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Supplementary Table S1 Differently expressed genes in the global cDNAmicroarray





Supplementary Table S2 Basic information on the pancreatic cancer patients (n=54)

Variable Data

Age,y
Mean(SD) 61.3 (8.2)
Range 36-77

Sex
Male 30
Female 24

CA199,U/mL
<=37 9
>37 41

Tumor size, cm
<=2 6
>2 45

Location
Head of the pancreas 39
Body and tail of pancreas 15

TNM stage
I 15
II 10
III 27
IV 2

Differentiation grade
Poorly deferentiation 14
Moderately differentiation 37
Well differentiation 22

Pathological type
Adenocarcinoma 49
Adenosquamous carcinoma 2
Mucinous cystadenocarcinoma 3



Supplementary Table S3 Primers for site-directed mutagenesis of A3G



Supplementary Figure S1 Immunohistochemical staining
Slides from 23 matched human colon cancer and para-cancerous tissues were detected
by immunohistochemical staining.

Supplementary Figure S2 A3G distributed in cytoplasm
A3G was transfected into SGC7901 and 293T cells respectively, nucleus and cytoplasm
were separated and subsequently detected by western blot (C: Cytoplasm; N: Nucleus).
GAPDH was used as a loading control.

Supplementary Figure S3 Full length western immunoblots as presented in Figure
2C. The left immunoblot represents HA-tag staining. The middle immunoblot
represents A3G staining. The right immunoblot represents GAPDH staining.



Supplementary Figure S4 Compared with the control, 1×105 quantity of the A3G-
expressing group could form more xenograft tumor in nude mice after 4 weeks. Two
groups’ photograph of tumors is shown.

Supplementary Figure S5 Immunostaining analysis of Ki67, Bcl-2, Bax and CD31 of
xenograft tumors respectively generated by A3G-expressing cells and control cells in
nude mice for 4 weeks. A. Percentage of Ki67-positive cells. P >0.05, χ2 test; B.
Detection of Bcl-2, Bax and CD31 in A3G-expressing group.



Supplementary Figure S6 Full length western immunoblots as presented in Figure
3B. The top immunoblot represents A3G staining. The bottom immunoblots represent
GAPDH staining.

Supplementary Figure S7 Detection of Bmf and Bid. Western blot showed that
Bid was down-regulated in stable A3G expressing cells, and Bmf was not changed.
All data are repeated for three times. GAPDH was used as a loading control.

Supplementary Figure S8 Detection of A3G in attached and detached cells. GAPDH
was used as a loading control.



Supplementary Figure S9 Full length western immunoblots as presented in Figure
4B. The A top represents phospho-GSK3β staining and the A bottom represents
GAPDH staining for overexpression of A3G. The B top represents phospho-GSK3β
staining and the B bottom represents GAPDH staining for knockdown of A3G.

Supplementary Figure S10 Full length western immunoblots as presented in Figure
4E. The A left represents PTEN staining, A middle represents phosphor-PTEN
staining and A right represents GAPDH staining in BxPC3 cells. The B left represents
PTEN staining, B middle represents phosphor-PTEN staining and B right represents
GAPDH staining in SGC7901 cells.



Supplementary Figure S11 Full length western immunoblots as presented in Figure
4F. The immunoblot represents PTEN staining.

Supplementary Figure S12 Up-regulation of A3G not affects the NF-κB activity.
A3G was co-transfected into 293T cells with the NF-κB/pGL2 luciferase reporter
plasmid, and luciferase activity was assayed 24 h later (*P<0.05, **P<0.01; Student’s
t-test). All data are represented as the means ± SEM of triplicate experiments.


