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Supplementary Figure S1. The quantitative statistical results of FAMS83G,

RNF222, SLC5A10, FAMS83C, TOMI1L2, TMEM154, A2ML1, FAMS3B,

CYSRT1, PGLYRP3, RAET1E, AHNAK2, C10RF177, and SLC10A6 on the

HPA website CSCC, cervical squamous cancer. CA, cervical adenocarcinoma.
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Supplementary Figure S2. AHNAK2 is highly expressed in cervical
adenocarcinoma The expression of AHNAK?2 in a tissue microarray of cervical

squamous carcinoma and adjacent normal tissues (A), cervical adenocarcinoma, and

adjacent normal tissues (B).
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Supplementary Figure S3. AHNAK2 is highly expressed in various
adenocarcinomas (A-D) The representative IHC results of AHNAK?2 in breast
cancer (A), colon cancer (B), lung adenocarcinoma (C), and pancreas (D), and their
corresponding normal glandular epithelium tissues from Human Protein Atlas. (E,F)
The expression of AHNAK?2 in a tissue microarray of breast cancer (E), colorectal

cancer (F), and esophageal carcinoma (G) and adjacent normal tissues detected by
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Supplementary Figure S4. Knockdown of AHNAK?2 inhibits proliferation and
migration of adenocarcinoma cells (A,B) RT-gPCR analysis showed the
knockdown efficiency of AHNAK2 in HelLa cells (A) and MDA-MB-231 cells (B).
(C,D) AHNAK2 knockdown inhibited the proliferation of HelLa cells (C) and
MDA-MB-231 cells (D). (E,F) Representative images of colonies formed by cervical
adenocarcinoma cell HelLa (E) and breast cancer cell MDA-MB-231 (F) after 14 days
culture. (G,H). Representative images of wound healing assay of HelLa cells (G) and
MDA-MB-231 (H) after scratching. (I,J) Representative trans-well invasion assay of

HeLa cells (I) and MDA-MB-231 cells (J) after AHNAK2 knockdown. *P<0.05,

**P<0.01, ***P<0.001.
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Supplementary Figure S5. Knockdown of AHNAK2 inhibits the DNA replication
activity in adenocarcinoma cells EdU staining assay showed that AHNAK2
knockdown significantly reduced the proportion of EdU-positive cells in cervical
adenocarcinoma cell HelLa and breast cancer cell MDA-MB-231. *P<0.05, **P<0.01,

***P<0.001.



A Endometrial cancer : KEGG-pathway enrichment B Breast cancer : KEGG-pathway enrichment

Pathway in cancer [N Pathway in cancer [N
MAPK signing pathway [IEEEREG_G MAPK signaling pathway I
| Regulation of actin cytoskeleton) [ Regulation of actin cytoskeleton N
[Focal adhesion) Focal adhesior| IR
Endocytosis | Endocytosis [
JAK STAT signing pathway i Calcium signaling pathway I —

Insulin signing pathway s P Whnt S‘M_ P i

]—Tight juncion NI 0»03 Tight .unctfo | ] 0.03

ERBB signing pathway 0.02 _ GAP junction loo5

A ; 3 TGF beta signaling pathway Il 5
|_ECM receptor interaction - 0.01 - - 0.01
: : ECM receptor interaction il
Adherens unctlon- 0.00 = = 0.00
| Adherens junction Il
1 1 1} 1 | 1 1 1
0 100 200 300 0 100 200 300
Count Count
(o Colorectal cancer : KEGG-pathway enrichment E
Pahtway in cancer | I NNEGE
MAPK signing pathway [

[ Regulation of actin cytoskeleton N
Focal adhesion [N
Endocytosis [N
Calcium signing pathway [
Wnt signaling pathway [N pvalue
Cell adhesion molecules | 0.04

Tight junction M || ©°

TGF beta signaling pathway | ggf
ECM receptor |nt¢l3ractfon- 5o
Adherens junction
1 1 1
0 100 200 300
Count
D ShCtrl Sh#1-AHNAK2 Sh#2-AHNAK2
108 {@2 Q3 | 3 {@2 a3 |5 {a2 Q3 Hela
9.87E-3 9.87E-3 273 .14 3.17 15.6 50 = shCtrl
Sialeh —~ sh#1-AHNAK2
o R 40-p= sh#2-AHNAK2
g 1
T S 30
pL]
8 20
a
8 10
<
0

MDA-MB-231

MDA-MB-231

Pl
Apoptosis rate(%)

Annexin V-APC

Supplementary Figure S6. AHNAK2 knockdown induces the up-regulation of
Bim expression (A). Histograms showing the KEGG pathways regulated by
AHNAK?2 in endometrial cancer. (B) The KEGG pathways regulated by AHNAK?2 in
breast cancer. (C) The KEGG pathways regulated by AHNAK?2 in colorectal cancer.

(D) Apoptosis of cervical adenocarcinoma cell Hela and breast cancer cell



MDA-MB-231 was induced by AHNAK2 knockdown. (E) Western blot analysis was
utilized to measure the expression of anoikis-related protein Bim after AHNAK2
knockdown in cervical adenocarcinoma cell Hela and breast cancer cell

MDA-MB-231. *P<0.05, **P<0.01, ***P<0.001.



