HSED]T- FOSB mRNA 5 JEBIEX kb A
HEAN S 06

5 dh, Idear, LXE, ML, % &, K&HF, & &7

(VLR K2E 252508 T8 o8 214122)

FZE . #F% FOSB A WM Z 53] 2 & &4 AR S (internal ribosme entry site,
IRES), # MK T A2 sk, 4F & A A SOR KT 4% # 44 (pRL-FL) , # & # 0l 7 4 (pRL-
FOSB-FL) , 5t ¥ 3 # % 3| A e B 20 J HEK293 A= 4 #F & 20 je F , #m FOSB mRNA 5’3k #13F X
(5’ untranslated region,5' UTR)IRES #F M ti@ & F AR ELEFRF©, RENTFE® B
Bel-7402 i#t 47 24 4 (%5 45 BE e R 48 ) %) %, 4R Ak 69 45 R 27, FOSB mRNA 5'UTR £ # IRES
EF, BERR M6 FOSB IRES & W A4 £ 5 2 5, 97 £ % @M A2780/WT 4 it
FOSB IRES #& "4 . A5 8 Z I, FOSB mRNA 5'UTR ¥ % 160nt(-376 #|-217)%F & IRES
HHREXR TR AN BT WA I 2h R 6938 e | 3t IRES 75 MR # 38 m , K HL K 4 B R
BT EWEmE ARE, KBFRTAKILG FOSB & B 6 X 245 1 4 BF 52 FOSB £ 78 69 T 5 74
FRET — 69 B3,
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Activity of Internal Ribosme Entry Site in mRNA 5’ Untranslation
Region of Transcription Factor FOSB

MA Jing, SUN Liuliu, MA Wennan, TAO Yifen, CHEN Yun, ZHU RuiYu, JIN Jian"

(School of Pharmaceutical Sciences, Jiangnan University , Wuxi 214122 , China)

Abstract: To explore the possible sequence and function of internal ribosme entry site (IRES) in
flanking sequence of FOSB. Using the typical bicistronic reporter system of dual-luciferase,
constructing the reporter plasmids containing the S'UTR of FOSB mRNA and then transfecting them
into HEK293 cell and 4 strains of cancer cells. Performing the deletion of FOSB mRNA 5'UTR and
stimulating the Bel-7402 cell with anticancer drug,paclitaxel or cis-platinum. The results showed
that the FOSB mRNA 5'UTR has IRES activity and the sequences of 160nt between -376 and -217 nt
are essential to its IRES function. The FOSB IRES activity can be stimulated in Bel-7402 treated with

paclitaxel or cis-platinum, especially under the stimulating of paclitaxel. All these findings provide a
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new thought and direction for the study of FOSB in cancer prevention and treatment.

Keywords: FBJ murine osteosarcoma viral oncogene homolog B (FOSB) ,internal ribosome entry
site (IRES) , S'untranslated region (5'UTR ) , luciferase

N B R IR s #E 9 SE L IR U B (FBJ murine
osteosarcoma viral oncogene homolog B FOSB I
FOSB) /& Fos % 5% H 1 5 e i) — bt | 5 20 B A 19 5
I3 AR KR A VTR G Fos ZRIGRALEG 4 F
% S F . FOS \FOSB FOSL1 1 FOSL2, X263 [H
RE A% 2 19 52 2 R hr B 2R 1, 5 H B 4R B e i [ 9
B IR TR TR I AT A R T DY -1
(Activatingprotein—1,A P—1) 454, LAV 5 83 (K 1)
FIRN FOSB FE R & 5= W) Br 4 K B FOSB 5b,
EAFAE—AE C ¥ L FOSB Ji 101 A~ % H R 5% e
f) Delta FOSB # H", & & — ' FOSB B % 5 () 5
PIEA  B LI FOSB HohTa5E  AEiR 7 18 P R iE AR
Hh A AR A, T FOSB B 25)
SRR A G, 5 7L B AN OP L 0 kAR O FE R
ST IEHTE 251 = BRI e 40 B i s T,
T BESE A B, FOSB K& A A B2 0 ok L8 7 5 96 40
i % 8 g 20 B A A S5 A e o T FOSB Ak
PR R AL 5 AR D HiGE

FLAZ A Wy v 2 M R LA R A R 2 )
PER GG HLE], 752 mRNA L A1 25 04 A B e
AL I PR R AR SE AR TN kS B B . SR T A 7
W FETE S o — B Ry e 0 SR an LR B AR
e AR Y B PR R AL, mRNA Jf %A 1R 145
¥ MR B 40S /I3 5 B 3538 i U5 mRNA J3 571
25k s mRNA (¥ 5 JEBAPE X (57 UTR ) L 4 Bl %, H
mRNA 5°UTR F A% AR BE U0 09 15 91 Bk S I 8 4%
R E A AT ((internal ribosme entry site, IRES )2
H b EEZEY D WO KT Z RN TR
mRNA BA [RES {1, WX s %K1 K254
MOYEFE o34k R T DA K 4 BT 24 45 O i A
B2 K K (Vascular Endothelial Growth Factor,
VEGF) ¥ NF —kB I il I ¥ (NF —B repressing
factor, NRF)!™ JFUJE LK c—myc!™ DNA #4545 &

H 2(DNA damage-binding protein 2,DDB2)!" 4% fk
& 454 8 A 1 (Ribosome Binding Protein 1,RRBP1)
WA T EL R BLY IRES JEfRE % 5 UTR K \GC
FRPE R, FOSB mRNA 5°UTR £f

4 LR IRES (O FEARKEIE, fEE % FOSB mRNA 5°
UTR 195 B 5 50 4% A SI0F 58 TRES 36 M 5 i XL oe
6 2 BER 45 OB (pRL-FL) v, K I HL 2 75 47 IRES
YIRS H IRES (454 5 hfie

iR

1.1 s

T 552 50 55 ) A8 2l O DR A7 A% 3R 38 48014 BV XL
POt K B 5 AR pRL-FL DL J 2 )8 3 F % 4k
pRL-FLASV40; X #F /& DHS5a . K AR AE LB 47 BR
7y A sDNA Rl ¥ N U) B Nde 1 Al EcoR T .
Fermantas /A 7 ;T4 DNA % 4% /i #1 prime STAR HS
DNA % 45§ . TaKaRa /A F]; 84 ik pRL-FOSB-
FL. B ; 841 R pRL—c—myc—FL: Hh 248
6 SL DMEM . RPMI1640 15 7% 3L A 48 1 . S5
Gibco 27l ; A WR'E 4 i HEK293 . A 51 5% 41 g
A2780/WT ., A 45 g ¥ 4 e HCT-8/W'T, AT % 40 it
Bel-7402/W'T [ £ #i4 41 il Hela/WT . 1R 4 T1E
FIE S0 2 (W AURE TP s S AZ B A 259 < Sigma
/x Al s LipofectamineTM 2000: 32 [ Invitrogen 23 A ;
W A 25 il AR 25 R G 3 55 42 (Dual® Luciferase
Reporter Assay System) : 5 [ Promega N ] HA
FII4 R o3 B 2]
1.2 RiEHEWHE

FOSB 5° UTR cDNA J¥%1 (NM_001114171)
A TTAY TR (L) ARA SN, & BP9 & A
Nde 1 #1 EcoR 1 BV 53, FOSB 5° UTR (14> K5k
PRI 370 60 552 46 T s 1) 4% 800 66 PRIy 471 347 L o 2 o
#i pRL-FOSB-FL R #4743 76 SV40 5 3l
f# ApRL-FL 46 A FOSB 5° UTR My 4K I ¥
5|, A4 # ApRL-FOSB-FL; A it X # #& pRL-FL I
ARSI A B, A AR R B AR 4y
%4 pRL-FOSB-J1-FL (=376 to —1) .pRL-FOSB-
J2-FL(-592 to -217) .pRL-FOSB-J3-FL(-592 to —
377) .pRL-FOSB-J4-FL (-188 to —1) .,pRL-FOSB-
J5-FL(-377 to -217) . #4421 Bk % Ak 1) 32 25
KIGFFH Escherichia coli DH 5a ¥ I WU G, #
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R iE

o : 3 FZ W F FOSB mRNA 5'3F #13F X W 3R AB AR BN & 09 7 1

PR 2 TR TR (i) O A7 FR2S W) E AT
P, B EE PCR BT IS DL 1, ok R Rl 2k

J& Nde 1 Fll EcoR 1 f BG5S AR L, 51935
i AE T AW TR (R ) IO A FR N &) 8

®1 HMEEERAPCRFASIMEFT

Table 1 Oligonucleotide primers used in PCR for deletion plasmids construct

519 B AE P51 (5°=3")

FOSB-J1  Forward
Reverse
FOSB-J2  Forward
Reverse
FOSB-J3  Forward
Reverse
FOSB-J4  Forward
Reverse
FOSB-J5  Forward

Reverse

1.3 YfatEsr 5

AR B 41 i HEK293 . A B 5258 41 Jild A2780/
WT . NE#E40M Hela/WT 55 5% F DMEM 58 4 53
FEHEE (N 10% M 1003 ), 1 T 9 401 Bel-7402/WT F
45 i 96 40 ML HCT-8/WT £5 3% T RPMI 1640 5% 4= 5%
FEHEE (N 10% M 1 ), AR 2 80%~90%H , F
Ik it 9 TR A AR, o 400 M P K K & 80%~90% i, %l 44t
LT 24 fLAR, B AR JS KA 100 ul. B opti-
MEM, 1 ug A it 7 LA & 2 ul. B LipofectamineTM
2000 &%), WA 25 min, A B ERAFEE 24 FLAR
KRR 18~24 h JE K 41 il ] 1xPLB (Passive Lysis
Buffer) 24 , Y F-80 CHFH .
1.4 XK E BN EE

TE 24 FLAR Al 401 (70%~80% ) , 4 Jifd W B Ji5
(16~24 h) ¥ ks 5% Ye yE 4N i b 24 h J5 BCH 24 fL
B, FH PBS Y P i , FT 2 4R 3, O R AR Sk oK 5% B
PBS %1, 100 ul. 1xPLB (Passive Lysis Buffer) %
FAFL R L2 AN, FERE IR 550 24 15 min
Jei P Sk R T Al RS I WAC B 4 Jif 284 A VL, % o A R
BT =80 CH IR, KR ' 3Rl 04 0 M A U B v
#% T 14" Corning Costar 96 fL 14, & A 20 uL
() 240 M 24 i v, 2 5 K n ok 24 fige Y i L AR AE
GloMaxTM_96 FLH & 6k A |, 88 J5 Jin A 100 uL
B ok DL E B Y (LAR D), 76 78 0 1R A e il
L S LSS, e S5 A 100 ull 1) R 26 1
155 9% e R WKW (Stop&Glo® reagent) , fifi 2 78 43

5’-GGAATTCCATATGGTGGGACCCGCCGGACGCGT GGAGGAGAC-3’
5’-CGGAATTCTTCCCTGGGCACAGGGGGGCCCCTG-3"

5’ -GGAATTCCATATGCATTCATAAGACTCAGAGCT ACGGCCACG-3’
5’-CGGAATTCCCAGGCCCCCACAGGATGCCGC-3"
5’-GGAATTCCATATGCATTCATAAGACTCAGAGCT ACGGCCACG-3’
5’-CGCGAATTCGCGGGGGAGGGGAGTAATAAAGAAGAC-3’
5’-GGAATTCCATATGCCATTGTTGGAACGGGACGTTGC -3’
5’-CGCGAATTCTTCCCTGGGCACAGGGGGGCCCCTG-3

5’ -GGAATTCCATATGGTGGGACCCGCCGGACGCGT GGAGGAGAC-3’
5’-CGCGAATTCGCCCAGGCCCCCACAGGATGCCGC-3

RATG , PR 26 E , IRES (36 PE DLz ok d ot
I PE 5 B O TR I M Y LU A RO (B Fluce/
Rluc)
1.5 ZitESHAE

ARG T A B E s ¥ H GraphPad Prism 5.0 %k
TR0, G5 R SEM %o, 4] ik H
Student t 6 5 43 7 G¢ 11 2% 22 5 . *:P<0.05;%% . P<
0.005; *#**, P<0.000 5,

...... |I|l IH

2.1 FOSB F3l54#5#

£ NCBI 248 % FOSB J¥ 5 & B, FOSB J7 5 %
(592 bp) (WLF 1(a)) H GC & & & (56.5%) , #¢
2 TG ) 1y 51 ) 8 M 85 e Gk B 55.74% (UL 1A 1
(b)), i RNA Folding Form A& 48 H: — g 25 ¥4 (W
K 1(c)), AT LAFE H FOSB 5'UTR #l LUJE ke & H

AR LR (AG=-202.87 kcal/mole) , 7 7E

WAER IRES Jof4
2.2 FOSB mRNA 5’ UTR IRES &4 #1% &

FOSB mRNA 5°UTR #& 7 & 4 IRES i ¥4, H
AU B T B B0k, i mRNA J& 7545 IRES
JCA, E BR 1 55 hy i A = U R 4R 5 2R 1 T
%, R R A5 TR B ) oA S T A AR v 1 B — AN I T
BHPE, TEZRAR LIS T4 37 i A1 e B 7 19
5° i 1814 A A5 ¥ 77 (9 IRES JoF, kA S F Ui
T BRI A5 A B0 0 X R R S 2
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1 CATTCATAAGACTCAGAGCTACGGCCACGGCAGGGACACGCGGAACCAAGACTTGGAAAC
61 TTGATTGTTGTGGTTCTTCTTGGGGGTTATGAAATTTCATTAATCTTTTTTTTTCCGGGG
121 AGAAAGTTTTTGGAAAGATTCTTCCAGATATTTCTTCATTTTCTTTTGGAGGACCGACTT
181 ACTTTTTTTGGTCTTCTTTATTACTCCCCTCCCCCCGTGGGACCCGCCGGACGCGTGGAG
241 GAGACCGTAGCTGAAGCTGATTCTGTACAGCGGGACAGCGCTTTCTGCCCCTGGGGGAGC
301 AACCCCTCCCTCGCCCCTGGGTCCTACGGAGCCTGCACTTTCAAGAGGTACAGCGGCATC
361 CTGTGGGGGCCTGGGCACCGCAGGAAGACTGCACAGAAACTTTGCCATTGTTGGAACGGG
421 ACGTTGCTCCTTCCCCGAGCTTCCCCGGACAGCGTACTTTGAGGACTCGCTCAGCTCACC
481 GGGGACTCCCACGGCTCACCCCGGACTTGCACCTTACTTCCCCAACCCGGCCATAGCCTT
541 GGCTTCCCGGCGACCTCAGCGTGGTCACAGGGGCCCCCCTGTGCCCAGGGAA

(a)FOSB mRNA 5°UTR/F%1)

Identity=55.74%

..................................... TIEATARGACTEAEAGERACGECCA
,,,,,, R et 3

CAGGGACACGCGE 43
TGACTCTTICTTT 20
........... 0

.........................................................................

AAACHEREEE P ACART! B
TTCCIENReNE PR GACHC

ccccTi cTeeeaccfc G ..ot Heac
CCCCTOR CCTCATTTST CAGGATTIEG

T Ry eSS o RSl

122
160

(b)FOSB mRNA 5 UTRA [fil ift ] LE %

B

(c)FOSB mRNA 5> UTR — 2 41

B 1 FOSB mRNA 5’ UTR F %l 5%# 45
Fig. 1 Sequence and structure analysis of FOSB mRNA 5’ UTR

A, B R PG R B (FL) , T2 1 B 2¢Ot
W (RL), W&l 2(a) 7,76 RL A1 FL ZRIA 152
SEREAL AL, KRR 0 B RS T AN B D) A7 A5
(Nde 1 Fl EcoR ) Z [H] , il 3 W5 A4~ %% 5 28 Mg 7% 4 LU (B
MRS, SRFIW B Y2 R S B TRES 36 7, a0
FL b RL B35 vEg s i, nl w20 A iz B B & A
WTERY IRES Joff, YE# K FOSB 5° UTR 341 Fi1FH
PEXT B c—mye 57 UTR J¥ 41 43 5l 4l A 2] 4 5 804k
pRL-FL P A~ [ 132 #E o [i] #49 & H 19 28 /& pRL -
FOSB-FL pRL-c—myc—FL(I& 2(b) ) , H v BH % % 1R
55 B X B8 3 51 pRL—-c—myc—FL 5 pRL-FL, &
Ji W 3K = JBTRE 43 ) A g 2E N R 4 i HEK 293
o AR AN M R, 24 h ), 4 85 T WU G K
G355 15 5 Flue/Rlue BIMH . 458 pRL-FOSB-FL
T I R T B UKL (4, P<0.000 5) , H. 5 BH: 5
#i pRL—c —myc -FL & £ AH AL, 9120 ) % FOSB
mRNA 5°UTR HfA7E B E /Y IRES Jei .

IR X 2R Tl 41 5 ik DR ARG N 2R 45 8 A G
B ARGn A4 AR T B o R s T A

TE 40 M P9 B B35 A7 T i 3 R 208 O 3R i 1Y) BRI T
T mRNA BIFETE , DTS2 ) 520 25 S H e, o T
HEBR X IS AE R AT REYE , T2 8k pRL-FL i
SV40 Ji 2T M Bk, A4S 2087 19 2814k ApRL-FL( &
2(c)), EHPK FOSB mRNA 5° UTR % A 5 [ 5|
XA AR Pl D) A7 S (Nde T T EcoR 1) Z1H]
WFLAESRE MEMERPARSRIIF,RZ
A NI ST, K FOSB v e ) 2% /& ApRL-FL
153 ApRL-FOSB-FL, 435l pRL-FOSB-FL 5
ApRL-FOSB-FL W %% 9« A N W5 244 is HEK293
H,24 h JE R AT 7 0 L R 1.5 SR gD TR
A3 Flue/Rlue MI{E . an& 2(d) iz, ApRL-FOSB-
FL # RL 5 FL {63 iz /N T pRL-FOSB-FL HJ{H
(%% P<0.000 5), FrLl FOSB AN&A N1,
#E—EBH FOSB mRNA 5°UTR HA IRES i,
2.3 FOSB mRNA 5’ UTR IRES &t £ E
X} FOSB 5° UTR IRES JT {4 i $ Ao 3l i) i 45
5%, il i+ RNA Folding Form %k £ 3k # # FOSB
mRNA 5°UTR 2K ¥ 09 &5+, I X H g 25
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ARt X

L % #F A F FOSB mRNA 5'3E#13% X A 3R 4R 3E A5 5 09 7E

Nde 1 EcoR 1
pRL-FL x No insert
pRL-c-myc-FL [l 5°UTR of c-myc
pRL-FOSB-FL [ 5’ UTR of FOSB
(@) SIS -4 A A s R A

0.03 7 HEK293

E=5 Bel-7402

0.02

0.01  f

0.00

Rletive luciferase Activity (Fluc/Rluc)

(b)T 4 i FipRL-FOSB-FL. pRL-c-myc-FLJ
PRL-FL% YL (AR 56 1 Ll

FL poly A

—“———)\————

Nde 1 EcoR 1

()FABR A Bl FIRUB S 747 5 3o 2

Renilla luciferase(10°)

pRL-FOSB-RL ApRL-FOSB-FL

8 r

Firefly luciferase(10*)

(d) TEAL BRI pRL-FOSB-FLRIApRL-FOSB-FL 4% 441 1 (11365 15 ¢ 't Z5HEA 4 K U3t 2 (4

*,p<0.05;%*% p<0.005;*** p<0.0005 ;student t test
B 2 FOSB mRNA 5" UTR IRES &M & T E
Fig. 2 Activity of FOSB mRNA 5° UTR IRES preliminary determined

AT B, sy ol M T 5 A B KL . pRL-
FOSB-J1-FL(-376 to —1) .,pRL-FOSB-]J2-FL(-592
to -217) .pRL-FOSB-J3-FL (-592 to —377) .pRL-
FOSB-J4-FL(-188 to —1) .,pRL-FOSB-J5-FL(-377
to —217) . K pRL-FOSB-FL LA K 458 J Jo b 1 7
AR E 4 HEK293 5 18 40 i Bel-7402 H,24
h Je WACAE 40 i 28 A WO T 01 E Flue/Rlue (WL A 3
(a)), WO 40 A 000 76 25 SR LR — B, BB 50
THR#EE, KI-376 -1 TGP R e Kk
75% A7, Uk A 57 S m A o HL 0 M TRk A K 4k 4k
O R AE-188 2 -1 W& MR 2K 19219%~30%,
K50 A BE ] A B H IRES f sl K, AT
B UE L 37 i Y EE B X 37w kAT O & -592
2377 W TR T 75% 247, kB 37 3 Xf H IRES
TR (H R 217 (RI-592 = -217)B}Hi%

P IN R K 60% 2247, P BE T M oL P 8
Al AL Tl =376 2=-217, 3-8 1% A Bedfi A 2
XU Jz - 2844 pRL-FL # . 4ni&l 3(b) i, #0865
Fi-376 2217 5LKIGHEAMLL, R h2KIE
PER 709%~85% , M1 H Wi 5 H TRES ¥ £ bt
H-376 £-217, R1-376 Z-217 X} fix = i P 19 5T #ik
MK, 453 58 FOSB mRNA 57 i dFE 1% X -376
2217 FE 4 ] B & H IRES 36 P o 2006 M X B, i
9 3 77 4] R REA L IRES (996 M
24 FOSB mRNA 5’ UTR &4 Y IRESiE M
MBS R HE K& B, FOSB mRNA 5° UTR 7&
HEK?293 #ii fiii 5 Bel-7402/WT 40 i ' IRES 7% ¥ A~
], H: A AE BT 40 0 Bel-7402/WT Wik thdim . N
T ARSI T IRES 36 5 78 g 40 M v 2 15 2 R R
ik, VE#H ¥ H 4 ok pRL-FOSB-FL %% e 1t 75 41 3
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sv40 RL FL poly A
—————/[\————
Nde 1 EcoR 1
-592 [ -
-592 [ 217
-592 [ -377
-37¢ [ -1
-183 I -1

0.03 - EE HEK293
= Bel-7402

S
<}
]

=3
(=3
ot

Rletive luciferase
Activity/(Fluc/Rluc)

0.00

(a)F 20 JFihipRL-FOSB-FLHIpRL-J 1~J4-FL Y41 i (I IRES 15 1

sv40 RL FL poly A
Nde {/I\EcoR I
-592 Sl
-376 -! 17
[E—

0.03 r E=m -59210-1
-376 to -217

o
=]
]

f=3
(=1
_

Rletive luciferase
Activity/(Fluc/Rluc)

0.00

HEK293 " Bel-7402

(b)E 4 Uk pRL-FOSB-FLApRL-J5-FLF% YL 41 il TR ES 76 4

3 EHERMN pRL-FOSB-FL R EBEH L MM IRES B HEXTE &
Fig. 3 Relative IRES activities of cells transfected with recombinant plasmids pRL-FOSB-FL and its deletions

PR 96 4 BE G 45 A D B9 A AL A2780/W'T ., N 45 1 i
Y HCT-8/WT B 2% 240 il Helal™, 24 h J5 Ui 4E
2 SR i R, 0 K HR S Ol 3R Tl I O 3R g
B 06 P I B H A (Flue/Rlue) . WK 4 B 75
AT 4 H FOSB mRNA 5 UTR IRES 7% ¥4 % W
WA X B, Horh 5 HEK293 41 Jifg A5 L, A2780/WT Hh
15 PE# S (4% p<0.000 5) ,Hela 5 Bel-7402/WT
2B A 35 PR T HEK293 41 (*,p < 0.05;%* p
< 0.005) , 1Ml K 2 HOCHkHGERY TRES (976 ¥ 5 41 i
H IRES 454 25 H (IRES trans—acting factors, ITAFs)
M RB A BYIOCHR, 7 e 7E X 200 40 i rp | 3L
ITAFs ik 8w X f7 L AT i — DI,
2.5 FOSB mRNA 5’ UTR #ZE4#JE 51 TH IRES
&

¥ & 4 FURL pRL-FOSB-FL %% Yx 1t T 8 41 Jifd
Bel =7402/WT " 24 h LLJ5 , 43l FH 25 9 55 42 B
(PTX) i 41 (DDP) &b B 40 A , PTX # fiff FH 5 12 &
B4 51 0.0.25.0.5 ug/mL, DDP i F i & e
9 0.0.5.1 ug/ml), M55 5% 18 h, FEW F 29,
B 24 ) o e vk B 3 0, O TRES 1 14 34 522 3%
i BT WIE 5, Ui IRES 1R — i 5

PERIA LS, 7EZ5 BT FOSB IRES 6 PE 2531
i, AANER R EERCR AR E R (¢ p<
0.05;%* p<0.005), 1l fE 55259 A 8] 69 1 FH AL AR
j&o

AHXF ¢ 2 EE 2/ (Fluc/Rluc)

B 4 ZF4HBRHN pRL-FOSB -FL % 3 & 1 4 B B 3¢ S R B
B 48 3 E 15

Fig. 4 Rletive luciferase activity of pRL-FOSB -FL in

various cell lines. (*,p <0.05;*% p <0.005;*** p <

0.000 5;student t test). The expression data are

presented as the mean + SEM of triplicate

samples
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L % #F A F FOSB mRNA 5'3E#13% X A 3R 4R 3E A5 5 09 7E

0.04

0.03

0.02

0.01

AHXT IR WG P/
(Fluc/Rluc)

0.00 ===
0

() E 2 E R, FOSB IRESHE YRI5k

0.04

0.03

0.02 | B

0.01 |

AHXS G R B P/
(Fluc/Rluc)

0.00
(O)TENEVE R ,FOSB IRESTE LR AE 1k

B 5 A E S5 435 Bel-7402 48 i f FOSB IRES i& 1%
skl

Fig. 5 FOSB IRES activity in Bel 7402 cells during

different cell stress (*,p<0.05;%**,p<0.005;*%* p<

0.000 5;student t test). The expression data are

presented as the mean + SEM of triplicate

samples

|3 = s T

FE A% AR Y N A B RS RS T K 2 DL MK
RUBL AT B, 100 A% 40 i A 40 R T 4%
(IR VLR 259 30 , DL 40 i 1 A K ik %
AT 2 (1 40 M P RS RV TA T RL o 3C HSF WE A4K  ) JBH 1%
BRI T TRES A 5 (0 B 40 & 48, it
7T 20 B 20k 2 2 H5 R S R BE . FOSB A b 57 3k A
T — D, E 2RO 3 5r Bk AT AR
I 1) 2 S DR, 0 7 9 HG At 35 DL ) e S 5 68Ok
eI A K KT R, B R R
FOSB %& e HU I 2590 0 I BT 76 20 i 396 3 232 31
Jne HfE & AEHFSE FOSB mRNA 57 UTR I 1 (14 4]
W, P E VAT 2, A A EA IRES 7

Sk

PR, JF HHAESUR 25 W) CRAZ B AR ) 3T IRES
TEPERE N, X 8 IRES J& —F Ry B 2L, 6E
B 4 Rf IRES 740 J 5 01 5540 T 1 A R ik 2% VI A
Ko J38 FOSB/AFOSB A 18 P e i OC 40+ %
AL, 7E BURE 2 A P RS I RIS O
FEI AR A 1R BEARE MR X WS 7R & FOSB mRNA
5 UTR ) IRES & V£ ] 62 5 HAE 25 W iR i te e
ESLY S

P SCRRRE , BA IRES 76 PE RNA A LU 5
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