2648 = FEE KR ,2021,43(24) http ://aammt. tmmu. edu. cn

DOI:10. 16016/j. 1000-5404. 202106129

FDFT1 4k % i S22 MR R it A i R MR £ K

T RN sk ER KRR 646000 PUJI M PR BERL R 2E LR EE 22 B 5400038 P, 75 4L 1 K
S (O SR K ) BERE S S B WAL 50 T A A

[(FE] HMN BRI A LB B/ 1 (farmesyl-diphosphate farnesyltransferase 1,
FDFT1) %45 798 ( colorectal cancer, CRC) 4 il MC-38 {RPIASME KRS0, J5id T8 GEPIA %idi e
G387 275 5] CRC FEASFI 349 5 1 8 414U A b FDFT1 {3835 5 , 38 3 8048 5 70 Bt A CRC 1 FDFT1 (1)
B AR i R 18 9% 8/ 5 19 %5 & J& RNA (short hairpin RNA |, shRNA) #4 7 FDFT1 {1 8K (1)
CRC 41 & MC-38, 15554 £ 71k FDFT1 f) MC-38 4 it 2 (sh-FDFT1 £1) 175 2 65 B 41 Jf 2 (sh-NC
2H) ,Western blot , RT-qPCR % i it IR &5 R . CCK-8 5250 | it X 4 i AR | Transwell 55256 43 51l WL %< wii {1%
FDFT1 X%f MC-38 ZH s 58 1= GEFRERE S 152 . >R CSTBL/6 /NER | H B S e ik NCG /N BLb 2
CRC JE il 4% A1 7 , FIF CSTBL/6 /NERA S B2 N BB AR AR Y, 14 d J5 WS DUEBR FDFTL /N R g8
RGBS 0 BRI 4E 3 R CRC 4141 FDFT (932880 1F #4141 55 (P<0.05) |, fi
eSS R R CRC %5 A FDFTI (5 3Rik . U8R FDFT1 X MC-38 4 il 3 5 . 4 12 S aE 78 34 A W i
SN 7 C57TBL/6 /INERL CRC I J1s A % R4 450U R i T R ARLIRE A5 A v 24 R BLTCER FDFT i S 254l e
JEE K (P<0.05) , NCG /)N R s B A 3 B A 80 ) 7 DR FDFTT J5 i AR K efs 22 5% (P>0.05)
L5 FDFT1 ZEAR IR E CRC 40 M A= A T I fh 28 R8s

[REIA ] RV IR IR L Ve LR A 1 4511 s Sy A8 ; MC-38

[FEZESZES] R345; R730.23; R735.35 [ XHPRERD ] A

Farnesyl-diphosphate farnesyltransferase 1 promotes growth of colorectal cancer

cells with dependence on tumor immune microenvironment
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Medical University, Luzhou, Sichuan Province, 646000; *Department of Biochemistry and Molecular Biology, College
of Basic Medical Sciences, Army Medical University ( Third Military Medical University) , Chongqing, 400038, China

[ Abstract | Objective  To investigate the effects of farnesyl-diphosphate farnesyltransferase 1
(FDFTI1) on the growth of colorectal cancer (CRC) cell line MC-38 in vitro and in mouse models of colorectal
peritoneal metastasis and xenograft tumor. Methods The expression of FDFT1 in 275 CRC samples and 349
normal tissue samples, as well as the immunohistochemical expression level of FDFT1 in human CRC tissues
were analyzed using online databases Gene Expression Profiling Interactive Analysis (GEPIA) and the Human
Protein Atlas, respectively. FDFT1-silenced CRC cell line MC-38 was constructed by lentivirus-mediated short
hairpin RNA (shRNA) to obtain stable cells with low expression of FDFT1 (sh-FDFT1) , and blank control
cells (sh-NC) was also constructed. The knockdown effect was subsequently verified by Western blotting and
RT-qPCR. Cell counting kit-8 (CCK-8) assay, flow cytometry and transwell assay were performed to observe
the effects of FDFT1 knockdown on the proliferation, apoptosis and migration of MC-38 cells, respectively. In

addition, intraperitoneal implantation models of colorectal cancer were established using C57BL/6 mice and
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severe immunodeficient NCG mice, and subcutaneous transplantation tumor model was also constructed using

C57BL/6 mice. The effects of FDFT1 silencing on tumor growth in wivo were observed in 14 d after

transplantation. Results Database analysis showed that FDFT1 expression was higher in CRC tissues than

normal tissues (P<0.05), and immunohistochemical results also confirmed that FDFT1 was highly expressed

in CRC tissues. There were no significant alterations in the proliferation, apoptosis and migration of MC-38
cells after knockdown of FDFT1. Although FDFT1 silencing obviously inhibited the tumor growth in both
intraperitoneal implantation and subcutaneous xenograft models of CRC in C57BL/6 mice ( P<0.05), the

colorectal peritoneal metastasis model of NCG mice presented no difference in tumor growth after silencing

FDFT1 (P>0.05). Conclusion FDFT1 depends on the tumor immune microenvironment in the promotion

of the growth of CRC cells in vivo.
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AGGCCAATTCCCACCA-3';GAPDH | i 5'- TGTGTC-
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FDFT1 & & & ik ;C.FDFT1 & & £k £ % & 547

E 2 FDFT1RRAMAMEIERIE (n=3, x+s)
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YL Z (sh-FDFT1 41) ; 55 Y 75 3895 75 159 21 X B8 20 g
(sh-NC 4H) o & T 55 U f gk 30 32, B i 40 fE #E 17
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AL ST R A0 e | B f ) Joe 2H 21 A A8 A K
A A0 i B 0 A T SR A R R AR GRS R
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AWFFEAGE , FLIRIE Hh 2755 5 I8 [E AR IE X 52
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AE , I ELHE 1] 400 ) HC A 0 40 i (3, 3R P4SO S0 Il bt
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