DREYESSHE  biomed.cnjournals.com Progress in Modern Biomedicine Vol20 NO.6 JUN.2020 - 1033 -

doi: 10.13241/j.cnki.pmb.2020.06.007

ATAD3A 1E85 a2l S 263 e ki A Ky sgii *

BEEY GMFP X w! #% B fTRAH
(1 ZRRETEPER P SEHRE B AR | 0 19 % 71003232 T K2p2h24 0% 7T dy 3¢ 475004
3 W HEREEREME LY P EREALRE ®E B4 710032)

RBE BW: KT BRFMHE4E% S 3A (ATAD3A) A4 AMBAL T RXER, SF1ERL 4 AW & %50 RKO fe
HCT116 £ kt9%h, ik KEL AR L RATBES Barm 115 4], i %07 A XIAIE ATAD3A £ 4 AR ash R
TRk £ F . RIB IR A f Fo si-RNA T i 04 7 XM 32 ATAD3A T ik Fo sl Ih 5 ta i %, 5F 20 MTS, 7 X 4] 4 f4 J2) 47
Fotm IR T 5 7 iR IiE ATAD3A 45 H W% e he 2 RKO #» HCT116 ¢9% vk, Z5R.ATAD3A A4 AMEA B P Rk B4
LR FIF5H(P<0.001), 4 AWmJEmAMFE RKO o HCT116 Fit ik ATAD3A )5, 48 38 7548 1 9 B38 5%, 4T S Hwd Atk
518 B3 Ao, B m AT H IR BB Y, RZ, £ LR WEmie T35 ATAD3A /&, 28 03 54 48 /18,35, 48 e K 3R 5153 T Gl
B, m BB MK TN RS, L8 ATAD3A E4 AMMmA L P Rk %, B ATAD3A i@ i3 4% 3t 4 i038 78 | 40 0 B At A2 e
Fph) dm R T 5 O AR e £ K

T ATAD3A; 4 AW % e o 8 ;38 38, A =

hE4#ES:R33;R735.3 CEAERIDAD: A XEHS:1673-6273(2020)06-1033-05

The Expression of ATAD3A in Colorectal Cancer and Its Influence
on Cell Growth*

YANG Shi-rong”’, BAI Xiang-yu?’, WU Di', HAN Yue!, HE Xian-Ii'"®
(1 Department of General Surgery, Tangdu Hospital, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China;
2 Pharmaceutical College of Henan University, Kaifeng, Henan, 475004, China;
3 State Key Laboratory of Cancer Biology, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China)

ABSTRACT Objective: To investigate the expression of ATPase family AAA Domain-containing protein 3A(ATAD3A )in colorec-
tal cancer (CRC), and its influence on cell growth in CRC cell lines RKO and HCT116. Methods: 115 paired CRC tissues were collected
to detect the expression of ATAD3A by immunochemistry staining. Lentivirus transfection and siRNA interference were used to overex-
pression and knockdown ATAD3A in CRC cells, and western blot was used to determine the ATAD3A expression in these cells. Cell
proliferation was measured by MTS assay. Flow cytometry was used to detect the cell cycle and apoptosis. Results: The expression of
ATAD3A in CRC was significantly upregulated than adjacent normal tissues (P <<0.001). Overexpression of ATAD3A in RKO and
HCT116 significantly promoted cell proliferation, upregulated the S phase fractions and reduced cell apoptosis. In contrast, knockdown
ATAD3A in CRC cells obviously inhibited cell proliferation, G1 phase arrest and enhanced cell apoptosis. Conclusions: ATAD3A was
frequently upregulated in CRC tissues, and promoted CRC cell proliferation, advanced cell cycle procession and inhibited cell apoptosis.
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Fig.1 Comparison of ATAD3A expression in CRC and paired peritumor tissues

Note: Data are shown as mean+ SD, n=115. P: peritumor; T: tumor. ***P<0.001, bar:100 wm, compared with peritumor group.
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Fig.2 Expreesion of ATAD3A in CRC cell lines RKO and HCT116 after overexpression and knockdown was detected by western blot
Note: Representative result are shown as above, n=3. EV: Empty Vector; ATAD3A:Vector expressing ATAD3A,; siCtrl: siRNA theated as Control;
siATAD3A: siRNA theated against ATAD3A. ***P<0.001, bar:100pm, compared with EV or siRNA group respectively.
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Fig.3 Cell proliferation was detected by MTS in in CRC cell lines RKO and HCT116 after ATAD3A overexpression and knockdown.
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Note: Data are shown as mean+ SD, n=3. EV: Empty Vector; ATAD3A:Vector expressing ATAD3A,; siCtrl: siRNA theated as Control;
siATAD3A: siRNA theated against ATAD3A. **P<0.01, compared with EV or siRNA group respectively.
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Fig.4 Cell cycle was measured by flow cytometry after PI staining in CRC cell lines RKO and HCT116 after ATAD3A overexpression and knockdown.
Note: Data are shown as meant SD, n=3. EV: Empty Vector; ATAD3A: Vector expressing ATAD3A; siCtrl: siRNA theated as Control;
siATAD3A: siRNA theated against ATAD3A. **P<0.01, compared with EV or siRNA group respectively.
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Fig.5 Cell apoptosis was measured by Annexin V-FITC/PI double staining in CRC cell lines RKO and HCT116 after ATAD3A overexpression and
knockdown.
Note: Data are shown as meant SD, n=3. EV: Empty Vector; ATAD3A:Vector expressing ATAD3A,; siCtrl: siRNA theated as Control;
siATAD3A: siRNA theated against ATAD3A. **P<0.01, compared with EV or siRNA group respectively.
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