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Abstract Objective: This study aimed to observe the effects of thalidomide (THD) on the proliferation and apoptosis of pros-
tate cancer PC-3 cells, as well on the expression of the intercellular gap junction protein Cx43 in these cells in vitro. Methods: THD
with different concentrations (0, 12.5, 25, 50, and 100 pg/mL) was given to PC-3 cells at the logarithmic growth phase for 24 and 48 h.
A Cell Counting Kit-8 was used to detect the growth rate among the medication groups with different THD concentrations and times of
drug administration. The apoptosis rate was studied by annexin V-fluorescein isothiocyanate/propidium iodide double staining with
flow cytometry. Reverse-transcription polymerase chain reaction was used to detect the expression of Cx43 mRNA in the PC-3 cells.
Western blot analysis was used to assay the expression of Cx43 protein in the cells. Results: 1) Below 25-100 pg/L, THD considerably
inhibited the proliferation of PC-3 cells in vitro. The inhibitory action was enhanced in a dose- and time-dependent manner. 2) The ex-
pression of Cx43 mRNA gene and its protein in the groups with PC-3 cells increased to different degrees in after treatment with THD at
various concentrations (P<0.05). Conclusion: 1) THD has an antitumor activity in depressing the proliferation of PC-3 cells, thereby
inducing cell apoptosis in vitro. 2) THD can increase the expression levels of Cx43 gene mRNA and protein, and promote the functional

refreshment of gap junction intercellular communication in prostate cancer PC-3 cells, thereby inhibiting tumor growth.
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JL R T 96 FLEE TR . W REAE KT, 2 Sl i
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R 37 = (9% ) = (1-25 25 20 40 i SF- o W ' i
(BT FEZH A0 BT (R x 100% . HEABOUER
2H PC-3 4R B A KA IR A 25 57
1.2.4  AnnexinV-FITC /PT X %% {6, 1 A6 I 28 it 3 7~
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IRIE AN [R) v JBE v R e Ak B2 RN I 25 9 194
XTHRZH , 24 h J5 AL 4R, F A2 BUS RNA, LA B-ac-
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Figure 1  Effects of thalidomide on the proliferation of PC-3 cells by us-
ing Cell Counting Kit-8
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JE VR FHIH R SE K, 455280 2H Cx43 mRNA k2
FhE VR BRI E FAAR B = 1) 100 pug/m LAk
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Figure 3  Effect of thalidomide of different concentrations on expression

of Cx43 mRNA in PC-3 cells
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25.50 pg/mL M ZH mRNA IR B B A g 2558 Jon,
50 wg/mL 2 JC N 2.3 (¥ P<0.05,%2,3) .
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Table 1 Inhibitory effects of thalidomide at different concentrations on

the proliferation of PC-3 cells

VO BE VR (o g/ml)

AEFRHE] Ch)
125 25 50 100
24 5.63+0.32 10.58 £ 0.30 16.85 £ 0.87 35.74+£2.79
48 9.23 +1.02 2097 +1.20 32.85+2.09 46.73 £ 1.90

0. 00%| 3. 70%
62.7%133. 1%

102 10*

FITC-ANNEXIN V FITC-ANNEXIN V

P A2 FHXTIRAL; B 1.25 pg/mL 415 C: 25 pg/mL 415D : 50 we/mL 4L E: 100 pg/mL 4
P12 N[l BE YOI BE e PC-3 20 T 152 i)

Figure 2 Effect of thalidomide on the apoptosis of PC-3 cells
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Western blot 25 5% 5. 7 , Bl V0 | B i 4 FH 5[] 2iE
K, & I Cx43 2 R B B W T+, L L
100 pg/mL4H Cx43 HHRIB A B, 50 wg/mL ALK
Z,12.5 pg/mLA] Cx43 HAFRIR KA BN T (K 4).,
VPRI E 24 h)s , 55T RRZAH L, X 100 pg/mIL 20
Cx43 HE M FRIATHE , A B 2257 (P<0.05) , [}
100 wg/mL 2 5 255 T 25.50 we/mL 2H (P<0.05) .
VO F B e/ FH 48h, 50 pg/mL2H AR I Fk B ITA A
BERIGIN, 55X B LA P25 5 (P<0.05) , i
25 pe/mL 2 I8 BOR R R  (H 5 00 BRAH L8 TS
WEMEZER (P>0.05,484).
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Table 2 Effect of thalidomide at different concentrations on the apopto-
sis of PC=3 cells (48 h after therapy)
DI BEREHRE ( g/mL)
12.5 25 50 100
43 452+0.18 823+1.04 1630+ 1.13 33.05+0.61 42.89+0.95

AR (h)

£3 KREIREIDFIE LIS PC-3 A8 Cx43 mRNA Fik R M
Table 3  Effect of thalidomide at different concentrations on the expres-

sion of Cx43 mRNA in PC-3 cells

Cx43/ B —actin

251
24h 48h
X HAZH 0.561 +0.190 0.566 = 0.166
125 pg/mL4 0.637+0.172 0.660 £0.213
25 pg/mlL 4 0.658 +0.181" 0.818 +0.161"
50 pg/mL4 0.666 = 0.162" 1.220 +0.263°
100 p g/mLA 0.995+0.217" 1392 +0.318"

T 5% LA HG P<0.05 5 5% BRZLR L P>0.05

Cx43 (4324 h)

Cx43 (4348 h)

B —actin(4b¥24 h)

B —actin(4b¥48 h)

—
)
w
A~
)

1% H82H32:12.5 pg/mlL41;3:25 peg/mLA1;4:50 pg/mLAL;5:100 pg/mL 4
14 ANJ) i B VO] B et PC=3 A Cxd3 2R 26 A Y 5 IR
Figure 4  Effect of thalidomide at different concentrations on expression

of Cx43 protein in PC-3 cells
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Table 4  Effect of thalidomide at different concentrations on the expres-

sion of Cx43 protein in PC-3 cells

Cx43/ B —actin

bl
24h 48h
X HAZH 0.714 £0.332 0.723£0.323
125 pg/mL4 0.811 £0.264 0.830 £0.227
25 pg/mlL A 0.833 +£0.291° 0.885 = 0.325"
50 pg/mL4 0.912 +0.321° 0.988 +0.331"
100 p g/mLA 1.276 £ 0.407" 1.387 £ 0.422"

TE P SRR L P<0.05;°5 100 w o/mLAAHEL P>0.05; R IRZALAR L P>0.05
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TR o P 20 i 2 2 3 S0 o ) 3 TR S A o e 4
it 6 SREATLAA PN PR T 1 W RN 45 . 1 I

JRE 7R P R | S AL S 2 R e i e A
Cx43 FERFeik , BENSIR I GIIC , Sk e i A i

Y B R TR AR AN B AT T i —Fh o X, B g
JiL PN — R GRS 0 F TR o ASBIFSE A V0 R B
YEHF PC-3 40 i 48 h Ji5 , I T R d5 i3 15 (42.89 +
0.95)%, W 3. 2 T-XT HR2H (4.5240.18) % . B9 SoniFs
AT AT RE 2 HAM ] PC—3 Zassiip L —

T 51) 98 20 P 4 B ) e TR ) S S i 4 g
R R B D) RT3 R ] S e 4 21
A2 RGN T 5 H A AR L PR A 0 B A R A A
T2 Cx43 Fak M, R ILRT S M2l 40h Cx43
B eIk K T B, DN 8 B 40 LY GIIC 7K
S R, NI 3T S R sl RE R Y L AR
K3 ML, e i TR AR . Xing
SEPIAN Cx43 B el AR 5 | RS 1) 200 e (1] Bl o 2z 1Az
AT BE S | RS Hi 5 i 200 Ak Ak e R T 1 5
BRI . Wang S5 "HFFE & BLHE i Cx43 ik hE
i 1 1IN R 2) 98 20 AR LNCaP X i g SRAE R4 Ji
NP A FE IR 99 T . Daniel-Wojcik 4" A& B
5] 98 20 A 1) 2T 6 3 2 R 4 ) 2 Bt a2 42 TR O
FREY) VRS AL ) R 3 E TR D) T 4
(3 FE o A3 5 W SE R R P 64T o AR SC 56 e R
AN 7 v B0 ) BE B T T 400 B g 4 L, A B rh
Cx43 mRNA K45 F 368 KSF LT, 4Rt [R] GJIC g
RV A ol 1 5%, - 2 S S8 AR A R i [ 44 i e 1)
FeH o HE— 2L BB T VDR B R A B VR FHIL
il o ASHFEZEHEI VA BE R v] R A e PC-3 41
Cx43 mRNA K28 H 1 3 38 7K F JF 1 &2 i 510 1t 9
PC-3 2 ALY GIIC T RE , D TPk 52 i A 240 A s #L ]
P s A My AR R Ak IR R R 2R AR K . X
AT e VDR B R e AL 2 — 3R B Cx43 2R
FIA AT e VDR B e R AL A e S —

FEA IR FH VD A1) BE R 3697 i geg il i 4o v, O
JH R RN F g w UL R RO s
%, Dy E B TS . TEAZLONEA LU, Cx43 TR0
Py O EHA KA R R 0 )
Wl B I Cxd3 KA T AR AR, HUD) Cx43
H, W49 Cxd3 W IR oA R . H AT ]
BEML T VD) B e 2 A8 10 JILE AR HR 11 Cxd 3 FITA) K,
1) 240 R4 R e S oA, AT 380 — ZR 8O R R
FLRE, R ) E e 6 Cxd3 B4R FHR AR T Ta] S0 B
Bertsch 25" HF5E % B Cx43 A 7E SN AE N & A B R AL o
LA PR A N T (FGF-2) | U452 4B A K A
F (VEGF) ¥4 AT 3 33 #4076 MAPK & 4215 & Cx43 11
PR A T A IR Tk BE 0% Hh T 40 A 4 P 34 42 1 2
JlalEEAE R . X SR IV BE X Cxd3 AE HIBLHI &
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