+ 988 - SIS 48 2019 4E 6 A4 35 %45 6 ] ] Pract Radiol,Jun.2019,Vol.35, No.6

oo 50 B BF 5T oo

Experimental Research

OBy IREAEA EpCAM 4521
ZERE AR SELEX §Fi%

WER R, I ERALE OB #
CEETEERFE R EGE AR B % 710032)

FEBM PR A0S 5RO LAY R Gt ik (SELEXO 3 A 0 o 45 S 80 1) I 25 5 b Az 40 e 26 Bt 22 T (EpCAMD FH 1
HiE 51 e (PCa) 4 M B IS MR B 7 e . 73k i IFRlAL DNA SCFE, L3R A EpCAM 43 F 8y A PCa 41 i > ¥ 4% . #) 41 jfg SELEX
FARG % EpCAM # 34E DNA GEECA ., 20t 12 58 KRAM ik . b DNA P24 08 47 7o B A 5 . B O sC 20 R L 40 5 338 98 B 3 R A
D3 e A A A0 s PR 2 A RE . BER NBEPLEAE DNA SCHE ik 1 69 2 4 EpCAM & it f& Epl Al Ep2 ¥ RgH: T 45 &
A PCa #ijfi LNCaP,PC-3.DU145 FI18 J5 7 % ik 8 & pCDH-EpCAM %% 4 () HEK293T 4l Jfd . Ifi A g 45 & 25 2k pCDH % 44 1y
HEK293T i, H. Epl %4 40 9254 553 91k 61.0% .74.3% .59.1% .60.3 %6 .5.4 % - Ep2 X 4% 4 i 45 & 2843 5K 65.1% .77.8%.54.2% .
58.3%.3.3% . &t LM SELEX £ R i #E i) EpCAM i Be 14 G 45 5 M U JF 40 ) EpCAM PR Y PCa 4l M , 4 2k PCa B %¢
SRS W R ] R TR T B AR SR [T A, Ay A T R R S RIS T O S T O B E S 4G S

56 SRR AU A AR R TIC B 1 e T R AR 5 3 TCAA 5 1B MR b R A0 R B A

DOI:10.3969/j.issn.1002-1671.2019.06.034

B %25 :R817.33;R737.25 XHERFRERRD : A XEHE:1002-1671(2019)06-0988-05

SELEX screening of EpCAM-specific nucleic acid aptamer targeting prostate cancer cells
ZHONG Jinman ,HUANG Xufang ,WEN Didi ,KANG Xiaowei ,HUAN Yi ,REN Jing
(Department of Radiology ,Xijing Hospital ,Air Force Medical University, Xi’an 710032,China)

Abstract: Objective To investigate the methods of screening specific aptamers for (EpCAM)-positive prostate cancer (PCa) cells
by cell-SELEX technique. Methods A random DNA library was designed to screen EpCAM-specific DNA aptamers from human prostate cancer
cells expressing EpCAM molecule by cell-SELEX technique. After 12 rounds of in vitro screening, DNA products were cloned and sequenced.Flow
cytometry and cellular immunofluorescence were used to detect the specific binding ability of aptamers to target cells.Results Two
aptamers of Epl and Ep2 were selected. Both of them could specifically bind to EpCAM-positive cancer cells LNCap,PC-3,DU145,
and HEK293T cells transfected with target molecule. The binding rates of Epl were 61.0%,74.3%,59.1% and 60.3%.The binding
rates of Ep2 were 65.1%,77.8% ,54.2% and 58.3%.Neither of them could bind to HEK293T cells transfected with empty vector
with the binding rate of 5.4% in Epl and 3.3% in Ep2,respectively.Flow cytometry analysis and confocal images indicated that the
EpCAM aptamers could specifically recognize human PCa cells expressing EpCAM, but could not bind to EpCAM-negative cells.Conclusion
EpCAM aptamers derived from cell-SELEX technology can recognize and bind to EpCAM-positive PCa cells specifically, which may
provide new ideas for the specific diagnosis and targeted therapy of prostate cancer,and lay an experimental basis for the other specific diagnosis
and treatment schemes of malignant tumors.
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