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Effects of Notch Signaling Pathway on Proliferation Invasion
and Migration of Prostate Cancer PC-3 cells
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[ Abstract] Objective: To investigate the effects and the mechanism of DAPT blocking and NICD adeno-
virus activating Notch signaling pathway on proliferation, invasion and migration of prostate cancer PC-3 cells
and its possible mechanism. Methods: Efficiency of DAPT blocking and AANICD activating the Notch signa-
ling pathway was detected by real-time PCR. EdU assay was used to evaluate the cell proliferation. Transwell
assay and wound healing assay were used to detect the invasion and migration ability of PC—-3 cells, respec-
tively. p—AKT protein expression was detected by using western blot assay. Results: DAPT effectively blocked
Notch signaling pathway. After adding DAPT to prostate cancer PC—3 cells, the proliferation, invasion and
migration ability of cells decreased significantly, and the phosphorylation level of AKT reduced obviously. In-
fection of NICD adenovirus effectively activated Notch signaling pathway. After adding AANICD to prostate
cancer PC-3 cells, the proliferation, invasion and migration ability to cells increased significantly, and the
phosphorylation level of AKT protein raised evidently. The difference was statistically significant. Conclusion ;
Notch signaling pathway can affect the proliferation, invasion and migration of PC—3 cells by regulating Akt
signaling pathway.
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18 4 4 ,DMEM #5523 6 4 7% W @ Gibico 2 7, &
% A8 RIPA AR W A 2= KA F, Trizol ¥ B In-
vitrogen /A 8] , K %% ik | & F1 5L Bf £ & PCR R 7l &
W B Takara 27| ,EdU A & W 8 S~ & L1 A &, Ma-
trigel (1 : 8 # ) LIk W @ BD /A 7, Transwell /N E
W B Millipore 22 8] ,4% % R W B B A8 & 4~ 5,5
%% 5§ %W H Sigma /A F , AKT #1 P—AKT k(1 :
1000 i B ) 5 @ CST /2 7, =41 HRP #7184 & IgG
(1:2000 ##) ¥ B CST 2 #
1.2 @ & 4. 4 10% fE 4 fiF oy
DMEM 5 3k 248 37°C 5% CO, 18 Fn 8 th i 4 o 3%
FRETF R PC-3 41 M0, W &K ¥y PC-3 &
MBCERFEEE, M SXIO @M/ ILEEEMT
S B H 24 FUAR, 12h 40 B Ik BE 5 Jm N S0uM
i DAPT,DMSO 1€ % Xt 41 ; 3 % 12h 20 8 U BE &
A AdNICD 71 AdCtrl *t B8 i ) 8 ,8h 7% ,48h J& ¥ 4T
EaL, FHE3I NI,
1.3 qRT-PCR: % 3 7= 72h &, F| A Trizol 3% #2
BORNA, ERIN H K E fndl £ 5 2R mRNA K #%
KR & VLA FHATREE R, R K )G 0= 01E
KM, HATE H F & PCR £%, N5 GAPDH L
5141 4 :5"~-TGCACCACCAACTGCTTAGC-3", T3l 4
# :5~GGCATGGACTGTGGTCATGAG-3";Hesl k% 5]
M4 -5 ~AAGAAAGATAGCTCGCGGCAT-3", T i 3| 4
# :5~CCAGCACACTTGGGTCTGT-3"; Hes5 i 5] 41
# :5°~AGCTACCTGAAGCACAGCAAAG-3", TN 3| 4
# :5~AGGCACCACGAGTAACCCTC-3",
1.4 EdU %304 0 48 i 34 78 %6 77 . 78 A DAPT fn DM-
SO # AdNICD #2 AdControl 4t P2 72h J&, 3 & |H ¥ 5
H R EAU RA &V A FHATER, F AR ER
A% 12 1000 # B, BT B 3 SR 3w N 24 FUM, T
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PBS ¥t =k, in N B g 4k S o T O Fu 24h BUREH
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Hes5 ) mRNA & -F &% F ([ 1B, * P<0.01,#P<0.
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2.3  Transwell /N % 5Z 3 4 0| 7 41 DAPT F2 AANICD
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4, 45 7 i DMSO ## DAPT # AdNICD ## AdCurl, 1E
Bl 72h J& 3 H BEAT transwell /N F 525 A 40 fE 12 22
SEAWEN, HRE T, DAPT A 2 5 4 vy 12 2 &
719859 (1 3A,P<0.01) ; AANICD & % J& 48 112 22 ¢
7 ¥ 3% (" 3B,P<0.05) ,
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EACAT ) IR I 49 B PC -3 7k Am DAPT J&, R Al Western
blot 5237 kA AKT 4% 5 18 %5 69 T AL ; B. AT 5 A2 J& PC-3 4
fe#kJ AANICD /&, 55 J8 Western blot 52 % 7 &4l AKT 125
B AL,
339 it
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B,k B4 B B 2 70~ 80% BT 7| AR A8 < BT A
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FIRBWHARET, RAF NG TE, EHE T
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FOMERT A MRS . e A B A M AT ) ROB E I R B
BRZARMET TR, ARGEEEFE EKAFR
B R R BT 5 B B R AT B AR

Notch G FEHEAFENRK AR EFREEZEAN
AOREZA I RALK TR, T FEMENAR
AR R B e A T L A R F AR
BEERAT, TR OB R A0E R ARG R
K AT A [, ) 4, xF i E0 By S8 A2 46 20 #E (brain tumor—
initiating cells, BTICs ) WA EANEEA C ( Tena-
scin C,TNC) 3% 7 Notch 155 1 % , M\ 17 8 4% H 34 78 Ao
R ERRE A % T = M AL RJE (triple—negative breast
cancer , TNBC) # # % & I miR - 3178 ¥ 1 # =
Notch1 #71 % b & 48 .- 8] 7¢ JiT %% X, ( epithelial —to—mes-
enchymal , EMT) T 47 #| fF Ji& 40 i 0y 3§ 78 | 1% 42 An i
%115 5 4 Notchl 7 #% AKT 15 5 # 5, 3 4 i 3t
HFEWOE £ E 5 % E @ (major vault protein, MVP) fi 3
EMT! T 2 31 51 B o, B0 A % % W Jagged]
B AT 7] AR 4 48 k 3k E L, Jaggedl 7 Notchl #Y
REAKPE#HBMERNMFREFT AL T TEF A
Pl R4 An A &R 5] B, 4R & Notch 5 5 8 3 10 %
AT AT RO A R R A A RAEEA N

H R &P, BT Notch 12 5 & % & 71 71 iR & oy 4
FH AR K, Tl B AR 46 T 1 40 0 5E IR ERY A AR A 1R
XY B U M 18R X R 40 e BN AT A R R AT R
BAHU, Notch E 5 REWHEFTE yv-2 B xt %
AAATY E], y— 4 3 B 37 4] 7| (y—secretase inhibitor,
GSI) DAPT T FEL# Notch 15 5 3 2, A #F % 4t w71 71 I#
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FoX|JE L3 B o7, DAPT 41 69 7 B2 0% 40 i & PC-3 &
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FAER, ARAIN AKT 15 5@ 5 5 w7 7| e st &

FYIA K ,42% B0 K VR T 7 BROE A BT A B A R

R ZIT AKT & #69 % &" . DAPT L #F Notch
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[ Abstract] Objectives: To analyze and discuss the organ function damage and the influencing factors of
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