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Abstract

As a multifunctional binding protein, YBX1 is involved in a variety of cellular processes. It plays a fi-
brogenic role through TGF-f pathway, inflammatory factors, mediating epithelial interstitial trans-
formation, regulating collagen expression and other mechanisms. YBX1 may become a new target
for the treatment of fibrosis.
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1. 51§

KIALLR, AT BN YA — P AT . AT, (EIm R AT RS R 3 E R4
RIS AR, LR — A SIS IS R . 3 B LR & i ] A T BB PR IR I T T TR B
MR [1]. SEAHENEIRESHEIREEE . FmEEWRIEE R —, LK L3R, BOEHIR
Kl[2]. F-HIPRT M AE A 2N B 4P 4Edb /2 H TR G T T OGHE .

AUt — P MU BV RS, R EAMIE R B AT 4SS A A LA R AT, SRBULT T
MG B AT S B . MR G R R SO R A T R R ZRR, RSR[5 T A 4t
TIIRIAI) 45% [3]o FERZHUGOLT, AH4EA s mami@acan s, Hrh Ak to. RFEE th & b
A EV AN SRB o e A R 5 R OGS 8 e B4 B ™ A KB A s W vy ) T
VIR PR (AR T AR ), R e SRR R ARG, (RIS R AR AT RE U BCM, Jf i
I R AT AR AU R R T AR (4] FAEE OB R DA EER B, B
JS2FRERARIT B e B AU VE SR ISl B i BOR RO ARG s 5 =R BUR AR AN T 4R AL 5
RWABrBCS S MU BLE &, LU, A0 AN 5 S TR (RIS AS i) (it 1 P AEfL ittt fig, 2%
PR E B[S W TR EAELRIPUR], TR AR SRR RO AR HE R 2T 4E AL I 254 3
FEDAT o

2. YBX1 H&EH R gk

RNA 254 5 F(RBP)ZZIMI N RNA SAT /DL G0k, ZERE RNA iR RE IR S RNA 45
HHIEAN, RBP I G RNA, (R GH RE T a 2 M/EH, RBP i Al RNA HHH.
ERPRTS AR TIRE. RBP 25 RNA 878, 5444, RNA #ia. 4EFF RNA MR e MEM. i
PN E LA ER R 1 55 RNA AR AN T T, A8 &R A 12 v R ¥ s SRR E L, Ry AR
TETERE (6],

Y #4568 (Y box binding protein 1, YBX1)&—M £ WjRe4s & & H, S & A R ESH 3 AN X
1 AR IR 1 AR R ILIR A & X (CSD) LA EE AR . 4mfid )8 E i RNA 454
HIDIRe, 52 MR, 3 DNA B, Hxiisy. BIEHE. mRNA ST, mRNA #
3, mRNA 4. E4HMKF, YBXI B IERI NS 5N TEA 740 . A T SO S AT S
A SE AR (7] [8].

3. YBX1 & 5A 4L HHLE
3.1. a-SMA

VLT 4240 i 2 5 40 M A R TR R (e R B4R B 2 —, RISk S SRR . sk E A
FEEAFAMMINE TR 724, a-SMA R REARED[9]. JE4miS RNA Lnc00312 7 [ B R 527 4
A2 101, JESAS RNA Lnc00312 7€ HE R LA 4EAb AR b B, 315 2 M 4ELR -, 10 a-SMA.
I B R MEF A E B R H B IEARSG, Lnc00312 (4l i 1 WU dE i rvs vk, B I SR e Uie 4 1k
PAS LR AT AE A0 F bm i R S (R 30K, 1IESE YBX1 /& Lnc00312 1 FiERFF, H4E78 7 YBX1 B R
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Hil 7 a-SMA FRIJE DN 1A UL R ILBCAT 440 M 2 B 1) B BRI/ PRI 5 a-SMAL AT 4E 40 i o1k
O LT AL (R AR W) ) 2 SR A ¢, 18 202 YBX 1 YA S (CSD)HI I 41 52 A7 AT 5 mRNA 45435
A7, O BEE USET 4EA0 I o-SMA mRNA ¥ SORIHH R, 142 22 Mt oo A RE 0T SR 11]. YBX1
41 X 2= AFT mRNA 25638 VE IR 0T fe 500 L0 B AR 05 B 1 R DR SR8 B B gm A 0% . BRI JR A A
FH(UUO)JE ST 4E kA 2E YBX1 FHiE, [FIET o-SMA FRIAR NN, $E8 YBX1 0l GE7E B AT LT 4E A il b R FE 4
H[12]. a-SMA YE NSNS e AR S, 722 HPIm A P e E )y YBX1 [ R iffEdR, 2
Ha4etbid 2.

3.2. TGF-p {5 5Bk

YBX1 fEMfEER A Ffih e 55 5] & TGF-p AR Ny, R E A 5 YBX1 LR FHURIR
A p, YBX1 GBI E SRR R S8 LR 4EA[13]. B AT A 4EfL R 14], YBX1 I
p-YBX1 {EFFAF LR RIE B, YBX1 ERF£F4E4b 41 4 30 by (i it ik & (1 4 i 0 356 S i TR,
YBX1 Fl Smad2 7542 3FFF 45 44k e 1E SASHEFAE FH , B YBX1 AT Gl i TGF-p 15 5 8 B 52 fT 47 24k,
LU YBX1 W REEEIT HIEAF4EAL B RS il BIRERAEER 7 (BMP-7)25 T 1Sjp40 Xf A R4 A
(HSC)H il . BMP-7 1R I 1 rsjp40 83T TGF-4 il #%% T 1) Smad 1/5/8 HIBERILAN a-SMA )
M. rSjp40 AFRAHMSS, YBX1 ¥4I EAMMAL, Rk BMP-7 Rk, KRIEHA4EAER[15]. TGF-p i@
#8252 AL WA SEAREE R, YBX1 ENm R0 NFbs, 0 M0t 70 T DU R AERE R 40
| AF A2 B R

3.3. RIREA

FEB LA R 16], S pRERERHI , YBX1 5@ T-4uii, B#fasE 1 AR AT R A1 mRNA,
et eF et YBX1 HIBERRAL A ARAE E A o€ 1 HAEAR X R LR AL, BRI, #0] YBXT W g
7 IS — T £ PR SE 53 U RO B B 2T AR 97 SRS AR AR BB, YBXT I TGF-p [ A2
Rt . YBX1 EA R R BLH SUer 4efeimth, @0 Smad3 /v T (F KA Smad7 (IFRIERK
I D R T 1 B RAE 1410

3.4. CXCL1

CXCL1 RIFab IR FAKIRT A 1, J8 TR T CXC FKME[17]. {ERTFEF 4B 25 SLA RS FR i 5%
FROAT18], YBX1 # %€ N CXCLI 2[R 1A R s | K7, 3R07 YBX1 @i iz il b A7 CXCLI
KRk, XATAF4efb £ HE,

3.5. ERIEIBREEL(EMT)

I %7 18] Ji % 4k, (epithelial-mesenchymal transition, EMT) & L 7 40440 A sl A B R 4l Ok A2, 78
WIGRE . G EE. e, MERARETIRIEEEE/EMH . TGFB it Smad 25 EMT
(L, AT gegm A KT FFI A KR 7. IR K PR 2 T 355 5 Rz 4T it 2 254 ) ) ot 40 P 2
RUEAR[19]. Twist [20]F0 YBX1 i 26k 5 3N G IR] 1 40 B (HPMC) ) EMT . 384 58 A4 ffa Ji 39 7
W, X RE S BRI 4k, 75K 15 S HPMC 1, Twist 19 N A LA EMT. YBX1 /& HPMC
Twist [ 3B RHFEEIEE, YBX1 i N AT AAIH] EMT i SR04 4640, YBX1 A1 Twist 2 [8] 11X Fl 2h RE D
AR Twist LH NIFHN T YBX1 A e 16T EIRA A A B 0 T, 5IEWEFRM AN K
AU (EPC)RIR AN A L, KA/ E A MH/R)FE RS, EPC ATAE BN AT DL 25 19 0 A 2 18] 78 5
H(MEndoT). {4/ A (H/R) 3 J5 EPC H YBX1 1A & 2 1958, ] H/R-EPC H11#] YBX1 %14, H/R-EPC
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AR P miR-133 ZRIEBAME], PHAE T AT 4R 40 0 6 AR AT P B 1) 78 B AR 21
3.6. XKMEETF

EAMIRC N, YB-1 S0 B4, fE4EMiix 5 58E DNA 456, WIPE NI, ik
FIEA AR TR S (CCLS); 72 YBX 1 2 R i B 347 Hh 28 14 20 st i A /NP4 il CCLS ZRIA 34,
YBX1 BB 5 hgEgH iR O AR i S A NOL I/ 2R 10 (IL-10)42 Bzl TL-10 BRGNS R I %8
PEANARIR G SR . 2 PR T-(CCLS. MCP-1) A4 A 7 (TNF-a. IL-6. IL-8 Al M-CSF) L, 7EH.#%
/WA R 57 M R 2R (Y B-TALysM) I 2524 Ybx 1 ftbR /s BRI 3 i O A 2303073 LT 448 200 J5 v R
RYEAG12] 0 FEBE R 0 A At 02 M B 0 s R 8 1 P AR (ROS) A A 43 £ 5 250 il £ 11 -1
(IHG-1). YBX1 Al HSPAS KA N, FrlAef#(% TRAPI &AM EH, THG-1 Ml YBX1 Z 8] (M EAE
FH AT BB 5 N ER AN/ INE 18] (1 27 44K [22]

4. YBX1 544 LBYETT

YBXI &R i 4L me S vk, CAEAN R NS o € V2 20 TR TR AORT
IR YBX1 2 5VF 25 5, e DR 4R /08 Lnc00312 5 2 R E L 4EAL A 13
PIASE, T YBXT AR H Rk AR ST e, Sl 25 R R R SR T AT e & i R . H
RITEMIRETTH, S RAYFZ A E AN YBX1 i sg ¥ YBX1 FO3s A6 H 7R 405 YBX 1.
MAELFHEAAR IR IIEIT o, MRAWIEM A AL, Rk —PHRR.

5. A5 RE

Wt 0T i S AN BT IR AT TE SR, PR R R B KSR R B B, Oy il BFS
SSRGS R R A M FE RG], X E82. MR8 T dith, HoE B4 E IR,
BoR e, WIRGTT IR HL AR RSE RSO AT 7 s, B AT YBXT A — N RNA 458
GRS, Z5VFZ BRI ER R, B AR WIE IR R e A A T . AR AN RO
o-SMA mRNA ({55 R AE ST AR A o (B R SRR LI BT 7E, DA BARES S ¥R R 1 55 5 T
WETCHA R, $RFC YBX1 AIAES S ST 4EpLA, IR XL QWA I AT e i 254, DA s
ANIE G2 T AEALAR BEFT 101297 S %

EHEWHE

FHFE B RO T B JERERTE 7RI (No: 2019-73-7039); 5 #5445 0 I 1595 i PR 122 001 7 ef o (No:
2019-SF-L1).
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