h E R AE R T 245 http://www.biother.org

1034 - Chin J Cancer Biother, Oct. 2018, Vol. 25, No. 10
DOI1:10.3872/j.issn.1007-385x.2018.10.010 . %E* '6)1' ;}ﬂ .

=i RAERE BT IEE miR-1297/PTEN 4 F 5 3$| bE IR 7= 40 p B
1#E 51T

Mhilge 2kueb hEahe(bEARREERIFNLEET EINER a. B A b 5484 c i A4, £ 201103)

4 =1 8 & 5075985 BB 7 % (high intensity focused ultrasound , HIFU) 3 i miR-1297/PTEN 431l 300 1) ik Fit e 411 g
WP RGE R FE FINLE] . & 0 HIFU 1R T4 S0 3% 27 B 36 s PANC-1 41 1.2 Rl 3 s, SR CCK-8 2« Transwell /s 5= il A-
nnexin V-FITC/PLA 43 =41 JE AR 73 5140 HIFU X PANC-1 20 38 58 3 #% A1 T2 (1 52 5 B qPCR 1 Western blotting 72 73 Al 6
I HIFU % PANC-1 41 fifd miR-1297 F1 PTEN 2 3& (5200 , F WUt 2% B ik 75 2 1 38 1UE miR-1297 5 PTEN 8 56 R o il e 4y
miR-1297 inhibitor #1 PTEN-siRNA , % F| Western blotting i: 46l HIFU % Akt BER 1 (520 . 48 & B35 HIFU /F I 1A] 1 2K
R Ji s PANC-1 ZH Bt 384 58 RO 72 e ) A0 i /8 A AS W 189 5, 02 2R 0 B 9 12 (35 P<0.0 1D , 1) PANC-1 48+ miR-1297 (714
A PTEN [FZR1E (45 P<0.05 85 P<0.0 D ; [A]iN ,miR-1297 $ [/ ] PTEN I+ R AR IE/KF. HIFU &3 706 Akt (8% 8 b K7 (P
<0.05 8 P<0.01). % #:: HIFU it T miR-1297 #4) PTEN %32 - FELIWT Akt (55 38 i , 35 1 00 1) Fol Jl i 2 % g R kA
[iF] e ks AR A I s miR-1297 ; PTEN/AKt {5 58 4 ; 345 5 i B

[(FESES] R730.5:R735.9 [XEFRIRIE] A [XEHS]  1007-385X(2018)10-1034-08

High intensity focused ultrasound inhibits the proliferation and migration of pan-
creatic cancer cells via regulating miR-1297/PTEN axis

CHEN lJian®, PEI Feng®, XU Zhoumin‘(a. Department of Oncology; b. Special Clinc; c. Digestive Department, Shanghai Corps Hospi-
tal of Chinese People’s Armed Police Forces, Shanghai 201103, China)

[Abstract] Objective: To explore the role and molecular mechanism of high intensity focused ultrasound (HIFU) inhibits pancreatic
cancer cell proliferation and invasion via regulating miR-1297/PTEN axis. Methods: With treating the cells with HIFU for 1 to 3 sec-
onds, the effect of HIFU on cell proliferation, invasion and apoptosis of PANC-1 cells in vitro was examined by CCK-8, Transwell and
Annexin V-FITC/PI double staining flow cytometry, respectively. The effect of HIFU on expression of miR-1297 and PTEN were mea-
sured by qPCR and Western blotting. Moreover, the relationship between miR-1297 and PTEN was examined by dual luciferase report
assay. Western blotting was used to detect the effect of HIFU on the expression of Akt, p-Akt (308) and p-Akt (473) after transfected
with miR-1297 inhibitor and PTEN-siRNA. Results: HIFU treatment significantly inhibited the cell proliferation, invasion and promot-
ed apoptosis of PANC-1 cells (all P<0.01), which was associated with inhibition of miR-1297 expression and activation of PTEN ex-
pression in pancreatic cancer cells (all P<0.01). Moreover, miR-1297 directly binds to the 3’ UTR of PTEN mRNA to suppress its ex-
pression in PANC-1 cells. Further, HIFU exposure could significantly inhibit the expression of the phosphorylation of Akt (P<0.01).
Conclusion: HIFU inhibits PTEN and blocks Akt signaling by down-regulating miR-1297, thereby suppresses the occurrence and prog-
ress of pancreatic cancer.
[Key words] pancreatic cancer; high intensity focused ultrasound; miR-1297 ; PTEN/Akt signaling pathway ; proliferation ; migration
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Fig. 1 Effect of HIFU on cell proliferation, invasion and apoptosis
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Fig.2 Effect of HIFU on the expression of miR-1297 and PTEN in PANC-1 cells
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Fig.3 PTEN is the target gene of miR-1297
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A: The expression of PTEN protein was detected by Western blotting;
B: Cell proliferation ability was inhibited in si-miR-1297 by CCK-8 assay
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Fig. 4 HIFU affected cell proliferation via regulating miR-1297/PTEN axis
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Fig. 5 HIFU affected cell invasion and promoted apoptosis via regulating miR-1297/PTEN axis
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