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Credentials: PhD, CNIM, DBNM 

 

Position and Organization: Chief Neurophysiologist and Director of Operations of IOM 

Solutions at NSPC 

Education:   

Postdoctoral Fellow, NYU School of Medicine, 1998 
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MS, Biochemistry, Dagestan State University, Russia, 1991 

Professional certifications : 

CNIM- N 1462 

DABNM- N180 

 

Professional Affiliations : 
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Publications, Awards & Appointments: 
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Director of Operations, Neurophysiology Monitoring Unit,  

Neurological Surgery, P.C., Rockville Centre, NY        

 



Assistant Professor and Assistant Director Intraoperative Unit Department of 

Neurosurgery  

Mount Sinai School of Medicine, New York, New York         09/2007 - 09/2009 

 

Research Assistant Professor Department of Neurosurgery                                  

New York University School of Medicine, New York, New York 09/2005 – 03/2007       

 

Postdoctoral Fellow/Research Scientist,  

New York University School of Medicine, New York, New York   09/1998 – 09/2005       
 
Adjunct Appointments 
 
Assistant Professor, Laboure College, Milton, Massachusetts 2014 - Present 

Assistant Professor, New York University School of Medicine 2007 - Present 

 

Awards 

2009  M. Stecker Award, ASNM Vancouver, Canada 
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1. How do you feel you can contribute to the leadership of ASNM? What 
strengths/passions/talents do you hold that would benefit ASNM? 
 

The past 14 years of my professional life have been a thrilling adventure, marked 

by significant accomplishments and transformative shifts. I transitioned from an 

academic role at the Mount Sinai School of Medicine to assume the mantle of Chief 

Neurophysiologist and Director of Operations for a burgeoning IOM practice within 



a private neurosurgical group. This endeavor, which I orchestrated from its 

inception, has been a testament to my vision and determination. 

Simultaneously, my dedication led me to a pivotal role as a Director on the Board 

of the ASNM, where I have contributed for the past 4 years. Given that continuous 

education is one of the major goals of ASNM, I would like to emphasize that during 

my tenure on the Board of the ASNM, I have been privileged to co-chair four 

influential ASNM meetings. In addition, spearheaded an internationally acclaimed 

meeting supported by ISIN in Russia. I also led a well-regarded international 

meeting supported by ISIN in Russia. Additionally, I established and oversaw an 

online and on-site IOM training program, benefiting aspiring professionals in 

Australia, Bulgaria, and Russia. 

As the landscape of IOM continues to evolve within the broader healthcare context, 

I am confident my skills and experience are well-suited to address ASNM's current 

challenges. 

 

2. With changes in health care service delivery and reimbursement, what and 
how do you feel you can contribute to keep ASNM moving forward in the 
right direction? 
 

• It is important that the ASNM remain a leader in IONM education at all levels, 

including technologists, neurophysiologists, physicians. I also believe that it is time 

for the ASNM to focus on the specific education of the different patients and patient 

interest’s groups. 

•  The Society should also reach out to educate insurance providers and 

governmental regulations to improve patient safety and lower healthcare costs. 

• The only way to keep moving forward is as a united group of health care 

professionals. This must include IOM professionals in academic centers, small 

IOM groups, and large IOM companies. As a PHD degree holder, I feel that I can 

contribute towards the further consolidation between physician and non-

physician IOM professionals.  



• ASNM is a great society. However, I am sure that ASNM can benefit more greatly 

from increased interactions with other relevant societies in the USA and 

internationally. This should include not only IOM groups, but also surgical 

societies.  

 

Together these will result not only in an increase of the ASNM influence and recognition 

in the field of intraoperative monitoring, but it will also positively affect the growth of the 

ASNM 

 

 

3. ASNM constantly seeks ideas of how to better serve our membership 
through education, resources, representation to other professional entities, 
connections and networking or other means of advancement. What do you 
think ASNM could offer its members that would provide value? 
 

To enhance our commitment to the membership, ASNM should consider the following 

strategic initiatives: 

1. Elevating Educational Programs: ASNM should take a leading role in advocating 

for the systematic collection of comprehensive and standardized data on 

intraoperative neuromonitoring (IONM) across various surgical procedures. A 

continuous focus on enhancing the quality of educational programs offered by 

ASNM is paramount. One innovative approach could involve incorporating 

unedited, raw data clinical cases presented by experienced technologists. 

Incorporating raw data clinical cases from experienced technologists, including 

"less ideal" cases, enables valuable learning from mistakes, fostering professional 

growth and better patient outcomes. This will highlight the medical necessity of 

IOM through robust data, and will allow us to effectively communicate its 

importance to surgeons, patients, government legislative bodies, and insurance 

companies. 

2. Establishing Consensus and Uniformity in Monitoring Methods: Utilizing a 

database of "functional and active" clinical outcomes, ASNM should actively work 



to establish a consensus among stakeholders regarding monitoring modalities and 

methodologies. This collaborative approach will not only elevate patient care 

standards but also streamline the reimbursement process and provide a stronger 

defense against potential litigation. Standardizing operating procedures within the 

field of IOM is a critical step toward ensuring consistent quality and reliability. 

3. Promoting a Multidisciplinary Training Approach: ASNM should champion a 

multidisciplinary training approach that incorporates perspectives from surgical 

teams, anesthesiologists, and IOM professionals. By addressing the viewpoints, 

concerns, and needs of all stakeholders, we can optimize the practice of IOM and 

enhance patient safety. This approach will facilitate a well-rounded and holistic 

understanding of IONM's role within the broader surgical landscape. 

 
In summary, ASNM's commitment to its membership can be reinforced through a 

combination of strategic advocacy, consensus-building, multidisciplinary collaboration, 

and educational innovation. By driving these initiatives, ASNM can further its mission of 

advancing the field of intraoperative neuromonitoring while consistently delivering 

exceptional value to its members and the broader healthcare community. 

 

 

4. How do you see the role of the ASNM in advocating for the profession on 
intra-operative neuromonitoring? 
 

The ASNM's role in advocating for the profession of IONM can be seen in several ways: 

Education and Training: ASNM should continue to provide education and training 

opportunities for IONM professionals, including technologists, clinicians, and researchers. 

ASNM should also focus on education and increasing awareness outside of IONM filed. 

This should include surgeons, Insurance workers and patients.  

Setting Standards: ASNM should apply more force in advocating for the recognition of 

IONM as a critical component of surgical care by continuing to be involved in establishing 

and promoting standards of practice for IONM. This includes guidelines for IONM 



procedures, data interpretation, and ethical considerations. This engagement requires 

educating healthcare professionals, hospital administrators, and policymakers about the 

value of IONM in reducing the risk of neurological complications during surgery.  Setting 

these standards helps ensure patient safety and quality of care. 

Research and Development: Continuous encouragement and support of research in the 

field of intraoperative neuromonitoring should become a primary focus. By funding 

research projects and collaborating with academic institutions, the society contributes to 

the expansion of knowledge and evidence-based practices. Also, the effort to consolidate 

the clinical outcome data from academic and non-academic groups will substantially 

improve the IOM practice. 

Collaboration with Other Organizations: The ASNM should continue its efforts to 

collaborate with other medical societies and organizations, such as the American 

Association of Neurological Surgeons (AANS) and the American Academy of Neurology 

(AAN), to promote interdisciplinary cooperation and to foster a greater understanding of 

the benefits of IONM. 

 

5. Describe you academic or professional contributions to the field of intra-
operative neuromonitoring (this can include publications, reviews, research 
contributions, creating or advancing professionalism in a service that is 
dedicated to intra-operative neuromonitoring, education, outreach, 
presentations, running or organizing meetings (in-house, local, national, 
international), societal contributions …) 

My career in Neuroscience and Neurophysiology started in 1995. Since 2005, I have been 

solely focused on IOM from being a trainee at Mount Sinai to becoming the Assistant 

Director at Mount Sinai (2007) and building up an in-house IOM program for one of the 

largest private Neurosurgical practices on the East Coast (2009). This required a 

complete reorganization of my approach to IOM:  

• New education and training tools were developed and tailored to the unique 

situation that combined both IOM components in-house and an outsourcing type 

of business.  



• A new business strategy and marketing tools were developed as well as 

managerial skills. 

• I acquired an important knowledge of IOM coding, billing collections and hospital 

contracts. 

The current program is now 14 years old, and the majority of my colleagues have stayed 

with us for more than 3 years with very little employee turnover, which stands as a 

testament to some of our accomplishments. 

 

In 2016, I achieved the distinction of becoming a Diplomate of the American Board of 

Neurophysiologic Monitoring (DABNM). and since 2019 I have served as a Director of the 

ASNM board. During my term I have co-chaired 4 domestic (ASNM) meetings, including 

one Annual (2022) and one international meeting (Russia, 2021). Over the span of 7 

years, I was invited to give 7 talks, 2 of them at Annual ASNM meetings (2018 and 2023). 

Coming from academia background, I encouraged my colleagues to collaborate with 

surgeons and over the years we have published several research papers including: a new 

technique for the condylar screw monitoring, new lumbosacral myotome map uncovered 

by foraminal nerve root stimulation, and pallidal stimulation for the DYT6 Dystonia and 

optimization of the direct cortical stimulation (in preparation). 

This journey continues to be an exciting and rewarding exploration into the intricate 

realms of Neuroscience, Neurophysiology, and Intraoperative Monitoring, and I look 

forward to the future with great enthusiasm. 

 

 

 

 

6. Personal Statement: Please provide any additional information to the 
members. 
 

It is both a privilege and an honor to contribute to the betterment of our society. In these 

pivotal times where the landscape of IONM is confronted by challenges such as dwindling 



reimbursements, rapid staff turnover, limited awareness, and ethical concerns, the 

responsibility to lead is truly profound. 

I hold a steadfast belief in the power of education tailored to distinct groups such as IOM 

professionals, surgeons, anesthesiologists, insurance personnel, hospital staff, and 

patients. This holistic approach not only empowers practitioners with the knowledge that 

they need but it also promotes a comprehensive understanding between all involved 

parties. 

During my tenure as a Director of the ASNM Board, I had the privilege of co-chairing four 

influential ASNM meetings, including the 2023 Annual meeting. This experience has 

fueled my ardor for our specialty and has equipped me with the insights required to drive 

impactful change. 

My decision to once again step forward and stand for this role is driven by an unwavering 

passion for our field. I am resolute in my commitment to affect positive change and 

navigate the challenges that lie ahead. With a proven track record of accomplishments 

and a pragmatic approach to realizing goals, I am dedicated to championing our collective 

vision and advancing the ASNM's mission. 
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