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Personal Statement:

The overall goal of my research program is to determine the role of non-coding RNAs in the lung pathologies. My background is in basic molecular biology with a focus on RNA biochemistry and structural biology. I have a PhD in microbiology and did a postdoctoral fellowship in molecular biology and biochemistry in Prof H Noller’s lab at UCSC RNA Center before starting medical internship. During my PhD and molecular biology fellowship I worked in a variety of experimental fields from development of lentiviral vectors and RNA structure-based anti-viral therapies against HCV to the molecular mechanisms of ribosomal translation. I did my Pulmonary and Critical care fellowship at Yale and joined the Pulmonary faculty in 2010. During my fellowship I focused on the role of microRNAs in VEGF-induced pathologies in the lung. I established the basic experimental tools necessary for the identification of miRNAs in the various cellular compartments of the lung, and found that miR-1 is specifically regulated by VEGF through VEGF receptor- 2 in the lung endothelium and mediates the angiogenic effects of VEGF.  Based on these findings I was awarded the NIH K99/R00 grant. 
During the K99 phase of my grant, I found that miR-1 selectively controls the proliferative pathways downstream from VEGF and directly down-regulates the expression of Myeloproliferative Leukemia Oncogene (Mpl) mRNA by recruiting it to RISC (RNA Induced Silencing Complex). I also found that through regulation of Mpl, miR-1 controls the expression of adhesion molecules, namely P-selectin, on the lung endothelium, recruitment of Tcells, and severity of lung Th2 inflammation. I have developed vector-based and transgenic models for cell-specific expression of miRNAs and their targets in the lung. Using these tools, I have shown that miR-1/Mpl axis controls VEGF-mediated effects in lung angiogenesis and Th2 inflammation. These findings are not limited to animal models, and miR-1 is also regulated by VEGF and controls Mpl gene in human endothelial cells. 
I have recently developed two experimental models for studying the role of miRNAs in tumor progression and metastasis and am currently working on the molecular mechanism of miR-1 down-regulation in the endothelium. I collaborate with J.Steitz, Sterling Professor of Molecular Biophysics and Biochemistry and HHMI (Howard Hughes Medical Institute) at Yale. I have also started a collaboration with the D. Boffa and J. Puchalski at Thoracic Oncology Program (TOP) at Yale and am collecting and analyzing samples from the resected lung tumors for their miRNA content. Recently I have expanded my studies to the other lung pathologies where VEGF plays a major role. I have started a collaboration with Dr. Patty Lee and am investigating the role of VEGF and VEGF-induced miRNAs in lung injury.
Career:


           
	7/2010- present           
	Assistant Professor , Pulmonary and Critical Care Section, Department of Internal Medicine, School of Medicine, Yale University, New  Haven,  CT               

	4/2010 –7/2010  
	Instructor, Pulmonary and Critical Care Section, Department of Internal Medicine, School of Medicine, Yale University, New  Haven, CT

	01/2007 – 3/2010
	Postdoctoral Fellow, Pulmonary and CriticalCare Section, Department of Internal Medicine, School of Medicine, Yale University, New  Haven, CT

	11/2003 – 12/2006
	Intern and Resident, Internal Medicine, SUNY Buffalo,Buffalo, NY

	09/2001 – 11/2003
	Postdoctoral Fellowship, University of California at       Santa Cruz, RNA Center, Santa Cruz, CA

	05/2001 – 09/2001
	Research Scientist, Sir Albert Sakzewski Virus, Research Center, University of Queensland, Brisbane, Australia

	 07/1998 – 05/2001     
	PhD student, Sir Albert Sakzewski Virus Research     Center, University of Queensland, Brisbane, Australia

	06/1997 –6/1998


	Research Scientist, Kariminejad Pathology and Genetics Center, Tehran, Iran
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	Director of Health Education Department, Resident       Physician, Borujerd Health Center, Lorestan Health      Nework, Lorestan, Iran
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-BBSRC (Bitechnology and Biological Sciences Research Council) / RNA Society Fellowship (July 2005)

-UQGSA: University of Queensland Graduate School Awards (2000)

-UQPRS: University of Queensland Postgraduate Research Scholarship (1999)

Board Certification: 


American Board of Internal Medicine, 2007






ABIM, Pulmonary Disease, 2012
Grants:



K99/ROO transition (NHLBI): miR-1 is a critical regular of the VEGF-induced responses in the lung, start: June 2010
Professional Organizations: 


American Throracic Society


member (2008-present)

American College of Chest Physicians
member (2008 and since 2012)
Research:

1/2007 – present
-Current Position: PI (NIH R00) 

-2007-2010: Postdoctoral fellow (PI: Dr J Elias)

-MiR-1 modulates VEGF-dependent angiogenic and inflammatory responses in the lung
Yale University School of Medicine, Department of Internal Medicine, Pulmonary and Critical care Section

-Significance: Vascular Endothelial Growth factor (VEGF) is one of the main regulators of endothelial activation and angiogenesis. The critical role of VEGF in a variety of lung pathologies such as lung cancer, metastasis, inflammation, COPD and asthma has been shown in numerous studies. MicroRNAs are a novel class of endogenous small RNAs that control cellular responses through inhibition of a specific group of cellular messenger RNAs and fine-tune their expression. 

-I studied the microRNA profile of the lungs in a lung epithelial VEGF-transgenic mouse model and found that overexpression of VEGF specifically down-regulates miR-1 in lung endothelial cells. I confirmed the significance of this finding by showing that the intranasal delivery of miR-1 inhibits the VEGF-induced angiogenesis as well as the Th2 adaptive immunity in the lung. In the next step I found that Myeloproliferative Leukemia Oncogene (Mpl) is a target of miR-1 in lung endothelium by performing a variety of target identification and validation methods including microarray analysis, Argonaute 2 (RISC) pull down assay, and luciferase assay and tested the role of this target in VEGF-induced responses in vitro and in vivo. I have also tested the efficacy of miR-1 delivery as an antiangiogenic and anti-inflammatory in lung cancer and asthma (Th2) models respectively. 
* I was awarded the K99/R00 grant from NIH (NHLBI) in June 2010 for my work on this project and was awarded the AAP/ASCI Junior Investigator award in 2011. I have presented the results of this research in ATS (American Thoracic society) meeting in 2009, 2010, 2011, 2012, and 2013, in the Vascular Biology and Therapeutics (VBT) conference at Yale in 2008 and 2009 and 2010, in the 6th International Kloster Seeon Meeting on Angiogenesis (VWFB) in Germany 2010, and in the annual AAP/ASCI meeting in 2011. I have co-authored a patent on the effect of miR-1 on lung inflammation, angiogenesis and related disease. 
We have published our findings on the role of VEGF-miR-1-Mpl axis in a research article in Journal of Experimental Medicine in 2013. A second manuscript describing the mechanism and effect of miR-1 on lung angiogenesis has been submitted.

10/2003 – 12/2006

-Project: TIMP-1 modulates airway hyperreactivity in an asthma model
SUNY Buffalo, Department of Internal Medicine, Immunology and Allergy section

-Position: Resident, Internal Medicine 

-Supervisor: Dr Mark F Sands

-Significance: Severe and irreversible asthma causes significant morbidity and mortality annually. Characteristics of this group of patients suggest a unique pathophysiological mechanism for the observed lack of response to the usual therapies. Tissue metalloproteinase and their inhibitors are structural enzymes involved in airway remodeling and have recently emerged as potential targets for immunomodulation and control of asthma

-I studied the pattern of gene expression in a TIMP-1 (tissue inhibitor of metalloproteinase) knockout mouse asthma model. Dr Sands had shown that the asthma phenotype is accentuated in TIMP-1 knockout mouse. I first set up a real time RT-PCR method to measure the relative expression of a number of immune response and structural messenger RNAs in the lung homogenate and bronchoalveolar lavage samples collected form these mice. This method gave us the advantage of studying the immune response at a transcriptional level in different lung compartments. We then correlated our results with cytokine levels measured by ELISA. As a part of this project I also worked on several quantitative methods for morphological analysis of inflammation and remodeling in the lungs. 

*This project led to an article in Clinical Immunology that was published in 2008. 

09/2001 - 09/2003  

-Project: mRNA helicase activity of the ribosome
 University of California at Santa Cruz, MCD Biology, RNA Center 
-Position: Postdoctoral fellow,

-Supervisor:  Prof. Harry F. Noller

-Significance: Translation of messenger RNA by ribosomes is the basic biologic mechanism through which all genes are expressed and modulation of this process is one of the main strategies used to treat bacterial infections (antibiotics). Since messenger RNA, contains extensive secondary structure, translation machinery has to overcome this barrier and read through the structured parts of the mRNA i.e. possess helicase activity. Elucidation of this activity defines a new mechanistic step in translation process and therefore has wide 

implications in the design of antibacterial and antineoplastic agents. 
  

I managed to perform and monitor sequential single codon translocations of the ribosome along a defined mRNA in a totally reconstituted system. This gave us control over the translation process and enabled us to measure the helicase activity of the ribosome in each step as well as predict the active site of this helicase. We showed for the first time that ribosomes themselves have helicase activity and need no additional factor for reading through the mRNA secondary structure. We also confirmed the predicted location of the ribosomal helicase active site by mutational analysis. 

* This study was published in Cell in 2005 and has been cited by more than 55 scientific articles so far. 

* This article was selected by “Faculty of 1000 Biology” and rated as “exceptional” (factor 10.0) in 2005.  

* The article was selected for an invited oral presentation at the BBSRC-RNA Society meeting in New York Academy of Sciences in 2005.  

 

05/2001 - 09/2001  

-Project: RNA replication mechanism of Kunjin Virus
University of Queensland, Royal Children Hospital, , Sir Albert Sakzewski Virology Research Center, Flavivirus

 Research unit QLD, Australia

-Position: Research Scientist 

-Supervisor: Prof. Edwin G Westaway

-Significance: Kunjin Virus belongs to Flaviviridae. This family includes medically important viruses such as Yellow fever virus, West Nile virus and Hepatitis C virus. A replicon system (self-replication genomic RNA) has been developed for Kunjin Virus, making it a useful laboratory model for flavivirus RNA replication. The mechanism of replication thus discovered will be applicable to other viruses in this group and can be used in designing novel antiviral therapeutics.

Kunjin virus is a (+) strand RNA virus that goes thru a double stranded replicative intermediate during its replication. I studied the kinetics of the appearance of this double stranded form by radioactive labeling. In the next step I tested the effect of a number of RNA structural modifications on the kinetics of replication. 

 

06/1999 - 05/2001  

-Project: Construction of full-length HCV cDNA of an Australian isolate
University of Queensland, Royal Children Hospital, , Sir Albert Sakzewski Virology Research Center, Hepatitis

 Research Unit, QLD, Australia
-Position: PhD Student

-Supervisor: Prof. Eric J Gowans

-Significance: Hepatitis C virus polymerase lacks proof-reading activity and different HCV isolates (quasispecies from within one host, genotypes and subtypes from different patient populations) have unique genomic sequences. This sequence variability imparts a survival advantage to the virus, facilitating its escape from immune system surveillance as well as its resistance against antivirals. Thus, cloning of dominant HCV subtypes from high prevalence areas provides indispensable insight into the viral resistance mechanisms.  

A number of genomic fragments of the Australian HCV isolate had been cloned by RT-PCR in prof. Gowan’s lab. I devised a cloning strategy to amplify the remaining genomic sequences and ligate the fragments to produce the full length HCV clone.

* This clone was patented and used in the subsequent experiments, including our 2000 article in Hepatology journal. 

06/1999 – 05/2001  

-Project: Development of a novel highly specific method for detection of HCV RNA in biological samples
University of Queensland, Royal Children Hospital, , Sir Albert Sakzewski Virology Research Center, Hepatitis Research Unit, QLD, Australia
-Position: PhD Student

-Supervisor: Prof. Eric J Gowans

-Significance: Since hepatitis C virus can remain dormant in the host for extended periods of time, detection of its replication is one of the main clinical determinants for diagnosing active infection as well as response to therapies. Moreover, HCV has a very low level of replication and detection of its replicative form is only possible through RT-PCR. This method, although very sensitive, suffered from low specificity, and designing a more specific detection method was much needed in the field.

 HCV is a plus strand RNA virus classified in the Flaviviridae family. Replication of HCV involves the synthesis of a negative strand RNA, which then serves as a template for the synthesis of nascent plus strand RNA. Consequently, the detection of minus strand RNA is necessary to prove virus replication because the detection of plus strand RNA merely implies contamination by circulating virions. Due to mispriming RT-PCR of the HCV minus strand RNA yielded a discrimination level of 104- 106. We used a poly-A isolation system to capture the HCV minus strand RNAs and separate them from the plus strands. These isolated Rnas were then subjected to reverse transcription with a high fidelity enzyme and PCR. The combination of these methods resulted in an unprecedented level of discrimination of 10 logs10. We successfully used this method for detection of HCV replication in PBMC (peripheral blood mononuclear cells) from infected patients.  

* This study was published in Hepatology in 2000 and has been cited by more than 17 scientific articles so far.

06/1999 – 05/2001  

-Project: Molecular mechanism of ribosomal translation in HCV and regulation of viral translation by small molecules and viral core protein.

University of Queensland, Royal Children Hospital, , Sir Albert Sakzewski Virology Research Center, Hepatitis Research Unit, QLD, Australia
-Position: PhD Student

-Supervisor: Prof. Eric J Gowans

-Significance: Hepatitis C virus infects 3% of the global population. Eighty percent of the infected individuals develop persistent hepatitis and based on various reports as many as 50% of these patients will proceed to hepatic cirrhosis later in life. There is no vaccine available for hepatitis C and the current therapeutic agents are only successful in a fraction of the patients. Translation of HCV genome to produce viral proteins is an early obligatory step in the replication cycle and if inhibited can abort the viral infection.

HCV translation is initiated through an internal ribosomal entry site (IRES)and is highly  dependent on RNA structure. We selected a group of  naturally occurring small molculae RNA ligands based on the physiochemical characteristics of the HCV IRES and studied their effect on HCV translation. We found that cyanocobalamin inhibits the HCV-mediated translation in cell culture. A clinical trial was initiated based on these results.

*This study was published in PNAS (Proceedings of the National Academy of Sciences) in 2001 and has been cited by more than 15 scientific articles so far.

In the second part of this study we probed the mechanism of the above inhibition by toeprinting and sucrose gradient centrifugation analysis. We found that cyanocobalamin traps ribosomes on HCV IRES after the formation of 80S complexes. The mechanism of this inhibition was unique and had not been described before for any viral translational regulator.

* These results were published in Journal of Molecular Biology in 2002 and cited by 10 scientific articles to date.  

In the last part of the study we focused on the RNA-protein interactions within the HCV genome and showed that a peptide derived from the HCV core protein specifically downregulates the HCV IRES-mediated translation. The observed inhibition was also cell-specific. This finding elucidated one of the long-sought self regulatory mechanisms of HCV replication, as well as being of use in generation of novel anti-HCV compounds.

*This study was published in Journal of General virology in 2003 and cited by 17 scientific articles so far. 

 07/1998 – 05/1999  

-Project: Construction of a gene transfer system based on Jembrana Disease Virus
University of Queensland, Royal Children Hospital, , Sir Albert Sakzewski Virology Research Center, Gene Therapy Unit, QLD, Australia
-Position: PhD Student

-Supervisor: Dr. Ming Q Wei 

-Significance: Lentiviral vectors are one of the few (and probably most successful) vehicles available for stable transduction of genes into terminally-differentiated cells. However, most of the viruses that have been used in the development of these vectors cause significant medical disease and thus not likely to be used as therapeutic agents. Development of a lentiviral vector based on a virus that causes no human pathology is thus very attractive.

 
- JDV is a bovine lentivirus with a very restricted geographic distribution and thus theoretically a safer choice for development of gene transfer vectors than the commonly used HIV-based lentiviral vector. We constructed a gene transfer system based on Jembrana Disease Virus (JDV) by cloning a transfer vector and packaging construct from PCR-amplified fragments of the virus genome. These constructs were cotransfected with VSV (Vesicular Stomatitis Virus) envelope glycoprotein vector and the produced pseudotyped replication-defective vector particles used to transduce reporter genes into a variety of terminally differentiated cells. 

*The results of this study were published in two articles: Journal of Gene medicine 2000, and Veterinary microbiology2001, and have been cited by more than 30 scientific articles to date. 

 Presentations:
-Invited Oral Presentation: Translational Lung Cancer Meeting, Smilow Cancer Center at Yale,: Endothelial VEGF-miR-1 axis controls tumor progression in NSCLC, S.Takyar, Nov 13th 2013

-Invited Oral Presentation: Norwalk Hospital Pulmonary Research Conference, Norrwalk, CT: Endothelial microRNAs, from asthma to lung cancer, S.Takyar, Sept 27th 2013
-Invited Oral presentation: American Thoracic Society International conference 2013- Philadelphia PA, : Endothelial miR-1 Is Downregulated In Lung Cancer Models And Controls The Progression Of Lung Tumors Through Inhibition Of VEGF Signaling, A17-ATS' NEXT TOP MODEL OF LUNG CANCER
Mini Symposium - Jian-ge Zhang, Hema Vasavada, Farida Ahangari, Jack A Elias, Katerina Politi, S Takyar, Presentation date: MAY 19, 2013 

- Poster Discussion: American Thoracic Society International conference 2013- Philadelphia PA, : TLR4 Protects the Lung Against Oxidant-induced Injury by Regulating the Endothelial Response to VEGF, D108-Lessons in angiogenesis across development and disease, S Takyar, JG Zhang, P Shan, Y Zhang, and PJ Lee1. MAY 22, 2013
- Poster presentation: American Thoracic Society International conference 2013- Philadelphia PA, : MiR-1 Enters The RNA Induced Silencing Complex (RISC) In The Lung And Inhibits Th2 Inflammation, B69-MICRORNAS IN LUNG HEALTH AND DISEASE, S Takyar, JG Zhang, F Ahangari, JA Elias. Presentation date: MAY 20, 2013
-Oral presentation: American Thoracic Society International conference 2012- San Francisco, CA, : Mpl is Targeted by MiR-1 in the Lung Endothelial Cells and Regulates Th2 Inflammation by Controlling Adhesion Molecule Expression, S Takyar,  F Ahangari , H Vasavada, C G Lee, JA Elias, Presentation date: May 18-23 
-Oral presentation: American Thoracic Society International conference 2011- Denver, Co : MicroRNA (miR)-1 Inhibits Adaptive Th2 Inflammation in the Lung via a VEGF/Myeloproliferative Leukemia Virus Oncogene (Mpl)-Dependent Mechanism, S Takyar,  F Ahangari , H Vasavada, C G Lee, Jack A Elias, Presentation date: May 13-18 2011 

-Poster presentation: NAVBO 2011 Biology of Signaling in the Cardiovascular System, Hyannis, MA,: MiR-1 inhibits Allergic Airway Inflammation by Targeting Mpl (Myeloproliferative Leukemia Virus Oncogene) in the Lung Endothelium, S Takyar,  F Ahangari , H Vasavada, C G Lee, Jack A Elias, Presentation date: 16 – 20 Oct, 2011;
-Poster presentation: AAP/ASCI (American Association of Physicians/ American Society of Clinical investigators) 2011, Chicago, IL :  MiR-1 inhibits Allergic Airway Inflammation by Targeting Mpl (Myeloproliferative Leukemia Virus Oncogene) in the Lung Endothelium, S Takyar,  F Ahangari , H Vasavada, C G Lee, Jack A Elias, Presentation date: April 15–17, 2011
-Invited Oral presentation: Eighth International RNAi, MicroRNAs & Single Cell Biology-2011-Boston Summit, Waltham, MA : MiR-1 Inhibits adaptive Th2 Inflammation in the Lung via a VEGF/Mpl Axis. Presentation date: April 4-5 2011
-Poster Presentation: Keystone Conference 2011, MicroRNA and Human Disease: MicroRNA, Banff, Alberta :(miR)-1 Inhibits Adaptive Th2 Inflammation in the Lung via a VEGF/Myeloproliferative Leukemia Virus Oncogene (Mpl)-Dependent Mechanism   S Takyar, F. Ahangari, H. Vasavada, B. Ma, CG Lee, J. A. Elias. Presentation date: February 11 - 16, 2011

-Oral Presentation: 10th Annual Vascular Biology and Therapeutics Retreat, 2010, Yale School of Medicine, New Haven, CT: MiR-1 is regulated by and mediates VEGF-induced responses in the lung.  S Takyar, MD, PhD, Presentation date: Oct 16th 2010, 
-Poster presentation: 6 th International Kloster Seeon Meeting on Angiogenesis 2010, Kloster Seeon, Seeon, Germany : MiR-1 Regulates VEGF-induced Angiogenic Responses in the lung by Inhibiting the Myeloproliferative Leukemia Virus Oncogene ( MPL). S Takyar, MD, PhD, F Ahangari, MD , C G Lee, MD, PhD, B Ma, MD, and J A Elias, MD. 
Presentation date: 9/18-21, 2010 

-Poster presentation: American Thoracic Society International conference 2010, New Orleans, LA : MiR-1 Regulates VEGF-induced Angiogenic Responses in the lung by Inhibiting the Myeloproliferative Leukemia Virus Oncogene ( MPL). S Takyar, MD, PhD, F Ahangari, MD , C G Lee, MD, PhD, B Ma, MD, and J A Elias, MD. 
Presentation date: May 16 2010

- Poster presentation: 9th annual vascular biology and Therapeutics Retreat, Yale School of Medicine, New Haven, CT : MiR-1 Regulates VEGF-induced Angiogenic Responses in the lung by Inhibiting the Myeloproliferative Leukemia Virus Oncogene ( MPL).  S Takyar, MD, PhD, F Ahangari, MD , C G Lee, MD, PhD, B Ma, MD, and J A Elias, MD

-Oral presentation: American Thoracic Society International conference 2009, San Diego, CA : MiR-1 is a Critical Regulator of VEGF-Induced Angiogenesis, S Takyar, C G Lee, D Hartl, B Ma, W Liu, F Ahangari, J A Elias, Presentation date: Presentation date: May 15-20 2009, 

-Poster presentation:  8th annual vascular biology and Therapeutics Retreat, Yale School of Medicine, New Haven, CT, MiR-1 is a Critical Regulator of VEGF induced Angiogenesis, S Takyar, C G Lee, D Hartl, B Ma, W Liu, F Ahangari, J A Elias, Presentation date:  11/15/2008

-Poster presentation:  American Academy of Allergy Asthma and Immunology,  Tissue Inhibitor of Metalloproteinase-1 (TIMP-1) Modulates Lung Hyperreactivity and Inflammation in a Murine Asthma Model, Sands, M. F.; Ohtake, P. J.; Mahajan, S.; Fang, Y.; Takyar, S.; Soloway, P.; Mullen, B.; Blume, J.; Lachina, S.; Knight, P.; Schwartz, S. A. Presentation date: 03/2006

-Invited Oral Presentation: BBSRC (Biotechnology and Biology Research Council)- RNA Society meeting, New York Academy of Sciences, New York, NY: Mechanism and Control of Posttranscriptional Gene Expression, New York Academy of Sciences, New York, mRNA helicase activity of the ribosome, Takyar S,  Hickerson R, Noller H, Presentation date: 07 / 2005

-Oral presentation: Bay Area RNA Club/ University of California San Francisco, A ribosomal helicase: unwinding mRNA during ribosomal translocation, Takyar S, Noller H, Presentation date: 02 / 2003

-Oral presentation: Australian Centre for Hepatitis Virology, national scientific workshop, Sydney, Australia, Cyanocobalamin can stall the ribosomal complexes on hepatitis C virus internal ribosomal entry site: a novel mechanism of translational control, Takyar S, Lott WB, Gowans EJ, Presentation date: 03 / 2001

-Oral presentation: Australian Centre for Hepatitis Virology, national scientific workshop, Sydney, Australia, Modulation of HCV IRES-dependent translation by HCV capsid protein, Li DS, Takyar S, Lott WB, Gowans EJ, Presentation date 03 / 2001

-Oral presentation: Australian Centre for Hepatitis Virology, national scientific workshop, Sydney, Australia, 

“Exploring a natural role for cobalamins in hepatitis C virus replication”, Lott WB, Crawford D, Cooksley G, Harrison M, MacDonald G, Takyar S, Sloots T, Gowans EJ, Presentation date: 03 / 2001 

-Oral Presentation: Stanford University School of Medicine/ Dept of Microbiology and Immunology, Cyanocobalamin-HCV IRES interaction: a molecular model for translational regulation, Takyar S, Lott WB, Gowans EJ, Presentation date: 02 / 2001

-Poster Presentation: 7th International Meeting on Hepatitis C and Related Viruses- Gold Coast, Queensland, Australia, Biochemical characterization of the cyanocobalamin-HCV IRES interaction: A novel mechanism of eukaryotic translational control, Takyar S, Lott WB, Gowans EJ, Presentation date: 12 / 2000

-Oral Presentation: 7th International Meeting on Hepatitis C and Related Viruses- Gold Coast, Queensland, Australia, Probing the structure-function relationship in HCV internal ribosomal entry site using RNA pseudoknot binding molecules, Lott WB, Takyar S, Lott WB, Gowans EJ,  Presentation date: 12 / 2000

-Oral Presentation: Australian Society of Microbiology- 2000 joint scientific meeting, Cairns, Australia, Structure-function relationship in HCV internal ribosomal entry site, Takyar S, Lott WB, Gowans EJ, Presentation date: 07 / 2000

-Oral presentation: Australian Centre for Hepatitis Virology (Annual Scientific Meeting),Sydney, Australia,  Specific detection of negative strand hepatitis C virus RNA by RT-PCR on poly A purified RNA,

Li d.S., Takyar S., Wang Y.H., Trowbridge R., Gowans E.J., Presentation date 03/2000

-Oral presentation: Australian Centre for Hepatitis Virology (Annual Scientific Meeting), Sydney, Australia,   Testing cobalamin-analogous compounds on HCV IRES-dependent translation, Croker D., Takyar S., Lott W.B., Presentation date: 03/2000

-Oral presentation: Australian Centre for Hepatitis Virology (Annual Scientific Meeting),Sydney, Australia,  Potential involvement of polypyrimidine tract binding protein in mediating interactions between the 5’UTR and 3’UTR of HCV, Walsh C. Takyar S., Lott W.B., Presentation date: 03/2000

-Oral presentation: Australian Centre for Hepatitis Virology (Annual Scientific Meeting),Sydney, Australia,   RNA pseudoknot-binding molecules modulate HCV IRES-dependent translation, Lott W.B., Takyar S., Gowans E.J., Presentation date : 03/2000

-Poster presentation: XIth International Congress of Virology, Sydney, Australia: Inhibition of Translation initiation in HCV: Implications for a novel antiviral drug design, Takyar S, Lott WB, Gowans EJ, Presentation date : 08/1999

-Poster Presentation: Australian Gene Therapy Society Meeting, Melbourne, Australia, The Role of 3’ U5 in a Novel Lentiviral Vector System, Takyar S,  Presentation date: 02/1999

-Poster Presentation: 9th International Congress of Geographic Medicine, Shiraz University of Medical Sciences, Shiraz, Iran, Cytogenetic and epidemiologic study on 1100 trisomic 21 patients, Takyar S, Shafeghati Y,: Presentation date: 05/1998

-Oral Presentation: Molecular Biology Seminars , Iran University of Medical Sciences, Tehran, Iran, G proteins and their significance in molecular medicine, Takyar S, Presentation date: 03/1994

Publications:

Takyar S, Vasavada H, Zhang JG, Ahangari F,  Lee CG, Niu N, Liu Q, Cohn L, Elias JA.  'VEGF Controls Lung Th2 Inflammation Via the Mir-1-Mpl (Myeloproliferative Leukemia Virus Oncogene)-P-Selectin Axis', Journal of Eexperimental Medicine, 210 (2013), 1993-2010. 
Takyar S, Ahangari F, Zhang JG, Ma B, Lee CG, , Elias.  Endothelial miR-1 Regulates VEGF-induced Angiogenic Responses in the lung by Inhibiting the Myeloproliferative Leukemia Virus Oncogene (MPL), 2013 (submitted)

Lee CG, Da Silva CA, Dela Cruz CS, Ahangari F, Ma B, Kang MJ, He CH, Takyar S, Elias JA. Role of chitin and chitinase/chitinase-like proteins in inflammation,tissue remodeling, and injury. Annual Review of Physiology, 2011 Mar 17;73:479-501.
Ma B, Dela Cruz CS, Hartl D, Kang MJ, Takyar S, Homer RJ, Lee CG, Elias JA. RIG-like helicase innate immunity inhibits vascular endothelial growth factor tissue responses via a type I IFN-dependent mechanism. American Journal of Respiratory and Critical Care Medicine, 2011 May 15;183(10):1322-35

Patent: (WO/2009/045356) MICRORNA COMPOSITIONS IN THE TREATMENT OF VEGF-MEDIATED DISORDERS, Applicants: YALE UNIVERSITY, Elias, J A,, Takyar S,   Pub. No.: WO/2009/045356, International Application No.: PCT/US2008/011242, Publication Date: 09.04.2009, International Filing Date:  29.09.2008, 

Koller B, Kappler M, Latzin P, Gaggar A, Schreiner M, Takyar S, Kormann M, Kabesch M, Roos D, Griese M, Hartl D.  TLR expression on neutrophils at the pulmonary site of infection: TLR1/TLR2-mediated up-regulation of TLR5 expression in cystic fibrosis lung disease. Journal of immunology, 2008; 181(4) : 2753-63.

Sands MF, Ohtake PJ, Mahajan SD, Takyar S, Aalinkeel R, Fang YV, Blume JW, Mullan BA, Sykes DE, Lachina S, Knight PR, Schwartz SA.  Tissue inhibitor of metalloproteinase-1 modulates allergic lung inflammation in murine asthma. Clinical Immunology, 2008, 25.  

Takyar S, Hickerson RP, Noller HF.  mRNA helicase activity of the ribosome, Cell,  2005, 120:49-58. 

Li DS, Takyar S, Lott WB, Gowans EJ.  Amino acids 1-20 of the hepatitis C virus (HCV) core protein specifically inhibit HCV IRES-dependent translation in HepG2 cells, and inhibit both HCV IRES and cap-dependent translation in HuH7 and CV-1 cells, Journal of General Virology,  2003 , 84: 815-825. 

Takyar S, Gowans EJ, Lott WB. Vitamin B12 stalls the 80 S ribosomal complex on the hepatitis C internal ribosome entry site, Journal of Molecular Biology, 2002, 319:1-8. 

Takyar S and Lott WB, Tuppen J, Crawford DHG, Harrison M, Sloots TP, Gowans EJ.  Vitamin B12 and hepatitisC: molecular biology and human pathology, Proceedings of the National Academy of Sciences (PNAS), 2001, 98:4916-4921 

Metharom P, Takyar S, Xia HQ, Ellem KA, Wilcox GE, Wei MQ.  Development of disabled replication-defective gene transfer vectors from the Jembrana disease virus, a new infectious agent of cattle.  Veterinary Microbiology, 2001, 80:9-22.

Takyar S, Li DS, Wang YH, Trowbridge R, Gowans EJ.  Specific detection of minus strand hepatitis C virus RNA by RT-PCR on a polyA purified RNA, Hepatology, 2000, 32:382-387. 

Metharom P, Takyar S, Xia HH, Ellem KA, Macmillan J, Shepherd R, Wilcox GE, Wei MQ.  Novel bovine lentiviral vectors based on Jembrana disease virus vectors, Journal of Gene Medicine,  2000, 2:176-185.

Kariminejad MD, Kariminejad MS , Takyar S, Shafeghati Y.  Cytogenetic study on 1100 trisomic patients, Journal of Kerman University of Medical Sciences, 1998, 5:19-25.
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