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33  Table S1:
Antibodies Company Catalog No. Ab Dilutions
1. Cleaved PARP1 Cell Signaling Technology, Danvers, MA cst5625 WB- 1:2000
2. LC3B Cell Signaling Technology, Danvers, MA cst3868 WB- 1:2000
3. P62 Santa Cruz Biotechnology, Texas, U.S.A sc28359 WB- 1:1000
4. PCNA Santa Cruz Biotechnology, Texas, U.S.A sc9857 WB- 1:1000
5. Acetylated o tubulin Santa Cruz Biotechnology, Texas, U.S.A sc-23950 WB- 1:1000
6. PLA2G3 GeneTex, CA, U.S.A GTX110780 | WB-1:1000
IF- 1:100
7. Cleaved caspase 3 Cell Signaling Technology, Danvers, MA cst9664 WB- 1:2000
8. IFT88 Santa Cruz Biotechnology, Texas, U.S.A sc-376680 WB- 1:1000
9. Ki67 Cell signaling Technology, Danvers, MA cst9027 WB- 1:2000
10. GAPDH Santa Cruz Biotechnology, Texas, U.S.A sc-47724 WB- 1:1000
11. ATGS Cell Signaling Technology, Danvers, MA cst12994 WB- 1:2000
12. Acetylated a Tubulin Antibody (6- | Santa Cruz Biotechnology, Texas, U.S.A sc-23950 IF-1:100
11B-1) Alexa Fluor® 594 AF594
13. Human epithelial specific antigen Chemicon International, Temecula, CA, CBL251 WB- 1:1000
US.A
14. Fibroblast activated protein R&D Systems, Inc., MN, U.S.A AF3715 WB- 1:1000
15. SREBP1 Santa Cruz Biotechnology, Texas, U.S.A sc-13551 WB- 1:1000
Reagents Company Catalog No.
1. IFT88 siRNA (h) Santa Cruz Biotechnology, Texas, U.S.A sc-75329
2. PLA2G3 siRNA (h) Santa Cruz Biotechnology, Texas, U.S.A sc-75201
3. Bodipy (493/503) Sigma 790389
4. Baflomycin Al Sigma B1793
5. Cyto-ID® Autophagy Detection Kit | Enzo Life Sciences ENZ-51031
6. 3-(4,5-dimethylthiazol-2-y1)-2,5- ThermoFisher Scientific M6494
diphenyltetrazolium bromide
(MTT)
7. Antifade mounting medium with Vectashield, Burlingame, CA USA H-1200-10
DAPI
8. Carboplatin TEVA UK limited #55770169
9. Cisplatin Calbiochem #232120
10. Fetal Bovine Serum (FBS) Biowest #S181A
11. 100ug/ml streptomycin and Thermo Fisher Scientific 15070063
100U/ml penicillin
12. MCDB-105 Sigma-Aldrich M6395
13. Medium-199 Sigma-Aldrich M4530
14. DMEM/F12, Thermo Fisher Scientific #11330032,
15. DMEM (4.5 g/l glucose), #11965118,
16. RPMI-1640, #11875093,
17. MEM-a #12571063




18. Ultroser™ G serum substitute Pall Corporation 15950-017
19. pcDNA3.1-2xFLAG-SREBP-1c Addgene #26802
34
35 Table S2:
Cell lines Media Supplements
OVCARS RPMI-1640 10% FBS and 1% Pen/Strep
OVCARS RPMI-1640 10% FBS and 1% Pen/Strep
PEO1 RPMI-1640 10% FBS and 1% Pen/Strep
0Vv202 RPMI-1640 10% FBS and 1% Pen/Strep
OVCAR7 DMEM (4.5 g/1 glucose) 10% FBS, 1% Pen/Strep and insulin
(0.25U/ml)
HeyASMDR DMEM (4.5 g/l glucose) 10% FBS and 1% Pen/Strep
MEF MEM-a 10% FBS and 1% Pen/Strep
NOFI151hTERT MCDB-105: Medium-199 10% FBS and 1% Pen/Strep
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(1:1)

FTs 240, 194, 190,
257

DMEM/F12 (1:1)

2% Ultroser G and 1% Pen/Strep

Patient-derived
ascites

DMEM/F12 (1:1)

15%FBS and 1% Pen/Strep
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Fig. S1. Downregulation of PLLA2G3 attenuates OC migration. (A) Percent PLA2G3 gene
expression altered in serous ovarian cancer as evaluated by TCGA analysis 2018. (B) Wound
healing assay was performed to analyze the migration capability of OVCARS8 KO and SCG-control
cells for 24hrs and in (C) OVCARS sh35 KD cells compared to NTC control transfected cells for
24 and 48hrs. (D) Confocal imaging shows Bodipy staining for LD biogenesis in OVACRS sh33
and sh35 KD cells compared to NTC controls. DAPI was used to stain nucleus and Oleic acid

treatment was used as a positive control (Panel 1).

Fig. S2. KD of PLA2G3 sensitizes HeyA8 MDR cells to CBP treatment. (A) Immunoblot shows
efficient KD of PLA2G3 in the HeyA8 MDR cells. PCNA used as loading control. Percent cell
viability as assessed by MTT assay in (B) HeyA8 MDR NTC control and (C) sh35 KD cells with
increasing concentration of carboplatin treatment. IC50 values indicate PLA2G3 KD HeyASMDR
cells are more sensitive to CBP treatment. (D) Graphical representation of percent surviving cells

from the above analysis (*p<0.05, **p<0.01).

Fig. S3. Abrogation of primary cilia promotes oncogenesis in OC cells. (A) Western blot
analysis shows efficient siRNA mediated KD of IFT88 resulting in the downregulation of
acetylated a-tubulin in OVCARS cells. PCNA was used as a loading control. (B) Colony forming
potential was assessed in the NTC and IFT88 KD OVCARS5cells. (C) The number of colonies was
counted and plotted as mean + standard deviation (n = 3, **p<0.01). (D) Wound healing assay was
performed in the NTC and IFT88 KD OVCARS5cells and (E) the migration rate quantification at
Ohr and 24hr was plotted (**p<0.01). (F) Expression analysis of SREBP1 by western blot in
fallopian tube epithelial cell lines FTs 257, 190 and 194 and the OVCARS OC cells with PCNA
as a loading control. Densitometric analysis showing fold change was calculated using Image J

software, normalized, and provided beneath the panel. (G) Western blot analysis of PLA2G3 was

4
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shown in fallopian tube epithelial cell lines FT 257 and 190. (H) Primary cilia were detected by IF
using fluorescently tagged-acetylated a-tubulin (red) in the EV transfected control and SREBP1c
overexpressed FT257 cells with nontargeting siRNA (siNTC) and the PLA2G3 targeting siRNA

(siPLA2G?3). Nuclei were stained with DAPI. Scale bar: 10pum.

Fig. S4. PFK158 treatment restores ciliogenesis. (A) Representative confocal imaging of
fluorescently tagged-acetylated a-tubulin (red) in OVCARS cells upon PFK158 treatment. DAPI
was used to stain nucleus. (B) Western blot analysis of acetylated a-tubulin levels upon treatment
with BafA1l (50 and 100nM) and 3MA (5uM) with PCNA as loading control. Fold change was
calculated using the Image J software, normalized to PCNA endogenous control and provided

beneath the panel.

Fig. SS5. PFK158 treatment reduces cell viability in patient-derived ascites cells. (A)
Immunoblot analysis of expression of human epithelial specific marker EpCAM and fibroblast
marker FAP for characterization of ascites samples. GAPDH is used as endogenous control. (B)
Confocal imaging of fluorescently tagged-acetylated a-tubulin (red) was assessed in the A4832
ascitic cells upon treatment with PFK158. DAPI was used to stain nucleus. Quantitation of percent
ciliated cells was represented. (C) Percent cell viability as assessed by MTT assay in OVCARS
and (D) OVCARS cells with increasing concentration of cisplatin (0-40uM) alone and combined
with 1/2 IC50 concentration of PFK158 in the mentioned cells and the shift in IC50 of cisplatin

treatment was analyzed.
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