
Using the RIGHT 
Template

Check with the conference you are 
attending to see what their size 
requirements are, then select the proper 
template. These templates can be 
enlarged as needed, but the ration of 
width to height cannot be changed.

Pkjkgkfngfn llfkfl flgfo lkfkgfkkk
flggfg mglfp lgfg. Rldmkfk lfdkd lffkfmf
dlfkfk dlfdfkdkl dlfdfkldlf. lfkdfkkffk
fdlfkdlfkfk gkrokm. jkdfjkfji fdff dlfkdlfk
dfoovf. Kldskfd fdflfkds jfijri.

Tips for Title/Headers 
Bar Color

How to change the poster title and 
headers background color:

Right click on the bar and select “Format 
Shape”.) When the pop-up window 
comes up, select your color under “Fill” 
and then “Color” menu. For more effects 
select Fill Effects under the Color option.

Tips for inserting graphs 
or images

Note: Skip the following procedure if 
your graphs were created in 
PowerPoint®, Illustrator or Excel.

Avoid capturing your images, charts 
and graphs from low resolution 
sources such as Web/Inetra Net 
articles or older PowerPoint 
presentations designed and sized for 
“on-screen display”. These captured 
files will most likely will be poor quality 
when enlarged to poster size. Low 
resolution images, when printed, will 
appear grainy, pixelated or fuzzy.

Image checking procedure: After you 
insert the image (72 dpi screen resolution) 
and resize to fit, right click on it and select 
“Format Picture”.) When the pop-up 
window comes up, click on “size” and 
check the scale. The image will print 
better if its width and height scale is at 
25% or lower. 
If the scale of the image is higher than 
25%, try to replace it with a larger size 
(more dpi, e.g. 300dpi) image if possible. 
(Note: This should not be done by 
manually stretching the image to a larger 
size as that will make the image print 
poorly.)

If the resolution of the image is 300 dpi or 
higher (400 or 600 dpi), then check to 
make sure its scale is not higher than 
100%.

To resize an image – Click on the 
image, hold the Shift key down and 
drag the bottom right corner to resize 
the image in proportion.

Conclusions

Copy and paste your text content here, 
adjusting the font size to fit.

References
Copy and paste your text content here, 
adjusting the font size to fit.
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Copy and paste your Excel chart. The chart can be sized 
to fit as required. If you need to edits parts of the chart, we 
recommend you edit the original chart in Excel, then re-
paste the new chart.
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Fig. 1  Ffijri udkfjfj gkjgj kgjjjkjk fkjfkjfdjfk gj fdf. pdkfjdfj. 
Nkkfg kfgjgjfj fkgjfifjgofjgjl k kjgjfijijg klgjfl.  Omrfgg 
jkjjkdfjl ijtihhgfdjg. Kdfjifj fkdfjiji kgjfjg kjk fjfjjfgjf. Ffijri 
udkfjfj gkjgj kgjjjkjk fkjfkjfdjfk gj fdf. 
Pd kfjdfj klfklkf. nkkfg kfgjgjfj fkgjfifjgofjgjl k kjgjfijij.
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Fig. 3 Ffijri udkfjfj gkjgj kgjjjkjk fkjfkjfdjfk gj fdf. Pdk fjdfj klfklkf. 
nkkfg kfgjgjfj fkgjfifjgofjgjl kjgjfijijg klgjfl. 

Tips for Excel Charts

Copy and paste your Excel chart. The 
chart can be sized to fit as required. If 
you need to edits parts of the chart, 
we recommend you edit the original 
chart in Excel, then re-paste the new 
chart.
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dlfkfk dlfdfkdkl dlfdfkldlf. lfkdfkkffk 
fdlfkdlfkfk gkrokm. jkdfjkfji fdff dlfkdlfk 
dfoovf. Kldskfd fdflfkds jfijri. udkfjfj gkjgj 
kgjjjkjk fkjfkjfdjfk gj fdf. pdkfjdfj klfklkf.
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Table 1

Title of Table Goes Here

Category  Unit 1     Unit 2      Unit 3

Ghlu 345 567 986

Bvcm 222 367 087

Llrw 321 567 098

Ghlu 345 567 986

Bvcm 222 367 087

Total 321 567 098

Title of the Poster Presentation Goes Here
Authors of the Poster Presentation Goes Here

Institutional and/or Graduate School of Biomedical Sciences Affiliation Goes Here 

Inserting your text

Copy and paste your text content here, 
adjusting the font size to fit. Using 
“Paste Special” will give you the option 
to bring in your formatted text or bring it 
is as unformatted text which will apply 
the formatting from the template.

Take care with fonts. We suggest 
“Arial” as a sans-serif font, or “Times 
Roman” (not “Time New Roman”) for 
a serif font. Use the “Symbol” font 
for Greek characters.
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flggfg mglfp lgfg. Rldmkfk lfdkd lffkfmf 
dlfkfk dlfdfkdkl dlfdfkldlf. lfkdfkkffk 
fdlfkdlfkfk gkrokm. jkdfjkfji fdff dlfkdlfk 
dfoovf. Kldskfd fdflfkds jfijri. udkfjfj gkjgj 
kgjjjkjk fkjfkjfdjfk gj fdf. pdkfjdfj klfklkf.
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Figure 2: 
A) ATRi and ATRi-PARPi treatments 
exhibit differential effects in WT and 
PARPi resistant cells regulating 
Type 1 INF pathway CXCL10, CCL5, 
IFNb expression. WT 4T-1 cells were 
exposed to indicated concentrations of 
ATRi/ATRi-PARPi treatment for 24 
hours. qRT-PCR measured level of 
gene expression. (Mean±SD)
B) ATRi induces DNA damage at 
high concentrations. WT 4T-1 cells 
were treated with ATRi at indicated 
concentrations for 24 hours. Proteins 
were extracted for Western Blot 
analysis. DNA damage markers used 
were p-CHK1, RPA32 and p-RPA32.

A) B)

• Clinically, PARP inhibitor (PARPi) Olaparib is used to treat ovarian 
and breast cancer patients with BRCA1/2 mutations and those 
without. However, tumors will inevitably develop resistance to 
PARPi1.

• Treatments in development to overcome this resistance are urgently 
needed in clinical settings. Currently, combination therapies of 
PARPi, ATR inhibitors (ATRi), and PD-1/PD-L1 inhibitors are being 
tested in clinical trials2. A key question remains: Can ATRi/PARPi-
ATRi be used to re-sensitize PARPi resistant tumors?

• ATRi forces improper mitotic entry despite unrepaired DNA lesions. 
This creates cytosolic DNA fragments that triggers the cGAS-STING 
pathway for a Type I IFN response, such as the production of CCL5 
and CXCL10. Consequently, these chemokines/cytokines promote 
T-cell chemotaxis and antitumor effects3 (Fig. 1). The second key 
question is: Can ATRi exert antitumor effects, in addition to 
causing unresolved genomic lesions and cell death, by 
generating an immune response?
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Figure 4: 
Different concentrations of ATRi and 
ATRi-PARPi treatments exhibit 
differential effects in WT and PARPi
resistant cells regulating Type 1 INF 
pathway CXCL10, CCL5, IFNb
expression. WT or PARPi resistant 4T-1 
cells were exposed to ATRi or ATRi-PARPi
treatments at indicated concentrations for 
24 hours on six-well plates. RNA was 
extracted for RT-PCR analysis. (Mean±SD)

• In this experiment, we observed ATRi at high concentrations 
displayed a DNA damage response, likely through alternative 
phosphorylation signaling pathways (Fig 2 B). 

• Our data showed that ATRi and ATRi-PARPi can induce Type 1 INF 
response in WT cells but not in PARPi resistant cells (Fig 2 A, Fig 4).

• ATRi-PARPi synergistically induces cell death in WT cells but does 
not synergistically promote the activation of Type 1 INF response in 
WT cells (Fig 3, Fig 4).

Discussion and Future Directions
• These experiments were conducted in a 4T-1 breast cancer mouse 

cell line. To confirm these observations, additional cell lines, cancer 
types, and replicates need to be further tested.

• We speculate the generation of DNA fragments from the damaged 
genome in the ATRi-PARPi combination or in the resistant line is not 
as efficient as the ATRi alone or in WT cells, leading to differential 
effects in Type 1 interferon induction. To gain mechanistic 
understanding, the effect of ATRi and ATRi-PARPi on DNA damage 
signaling and cytosolic DNA accumulation should be examined using 
Western blot and Picogreen. This may explain the differential effects in 
WT and resistant cell lines, as well as the differential effects in ATRi
and ATRi-PARPi treatment.

• Alternative signalling pathways such as ATM, DNA-PK or AKT could 
be analyzed to explain p-CHK1 and p-RPA32 in the presence of ATRi
or ATRi-PARPi.

• These observations need to be further tested in pre-clinical animal 
models to potentially guide the choice of ATRi in PARPi resistant 
tumors.

Cell culturing and treatment
• 4T-1 mouse cells [Wild Type (WT) or 

4 uM Olaparib resistant cells 
(Resistant)], which closely mimic 
human Stage IV breast cancer cells, 
are cultured and transferred onto 
six-well plates 

• 24-hour exposure to either:
• ATRi treatment: ATRi

(AZD6738) of 0, 1, 2, or 5 
uM

• ATRi-PARPi treatment: 
ATRi of 0, 1, 2, or 5 uM and 
4 uM Olaparib

Determine cell death/density
Stain nuclei of treated cells with 
crystal violet solution

Detect level of gene 
expression (CXCL10, CCL5, 
IFNb, Actin)
After RNA extraction and cDNA 
synthesis, qRT-PCR is run to 
measure the average fold 
change of gene expression

Identify presence of ATR pathway proteins 
Use Western Blot to bind rabbit p-CHK1, rabbit p-RPA32/RPA32, 
and mouse B-actin antibodies to the membrane

N
o 

tre
at

m
en

t
AT

R
io

nl
y

O
laparib only

ATR
i+ O

laparib 

A)

Figure 3: 
A) ATRi-PARPi combination exhibits 
synergy in inhibiting cell survival. 4T-1 
WT cells were moved to six-well plates and 
exposed to treatments indicated in the figure 
for 24 hours: ATRi 5 uM and/or PARPi
Olaparib 10 uM. Cell survival was measured 
using crystal violet staining.
B) ATRi-PARPi combination does not 
show synergy in promoting a Type 1 IFN 
response of CCL5, CXCL10, and IFNb
expression. WT cells were treated with ATRi
or ATRi-PARPi treatment for 24 hours at 
indicated concentrations. RNA was extracted 
for RT-PCR analysis. The bar graphs 
represent three experiments. (Mean±SD)

Use of ATR-PARP inhibitor combination therapy to treat and generate an 
immune response in PARP inhibitor resistant breast cancer is questioned
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