAIEE Sk 1 2 iy 5
C: ZRBPEAIRNAF AW #E T G52 ALS/FTLDREALH . SMA: B iR ; ALS: WIEZHM R IL; FTLD: i %i%; RBP: RNA
A5 EA; SMN: EBIIMATTFIEEM; Exon: #MEF; Intron: W T

&2 PCBPs5EthRBPE 5iF{%F L MHEZ RS KR

T 2 R R (polyglutamine, polyQ)=E & 4 1
gl . A 1 C2PU AR BEAT poly QI F 3% 2H 214K,
ORI, RS2 R0 HIAR T HRR I ) TR AE 1
PN, 3 — W E R %Ot R, ERA
IC2FHMERZ N SR & oa, MERE| S5HERIT
PRSI ORI I < B 20 2 FTFUSEPCBP1 ] IEH 3

BRI AZ oA 58 A kB 4 e kP, FUSTE j E Mot
XA S AR, mRNAIZhRE R A T ™
FREL, X AT BERFUSHH IS 1 H AR .
TEALSHH ), 35 Z 1) 4 B 22 FRAE 2 FUS
(ALS-FUS) 155 ) AL, £ 5 BUR PEALS
L1 %R K ALSE Wiif4%. [, e
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LU 2R FAESE, PCBP1S5ALSHIHFF % & AFUS
T 2 (AR L A

ffHeLa S3 PCBPI-KOZHf T, &L ARTE
JG, AHARPE T, X R BIPCBPITE & AL A&
AR A g Y BT, /N RO
PCBP 1 [f5E 5 P 2 £F: B 25 JH 41 A 4 0 4k 3 R i
T8, RBNREWLE A AV AKCERBEAG, LLK
ATP = A0 i FPCBP1Z — Rk tE15,
PCBP1 k2% AT 8 5 200 1 KT IR 2 s B PR 1
FEAE, NI 51 R I M 3G N, T Bk R A
fi. TEREIIE, BATC S EIE M &AW 1w
H A B 2R A BRI R, B4, PCBPITE
Rz EAFETFWHEINAHSE T RELRE.
Blhn, SigRExt AL, BT/RKEERE . 85
A3 R A R R R R R AN o R Al A%
e, I R AR BE Ay - R A% SRR
H BE)E, A FFCIRIE T y-9 % & H £ PCBP1
B —ANHT A EAE Ak, #E— DR T H ARG
Mt AR I A E ), N FRATTTE 4l T ##PCBP1
TEAR G IRAT PRI (A FR AR AL T k45
4.2 WMERGRNE

PCBP1{ 5 # ik 52 2488 i K& e Ak
JEARIG, WIPCBP ARl i J5 J8 Hh i 08 S o i
REIEL IS M M5 S m B A4 I B L TN, B
M k3 200 i FD 388 B RN A RS e 0L R R 2 SR R
P AR il 28 22 G0 0 1 T b s DL ) — AR S A,
HWEEEsE. Bk, BWMZAYEEESES
IR A A AR T, JE it 2 AR B Cox [H A 44T, TEAR
JF IR B R e T 10N B U O L WA
KK IEHMTIERNA(long non-coding RNAs,
IncRNA), HHHEEERLZPCBPI-AS], X4t
IncRNA R AT 17 22 % [ Wi i 72 %2 6 8 22 1) 25
Jiio S IncRNATH 8 1T 58 2 55 I i 8 14 R AL
i, g T AR e

SERT T Lt R B, PCBP1 AT A,
I T W 78 T 35 2R AR SR 0 i gk SR O & 4
TEFP. PCBPIE N EE BB MEEE, AT
VTR R AR AR, e & PCBP1
O # UE S m DU 95 %% 86 B 1 %2 4R 1 (transferrin
receptor 1, TFRI)HJFRIE, DURHEMR R 77 3G %
S B 0 Bk B .V 2 S 2R (1) 9 4 L EE v KT

MR AR AR . AHRRH, el
S SEAREHAA SRR ME AR ERIE, B
R o R TR I, RN T R AR
41 B R AR R T R R e 41 R kAR A RL
VBIT VAR OCE E, IX 0] Re 2 HE BB I R VR T
TR g . PCBPRE(ELFEPCBP LA KUY
PCBP2) C 4 ik B 7E 2 4l g ik 72 P & 4% 35 5 B4R
F e rp B 5 Ak A s A o 8 e i P2, A xR
YU AR AT 72 T, HaciogluZ5P VR B0, wf Ll i i
¥ PCBP1/Beclinl/GPX4/ACSL4{E 5B % K #£GBM
PUEIRTT I 716

[FBS, 7EANRME R anfe s, PCBP1ik
Al LA 5 BB DNA T A 45 & SR A 77 p-Bi 32 44
foest, Mg sndi Al Ak, PCBP1fK:LL
GEEN S SR N T Spl 4 A S ES, (HHEE
SEIEALIE 59 T Spl & Sp3. AN, PCBPLILREN
55 DUEEDNA, R H X EEDNA 245 A 16 M
,EJIE[S}]0
4.3 FHEREYER

PCBP11E #2898 i VR 3 3 1 21 22 7y
o, 2 RMEILIE. PCBP1T] AES 5T R
DRI Y2 0K, 5 M) 8 I 4 HR 1 35 A AR 28 0 I I F R
FE. Jomr A AR T PCBPITE & IE M2 RAL I
B e AT BN RE MR R, TR
BTN, BARHHE T A2 % KT RIES
57T ASRERmCY ., XH\R TRNAG S E A
PCBP1/™ 5 %% 3¢ Ja R R AR 10 E B AR M 5 40
K 7RISR M B G SR REN. EX,
NAE % RVEREA /N RSN EAE R R B, 38l Al 2k
BT TR B DR S B /) BRI T4 e P 2k
TR, e REFRERE, R, %81
X R R T s 3 BOR AR AR R Rk, Bk
Ui, SR S MR 28 1 20 P PR T R mRIN AR e 15k
SEHLH) . KB TR PCBPIE AA R
Caspasex BT UIREAE, AN 1 L5 A mRNA
AR, Rt TR R4, X i g R
$27r, PCBPI1W]REFR M A kB 1 AL B, Y
oI55 20 M 2 s AHL R B A A AR A (1) R A

5 RESRE

i bprik, PCBPIEMAG K FEMRET ERE
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¥, HZE5ZFMEERIIRE, MPCBPIfEME
HHIRVR N HIF 72 AT RE N 28 2R G050 1R T $R 468
) R

KK, PCBPIHIHHFA AT LAFHZ NI MK RE. B
%6, IRAIRFEPCBP1 54 1R AT PR tNHDFIPD
Bk, 48 7 A8 5 3 AR P R vp (R e DDA P ML
e ARURBH CAAEPDEA I T PCBP1XPD
RARERING] . Hik, #E—PH FAPCBPI{EMHE
R IER, R SRR AR AR S I LE],  BA
188 FF I R 40 R R AR R VR 9T SRS o Ak,
PCBP 1 /£ #1 28 9 i P 5 055 H I A FH BB A5 BR N B
Fi, LS IRIBEMIRITH S . e, B sLi =t
FFEAAIRIR N, Qi@ R S5 PCBP1 R IA 51N
RE, T REAE M2 28 G055 A0 MR (V6 7 o e AR
IR . B2, PCBPUEN—IMZIieEH, £
AN A BRI B AR T R PR E AR . SRR AT
WA BT i s B LS, JRNME RS
P I R RE FRTVE 7 B AT I JE e o

SE Ik
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