i E A AE ) 224 9] Chinese Journal of Cell Biology 2022, 44(12): 24022410 DOI: 10.11844/cjcb.2022.12.0019

INREERNALE A EHSTAUFENT/ Y S HUmRNA
P& RN H K B AR B4R Ba 1 F2 R RI1E B

B | ZEP BREE R
(SIS LA LR 2, 14K 5 830011)

WE dA3RFTBAFENEKLCERA T —MNERSLE 6 R, & E R A AN,
FEFRE ST VA 35 S B0 G o i B IRAR A 4 &, RS T Gm i ad i B 3 Fh A B SR IEBE K A 0 R e, AR
kAL AR RS TS AR AR W e i A2 F R EE &) fk. STAUI(STAUFENI)Z —#t
BAERNAL &% 8, A Red A5 T H#mRNAMKRE, 55080 et STAULY YA £ 45 35 K-F
PLENG W tm e Al F R B 6T A4, EiRAERE, % AmRNA S K. 1% X STAULE S
Jor tm R Fe 2L 48 F 64 Th B e AUH AT 4238, A B A ERE B QRIS R A 6 76 J7 RAEHT 09 B .

X8R WHERNAZE & 5 FISTAUFENT; mRNAREA#; AERE; g 05 A ik

Role and Mechanism of the Double-Stranded RNA-Binding Protein
STAUFENT in the Differentiation of Adipocyte

JIANG Shuo, LIU Dihui, MENG Xuanyu, CHEN Siyuan, LIANG Xiaodi*
(School of Basic Medicine of Xinjiang Medical University, Urumqi 830011, China)

Abstract Obesity caused by excessive energy intake has become a worldwide problem, posing a serious
threat to people’s health. Obesity is characterized by excessive deposition of fat in some parts, and the excessive
proliferation and abnormal differentiation of fat cells are the basis of obesity. More and more studies have shown
that posttranscriptional regulation plays an important role in adipocyte differentiation. STAU1 (STAUFENI) is a
double-stranded RNA binding protein that can specifically mediate the degradation of target mRNA and participate
in adipocyte differentiation. STAU1 can regulate the alternative splicing, translation and degradation of adipocyte
differentiation related genes at the post transcriptional level, thereby affecting mRNA metabolism. This paper re-
views the function and mechanism of STAUI in adipocytes and tissues, hoping to provide new enlightenment for
the treatment of obesity and type 2 diabetes.

Keywords  double-stranded RNA-binding protein STAUFEN1; mRNA decay; obesity; adipogenesis
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RUNX2)#ISp7#% 53 K -F-(Sp7 transcription factor, Os-
terix) B IO I, R BE 3G 9R, RO 2 F] T e,
T 24 2 S) D] - S8 A P g A 14 B ) 52 Ay (peroxisome
proliferator activated receptor y, PPARY) f1 CCAAT- 1§
T 4% 4 B [ (CCAAT/enhancer binding proteinsa, C/
EBPo)# OGN, BN B8 38 58, el 2 3 1 .
D] ke e 3R 1k /K1 T T LA DA i I i 400 i ) s iR
AR A HIAR PO BERE R — A g A,
EHEZMEFRE, QLR E. REBEREU
SO BRI 2R A5, P B S A AT B O . IR
JU77 200 P S A o T R O A ) 4 i A 2 A
Hd R — DN E RV R, W2 1 5
Rl PA ST 77 e FERE SRR, e K5 PPARy A
C/EBPa, B85 0% A 2 i S5t 5 LA S H i =18 5 B
S5 T 7 200 20 AR SR R R s BRI, I
JHE/IN BT 17 2H ZXPPA Ry ) 2 14 2 W) ik iy T 1R /)
B, JF BZE3T3-L 140 4 PPARy 1) A BHAS 1 H
[ 28 017 200 L A R RE AR,

TAER: 5 7K, e sfoil Ja 7 A2 K B mRNA
[FJE 52 FIKE B B4, B mRNA ) A BC7E 20 A%
W R SR T IRIE R NE T IIB )M, AT
R, Y2 RIPERE"IE - RINNEFEINL,
Horp 3t — 3 F8 — FUR B4R IR 2 50 mRNA H 5 (15
5E P DA BCH B 6 2 1 1R IE A, 32 17 52 10 400 i 1)
W TRE. FERRE RIS, — R YIRS RNA
DA RNAZE G HEAZ S5 REHDhRE. ERR 4007
WL RE A, PULTREREA'E e sy R 70t il 017 40 e 7>
A, PU.1-AS-IncRNAFE Y —Ff KB {2 RN ATE HI /i3
IrAf 5 Pu. I-mRNAZE 5 7 i mRNA-AS-IncRNA
TRAR, J0H] Pu. I-mRNAPJEIEE, AT 2 2 i 15 48
Jo o4 U7, N ZE$T )5 R(human antigen R, HUR)/& HU
FKRNAGE G HEFEH— b, 7ERGARI IR DA
HURGRETS 25 & Argl-mRNAYEREFLAS 8 PR 2 i L0
W, T AE )5 Ja AR K A 2B, 38T — BB 7P RNASS
A H EREIS R IR A mRNAFE N S H B fE, 1
Y% mRNA FIAEE P A B P AR TR R R 4% B
FER B2, o) STAUE A — P AUE RNA(double
strands RNA, dsRNA)%: & 8 1 /E mRNA I [ g 12
Hy i HE A

STAULZ —Fl s BEOR <7 [ dsSRNAZE & H T, #£
e )a i KIEEEIRE P, S5 A%—
RNA (heterogeneous nuclear RNA, pre-mRNA) 7] 4% 8§

Bee NP RNAMENL . AT mRNARBIRE 21220,
STAUL# &K BT 20054F , KIM% BIDL—Fh H A fig
e IS 14 7Y 2K I UPF 1 (upframeshift])/E N 1H &
L, R B R A2 R4 K M UPF1E ARt 5
dsRNALS &8 STAULSS &, H ttk &I —F 1)
mRNA RN H]——STAUFEN 1415 /) mRNA 4 fi#
(STAUFEN1-mediated mRNA decay, SMD)®"!, Kcriip-
pel# K] 7-2(Kriippel like factor 2, KLF2) A& fig Il & B
Tk g — o S ) B SR A DR, RE RS A PPARY
(PG S . W FL3R I, STAULT] LUEE [ 25 5 KIf2
mRNA 3'UTR, FiESMDi& & T H &R, HAh,
STAULIE RE % {2 #FmRNA ) #H 2, LIANGZ5R 3
STAU15 i i R 45 & 55 11 4(fatty acid-binding protein
4, Fabp4) mRNAZ %7 %(coding sequences, CDS)%%
. B 5 AR I OUUBE 45 4 {2 13 Fabp4 mRNA] #H
Bo 1X— RAUEYE# R B, STAULTE BB 7 4H i 4> 1&
MR A EE EEDGE. R A SO E AR SMD
AR IE 7 20 A S STAU LE JIE 15 40 i 73 Ak it 2 o
(IVE I BT, B EE A R JRE B 2 R W FR 5 AT T 4 it
W

1 SMDIRE{ERHLE
1.1 STAU1Z54 L5 (STAUFEN binding site, SBS)

STAU1A 41 GE% 5 dsSRNA L5 & (1) 45 #4358 (dsR-
NA binding domain, dsRBD), ' K4 dsRBD3H1
dsRBD4fE 5 /- 5 STAU1 5dsRNALE &, IF H'EA17E
STAUH I #E mRNA R G AR Dhfg. HATK
LSBSH PIFl, —Hi2 71N SBS, tulin ADPEZFEAL,
[%]¥-1(ADP ribosylation factor 1, Arf1) mRNA 3'UTR
53T PN Ik I B O R R U A . S WD
FR M, STAULREW 45 & fEArf1 mRNA 3'UTRIX |
IR, i B e A1 SBS E 1 fEArfT mRNA
3UTRIX H300 ML H R H - Bl 5, KIMEEEO AT H
IESBSZE M, &2 — AN B 19 Bl L5 B XUEERNA
gER, 3 HAE — 1 H100 ntZ IR . HRE
I 25 74, DEEPAK &5 0 Y H: 117 154> il 22k of 78 44k A1
MR T — AR, S HEUUCGIUZ IR, KIS
STAUL S HAKA A BRI 45 A, WIASBSH &
FIGCHRFERT ESTAUL S 2 Z5 A 1) 5

T —Fi 4T 10] SBS, kT 5 &2 )7 71 (short
interspersed elements, SINEs), it &4F 5% 41 SINE J¥
P2y /N R R 7 91 1I8%(B1F 4), 2 5 A2k



2404

FERIH T3 1) 13%(AluF 81, |z 50 A fE B R4
DNA. mRNA. LncRNAF BY, AlufFE4l) 2 R KB
IR 0 9F HOR 5 B E DB ) SINEs, H87Y (1) Alu
7B L8 280 bp, W3 & H — B 7~20 bp#) 1E[A]
HEFH, [ 35— M poly(A)FAI, B 122
L DNAE I3 5, 3F H SRR AR E
HEZVINELR. Serpinel mRNAZ C R B4
) SMDig 124, GONGZ: B 70 & 8L, 763784
H AluF I LncRNAH , LncRNA_AF087999 5 Ser-
pinel mRNAREW A2 E 45 A F H e AL E 3 UTRH 1)
AlufF5 |, g RIPSLES K I, — 77 [HI7E HeLaZ ffl
Ik LncRNA_AF087999#¢ W5 ff STAU 15 Serpinel
mRNA 45 & 98 /> I H GE 5 11 5 Serpine] mRNAK
P, 7 TR UPF I MR 45 3 Bl 5 128 7T
FE 2 2R B o B DR A TR 4 AN B 2R T AlufP 51 Y
Serpinel mRNA 3'UTR, KILAHEL T XRG4, Huddh
F I mRNA [ FRIE K B BEAK, IEBH T LncRNA
AF0879996E1% 5 Serpinel mRNA 3'UTRH ] Aluf¥
GEETE B AU 451, HF 5 STAUL S &, Mt
5+UPF15] KSMDI&4 .

1.2 SMDERFEHXEMNEH

12.1 STAUI#STAU2  STAUIM STAU2HEA &
MAEARFR Gk b (H2 e i & A E
HZ A dsRBD, HAFEZ MM . STAUIEEHA MW
Rl A (F4F% 63 kDa. 55 kDa§fli2» ¥ ). STAU2
F A VRO A (04562 kDa. 59 kDa. 56 kDafll
52 kDalUF 431 ). STAUIEE 47 dsRBD. 14V
B R 456 45 #38 (tubulin-binding domain, TBD)
F 14~ STAUFENZZ 445 #448 (STAUFEN swapping
motif, SSM), H 1 dsRBD3 1 dsRBD4% T STAU14%
4 dsRNA £ ¢ 5 24 SSMX} T STAUFEN & A i) .

dsRBD2 dsRBD3 dsRBD4

VR EBAEHPY, STAU2 5STAUL IR LR F 4
A S1% AR, A 67 57 254 dsSRNAK dsRBD3
dsRBD4, 737l 5 STAUIA 77%F1 8 1% AHALYE , 1X
PR STAUIAISTAU2 5 #EmRNA 1) 45 45 1l e A7 (E 5
. W4, STAU2/ dsRBD2AI TBD 5 STAU1H K
FHECAAT 48% M1 18% IR AHABLTE: , If HAHEL T STAUL,
STAU2H #i 4k f1— 4~ dsRBD 1 135 4> dsRBDS(
D)o BRTEBEASH L, eAEAS s Ll %
5, STAUIE & FEA iz 3k, fERKE, I
VAL FRT T 1R B 7 23 A i 8 3 B AR B8, T
STAU2FIATE R AT AE A, 7E G2 40 i ot A /b
HREP XG5 AT Th AR L2 F AR DGk
7ESMDI% 12 1, STAUTEE £ Z /E H, STAU21H
Z 5 H A3 1), PARKEZEWSIE I 4 9% 3 i e & 2L,
STAU15 3 B & FISTAU2HR A7 75 A0 HAE F, X $2E7R
STAU27] L 5 STAUJE B 5t 5 — SR A4, AT & 4% —
SE M I fg. 73 Ak, 2 TE293T4H il H i IRSTAU2KY,
UPF1 [ fif W8 e Dy e 2> K B, $27~STAU2W figid i 75
WISTAU14H Z2UPF 1 I 15 . A R g By 0 1 Rk 2 5
SMDi% 4%
1.2.2 UPFI T A G ) mRNAF%f# (nonsense-
mediated mRNA decay, NMD)i& 4% &2 £ X 41 ffd Py
mRNAF— M AL, Ge88 R 0 I P AE 5 A 42 5l
2% 11 % 1§ (premature termination codon, PTC)[]
mRNA, DA b7 A U R [, 20 240 i IE o ) A
5. UPF 12 fift e ik 2 122 (superfamily 2, SF2)H]
— 51, R NMDIERF G E A, ERRZ& IR
FHZEEmRNA M B AR N i AR ol G EZ/EH . UPFI
AW EERLE R — A2 N-i & 22 R
H R BR 8% 48 45 M489 (N-terminal cysteine/histidine-
rich zinc-binding domain, CH/ZBD), 5 —/™&C-%fi FH

TBD SSM dsRBD5

T . ]

63 kDa

STAU1

o e e ]

s 55 kDa

dsRBD1

= - - - S - 62 kD

E -l - - S el ] -

STAU2

59 kDa

n[“H “Nq Hh 56 kDa

- - - -l -

52 kDa

dsRBD: dsRNA%S & 45 #4J35; TBD: U 8 11 45 & 45 K48, SSM: STAUFENZZ#A57
dsRBD: dsRNA-binding domain; TBD: tubulin-binding domain; SSM: STAUFEN-swapping motif.
Bl ASTAUTFISTAU2EY I BU(#RIESE Sk 42112250
Fig.1 Diagrams of human STAU1 and STAU2 isoforms (modified from reference [42])
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*1 SMDREPHIEXER
Table 1 Related proteins of SMD

SMDRT 4> H/kDa V2 E it ThRE 4 itk FESMDi& {2 H ) T g
SMD Molecular weight /kDa  Subcellular localization Functional domain Functions in SMD pathway
factors
STAU1 55,63 Cytoplasm and nucleus dsRNA binding domain, Identify SBS and recruit UPF 1
(mainly in cytoplasm) tubulin-binding domain,
STAUFEN-swapping motif
STAU2 52,56, 59, 62 Cytoplasm andnucleus dsRNA binding domain, Identify and binding double stranded RNA;
(mainly in cytoplasm) tubulin-binding domain, Help STAU1 recruit UPF1
STAUFEN-swapping motif
UPF1 140 Cytoplasm and nucleus 5'—3" RNA helicase, ATP dependent de helix double stranded RNA
(mainly in cytoplasm) ATPase
SMG1 410 Cytoplasm and nucleus Serine/threonine protein Phosphorylates the N- and C-terminus of UPF1
kinase
PNRC2 16 Cytoplasm and nucleus Srchomology domain Binding to DCP1 and mediate the activation of
DCP2
SMG6 160 Cytoplasm and Chroma-  14-3-3 like domain, Component of the telomerase ribonucleoprotein
tin PIN like domain (RNP) complex
DCP2 48 Cytoplasm and nucleus N-terminal regulatory do- Removes the 7-methyl guanine cap structure
(mainly in cytoplasm) main, catalytic domain from mRNA molecules
Intrinsically disordered-C- Yielding a 5'-phosphorylated mRNA fragment
terminal tail and 7m-GDP
DCPla 59, 63 Cytoplasm and nucleus EVHI domains Participate in the activation of dcp2 enzyme

(mainly in cytoplasm)

activity

P B 2L A (recombinase A, Rec A 2H il 1) fidd Jié
B %00 B9, AR AM Atk () UPF 1] BA4E & ATPFI RNA,
I RNAM A 1 ATP i 375 4 A5 '35 453" FRIRNA
fift e B 35 PE . UPF 1A ATPRE 3 1 A0 A e B 375 14 52
B 7p5 A A5 18] (350, UPF1H 5 [\ICH/ZBDZ:
FJ IR AIR ec A G5 A4 3AH LA R M1 1 UPF1BIE £, 1
RS R T2 (upframeshift 2, UPF2) 5 UPF1{CH/
ZBDZE Mt 4 & BE S I UPF 1 5 AR R AR5 1k, M
A0 ) R S 2 A T IR A, T 445 ) P AH 410 o)
S UPF2 30 1 A 36 F) PR 42 UPF L1 3 1, IR ER 55
Z & V. fESMDI&AE, STAULRE W 15 SBSIf:
HHZEUPF1, 1MUPF2AMY BEBSHH UPF 1, i&BEWS P [F]
STAUIXTUPF1HJ#E 5,

123 PNRC2 & &AL Z SRS T
2(proline-rich nuclear receptor coactivator 2, PNRC2)
fe — Mz ZARILEOE R 7, EEE N E S AR
(1] [F] Y8 25 #4483 (src homology domain 3, SH3)H1—
MR R KEE Y o 5 R A 32 AR 3L 0 BT
1(proline-rich nuclear receptor coactivator 1, PNRC1)

—F¢, PNRC2 7] PLil i SH3 PARC A4 R4 i 5 X 5

X% % 52 AR A FH 38 a8 0 3 S MR AR R . A
FZ A, PNRC27E NMDI& e S E M, A
& NMDI& 216 & SMDi& 42, mRNA ) i g #1 2& H
HR G R, PNRC2RES 5 il B 1a(decapping
enzyme la, DCPla)4h & 371 T M 1§ 2(decapping
enzyme 2, DCP2)J¥iE , M2t mRNA P e ik
), fFENMDI& 12 FISMDIg 1% H, PNRC2ERRERS 5
 FEBE R ALY UPF1 456 5 S e I A2, Bl 5 iE4T
5'—3'[mRNAPFf#E . K, PNRC2 & —FF XU Th g 55
1, BERE T 5 97 8 2 S mRNA R

1.3 SMDEER{ERTE

1.3.1 23] ¥¢mRNAF %% UPF1 TEBH PRI R
i, STAULH LR % mRNA 3'UTR b £ FE K
SBSH 5z K thdhi &, b5 48 5B IR LI UPF 1
- mRNAI AR . {E SMDi& 1, STAULXS SBS
(1R 5 1 R ) B B S S W TR AT F80E B dsRBD3
F1dsRBD4JE STAU 1K 7] dsRNA [ 5 45 14 35,
YADAV %5 WIE [ S fil 6 STAU L 4] &5 & Arfl
mRNABHT T f#dr, KILSTAULH 46ilid dsRBD3E
5 5 PE4E 5 SBS, B G % 1L dsRBDAKE 14 45 4 SBS .
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FEAR % mRNAFERIEAE T, UPF1HH S % 0t
2, SMDigAe B AEIAL, JEH A, STAUTIEIL SSMAN
dsRBD54: #4382 5152 UPF1, Jf H STAU1 1K1
TE R UPFL 45 2 0 2 . MANJEERASE (1)
WFFER W], FESTAUIFAERITG &L T, UPF2AT LAY o
UPF1IE £, JF H N I 40 ) s UPF2 ¥ 7K ~F BE 8 1)
#SMDi& 12, $27~UPF2H] fE /13 T STAULXSUPF1
PHE 5 5 BoE, JF Hd A SMGIN S 5 .
1.3.2 ABRALAUPF 1454 PNRC2F/~FmRNA 9 L
VR EER EAZEYIE RS BT B pre-mRNAA
RE FLREE N M5 45 3 5 A 5, T A A2 41 A%
K. B — RV IRIE SR A mRNA A
et iz, 2 5#Ed . mRNAREGE P E
e 2 EmRNA K55 8 Im  GpppN 45 44, 1% 45 KB FR
NIETE5H, TS5/ ER T RN FmRNAME, 5
BRI T4 &) SEIER G 24t IEREE IR
mRNAAN 2 47 5" 3y 223U 1% 1R 40 V) B (5’ — 3" exoribo
nucleasel, XRN1)F#fA# o 5 EmRNA 1) R fig i 72+,
JRE R LA . 2 UPF IR 1L 5, PNRC2E 52
454, b5 PNRC24x 454 DCP1adk RS DCP2 1 it
B PE. DCP2ALA =AM a5 ki, FH 2 2R o iy
2k #4935 (N-terminal regulatory domain, ND). {1t 45
FJ 3 (catalytic domain, CD)FIJG ¥ B ¥ 3k K ity 2. 4
(intrinsically disordered C-terminal tail, IDR), L1 {#
KA m7 G =B R B B R B 1) 2 CD AP AL —
T PR 1% #2358 4 X (nucleoside diphosphate linked moiety

X, NUDIX)# 7 , NUDIXHS P A& —Fh IR 42 — 34 1)
g0, HEAMRTF A E R B B T AR TE AL
TR s T E 25 R 1) FRE mRNARH f5 224
XRN 1 &AM,

28 L TR, /ESMDI& 2 7, STAULH %6 1H A IF
45 47SBS, N H.#% 8 BT UPF2[8] #4852 UPF1, %
5 SMG1XTUPF1 I f 1k, B FRLITUPF1REHE A
PNRC2E HE it 8 AT 51 & mRNA I B (75— 42
Fje, B LM, STAUL S 5 H &8 STAU2E . —
RARIT, SMDIg 42 [R5 P 23 0 S 3 5

2 STAUITERERA 4BAE 3 L iE 2 HO1E A
RS

W7 H AU T IR )2, 212 M 11
PSS EHMSCsHJE 0 I B . R T 421 Re e &
B ARSI E BT, IF B A 4 Wb I 07 40 B R 1)
e 77, LAk IR 7 4 2304 fig % J8 sk 25 2R A) (1) 45 5 28 #ik
57 At ZH 2L AP 2(1&12) . IR M7 48 i ) 1
72 ik DR 2 T8 T 45 I 2 AN [ J2 o SR TR s I 25 2R, K
B R AR R R A BB . mE
B 5 7KF, pre-mRNAS 21— R B ok Ja n L
Tl 33 11 S AR A ) mRN A JF#432 2 i Jifi vp 5%, 3X
S T A2 I T AR R A AT BE 2 2 EUmRNA
E 5T A 4 o7 = e P AL B A, LG NMID 2= B i
A PTCHI mRNAPY, non-stop[#f## (non-stop mRNA
decay, NSD)£x [& i I £ 1L %15 1 1) mRN A ifiy

KAdipocyte

&

Promoter

& —

Promoter

PPARy gene

Fatty acid uptake genes

%@o
T &)

FABP4 BRec
m’G CJ:ibosome

Triglyceride synthesis genes

~

AAAA
Fabp4 mRNA

— Coding sequence

Decay

E2 STAUIZERERAAR S LT R I 1ER
Fig.2 The role of STAUI1 in adipocyte differentiation
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SMDi 1% Ul 75 Jig Js 20 i o34 it 2 Hh 42 5 SBSIHY
mRNAZE M5 87K, AT 3 A K P G R A —
ANFEXS R RS
2.1 SMGI1ET#E{LUPF1{Z i AS AR AR 1k

ENMDi&4EH , UPF1HI B 1k /& mRNA P iR
(P oCEE IR, 1 UPF 1 IR R 16 52 31 2 A B AR e UL
3- I A 5 U 5 % 2R 1 (phosphatidylinositol 3-ki-
nase-related kinase, SMG)IFJii 17, HH SMG1X}F
UPFIIBEIRIL £ E 2, /£ SMDigfE+ , UPF1
T B IR A S A REAT M1 I RE, STAUL{E Y SBS4:
5, 2% SMGER L UPF13£2 55 mRNAT)
BifA . CHOZECSURHL, 75 3T3-L1 [ Ji 245 I 40 P 43
bl FE R, STAUL. SMGI1LL K p-UPF11#) & /KT
B 5 A4 Bt [R] (0 38 D0z Tt vy, I HLAE st A% e
fKSMG1J&, STAU1 5UPF1 )45 & & 3 />, PPARy
FAIUPF 1 25 I BB A0 /K34 235 TN, SMDIg 235 14
ZRMH] . X FLRSMG LB I 1T SMDig 12 A1 5% 2
IR 1 2 5 R I 40 o4k
2.2 PNRC2&id 9 SmRNARY it 08 2 i3t Bs B 4
Ba sy 1 F0RS AL & Ak

7E SMDig 5, PNRC2/2 7% SBSHI K 71 Al
T R O SR 1, 72 4% SMD A% v M 1 OB [
T CHO%: PIE 3T3-L14H i [7) 1 34 g 7 40 i 234k
2RI PNRC2 )5 KL PPARY. C/EBPo&E I i
S 23 A b 5 B 1 7 I D 40 B A R R R A
B SRR D . FESIIKT, ZHOUZE BORy 1 45 B it
BRPNRC2EER /SRR, R B B AR B/ INER AR EL, 42
B BRPNRC 2/ B3 A ot 5 T2 N & B R sk /b, Hoep
DR R F AR AT . A A B a bR
PNRC2HE R /I 5 I35 H bk = BE 7K P B9 2 R, 5
A2 L7 U 25 1 107 R /K 7 B . B i, IX 4 /s PNRC 23
AT FA) 5k 2 o] R A U0 o) i s 2L 2 1 s 2 s P [ g i i
T H =B 10
2.3 SMDi& 2 [£ fZKIf2 mRNA{R i3 5 B8 B 48 i
ik

Kriippel £ K 7 K i & — ROk 57 1) R Be 4R 45
Wi RRERET, |22 5088, . W
FE A () 22 Tt e R 0750, PP KILF22 — R A7 i 4%
B 5 A 71900 BANERJEES5 8 i B % L fE3T3-L1
YR, Ik SRAAKLF2 8818 30 il A 107 1 B 76 20 M A%
FHKLE2fE W% 45 4 FEPPARy I J3 3 1 _E i) JL 36 5%
PPARY /2 FC A4 4K 6t i 55 DAl 4% 52 A4 88 K IRl 7 2

— 2 I 07 4 AL ANAR I T BRI . CHO
LR FOR DL, TERT IR DT 4E IR RS T, Ki2
mRNACREFAEX FRE KA, BRIk — & & KLF28E
RUARIE . et fE s, % STAUL. PNRC2.
SMG 1% SMDig 42 K Rk 7+ &, STAULS KIf2
mRNA 3'UTRIX [f] SBSZE-& 4 %, T 6 5% UPF 14y
SHBEA. K SMDI&2 A% 18 i PR 40 i o K112
mRNAZK _F i PPARy [Pk , 2 11 i 42 JIg iy 4 g
Do
2.4 STAUL{Ri# Fabp4 mRNAZIFE1% A B 4RAR
it

TEmRNAFIEIBEE FE R, 220 3, RG4S
PR E R FE, JF H R [ISBSHA & 2R PR &
FJo LIANGZEPVR B, 1E3T3-L140HE AP RS TAU1 &
/K5, Fabp4 mRNAZKFAAZ, TFABPA[F) & 17K
bz N B S EAETN RKI, Fabp4 mRNA
I AFAE VY AN TELE (FISBS, 38 1 ' I A% B A T Y o
A2 e 14 935 T UE (PAR-CLIP) SE 36 % T, STAU1fE
HH A — N T-CDSIX I B35 2230 45 1) [fSBS &5
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