20214 2 A HERih B2 2y S i IR February 2021

A E B2 Basic & Clinical Medicine Vol.41 No.2
MEHE: 1001-6325(2021)02-0193-04 HF R ie 3R

45 ] AU KR 2 i N O SE958 41 if R SKOV3 345 5 it &%

2

=]

J

EHRBR 75 =, FEF
(L PR BEBE M hocy; 2. MEPTEE =R AL TR 54320, AR iP5 261000)

WE . B8 FiT4E 4 H 804 KT (CTGR) 4 A B0 S5 41l & SKOV3 478 T 5% HE J1 (9 5 0, - #5 2% ST fig
Bkl ik HEHA CTGF (thCTGF) 43 SKOV3 40 ifd ; K A CCK-8 1 AR V& B il 52 Bk I SKOV3 4 ifd 7Y
S5 5 ) P 40 R 95 S B8 KG I SKOV3 200 it 49 3T 7% ; Western blot 46 9 1 Bz -6] 76 J5t 5% 4k ( EMT) AH X 85 11 %3k,
LR thCTGF 435, SKOV3 4 i Ay 35 58 A8 3 i, 48 76 T8 il 41 MU 32 7% 8 J7 38 54 ( P<0.05) . EMT A C & H
E-cadherin 235 [ (%, T VimentinF 35 3 155 ( P<0. 05) . &5 CTGF REfE AR ik SKOV3 2 Jid iy 14 58 ST %, % A
FHATRE S HA ¥ EMT A 5%,

KERIA : AEAFAIGVE K IR T 5 U0 SL A0 5 158 5 A% 5 L

fE 5% ER737.31 MHEARERE A

Connective tissue growth factor promotes

the proliferation and migration of human ovarian cancer cell line SKOV3
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Abstract: Objective To investigate the effects of CTGF on proliferation and migration of SKOV3 and the underlying
mechanism. Methods SKOV3 cells were treated with recombinant human CTGF (thCTGF).The proliferation of SK-
OV3 was detected by CCK-8 assay and colony formation assay. The migration of SKOV3 was detected by wound heal-
ing assay.The expression of EMT-related proteins was detected by Western blot. Results  After thCTGF treatment,
the proliferation rate of SKOV3 was increased, the colony formation and migzation were enhanced ( P<0.05).The ex-
pression of E-cadherin was decreased and the expression of vimentin was increased, which were related proteins of
EMT(P<0.05). Conclusions CTGF can promote proliferation, growth and metastasis of SKOV3, and that may con-
tribute to the regulation of epithelium-mesenchymal transformation (EMT).

Key words: CTGF; ovarian cancer cell; proliferation; migration; mechanism

bR MO B9 (ovarian cancer) H FZZEMEE BWIANAYT 4> TARiC FIEE S S54 A4k K
W RZECRFE SN T o IR R [AF ( connective tissue growth factor, CTGF ) J& —
BT R ORI R R R R Sy TALE O — 2 E R T CON KRR, S S5 e 5 TR

Wi H 3 :2020-03-04  f&[E H#:2020-05-07
EEWA 405 iR & I RIBTH (2019YX015)
" @15 1E%& ( corresponding author) :yiyang901@ 126.com



194 FAh o S i PR

Basic & Clinical Medicine

2021.41(2)

IR RS S 9T & B CTGF 751 593 1
Yot o4 i el R (R (EWER /N ) 1 7 T BN
5% >k A thCTGF 3 38 b1 58 9 24 i SKOV3, Wi %%
SKOV3 [W3i5E iEFERE J1 LA S EMT FHCHE A A £k
AL PR CTGE e8P 549 h /R L, A O S8
T TS PRSP AR YT SRR AR

1 #PRS 7%

L1 #R5iRHF

4 N CTGF (thCTGF) ( PeproTech 23 H]) 3 A
I HLE AR SKOV3 (11 7R K2 556 s B e v
SEYG A B ) s CCK8 5 & ( H AR R il A ) 5
Western blot A &P ( Bioworld 24 H]) 4
1.2 FHik
12,1 2R 4 41 B Ab 3. N BP 5195 40 ils SKOV3
EIET IR H & 10% FBS () DMEM 1535 Kb
HT 37 C.5% CO, RMANRE A5, K
LAY, SEUR2H 5 thCTGEF (4K i
500 mg/L) i) DMEM 3 5% 5L 85 5% | X B2 5 7] 45 i
PBS /) DMEM #5537 54557, AR ER 3 1K,
1.2.2  CCK-8 Fill 4 fu 35 . 4 SKOV3 4 2 A
7E 96 FLAZP, 5000 4~/FL, 55 1~7 KPR, A
10% CCKS8 il J5 4k 2L 45 5% 2 h, FERF bR X 450 nm
SRS I 25 FLIR G EEA (A) o
1.2.3  SEVEIE ORI A 14 5 . H2Fh SKOV3 4l jifd
500 4/ FLTE 6 fLbk, BR2H 2 AL, — iR 14 d
W, SETEIE UG (5 IR 3% B Yef A8,
1.2.4 2R IR SE 560k I 240 e AL 68 ) . AR A

2.5 — control
—— thCTGF

g 2.0
(s
g 151
2 1.0
2
® osf

0 1 1 1 1

0 2 4 6 8 day

control

2 BE R 5. 0x10° A~/ FLEEF T 6 LAk b, RR 4 i
AR E] 90% ZE AT, 200 pL Ak K2k, PBS ¥
Ve 3 W, IFTRIZIE 0.24 F148 h 505,
1.2.5 Western blot Kl £ [ ; K SKOV3 4ff ffd 4% 5
24 h ML, 58 T4 TG thCTGE AbFE 24 b HE B 5
ML, E B S, IR, e TR R R,
AR SRS B 1 h, —HiIFH 4 CH, I ERK
¥ 2 h, ECL BEYGRE
1.3 ZitFES

M Imaje J Fl GraphPad Prism 8.0 #K{F 34T
R B S0 B0 43 AT o T o B A A S8 B = b v 22
(xxs) T, Z2HIAN HEBCR FH 7 22500, 410 9 5 L
BRI LSD-t K5

2 #R

2.1 rhCTGF {2t 5P £ SKOV3 ZHfaiEsE

thCTGF 2385 SKOV3 41 il 7Y 184 7t % & T %k
HRZH (P<0.05) (B 1A) . IS 57 14 d o4, 5%
95 25 4 1) o 2 T 1 BB T e T R (P < 0. 05)
(F1B,C) .
2.2 rhCTGF {& # 0P & % SKOV3 41 fg /Y T #
1

E%HIRAAR L, S 2H SKOV3 4 M AT 7 4 0]
AR E (P<0.05) (E2),
2.3 rhCTGF &0l EMT X ZE AR RIE

thCTGF 435 EMT A CAHR &) E-cadherin 4
H 25K B K T X R4 ( P<0. 05) , T Vimentin
T 2R K O W TR IR ZH (P<0.05) (B 3)

colony number/field

control thCTGF
B C

"P<0. 05 compared with control group
1 CCKS8 % (A) FIsEER AL (B,C) 7514l SKOV3 48R tE5E N 5e BE R AL BE 1
Fig 1 Proliferation and colony formation abilities of SKOV3 were detected by CCKS8 assay (A) and colony-formimg

assay (B,C), respectively
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Fig 2 Migration ability of SKOV3 was detected by wound healing assay ( x100)
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Fig 3 The expressions of EMT related proteins (includimg E-cadherin, Vimentin) in SKOV3 was detected
by Western blot
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