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17 8 Vi RN BRI 9EE e AR A= K R
STAT3. Bel-2 554 AR 2 35 B 52

A, XReeAlt, R, R, #sEm, WE ™
1. L EZRFENE S e ERE, LTS e X 2R 1645, 200062; 2. LiffH Ry kK

(FHE] BHM RKiTmEHEETXmERGTRAERAG ., FiE @®AHCT 116 MR Mk, #E&RTK S RS
X 44% 83 (PTBP3) AW, it &k PTBP3 A B A4 e i im it ; 72 RAR /D R ALy A 340, &85 7
it T RSB PTBP3 9 #84k a it . id & ik PTBP3 9444k da it REEL W mmman, MEWREER | i
FORAEAY | A RBAER 3HF K an I T AL SR AR AL, AR APAE AL 24 R AR R ) JE B AT IRARALAR N A ALY
%ﬁ%ﬁ&ﬁ SRR H A, SRR A s, BRI KA AN K E A, R
B sa, SRR REI S AT R EBEAA SR EAHFFHE., TREBIA L0, FHEBA
snoR%%%m%%%nm&%%ﬁgﬁ%9&nm;ﬁﬁ&%ozmiﬁ FAK; BAEAZAL0.5 ml &
HRER, MAEEHFO0.2ml A2 LR, KRV A a0 R 25 BV #1485 mg/kg (0.2 ml), ¥A0.5 ml A& 32
LAKER, SEHERTEHER LR, MEEHFAZI K, 2531 Rehm MK THBEBEFTEWBE, 2R
LAY AN 38 7H 2 B AR Ki6T A KT @af A KT ; SR E Fik. Western Blot 4 & 28 i T 75 48 2%
PTBP3., 155 4 F 24 FZ FWHHEF3 (STAT3) WHF MK o (STAT3a). STAT3 3 454 #1443 (STAT3R).
B Zn Ltk @B/ 8 %2 (Bel-2) 3 #F#Mika (Bel-2a) . Bel-2 5 MK B (Bel-2B) % mRNA & & & & A .
GR OAENBAER, RBAEAfeid RAEA Y, KR HARRLITAIALE TRHEE. KT RHBALKIOT R
BRFHIRT EAR AR L, Mg A TR-FH G TEMEAERLE (P<0.053%P<0.01); KM F FAfeid
Rk B AR T B4 PTBP3, STAT3a. Bel-2a #9 mRNA Ao & & R A KP4 T A8 AL A 40, STAT3B.
Bel-2B # mRNA fo & & Rk K- & FAREA A (P<0.053P<0.01), MWHESME FTHBE. K TFHBA
22 Ki67 & ik KT B B F 9 4142 ' PTBP3. STAT3a. Bel-2a # mRNA Fo & & & A K -F 34K T 47 B8 A8 o &40,
20 0L TR T ROR T B 44 STAT3B. Bel-2 #9 mRNA Ao & & & ik KT 34 3 T 3 A & 205 i &k &0 8
FRIBE. K THBALKI6T RAKFZE FHLEL T PTBP3. STAT3a. Bel-2a mRNA o & & & ik K-F35 3
T2t BEAR B AL, R KT BOE T 422 STAT3R. Bel-2B #9 mRNA Fo B & & ik K P 344K T xF B& A8 52 &
21 (P<0.053% P<<0.01), &RV F\sat0dnG R 5 & TEME F, SxrBAnp&aikir, ks m &
o A A AL, TR RAR S AR R A A, G5ie PTBP3 ALt M am e g sa . pdlmied —, L
i B J& 40 e P STAT3a, Bel-2a 89 &35, TFiASTATIR. Bel-2B 89k iA; M B FH G 77 KR Ta S 2 T 474
PTBP3, #t M iA42 STAT3a, STAT3B. Bel-2a, Bel-2B &k 4F A48 .
[E@IF] Km; aBRTE;, BWEF; $RERRLELEFA3; 54 FR4FTENLRTF3; BEKS
a8 fr% 2
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K9 PR 45 B 9 (colorectal cancer, CRC)
SRR WAEME MR 2 —, FRE K &R RN
HER 43 Ja S IR (9 26 3 A S . HETLA
FAR R EWLEAIRIT R R E IR S, |
RIG W5 B Kk b 568, W FARIGE K
e MW RS, T O R EE AT B,
BT 35 BIAE AT Sk — 2D BRI AR 10 AR 6 o
. WEW (NAMREHE) B LEBhahEl
BBFEHEIR YT I A R MR IR RS, BN
TR 20 47, FE 080 T8 b i i B AR IR
RIGE R W . WRAST 35 8 5N R A7 25 |
FE A A A7 145 5 T ELAT B U0 I R R T
W9 RNT, 7 5 BA MG pE d g s . (24
MIT- PR, JERE T VR A A i b 5 55 3 B
AL T 300 (STAT3a) . B 49k EL 9/ 1ML 20
(Bel-2a) MYEEFIFRIL 7 (5555 Rt s L
T 3(STAT3) F1 B 4 Jif Ik E2L 983/ 11 135 2 (Bel-2) FE A
SN . TR SE TR R 5T
T Z REEEX LG HE A3 (PTBP3) MEHT
Al o, BIFRBYHE S AR, BISTAT3«, STAT3B
F Bel-2a, Bel-2B, STAT3« Al Bel-2a B A {2 #F 41
JOXE5E . IR TR E -, T STAT3R 1 Bel-28
FLAT A0 i g . PR TR B AR
W9 R B E TR . Rk AEYFHAR, #F—
A PP E T 3 11 PTBP3 845 STAT3 . STAT3B.
Bel-2a, Bel-2B FiKMIA B, BT B ERIT Kig
PR AT REVEFHBLA, L f-db 7 T R AR
it o ARSI A [ S8 O 250 3l i A BRI FH 1) R0
E, fFAEEM (replacement) . /> (reduction) .
At (vefinement), B3R JEI "2,

1 #REAFZE
1.1 @miessh

HCT 116 AN&5afadnie (5255 . 2Q0125), 1y
B g Ieg A AE YR A RA R ; PTBP3 Kk
Wi (Ht5 . 47134-1), PTBP3 VLR (L5 .
84949-1), W H i IIEHARPHEARA R,

6 JAIAHEPE BALB/c #/NR 72 H, 1A (18+2)g,
W F AT DR A B R AT FRA R, SEm sl
VFATIES : SCXK (&1) 2019-0010., sh#¥i T I
T T 2 24 KA B I 3 B B2 B SPR 2R sh W B, SE 46 5
P FVFRTIES . SYXK (977) 2022-0002. 12 h B
WA IR, TR 20~22 °C, 12 50%~70%, i
IVREACETRWE

1.2 %4

J EE A W25 g, 530g, HAR
15¢, % 15¢, NHA12¢g, HEE130g, 200
18 g, WrHia ik 18 go B4 LI E 25 A BRA
B ) 5 A2 25 1,33 o/ml (9 TR (97 25 ) 7
705140247) . WY FIEIESIW, FEHFEA A (it
5 A304A99)

1.3 EZZEXMNEME

HHHERIRAW (Thermo Fisher AH], L5 :
15070063) 5 0.25% & A E (fL5 . S330JV) .
RPMI 1640 1557 58 (it 1260), EHigEEEEY)
PHE A A RRA ] ; e E R (Clontech A H], 41t
5. 631305); Trizol Plus RNA ZiifLiki & (5.
12183555) . PTBP3Hiifk (5. PA5-98125), In-
vitrogen 2~ A 3 G417 (Biological Industries-Israel
ovwl, ik 1803122) 5 HRP #ricd th FF 4T % IeG
(fit*5: A0208) . 7R ARZE (5. C0107). 20X #:
IR BRI (L5 . CO163L), A RAWY
BHEAF]; BCA B H B i & (i TA
YT RBEMAERAR, L5 €503021); HRP-
DAB i & (RIRABRH AR AR, #t5:
PA110); EDTAHUSMER R (L5 : E673003). fJ
21 (4it5: E607321-0100), BBI Life Science /A Al ;
LT (HE5: A0010074) , — HI 2K (41t : A0000542) ,
vt i AL R A R A s R R AR
(Sangon Biotech v ], it : E675007-0100) ; —
A TUNEL 48 f 8 12 JsL A i in] & (BILEEA )
o], 5. KGA7063); HitransG Pk 5 B L ik
AOCGHEYLEEEAR, L5 REVG005); RNA %%
Al & (TOYOBO A H], Hit%5: FSQ-101); ECL
WA (Bio-Rad A A], it : 1705060); Ki67 4t
& (#t5 . ab15580) . STAT3« Hi #& (HiL 5 .
ab119352), Abcam /A H]; STAT3BHiffk (Merck 24
A, #t5: MABC1177); Bel-2a (lt5: 3770-1).
Bel-2B (b5 3770-2) Hifk, bigAFHEYH R
NEls GAPDH3UA (Proteintech/AF], #HE5: 60004-
1-lg) -

s Al (ML S A R A H,,
51 BHC-130011A/B3) ; BbRAX (F3 Ak AR dr Bl 22 i
A BRAR, RIS . RT-6100); 4% Lokt 574
(Thermo Fisher Scientific A, %5 . 51020241);
185 9% 6 W 8% (Nikon A #), %5 . ECLIPSE
Ts2); TRV (banintig s A R A w, A
5 TE212-L) ; HEBHEAL (IG5 S0l &
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HBRAT, A5 . JXFSTPRP-CL); “84ha[ ULt
BT (LT A AR A BR A ], 5. TU-1810) ;
IR CHEMDURIER RIS A RA R, #45: TS-1);
B IR E DML (Eppendoff A F], #I“5. 5417R);
SR E £ PCR AL (ABIZA A, 945 - ABI7500) 5 HLJk
1 (%5 : 1658033) . BERMUE RS (B : Gel-
Doc XR), Bio-Rad /A ],

1.4 o, EERTAT &

BRI HCT 116 042 FP 2= 6 LA, 24 1x
10N/l K557 24 h W RE J5 5465 1) JC I By 7 5
1 ml; P0G BT 75 I A B aE i (PTBP3 VL
BRI RE ), IR RE IR = [ AL
(MOD) xZ4Mi%H) | AmsEiEE (HCT 116 40y
MOUE A 10) o 22 BETT 531005 57 2 2% 12 b Ji o 1) 5
e 7T TC NS S5 SR A A, TR ) 5 S o
A HitransG PR 2B YL R, B8040 5% 6 fLAUGE ik
AU 4, 12~16 h )5 Bl sg i, 4k
SREE SR, RN 48 h, A EA 2 we/ml IE
W8 R 3G SR BE A T BH PR AR M I 6, BEPRI 24 h
LS MUIR A I Hdil, Lk 3 k. e, 1%
AR5 5 T S B R R ARG R . X A
KB K B Y HCT 116 403 . DLER PTBP3 41 g
i Ik PTBP3 A, 4% 240 Mo ik B2 R 2x10" 1> /ml,
0. 1 ml/HFEH ZH/NRAMM T, 72 HE/NECR
FHBEALEC T 23550 IR E X RO | JUBRAEAY | 2
PR 3R 98 B2 T ABAEIRA AR, R AR A &%
24 H,

72 HBRNRISIERY), REE K 2 HAR 5 mm
ZEATEE P 24 B B RN BRCFE SR FH B ATL 257
FEEA I BRI | X R B AL X RE VDA
A, 24 HUTB BN R HIBEAIL BT 3R %540
HUTERBE T | LB B IS4 . DIERR VD FIE
24 H it Fe A BRI BRUR FH B LR 7 3R o ik
FAABIRIA | R E WA SRR BRI
M, HHAH K8 H ., &£ E AN B IREHES
Rk 35. 9625 o/kg, 425 S Y5 ANARIETEY
RO A, RS 0. 2 ml AEBER K £
BARIZALL0. 5 ml A BEER/KHE S , IEETEST0. 2 ml A=
FRERK 5 A% B VDA 0 2H M e 1 2 B VD R 5 me/kg
(BCE MO 2 mlAER), LLO.5SmlEHERKIEY, %
HBMEE A 1K, MEESEN— =, H&1
w, 31K,

1.5 WERIGAFA T ik
1.5.1 & 452531 RIS/ NEFRES

FHENL R AR SE, S g U540 BOF i K
FRRE

F A A M A SR R RR DA AS A R, 15345
FER R, P TRA IR IR (%)= (X IR
21 ol Y 21 SF- 357988 H T A 48 ) X R A
BEFY Y- 590 B X 100% o 5 e 20 23 R R —43
=, BTN 4% Z2 IR T [ T R 2k S g
ALY, HAWIOE T-80 CIUKA AL, 43l
T S S 98 ' 51 Al Western Blot SE5
1.5.2  Seyz4BALAem] BT 8 40 48 38 74 20 i 4% 0 JR
Ki67 &k W45 T IEA LU 4% 22 5 W W v [
FE24h, WK, BEW, HBAAE T, U)
ho ZHUERES, OBk, VRdiEiBE, Eik
i 1% 20 min, 37 ‘CHf M4 30 min, M —PT (1:
500) 4 CHFE R W —4t (1:300) 37 CHFE
45 min; 0 47,6- —BKIE-2- K ELm[E (DAPL) sk
JEIEE 3 min, XARASITYAZ; FHEPOOEEEK
Ry E R E o e BRI IR . ARk L
T3 AL R AR 400 %5 W RIS, W il T ULgE
Ki67 BHPESRIA, FARIF 4k,
1.5.3 TUNEL % Btoml 2w i 8 K -F iR
MY RS, ok, VR PRBE,
ZE M % 20 min, 37 ‘CEF P 30 min, M50 wl K
Ui AT B S N (45 wl P55 R 1. 0 ul
AP ER -1 AEUR T =B IR VA AN 4. 0l R i 4% A%
HEEBHAR) . iInA DAPT % JREHEHFE 3 min,
PO FNB R E Ao WA N AR N
PTG, FARORTHEL
1.5.4 SERF %K iR m % T 5542 PTBP3,
STAT3a. STAT3B. Bel-2a. Bel-2B mRNA % ik
K HBENLEC 7 3 1 T A e 3 AR/ IN R T 4
41100 mg, Trizol IEFEMUEL RNA, SR H RNA $#2HUA
R EFEH mRNA, AR AT UL 43656 BE 11 2 mRNA
M BRI . It RNA 0655 850 &5 i cDNA
W4 il 55 4F 1Y) cDNA HE4T PCR Y36 . I W B R AN F
WAZPE95 °C, 10 min; Z8ME95 °C, 15s; 1B:K58 °C,
30s; #EMI72°C, 30s; TEH 409K, 51¥H B
TAEY TRERMARAE S 51975 : PTBP3,
|9 ATGGCGGATGCAAATCAAGC, Filf GATGC-
AGAGTGGCTGATGGT, 235 bp; STAT3«, I if
TTATCTGTGTGACACCAACGAC, T ¥ GGTGGCA-
GAATGCAGGTAG, 256 bp; STAT3B, [iif GTGT-
GACACCATTCATTGATGC, F ¥ TGGCAGAATGC-
AGGTAGGC, 232 bp; Bel-2a, [IiF AGGATTGTG-
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GCCTTCTTTGAGT, T CGTACAGTTCCACAAAG-
GCATC, 292 bp; Bel-2B, [ 1% GGAGGATTGTG-
GCCTTCTTTGA, F ¥ AGCCCAGACTCACATCAC-
CAAG, 237 bp; GAPDH, [if GACATGCCGCCT-
GGAGAAA, T % AGCCCAGGATGCCCTTTAGT,
92 bp. LA GAPDH K PNZ, mRNA fYAIXF ik AR
I S =
1.5.5 Western Blot#M| & F #2042 PTBP3.STA T30
STAT3B. Bel-2a. Bel-2p & & k& R BHAHLEL
FREGHER 3 HH/ N TR 250 mg,
A RIPA W . BIFIE /NN BR , 2H ST S 3 60
Hz/min, WFEE2 min, 4 CA&AFT 24 1 ho B 2467
WA AT 4 °C. 12 000 g &0 (B 02E4210 em)
10 min, BT, JFHER4°C. 12000 g B0 (5.0
4210 cm) 10 min, B LW, ZBRAEMESR.
FHIBCA I &l e RS, 100 CZ8HE: 10 min,
AT RGeS (SDS) ik, 60 VH ik
0.5h, 90 VAEJEHYK 1 he J5H 300 mA 8 i 4% i
1.5he PVDFBERRIE W5k £ A1), 435 i AAH B
—3¥t (PTBP3 1 : 2000; STAT3« 1: 5000; STAT3B
1: 2000; Bel-2a. Bel-28 1: 5000; GADPH 1:
6000), 4 CHFE IR, TBSTVEZ 3R, K15 min,
FIRFE —H0(1:2000)2 h, TBST 3K, HIK
15 min, ®WOGEMET, MECL WA, 25152 min i
AN AR R G5 . Tmage J 1. 8. 04K {F 40 H 45°HF
HIKIEE, SN2 GAPDH B HU(E N AR A
1.6 %it¥FiE

K SPSS 26. 0 #3178 48 43 A o T H A
BIfF G IESS A, REAREE (3xs) R,
Ty 25550 Z 4 WWRCR AR 2R Ty 22530, W L%
K LSD A, 22455 H Dunnett’s t 5556, P<
0.05 WZEFRA G E L
2 HR
2.1 BB TG E BRI R

T, MIRBEYREE R B B s
PR IR FEAIG T FRASA A, LR VD R4l ANV ER
BIEA Y MR EALT ORI, o Rk BV
FAL AT 2238 B T 4 R N I S AR T ik SR A A R
4 (P<0.01). VUERMEAYAL | ULEK g B s 4 Mt
BRIV FVEAZH K T R 96 T G T 0 BT A | X
W Ji 8 W L A I R A4 (P<<0.01) . i3
IRBERUA | o Rk T A A A B A 2
T IR IR 3 i e TR R ZH | XoF R T T A R

MY FIEIZH (P<0.01), XTHRBYSFIEALL . Ui
BRELYDFIEALE . i ik BYD R LI 300 i T
PR B . DU B . Rk B
558 HEORF N 2 B, T SBRONE I 2% ZE e 56 4R T
(B, A FRIB AN 25 MR R34 S A

R U BB T R AR A L8R
Table I Comparison of subcutaneous tumor weight and tumor

inhibition rate in nude mice in each group

9T 1%
2Rl B R/, xes SRR RS HHAR
RN RN
Xif AT 24 8  0.72+0.06 — —
POpiGESU RIS 8 0.22+0.04" 69. 44 —
Xof e i A 8  0.33x0.05" 54.17 —
TUBRBALZ 8  0.3620. 06" — 50. 00
DU VDR 4114 8 0.17x0.03”°  52.78 22.73
IR N 7= PE 8  0.200.04” Y 44,44 39.39
1 FRIBRAIZH 8 1.02+0. 06" — -41. 67
WFIKEYFAL 8 0.3120.04” )  69.61 -40.91
Ik A 8  0.40£0.05" "  60.78 -21.21

W oa) SHIBABRA L, P<0.01; b) 5T AEMAIL L1
B, P<0.01; c) SXTHBEWFIFAL LE, P<0.01; d) SxTH
17 B L L, P<0.01; —FRAAETE.

2.2 BT BLALRKI6T F A KT Fedm BB K
Fredx

FK2R, Kl EIEHMBEYREA K TN
Ki67 Rk K- YL TAH AL B 2H , 40 i 0 72K
K TR (P<0.058% P<<0.01). T4

F2 HABYNEL TRHLKi6T KIEAKFF
I T K 3R
Table 2 Comparison of Ki67 expression levels and cell

apoptosis levels in subcutaneous tumor tissues of nude mice

in each group (%, x=+s)

il AL Ki67 NPT
Xof HRASLA 2] 8 33.33+2.52 13.33+2. 51
Xof HEBRLYD 2 8 23.3322. 08" 23.67+2. 08"
Xt R B i AL 8 27.67+1. 53" 19. 67+2. 01"
DU TR 2] 8 28. 00+2. 00’ 22.33+3. 05
DUBR B VDR A AL 8 17. 67+1. 53" ¢ 35.00+3. 00" "
VLB H A 8 22.67+2.52” ¢ 29.67+1.53" "
TR IRRIRILY 8 43.3322. 52" 6.33+0. 58"
SRR FIEIH 3 30.00+2. 00" @ 18.00+2. 00" *
2k B A 8 35.67+2. 21" " 12.67+2. 08" ¥

W oa) SAHMEERIA LA, P<0.01; b) SAHNEHIA
&, P<0.05; c) SXTHEBRYILE, P<0.05; d) xtHEAER
I, P<0.01; e) SXTHBEPFMA LI, P<0.05; 1) 5
YRRV R LR, P<0.01; g) Sxtid EE g, P<
0.05; h) SXs HiG4lbE, P<0.01,
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20 Jz IR A2 Ki67 e IK AT IR T X6 BEAH N 45 4
Y08 T K2 T B AR N 45 4H (P<<0. 05 B
P<0.01); i RIK& U T AL Ki67 Fik K-
P TR HEAR N 4520, A0 M08 T K- ST X6 A
M4 (P<<0.058; P<0.01). #%2H Kz 984148
Ki67 ZiAME 0L . AT ol s 1, # 2.

MEBRBFGE  pon

B SRR T RS

=)

2.3 AT AL PTBP3. STAT3a. STAT3B.
Bel-2ae. Bel-28 mRNAﬁLﬂQ‘T‘ b

T3R8, 5 E W4 T R 4141 PTBP3,
STAT3a. Bel-2a A mRNA 2 31k 7K S B 48 T 4H 1 A%
AIZH, STAT3B. Bcl-28 AY mRNA ik /K1 & F
MR AIZH (P<<0.058% P<0.01); UUERASLHIEZ T

sybF 4 ik Wb FI 4
TKi67 RiRH M (ydlfh, x400)

Figure 1  Ki67 expression in subcutaneous tumor tissues of nude mice in each group (immunohistochemical ,x400)

BURBAL Bomal

b IR A

Xt e g B a4

X I PRI 12

2 BBV TR

VBRI

B4l SUE Sy AR E

VUSRI R4 Uk sy Sz

AP T IH M (TUNELYE, x400)

Figure 2 Cell apoptosis in subcutaneous tumor tissue of nude mice in each group (TUNEL, x400)
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K3 HBHAB/NEE FRAHLPTBP3. STAT3a. STAT3B. Bel-2a, Bel-28 mRNA Fih K ML
Table 3 Comparison of PTBP3, STAT3a, STAT3B, Bcl-2a, and Bel-2B mRNA expression levels in subcutaneous tumor cells

of nude mice in each group (2742%) F+s)

20 53] 52k PTBP3 STAT3« STAT3B Bel-2a Bel-2B
Xof HE AL 24 3 1. 0020. 03 1. 0020. 09 1. 0020. 02 1. 000. 09 1. 0020. 01
PORIL S I E: R 3 1. 03+0. 04 1. 00+0. 06 1. 02+0. 07 1. 0120. 03 1. 02+0. 06
X R 3 0. 85+0. 01" 0.79+0. 03" 1. 28+0. 05" 0. 79+0. 02" 1. 310. 06"
TUBRBL R 24 3 0. 81=0. 08’ 0. 79+0. 05 2. 0420. 09" 0. 820. 04° 1. 6420. 21"
DUBRB DR H 2 3 0. 820. 04° 0. 82+0. 01" 2.01=0. 08° 0. 820. 04° 1. 7320. 04°
NI N 7R RIE] 3 0. 44+0. 04" ¥ 0. 42+0. 01 ¢ 2.35+0. 06" ¥ 0. 4420. 01 ¢ 1.93+0. 08" "
o IR 3 1. 88+0. 06" 1. 86+0. 10" 0. 59+0. 01" 1. 99+0. 06" 0. 75+0. 03
PO PN R RIE e 3 1. 89+0. 05 1. 89+0. 08" 0. 52+0.01¢ 1. 88+0. 06° 0. 72+0. 05"
it Fib M H 3 1.23+0. 04 ¥ 1. 28+0. 09 ¢ 1. 03+0. 09" " 1.33+0. 07" ¢ 1.03+0. 139"

H: PTBP3, ZEBANEXZEAGME3; STAT3a, {554 S R I T 30; STAT3B, {5557 2 MG LIE T 385 Bel-2a, B4k
CURE/ LG 20c; Bel-2B, B 4RIk 983/ 19 10095 28 o

a) SAHRNARIZ LA, P<0.01; b) SHIMBEIY HLE, P<0.05; ¢) SXAFIEMRIZ A, P<0.05; d) SXFMERRIL e, P<
0.01; e) SXBBYSFEL LA, P<0.01; ) SXTRBBPDFHHILE, P<0.05; ¢) S5xIBHEBALE, P<0.01; h) S5xREEHH
H#e, P<0.05,

Jo 40 41 PTBP3. STAT3a, Bel-2a BY mRNA ik STAT3a, Bel-2a i 25 [ 335 7K1 441K A iz A5 Y
IKFEARTXHEMINA2H, STAT3B. Bel-2B Y mRNA 41, STAT3B. Bel-2B M8 [ 42 1k K-35 & F AH B
F IR KT 4 3 F0 BROAE B 45 41 (P<<0.05 38 P< BiRIZH (P<0.058%P<<0.01); TIERE4 & T
0.01); TFRIXSA N TIRALIH PTBP3, STAT3a . 411 PTBP3, STAT3a. Bel-2a B 2E 1 72 35 /K -1
Bel-2o 1Y mRNA £ 35 7K 7 24 v 1 % BEOAH 10z 45 4. T % BEAH R 45 41, STAT3B. Bel-2B [ [ # ik
STAT3B. Bel-2B ) mRNA 2 ik 7K S 2% T X B AH IR T X BRAR R 441 (P<<0. 05 3% P<<0.01) ;

MA4H (P<<0.058(P<<0.01), I FRIRAH T LH 4 PTBP3, STAT3a, Bel-2a
2.4 & 8% T J8 40 4% PTBP3. STAT3a. STAT3B. 1) B 11 22 3K 7K1 8 T 0T BEAH N 45 41, STAT3B.
Bel-2a. Bel-2B & & &k K phdk Bel-28 B & H Rk K BLF X REAR R 4541 (P<

Fam, %K EHEH KT EHLS H PTBP3, 0.058 P<<0.01). #5ZHEH kK E WE 3,

R4 BAM/NEEZ FREAZ PTBP3, STAT3a, STAT3B. Bel-2a. Bel-2B 2K 335K - L4
Table 4 Comparison of protein expression levels of PTBP3, STAT3a, STAT3B, Bel-2a, and Bel-2B in subcutaneous tumor cells

of nude mice in each group (/GAPDH, x+s)

215 AL PTBP3 STAT3« STAT3B Bel-2a Bel-28
X BEAR L 2H 3 0. 44+0. 02 0. 46+0. 01 0. 26+0. 01 0. 12+0. 01 0. 12+0. 01
PORiE SR 3 0. 47+0. 01 0. 47+0. 02 0. 28+0. 01 0. 13+0. 01 0. 130. 01
X e B T A 3 0.33+0. 01" 0. 32+0. 02" 0. 44+0. 01" 0. 10+0. 01" 0. 30+0. 04"
TUBRBITIA] 3 0. 31+0. 02° 0.30+0. 01 0. 52+0. 02 0. 11x0. 01" 0. 34+0. 03
DUBRBL VD 20 3 0. 33+0. 02° 0.31+0.01° 0. 49+0. 01° 0. 10+0. 01° 0. 36+0. 03
NI N A= R E 3 0.21+0. 01" " 0. 12+0. 01" " 0. 64+0. 02" " 0.08+0. 017 ¢ 0. 400. 01" "
fOE Sy SITE:| 3 0. 71=0. 02° 0. 71=0. 03" 0. 14+0. 017 0. 40+0. 017 0. 08+0. 01"
I FRIKBE D REAA 3 0. 72+0. 027 0. 70+0. 027 0. 12+0. 017 0.410. 017 0. 07+0. 017
kN A 3 0. 59+0. 04" " 0. 60+0. 02* " 0.32+0.01” " 0. 38+0. 02" " 0.23+0. 02V ¢

1:: PTBP3, ZEMEMEXLEAHA3; STAT3a, 555 MGG T 3a; STAT3R, 555 5 M kil b 1 385 Bel-2a, BANAIMk
CURE/E I 2005 Bel-2B, B A IR L9/ 1L -2B o

a) SAHNAAIZ EL, P<0.01; b) SAHMEIRIZE AL, P<0.05; c¢) SXFHEHIZ LA, P<0.01; d) SxEEIRIZ L, P<
0.05; e) SXTHRBVMFIEALLLLEL, P<0.01; ) S5xFHEMHE WAL, P<0.01; g) SxTH B4, P<0.05.
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PTBP3

STAT3a
STAT3p
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Bel-2B
GAPDH
{E: PTBP3, ZRMIEXEEREN3; STAT3a, fF55 5 L%
FAGE T 305 STATIB, 555 T L3RG LHE T 385 Bel-2a,
B4l A7k B8/ T 95 205 Bel-28, B AR B8 /1 1955 2
B3 AHM/NES FREHS PTBP3, STAT3a, STAT3B.
Bel-2a, Bel-2B 25 11 HLVK A
Figure 3 Protein electrophoresis patterns of PTBP3,
STAT3a, STAT3B, Bel-2a, and Bel-2B in subcutaneous

tumor cells of nude mice in each group
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Effects of Changweiging (7575 ) on Transplanted Tumor Growth of Colorectal Cancer Cells and Expression
of STAT3 and Bcl-2 Gene Splicing Isoforms
CHEN Bin'?, DENG Wanli', LIANG Fang', YUAN Xu', XIE Manli', LIU Hui'
1. Putuo Hospital, Shanghai University of Traditional Chinese Medicine, Shanghai, 200062; 2. Shanghai University of Traditional
Chinese Medicine
ABSTRACT Objective To explore the possible mechanism of Changweiqging (J753%%) in the treatment of colorectal
cancer. Methods HCT 116 cancer cells were used to prepare intestinal cancer cells with silenced polypyrimidine
region binding protein 3 (PTBP3) gene and stably transfected cells with overexpressed PTBP3 gene. Stably transfected
cells with silenced PTBP3, stably transfected cells with overexpressed PTBP3 and untransfected cancer cells were
injected into the armpit of 72 nude mice to construct three different subcutaneous transplanted tumor models of colorectal
cancer cells, including the silenced model, the overexpressed model and the control model, with 24 mice per model.
Mice of each transplanted tumor modelwere randomly divided into Changweiging (CWQ) group, oxaliplatin (OXA)
group and normal saline (NS) group, with 8 mice in each group. The CWQ groups were given intragastric administra-
tion of 35. 9625 g/kg of Changweiging oral liquid and were intraperitoneally injected with 0. 2ml of normal saline; the
NS groups were given 0. Sml of normal saline by gavage, and intraperitoneal injection of 0. 2ml of normal saline; the
OXA groups were intraperitoneally injected with 5 mg/kg (0.2 ml) of oxaliplatin and given 0. 5ml of normal saline by
gavage. Fach group was given intragastric administration once a day and intraperitoneal injection three times a week.
After 31 days, the weight of subcutaneous tumors in each group was measured, and the tumor inhibition rate of the
groups in each model were measured. Immunohistochemistry and other methods were used to detect the expression level
of cell proliferation cell nuclear antigen Ki67 and apoptosis index. Real-time PCR and Western Blot were used to
detect mRNA and protein expressions of PTBP3, signal transducer and activator of transcription 3 (STAT3) splicing
isoform o (STAT3a), STAT3 splicing isoform B (STAT3B), B-cell lymphoma/leukemia-2 (Bcl-2) splicing isoform o
(Bcl-2a) , and Bel-2 splicing isoform B (Bcl-23) in subcutaneous tumor cells in each group. Results  For all three
transplanted tumor models, the weight of the subcutaneous tumors and Ki67 expression level of subcutaneous tumor
tissue in all CWQ groups and OXA groups were lower than those of the corresponding NS groups, while the apoptosis
level were higher (P<<0. 05 or P<<0.01). The mRNA and protein expressions of PTBP3, STAT3«a, and Bel-2a in
the subcutaneous tumor tissues of the silenced model CWQ group and the overexpressed model CWQ group were lower
than those of the corresponding NS groups, while the mRNA and protein expression levels of STAT3 and Bel-23
were higher (P<<0. 05 or P<<0.01). All there groups of silenced model had lower subcutaneous tumor weight, Ki67
expression level, and mRNA and protein expression levels of PTBP3, STAT3«, and Bel-2a in subcutaneous tumor
tissue, as well as higher apoptosis level and mRNA and protein expression levels of STAT3 and Bel-2(3 than those in
all groups of control model; all groups of overexpressed model had higher subcutaneous tumor weight, Ki67 expres-
sion level, and mRNA and protein expression levels of PTBP3, STAT3a, and Bel-2a , while lower apoptosis level
and mRNA and protein expression levels of STAT3B and Bcl-2 than those in all control model groups (P<<0. 05 or
P<<0.01). In the control model, compared with the NS group, The tumor inhibition rate of all OXA groups was high-
er than that of corresponding CWQ) groups, respectively. Compared to that of each control model group, the tumor in-
hibition rate was positive value of each silenced model group, and negative value of each overexpressed model group.
Conclusion PTBP3 can promote the proliferation and inhibit apoptosis of intestinal cancer cells, upregulate the
expression of STAT3« and Bel-2a, and downregulate the expression of STAT3( and Bel-2f in intestinal cancer cells.
The meachnism of action of Changweiqging in the treatment of colorectal cancer maybe related to the inhibition of PTBP3,
and regulation of the expression of STAT3a, STAT3B, Bel-2a, and Bel-2p.
Keywords colorectal cancer; selective transplant; Changweiging (3% ); polypyrimidine region binding protein 3;
signal transducer and activator of transcription 3; B-cell lymphoma/leukemia-2
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