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of PD-1:PD-L1. The 33rd Annual Congress on Shock, Portland, Oregon.

Chung, C.S., Chen, Y.P., Ayala, A. 2010. Silencing of SOCS genes increases cardiac inflammation
and reduces cardiac function after hemorrhagic shock (hem). Annual Meeting of Joint Meeting between
the Society for Leukocyte Biology & the International Endotoxin and Innate Immunity Society,
Vancouver, BC, Canada.

Chung, C.S., Chen, Y.P., Monaghan, S.F., Heffernan, D.S., Ayala, A. 2011. Sepsis-induced
upregulation of CD39 and CD73 in the intestine is associated with developing gut inflammation and
dysfunction. The 34th Annual Congress on Shock, Norfolk, Virginia.

Hutchins, N., Borgerding, J., Chung, C.S., Ayala, A. 2011. Lymphocytes induce changes to liver
sinusoidal endothelial cell function during sepsis. The 34th Annual Congress on Shock, Norfolk,
Virginia.

Huang, X., Chen, Y., Chung, C.S., Ayala, A. 2011. B7-H1 gene deficiency mediated protection of mice
from the lethality of sepsis associated with suppression of inflammatory cytokine response, but not
improved bacterial clearance. The 34th Annual Congress on Shock, Norfolk, Virginia.

Shubin, N.J., Chung, C.S., Monaghan, S.F., Heffernan, D.S., Ayala, A. 2011. BTLA expression
contributes to sepsis progression by globally suppressing leukocyte activation and growth. The 34th
Annual Congress on Shock, Norfolk, Virginia.

Shubin, N.J., Monaghan, S.F., Irwin, L.R., Heffernan, D.S., Chung, C.S., Ayala, A. 2011. Myeloid cell
dysfunction in septic shock: a novel regulatory role for B and T lymphocyte attenuator. Annual Meeting
of the Society for Leukocyte Biology, Kansa City, Mo.

Ayala, A., Kim, Y.S., Carreria, A., Elphick, G., Shubin, N., Chung, C.S. 2011. Sepsis induced
potentiation of peritoneal macrophages migration is mitigated by PD-1 gene deficiency. Annual Meeting
of the Society for Leukocyte Biology, Kansa City, Mo.

INVITED PRESENTATIONS

Chung, C.S., Xu, Y.X., Chaudry, I.H., Ayala, A. Sepsis induces increased apoptosis in lamina propria
mononuclear cells, which is associated with altered cytokine gene expression. 31% Annual Meeting of
the Association of for Academic Surgery. Dallas, TX, November 6-8, 1997.
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11.

12.

13.

14.

15.

Chung, C.S., XU, Y.X., Wang, W., Chaudry, I.H., Ayala, A. Is Fas ligand or endotoxin responsible for
mucosal lymphocyte apoptosis in sepsis? Surgical Infection Society the 18th Annual Meeting, New
York, NY, April 30-May 2, 1998.

Chung, C.S., Wang, W., Chaudry, |.H., Ayala, A. |s Fas/Fas Ligand involved in B-cell apoptosis in
intestinal lamina propria during sepsis? 21* Annual Meeting on Shock,
San Antonio, TX, June 14-17, 1998.

Chung, C.S., Song, G.Y., Wang, W., Chaudry, I.H., Ayala, A. Septic mucosal intraepithelial
lymphoid immune suppression: role for nitric oxide not IL-10 or TGF- American Association for the
Surgery of Trauma, the 59th Annual Meeting, Boston, MA, September 16-18, 1999.

Chung, C.S., Song, G.Y., Moldawer, L.L., Chaudry, I.H., Ayala, A. Neither Fas ligand nor TRL-4
mediated endotoxin sensitivity is solely responsible for inducible peritoneal phagocyte apoptosis- during
sepsis/peritonitis. Assaociation for Academic Surgery, the 33rd Annual Meeting, Philadelphia, PA,
November 17-20, 1999.

Chung, C.S., Song, G.Y., Lomas, J., Simms, H.H., Chaudry, |.H., Ayala, A. Delayed blockade of FasL
restores lymphoid immune function, suppresses apoptosis and improves survival in sepsis. The 23rd
Annual Meeting on Shock, Snowbird, UT, June 3-6, 2000.

Chung, C.S. Gut-Associated Lymphoid Tissue Apoptosis in Sepsis. Rhode Island
Hospital-Basic Research Seminar Series, June 13, 2000.

Chung, C.S.)Yang, S.L., Song, G.Y., Lomas, J., Wang, P., Simms, H.H., Chaudry, I.H.,
Ayala, A. Inhibition of Fas signaling prevents hepatic injury and improves organ blood flow. The 62™
Annual Meeting of the Society of University Surgeons, Chicago, IL, February 8-10, 2001.

Chung, C.S,, Song, G.Y., Lomas, J., Simms, H.H., Chaudry, |.H., Ayala, A. Inhibition  of Fas/Fas
ligand signaling during sepsis has tissue specific effects on macrophage apoptotic and functional
capacity. Surgical Infection Society, the 21st Annual Meeting, Snowbird, UT, May 3-7, 2001.

Chung, C.S. Lymphocyte Cell Death as a Pathological Process in Shock and Sepsis. Surgical
Research Seminar Series of Div. of Surgical Research- Rhode Island Hospital, May 22, 2001.

Chung, C.S. Lymphocyte Cell Death as a Pathological Process in Shock and Sepsis. Part of
Symposium |- Necrosis, Apoptosis, Senescence: What have we learned from how cell die. The 24"
Annual Conference on Shock, Marco Island, FL, June 10, 2001.

Chung, C.S., Song, G.Y., Lomas, J., Simms, H.H., Chaudry, |.H., Ayala, A. Blockade of FAS signaling
prevents organ injury and improves organ blood flow during sepsis. The 9" Annual Research
Celebration at Rhode Island Hospital, October 25, 2001.

Chung, C.S., Watkins, L., Song, G.Y., Lomas, J.L., Grutkoski, P.S., Cioffi, W.G. Ayala, A. Role of
gamma-delta T-cells in immunoregulatory effects in sepsis. The 20" annual meeting of the Surgical
Infection Society, San Antonio, TX, April 10, 2003

Chung, C.S., Grutkoski, P., Chen, Y., Ayala, A. Inhibition of MyD88 signaling or NF-[1B activation by
pyrrolidine dithiocarbamate (PDTC) reduced SOCS3 expression during sepsis. The 27" Annual
Conference on Shock. Halifax, Nova Scotia, Canada, June 8, 2004. (Mini-Symposia).

Chung, C.S., Chen, Y., Doughty, L., Ayala, A. JAK/STAT and TLR pathways differentially regulate

SOCS-3 protein expression during sepsis. The 28" Annual Conference on Shock. Marco Island,
Florida, June 4, 2005. (Mini-Symposia).
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16. Wisnoski, N., Chung, C.S., Chen, Y., Huang, X., Ayala, A. The contribution of CD4+CD25+ T-
regulatory-cells to immune suppression in sepsis. The 1st Academic Surgical Congress, San Diego,
California, Feb. 7-10, 2006.

17. Chung, C.S. Hemorrhagic shock induces differential expression of SOCS-1 and SOCS-3 proteins.
Novo Nordisk Inc. North Brunswick, New Jersey. August 24, 2006.

18. Chung, C.S. Immune hyporesponsiveness in shock: role of SOCS-1 and SOCS-3 proteins. The 12"
Congress of the European Shock Society, UIm, Germany. Sept. 14-16, 2006.

19. Chung, C.S. SOCS in shock. The 30™ Annual Congress on Shock, Baltimore, Maryland. June 9-12,
2007.

20. Chung, C.S. role of socs-1 and socs-3 proteins in cardiac inflammation after shock. The 32™ Annual
Congress on Shock, San Atonio, Texas. June 6-9, 2009.

GRANTS

1. AtoxBio, Ltd.

P.1.: Chun-Shiang Chung

Project: Mechanism of the beneficial effects of AB103 on sepsis-induced inflammation/mortality.
Direct: $ 28,000. 2011, May-August

2. The US Shock Society/Novo Nordisk Grant

P.1.: Chun-Shiang Chung

Project: “Immune Hypo-Responsiveness in Shock: Role of SOCS-1 & SOCS-3 Proteins.”
2009-2010

3. NIH Research Grant R01-GM46354-11

P.1.: Alfred Ayala

Project: “Differential Effects of Sepsis on Macrophage Function.”
Award: $1,562,905. 2008-2012

4. NIH Research Grant R01-HL63898-01

P.1.: Alfred Ayala

Project: “Regulatory Mechanisms of Acute Lung Injury: Phagocyte Apoptosis.”
Award: $1,413,967. 2008-2012

5. NIH Research Grant R01-GM53209-10

P.1.: Alfred Ayala

Project: “Programmed Cell Death: Role In Septic Immune Suppression.”
Award: $1,106,943. 2004-2009

6. Lifespan Developmental Grant

P.I.: Chun-Shiang Chung

Project: “Mechanisms of Immune Hypo-responsiveness in Shock.”
Award: $28,490. 2004-2005

6. Rhode Island Foundation Grant

P.1.: Chun-Shiang Chung

Project: “Mechanisms of Immune Hypo-responsiveness in Shock.”
Award: $10,000. 2005-2005
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HOSPITAL TEACHING ROLES

Served as co-trainer for the following surgical residents/students:
Amit R.T. Joshi, B.A.: Summer Medical Student Research Assistantship Award: Project: The role of NF-kB in
the onset of immune cell apoptosis subsequent to polymicrobial sepsis. June-September 1998.

Grace Y. Song, B.A.: Medical Student: The role of IL-10 and altered signal transduction events in the induction
of immune suppression in polymicrobial sepsis. January, 1998-present. Role of p38 MAPK in the immune
dysfunction seen in polymicrobial sepsis. September 2000-January 2001.

Lara Watkins: Undergraduate from Providence College: Determination of the contribution of CD8 and/or y/5-T-
cells in the induction of immune dysfunction seen septic mice. June 2000-May 2002.

Rory A. Priester, B.A.: Medical Student: The role PKC in the regulation of increased activation induced
apoptosis encounter in sepsis. June-December 1999.

Joanne A. Lomas, M.S.: Graduate Student- project entitled: "The role of chemokines in the regulation of acute
lung injury in response to hemorrhagic shock and sepsis." September 2000-May 2006.

Rebecca Rhee: Undergraduate from Brown University/Laboratory Aide: The contribution of NK-T-cells to
immune suppression seen in sepsis. January-August 2001.

Shayla M Toombs: Summer undergraduate student in the NIH Short Term Training for Minority Students
Program/ Leadership Alliance: Project: Assessment of the Mode of Action of FasL mediated Septic Mortality.
June-August 2002.

Sara M. Bray: Summer-Undergraduate student - Project: Do alterations in co-stimulant receptors take place in
septic mice and does it enhance or suppress survival of septic challenge. June 2002-June 2003

Leslie Jones: Summer undergraduate student in the NIH Short Term Training for Minority Students Program/
Leadership Alliance: Project 1: "Intracellular Localization of Specific Pro-/Anti-apoptotic Bcl-family Proteins
(e.g., BID) in Response Death Receptor (FasL) Driven Apoptosis seen in Polymicrobial Sepsis." June-August,
2003. Project 2: "Assessment of BID gene deficiency and/or gene silencing (BID siRNA) apacity to suppress
apoptosis and improve survival seen following polymicrobial sepsis". June-August, 2004.

Nicholas Wisnoski: Summer-Undergraduate student - Project: The Contribution of CD4*CD25" T-regulatory-
cells to Immune Suppression in Sepsis. June-Dec. 2003; Sept. 2004-May, 2005.

Doreen E. Wesche, B.S.: Graduate Student- project entitled: "Assessment of the capacity of anti-Fas and/or
anti-FasL siRNA to reverse liver and Gl morbidity and mortality seen with polymicrobial sepsis." June 2003-
May 2007.

Megan Garber, B.S.: Graduate Student- project entitled: "The role of IL-16 in the development of immune
dysfunction and apoptotic changes seen in sepsis." September 2003-Sept. 2007.

Antonio Funches: Summer undergraduate student in the NIH Short Term Training for Minority Students
Program/ Leadership Alliance: Project: Determination of the extent yd T-cells residing in the intra-epithelial
lymphoid cell compartment of the gut induced to undergo apoptosis during sepsis and the degree to this is
death receptor (Fas-FasL) mediated. June-August 2005.

Caroline Hu: Summer-Undergraduate student - Project: The Role of liver NK-T-cells in the development of
immune/heptic dysfunction and injury in septic mice. June 2005- Aug. 2006.
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Mario Perl: Surgical resident from Ulm, Germany: Role of Fas in the indirect ALI induced by hemorrhage and
sepsis. April 2005-August 2007.

Ryan Swan: Surgical resident from RIH: Polymicrobial Sepsis Enhances Clearance of Apoptotic Immune Cells
by Splenic Macrophages. June 2005-June 2007.

Leia Foster: Summer undergraduate student in the NIH Short Term Training for Minority Students Program/
Leadership Alliance: Project: Assessment of cross-linked Strept-Avidin/protamine to serve in targeted siRNA
delivery. June-August, 2006.

Yvvone Wong: Summer-Undergraduate student - Project: Role of CD1d+ Antigen Presenting Cells in the
Development of Immune/Hepatic Dysfunction in Septic Mice. Feb. 2006- May 2008.

Stacy-Ann A. Allen: Graduate Student (rotation)- Project: The contribution of NKT-cells to the development of
cell-mediated immune dysfunction seen in response sepsis in the liver as compared to the spleen. Septemer-
December, 2007.

Ana Moreno: Undergraduate student - Project: Determination of the Effect of Intra-peritoneally Delivered
Caspase-12 siRNA to the Development of not only Local Leukocyte Activation/Apoptosis but Overall Mortality
during Sepsis. September 2007-May 2008.

Sam McNeal: Graduate Student- Project: Role of RIP-1 in caspase-3 independent apoptosis after sepsis.
January 2007- present.

Rajan Thakkar: Surgical resident from RIH: Role of cell death ligand, FasL, in the development of acute lung
injury. June 2008- June 2010.

Noelle Hutchins: Graduate Student- Project: Can T Cells Mediate Liver Sinusoidal Endothelial Cell (LSEC)
Inflammation, Apoptosis or Injury during Sepsis through the Fas-FasL System? July 2008- present.

Nicholas Shubin: Graduate Student- Project: Role of B & T lymphocyte attenuator (BTLA) and its ligand herpes
virus entry mediator (HVEM) pathway in sepsis. Jan. 2009- present.

Sean Monaghan: Surgical resident from RIH: Role of PD-1 and its ligands PD-L1 or PD-L2 in the development
of acute lung injury. June 2009- June 2011.

Sima Patel: Undergraduate student - Project: Determination of the Role of PD-1:PD-L1 in the Induction of
Small Intestine Inflammation/Injury during Sepsis. June 2009- May 2010.

Ye Sul Kim: Undergraduate student - Project: Does the expression of Programmed Cell Death Receptor (PD)-

1 and/or its ligand PD-L1, contribute to changes in macrophage migratory function seen during sepsis via
cytoskeletal alterations? January 2010- May 2011.
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