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Company Name:
ViCardia Therapeutics, Inc.

Turnover and/or Funding:
Dilutive Financing to Date
Founders Common - $500K
Series A Round - $3.5M

Non-Dilutive Funding to Date
$14.5M in licensing proceeds from Schering Plough, prior research conducted by Pericor
Therapeutics and Gensia Pharmaceuticals

Initiating $35M Series B Round in Q3 2024

ViCardia anticipates achieving the following milestones post financing:

- Complete Phase 2 clinical trial of GP-531 in 255 patients at 52 research sites (12-15
months from 1st patient treated to final data read-out)

- Complete new solid oral formulation for daily maintenance dose and other innovations
and indications 

- Pursue robust patent program including completing patent filings for new innovations
and indications

Sub-Category:
Biotechnology

Corporate history (creation, key milestones, main
funding,…)Information on Condition / Disease and need for
solution / product (prevalence, existing treatments / solutions):
ViCardia Therapeutics is developing a first-in-class treatment for Acute Heart Failure



syndrome. AHF represents the highest unmet medical need in Cardiology today. 

ViCardia is a Delaware corporation, founded in 2018, and is a clinical-stage
biopharmaceutical company focused on the discovery, development and
commercialization of novel therapies for treating cardio-renal syndrome, metabolic
disorders and neurological disorders involving mitochondrial dysfunction.

ViCardia is led by a highly experienced management team, board of directors and
board of scientific advisors with deep experience in treating heart failure and
conducting cardiovascular research.

In 2018, ViCardia acquired the extensive patent portfolio for three compounds known as
Adenosine Regulating Agents (ARAs) and Adenosine Mono-Phosphate Kinase (AMPK)
agonists from Pericor Therapeutics, Inc. ViCardia’s lead asset, GP-531, is a potent,
long-lasting, mitotropic agent, administered as an infusion therapy, that targets
mitochondrial dysfunction identified as the underlying cause of heart failure. The
therapeutic indication for GP-531 at the time of first market entry will be Acute Heart
Failure, for which the clinical need is highest.

ViCardia has assembled a formidable, global patent platform consisting of 40 patents
including composition of matter and method of use, formulation and composition. There
are 8 additional patents pending covering new discoveries and treatment indications. 

Over the past 30 years, Acute Heart Failure is the only category of cardiovascular
disease with rising prevalence (>6.5 million patients in the US, >70 million worldwide),
incidence, hospitalization rate, and total burden of mortality. Currently there is no
therapy addressing the mortality risk of the patient hospitalized with Acute Heart
Failure. Even with the very best of modern therapy, hospitalization for AHF is still
associated with high 30-day, 60-day and 1-year mortality rates. 

Despite more than 30 years of research and development, the primary pharmacological
therapies for Acute Heart Failure are still:

- Intravenous Loop Diuretics as the primary therapy for most patients admitted with
AHF to decrease venous congestion and fluid volume overload
- Intravenous Vasodilators reducing fluid volume overload
- Calcitropes - inotropes that improve cardiac function by altering myocardial calcium
transients (generally discouraged due to serious adverse side effects)

GP-531 represents a major advance in technology to treat acute heart failure – the first
in decades.

Main Funding to Date:



Dilutive Financing to Date:
Founders Common - $500K
Series A Round - $3.5M provided by two well-known venture capital funds, two family
offices and high net worth individuals

Non-Dilutive Funding to Date:
$14.5M licensing proceeds from Schering Plough, prior research conducted by Pericor
Therapeutics and Gensia Pharmaceuticals.

History of the development of the solution/product (Intellectual
Property, preclinical and clinical datas, development
collaborations):
GP-531 is a second-generation member of a novel new class of agents termed
“adenosine regulating agents” (ARAs) whose principal effects are mediated by
augmentation of local endogenous adenosine levels. Its effects are not mediated by
conversion of the drug to adenosine or any direct activity at the adenosine receptors.
Importantly, the mechanism of GP-531’s action is event-specific and site-specific,
whereby local adenosine levels are increased only in areas of ischemia/hypoxia where
adenosine triphosphate (ATP), the precursor of adenosine, undergoes net catabolism.
The significance of these observations is that therapeutic levels of GP-531 are
pharmacologically silent in normally metabolizing tissue, resulting in no direct cardiac
or systemic hemodynamic effects. A number of preclinical studies have demonstrated
GP-531’s cardioprotective activity mediated by its effects on endogenous adenosine
levels.

GP-531 has been shown to improve hemodynamics in a canine model of advanced
chronic heart failure without chronotropic effects and without increasing myocardial
oxygen demand. No episodes of hypotension, arrhythmias or death occurred in GP-531-
treated dogs in these studies. GP-531 treatment also resulted in decreased plasma
levels of BNP and Troponin. 

GP-531’s cardioprotective properties suggest its potential to alleviate myocardial injury
and improve cardiac function to improve the prognosis of hospitalized HF subjects.

In addition, GP-531, like its parent compound, AICAR, is an Adenosine
Monophosphate-activated protein kinase (AMPK) agonist which regulates various
physiological and pathological cellular events of great importance for the maintenance
of cardiac function. These include the control of both metabolic and non-metabolic
elements targeting the different cellular components of cardiac tissue, i.e.,



cardiomyocytes, fibroblasts, and vascular cells. The description of the multifaceted
action of the two AMPK catalytic isoforms, α1 and α2, AMPK gamma subunit,
emphasizes the general protective action of this protein kinase against the
development of critical pathologies like myocardial ischemia, cardiac hypertrophy,
diabetic cardiomyopathy, and heart failure.

Once activated by energetic stress, AMPK modulates a variety of physiological
processes in order to maintain sufficient ATP levels for sustaining the contractile
function and membrane ionic gradients that are both important for the preservation of
cell function and viability. AMPK has also an important action in regulating
mitochondrial reactive oxygen species (ROS) production. AMPK is activated during
low-energy cellular states, such as myocardial ischemia. It preserves the energetic
equilibrium by promoting glucose uptake and glycolysis, while decreasing
energy-consuming processes, through the various mechanisms described above. The
beneficial role of AMPK activation in the ischemic heart has been clearly demonstrated
in various mouse models where AMPK activation has been genetically impaired.

Hypertrophy and HF are associated with energy depletion (Neubauer 2007), and this
has sparked extensive interest in the actions of AMPK and its potential as a novel target
to prevent HF development (Beauloye et al. 2011). 

As a conclusion, it appears that GP-531 as an AMPK agonist may play a decisive role by
halting the progression of cardiac hypertrophy to heart failure. The cardioprotective
effects of AMPK might be conferred via actions that extend beyond its metabolic
control, such as effects on neovasculogenesis, autophagy, oxidative stress, fibrosis, and
others. 

ViCardia has several academic collaborations including the Gladstone Institutes in San
Francisco, the Henry Ford Institute in Detroit, the Mayo Foundation and Clinic, the
University of Pittsburgh, and Oxford University.

Why this drug or device is innovative, the broad implications for
future research, and/or how it will improve the human condition:
ViCardia is developing GP-531, which acts as an AMPK agonist and an ARA targeting
mitochondrial dysfunction as the underlying cause of chronic heart failure that
ultimately progresses to acute heart failure. Abnormalities in cardiac metabolism, such
as a lack of ATP-ADP catabolism, causes mechanical failure of the heart.

In addition to its metabolic effects, AMPK regulates mitochondrial biogenesis,
autophagy, cell polarity, cell growth and proliferation. Severe energetic stress is
harmful to mitochondria and, over time, all mitochondria become damaged and need to
be replaced. The metabolic changes observed in the mitochondria are considered a



critical landmark in the development of CHF and, ultimately, to AHF. 

The principal effects of GP-531 is mediated by the localized augmentation of
endogenous adenosine. Endogenous adenosine is a natural defense against myocardial
injury via a number of mechanisms. At the molecular level, endogenous adenosine acts
as a retaliatory metabolite that counters ATP catabolism and depletion, and as such,
acts as a key regulator of cellular energetics. At the cellular level, endogenous
adenosine protects the cell from multiple pathways of injury, including inflammation,
apoptosis and necrosis, all of which are major contributors to myocardial injury and
global myocardial dysfunction 

Therefore, mitochondrial pathophysiology provides an important therapeutic target for
reviving the contractile function of the myocardium, reversing events leading to AHF.

ViCardia proposes conducting a Phase 2, multicenter, randomized, double-blind,
placebo-controlled, dose-escalation study to evaluate the safety, tolerability,
hemodynamic and symptomatic effects of GP-531 in subjects hospitalized for AHF.
ViCardia intends to show in the Phase 2 that GP-531 increases survival in patients
hospitalized for AHF, reduces incidences of rehospitalization, increases long term
health, and improves quality of life for the AHF patient. 

Hospitalization for AHF is one of the most important predictors of mortality and
readmission in subjects with chronic HF. Over 1 million hospitalizations with a primary
diagnosis of HF occur in the U.S. each year. As a diagnosis at hospital discharge, AHF
has tripled over the last 3 decades. This trend will likely continue due to an aging
population, improved survival after myocardial infarction (MI), and better prevention of
sudden cardiac death.

Management of AHF is challenging given the heterogeneity of the patient population,
absence of a universally accepted definition, incomplete understanding of its
pathophysiology and lack of robust evidence-based treatment guidelines. The majority
of subjects appear to respond well to initial therapies consisting of diuretics and
vasoactive agents. However, post-discharge mortality still reaches 20% and
re-hospitalization rates reach 30% within 3 to 6 months.

New approaches have targeted symptoms, hemodynamics, or specific biochemical
pathways of the disease process. Despite the efficacy of many therapies for patients
with CHF, hospital admissions for AHF continue to increase and no new therapies have
improved clinical outcomes.

Therefore, therapies that modulate cardiac metabolism, and increase ATP output, are
pivotal in effectively addressing CHF and AHF, in particular. 

There is a major unmet need for increased individualized in-hospital management of



AHF, including treatments targeting the causative factors, and continuation of
treatment after hospital discharge to improve long-term outcomes. 

Please provide appropriate references (PubMed, Abstract,
Website):
1.    REFERENCES
1.    Butler J, Kalogeropoulos A: Worsening Heart Failure Hospitalization Epidemic: We
Do Not Know How to Prevent and We Do Not Know How to Treat!; JACC, 2008 52: 435-
437.

2.    Gheorghiade M and Pang PS. Acute Heart Failure Syndromes, JACC, 2009; 53: 557 -
573.

3.    De Luca L, Fonarow GC, Adams KF Jr, Mebazaa A, Tavazzi L, Swedberg K,
Gheorghiade M. Acute heart failure syndromes: clinical scenarios and pathophysiologic
targets for therapy. Heart Fail Rev. 2007 Jun;12(2):97-104.

4.    American Heart Association Heart Disease and Stroke Statistics: 2009 Update,
Dallas, TX: American Heart Association; 2009.

5.    Jessup M, Abraham WT, Casey DE, et al. 2009 Focused Update: ACCF/AHA
Guidelines for the Diagnosis and Management of Heart Failure in Adults: A Report of the
American College of Cardiology Foundation/American Heart Association Task Force on
Practice Guidelines: Developed in Collaboration with the International Society for Heart
and Lung Transplantation, Circulation, Apr 2009; 119: 1977 - 2016.

6.    Ely SW, Berne RM, Protective effects of adenosine in myocardial ischemia.
Circulation 1992; 85:893-904.

7.    Kitakaze M, Minamino T, Node K, Takashima S, Funaya H, Kuzuya T, Hori M.;
Adenosine and cardioprotection in the diseased heart. Japan Circulation Journal. 1999
Apr;63(4):231-43.

8.    Peart JN, Headrick JP.; Adenosinergic cardioprotection: multiple receptors, multiple
pathways. Pharmacol Ther. 2007: 114 (2):208-21.

9.    Peacock 4th WF, De Marco T, Fonarow GC, et al. Cardiac troponin and outcome in
acute heart failure N Engl J Med 2008;358:2117-2126.

10.    Loh E, Rebbeck TR, Mahoney PD, DeNofrio, D, Swain JL, Holmes EW. Common
variant in AMPD1 gene predicts improved clinical outcome in patients with heart failure.
Circulation, 1999; 99: 1422 – 1425.



11.    Engler RL, Harnessing nature's own cardiac defense mechanism with acadesine,
an adenosine regulating agent: importance of the endothelium; J.Card.Surg., 1994
May;9 (3 Suppl):482-92

12.    Mangano DT for the McSPI Research Group. Effects of acadesine on myocardial
infarction, stroke and death following surgery: a meta-analysis of the 5 international
randomized trials. JAMA 1997; 277:325-332.

13.    Mangano DT, Miao Y, Tudor I, Dietzel, C. for the McSPI Research Group. Post-
reperfusion myocardial infarction, long-term survival improvement using adenosine
regulation with acadesine, JACC, 2006; 48 (1): 206-214.

14    Marina Bayeva, PHD, Mihai Gheorghiade, MD, Hossein Ardehali, MD, PHD
Mitochondria as a Therapeutic Target in Heart Failure Journal of the American College of
Cardiology Vol. 61, No. 6, 2013, Bruno Guigas, Kei Sakamoto, Nellie Taleux, Sara M.
Reyna, Nicolas Musi, Benoit Viollet and Louis Hue, Beyond AICA Riboside: In Search of
New Specific AMP-activated Protein Kinase Activators. IUBMB Life. Author manuscript;
available in PMC 2010 March 25.

15.        Kurz MA, Bullough DA, Bugge JL, Mullane KM, Young MA; Cardioprotection with
a novel adenosine regulating agent mediated by intravascular adenosine. Eur J of
Pharmacol., 1997 Mar 19;322(2-3):211-20

16.    Sabbah, HN, Wang M, Ilsar I, Jiang A, Sabbah MS, Gupta RC; “Intravenous GP531,
an Adenosine Regulating Agent, Improves Left Ventricular Function in Dogs with
Chronic Advanced Heart Failure,” Abstract and Poster Presentation: ESC Heart Failure
Congress 2009, Nice, France.

17.    Levey AS, Bosch JP, Lewis JB, Greene T, Rogers N, Roth D. For the Modification of
Diet in Renal Disease Study Group: A More Accurate Method to Estimate Glomerular
Filtration Rate from Serum Creatinine. Ann Int Med 1999;130:461-470.

ADDITIONAL REFERENCES

1    Ely SW, Berne RM, Protective effects of adenosine in myocardial ischemia.
Circulation 1992; 85:893-904.

2    Kitakaze M, Minamino T, Node K, Takashima S, Funaya H, Kuzuya T, Hori M.;
Adenosine and cardioprotection in the diseased heart. Japan Circulation Journal. 1999
Apr;63(4):231-43.



3    Peart JN, Headrick JP.; Adenosinergic cardioprotection: multiple receptors, multiple
pathways. Pharmacol Ther. 2007: 114 (2):208-21.

4    Gheorghiade M and Pang PS. Acute Heart Failure Syndromes, JACC, 2009; 53: 557 -
573.

5    Loh E, Rebbeck TR, Mahoney PD, DeNofrio, D, Swain JL, Holmes EW. Common
variant in AMPD1 gene predicts improved clinical outcome in patients with heart failure.
Circulation, 1999; 99: 1422 – 1425.

6    Mangano DT for the McSPI Research Group. Effects of acadesine on myocardial
infarction, stroke and death following surgery: a meta-analysis of the 5 international
randomized trials. JAMA 1997; 277:325-332.

7    Mangano DT, Miao Y, Tudor I, Dietzel, C. for the McSPI Research Group.
Post-reperfusion myocardial infarction, long-term survival improvement using
adenosine regulation with acadesine, JACC, 2006; 48 (1): 206-214.

8    Peacock 4th WF, De Marco T, Fonarow GC, et al. Cardiac troponin and outcome in
acute heart failure N Engl J Med 2008;358:2117-2126.

9    Butler J, Kalogeropoulos A: Worsening Heart Failure Hospitalization Epidemic: We Do
Not Know How to Prevent and We Do Not Know How to Treat!; JACC, 2008 52: 435-437.

10    American Heart Association Heart Disease and Stroke Statistics: 2009 Update,
Dallas, TX: American Heart Association; 2009.

11    Jessup M, Abraham WT, Casey DE, et al. 2009 Focused Update: ACCF/AHA
Guidelines for the Diagnosis and Management of Heart Failure in Adults: A Report of the
American College of Cardiology Foundation/American Heart Association Task Force on
Practice Guidelines: Developed in Collaboration with the International Society for Heart
and Lung Transplantation, Circulation, Apr 2009; 119: 1977 - 2016.

12    De Luca L, Fonarow GC, Adams KF Jr, Mebazaa A, Tavazzi L, Swedberg K,
Gheorghiade M. Acute heart failure syndromes: clinical scenarios and pathophysiologic
targets for therapy. Heart Fail Rev. 2007 Jun;12(2):97- 104.

13    Kitakaze M, Hori M, et al., Endogenous adenosine inhibits platelet aggregation
during myocardial ischemia in dogs. Circulation Research 1991; 69:1402-1408.

14    Möser G, Schrader J, et al, Turnover of adenosine in plasma of human and dog
blood, Am J Physiol, 1989;256:C799-C806.



15    Mullane K; Acadesine: the prototype adenosine regulating agent for reducing
myocardial-ischemic injury; Cardiovascular Research,1993;27:43-47

16    Mullane K, Young M; Acadesine: Prototype adenosine regulating agent for treating
myocardial ischemia-reperfusion injury; Drug Dev Res 1993;28:336-34.

17    Report GP531-10-0022
Wang J, Armstrong S, Bullough D;
GP531 increases adenosine released from ischemic cardiac myocytes; June 11, 1996.

18    Report GP531-10-0019
Bullough D, Fox M, Magill M;
GP531 increases intravascular but not interstitial adenosine during ischemia in the
isolated heart; June 11, 1996.

19    Report GP531-10-0001
Magill M, Kurz M, et al.
GP531 protects the heart from ischemia-reperfusion injury: evidence for an
adenosine-dependent mechanism; Amended February 8, 1996.

20    Report GP531-10-0003
Kurz M, Young MA, et al.
Cardioprotective effects of GP531 in a multiple-occulation model of myocardial stunning
in pigs; Amended January 4, 1996.
 
21    Report PHA 97008 Kurz M
Effect of GP531 on functional recovery in the pig multiple-occlusion model of
myocardial stunning; July 1997.

22 Report GP531-10-0014
Wang JX, Drake L, et al.;
GP531 protects the isolated cardiac myocyte from ischemia reperfusion injury via an
adenosine receptor-mediated action; Amended January 4, 1996.

23    Report GP531-10-0015
Young MA, Freeman S, et al.
GP531 reduces myocardial infarct size following ischemia and reperfusion in the rabbit
and dog. January 5, 1995.

24    Report GP531-10-0020
Kurz M, Magill M, et al.
GP531 increases intravascular adenosine to protect the heart by activating adenosine
receptors in a pig model of reversible ischemic injury; June 11, 1996



25    Report GP531-10-0010
Magill M, Zhang C, et al.
Anti-neutrophil and antioxidant activity of GP531; October 7, 1994.

26    Report GP531-10-0002
Barankiewicz J, Jimenez R, et al.
Effect of GP531 on adenosine utilization by endothelial cells in culture. Amended
January 4, 1996.
27    Report GP531-10-0007
Foster AC, Jelovich A, et al.
Effects of GP531 in radioligand binding assays for the rat A1 and A2 adenosine
receptors, human A1 and A3 adenosine receptors and the rat adenosine transporter;
October 7, 1994.
 
28    Report GP531-10-0016
Montag A, et al.
Effects of GP531 in a canine model of coronary thrombolysis; Amended January 25,
1996.

29    Report GP531-10-0005
Kurz M, Young MA, et al.
Effects of GP531 in a canine pacing-induced ischemia model of stable angina; Amended
January 5, 1995.

30    Report PHA 97006 Bullough D
Evaluation of GP531 on myocardial infarct size following ischemia and reperfusion in
the rabbit. August 11, 1997.

31    Report PCT_GP531-002 Hale S, Kloner R
Effect of Two Doses of GP531 on the Anatomic Zone of No-reflow and Infarct Size and
Regional Myocardial Blood Flow Following Ischemia/Reperfusion in the Rabbit Heart,
December 2008.

32    Report GP531-10-0008
Zhang C, Bullough D, et al.
Effects of GP531 on platelet aggregation in vitro; Amended January 4, 1996

33    Report PHA 97001 Montag A
Evaluation of GP531 as an inhibitor of high shear-induced platelet aggregation in the
cone-and-plate viscometer; July, 1997.

34    Report PHA 97005 Natarajan M
Effect of GP531 on high shear induced platelet aggregation in the parallel plate flow
chamber; July 1997.



 
35    Report PHA 97002 Ito B
Effect of GP531 on carotid arterial thrombosis induced by electrical injury in the pig I.
GP531 post-injury studies; July 1997.

36    Report PHA 97003 Ito B
Effect of GP531 on carotid arterial thrombosis induced by electrical injury in the pig II.
Acute pre-treatment studies; July 1997.

37    Report PHA 97004 Ito B
Effect of GP531 on carotid arterial thrombosis induced by electrical injury in the pig I.
Acute vs. chronic pre-treatment studies; July 1997.

38    Report GP531-10-0011
Montag A, Pan W, et al.
Evaluation of GP531 in the Folts model of thrombosis in the dog.; Amended January 4,
1996.

39    Report GP531-10-0012
Montag A, Pan W, et al.
Effects of GP531 in a rabbit model of thrombolysis; Amended January 4, 1996.

40    Report GP531-10-0021
Bullough D, Magill M, et al.;
Carbohydrate and CD18 - dependent neutrophil adhesion to cardiac myocytes: Effects
of adenosine; June 11, 1996.

41    Report PCT_GP531- 001A Sabbah, H, et al.
Effects of acute Intravenous GP531 on left ventricular function in dogs with advanced
heart failure: a dose escalation study, Final Report, amended April 27, 2009.
 
42    Report PCT_GP531- 003 Sabbah, H, et. al
Effects of Acute Intravenous Infusion of GP531 on Left Ventricular Function in Dogs with
Advanced Heart Failure: A Single-Dose, 6-Hour Infusion Study; July 10, 2009.

43    Report GP531-30-0002
Chen LS, Fujitaki JM, et al.
In-vitro metabolism of GP531 by rat, dog and human liver10S fraction; August 30, 1994.

44    Report GP531-30-0003
Dixon R, Chen L, et al.
Pharmacokinetics of GP531 in the rat following IV and oral administration; October 20,
1994.



45    Report GP531-30-0004
Fujitaki J, Sandoval T, Chen L, et al.
Pharmacokinetics and oral bioavailability of GP531 in the dog; September 6, 1994.

46    Report GP531-30-0001
Dixon R, Chen LS, et al.
Pharmacokinetics and oral bioavailability of GP531 tartrate in the monkey following IV
and oral administration; August 24,1994.

47    Report GP531-10-0023
Bullough D
Effect of GP531 in miscellaneous radioligand binding and enzyme assays; June 19,
1996.

48    Report GP531-10-0009
Pan W, Herndon T, et al.
Safety evaluation of GP531 in rats. Amended January 4, 1996.

49    Report GP531-10-0018
Weishar R
Assessing the potential for interaction between GP531 and propranolol, nifedipine, and
nitroglycerin in the anesthetized pig; September 19, 1995.
 
50    Report GP531-00-0004 (53955)
An acute intravenous infusion toxicity of GP531 in the albino rat; December 8, 1994.

51    Report GP531-00-0006 (54076)
An acute intravenous toxicity study to compare two salts of GP531 in the albino rat;
December 9, 1994.

52    Report GP531-30-0010
A bioequivalence study of the dihydrochloride and tartrate salts of GP531in the albino
rat; January 11, 1995.

53    Report GP531-00-0005 (53957)
An acute intravenous infusion toxicity study of GP531 in the cynomolgus monkey;
December 14, 1994.

54    Report GP531-00-0003 (53956)
A 14-day intravenous infusion toxicity study of GP531 in the albino rat; December 8,
1994.

55    Report GP531-00-0002 (53958)
A 14-day intravenous infusion toxicity study of GP531 in the cynomolgus monkey;



December 14, 1994.

56    Report GP531-00-0016 (86056)
An acute oral limit test study of GP531 in the albino rat with a 14-day observation
period; April 17, 1995.

57    Report GP531-00-0015 (86057)
A five-day range-finding toxicity study of GP531 in the albino rat; April 17, 1995.

58    Report GP531-00-0013 (86065)
A maximum tolerated dose and a 10-day range-finding oral toxicity study of GP531 in
the beagle dog; April 17, 1995.

59    Report GP531-00-0014 (86058)
A 28-day oral (gavage) toxicity study of GP531 in the albino rat; April 17, 1995.
 
60    Report GP531-30-0012
Plasma concentrations of GP531 during a 28-day oral toxicity study in the albino rat;
January 16, 1995.

61    Report GP531-00-0012 (86066)
A 28-day oral (gavage) toxicity study of GP531 in the beagle dog; April 17, 1995.

62    Report GP531-30-0014
Plasma concentrations of GP531 during a 28-day oral toxicity study in the beagle dog;
January 25, 1995.

63    Report GP531-30-0011
Plasma concentrations of GP531 during a five-day oral toxicity study in the albino rat;
January 23, 1995.

64    Report GP531-30-0013
Plasma concentrations of GP531 in a maximum tolerated dose and 10- day range
finding oral toxicity study in the beagle; January 16, 1995.

65    Report GP531-30-0008
Plasma concentrations of GP531 during an acute intravenous infusion toxicity study in
the cynomolgus monkey; January 12, 1995.

66    Report GP531-30-0007
Plasma and urinary bladder concentrations of GP531 during a 14-day constant
intravenous infusion toxicity study in the rat; January 11, 1995.

67    Report GP531-30-0009



Plasma and urinary bladder concentrations of GP531 during a 14-day constant
intravenous infusion toxicity study in the monkey; January 12, 1995.

68    Report GP531-00-0001 (1036/17-1052)
GP-1-531-11: Reverse mutation in histidine-requiring strains of Salmonella typhimurium
and tryptophan-requiring strains of Escherichia coli; October 10, 1994.

69    Report GP531-00-0007 (1036/18-1052)
GP-1-531-11: Induction of chromosome aberrations in cultured human peripheral blood
lymphocytes; November 4, 1994.
 
70    Report GP531-00-0011 (1036/23-1052)
GP 531-1-11: Mutation at the Thymidine kinase (tk) locus of mouse lymphoma L5178Y
cells using the Microtitre® fluctuation technique; February 22, 1995.

71    Report GP531-00-0008 (1036/21-1052)
GP-1-531-11: Induction of micronuclei in the bone marrow of treated mice; March 1,
1995.

72    Report GP531-00-0010 (1036/22-1052)
GP-1-531-11: Measurement of unscheduled DNA synthesis in rat liver using an
in-vivo/in-vitro procedure. February 23, 1995.

73    Nawarskas, James, Acadesine - A Unique Cardioprotective Agent
for Myocardial ischemia. Heart Disease 1999;1:255-260. 

74    Sabina RL, Patterson D, Holmes EW. 5-Amino-4-imidazolecarboxamide 
riboside (Z-riboside) metabolism in eukaryotic cells. J Biol Chem. 1985; 
260:6107-6114.

75    Hawley SA, Davison M, Woods A, et al. Characterization of the AMP-activated
protein kinase kinase (AMPKK) from rat liver and identification of threonine 172 as the
major site at which it phosphorylates AMP-activated protein kinase. J Biol Chem. 1996;
271:27879-27887.

76    Clara Campas, Jose´ Manuel Lopez, Antonio F. Santidrian, Montserrat
Barragan, Beatriz Bellosillo, Dolors Colomer, and Joan Gil Acadesine activates AMPK and
induces apoptosis in B-cell chronic lymphocytic leukemia cells but not in T lymphocytes
2003 by The American Society of Hematology

77    Marina Bayeva, PHD, Mihai Gheorghiade, MD, Hossein Ardehali, MD, PHD 
Mitochondria as a Therapeutic Target in Heart Failure Journal of the American College of
Cardiology Vol. 61, No. 6, 2013, 
 



References File Document upload:
2023 0701 Vicardia Research Plan_Final Version.pdf
2024 0501 Vicardia Research Plan_Final Version.pdf
2024 0623 VTI Prix Galien 27 slides 7 slides Addendum vFINAL.pdf

https://5486117.fs1.hubspotusercontent-na1.net/hubfs/5486117/Submission%20Files/183545052824/2023 0701 Vicardia Research Plan_Final Version.pdf
https://5486117.fs1.hubspotusercontent-na1.net/hubfs/5486117/Submission%20Files/183545052824/2024 0501 Vicardia Research Plan_Final Version.pdf
https://5486117.fs1.hubspotusercontent-na1.net/hubfs/5486117/Submission%20Files/183545052824/2024 0623 VTI Prix Galien 27 slides 7 slides Addendum vFINAL.pdf

