Getting to Know

Dr. Mark Pasmantier…
1. How did you get involved
with CR&T?

4. Who would you like to see

play in the Super Bowl this
year?

Dr. Silver was an inspiration to
go into this area and has been
a mentor for a long time.

2. What are your main areas of

Giants
5. Which scientists do you
most admire and why?

expertise?

Dr. Gerald Fink of the

Lung cancer, breast cancer,

Whitehead Institute at MIT and

hematologic malignancies

Dr. Harold Varmus, Director of

3. What is on the horizon for

NCI, for their work in molecular

cancer research?

Sadly, government cutbacks
are occurring because we are
trying to balance the budget.
With budget spending going

Professor of Hematology
and Medical Oncology
at Weill Cornell Medical
College and Associate
Medical Director of CR&T

biology.

6. Mac or PC?
PC

7. In your opinion, what

down, this will negatively
impact our leadership position
in making advances in

technological advancement
has helped improve patient
care?

The advancement of

research. This is when private

screening, especially for colon,

philanthropy becomes even

lung, and breast cancers.

more important.

Anti-cancer agents grant: A Progress report from
David Scheinberg, MD, PH.D
inhibition of A MITOCHONDRIAL ENZYME

variety of human cancers in model systems.

(peptide deformylase) DISRUPTS

Similarly, pharmacologic inhibition of PDF

MITOCHONDRIAL FUNCTION AND KILLS

with the antibiotic inhibitor actinonin results

CANCER CELLS SELECTIVELY

in mitochondrial dysfunction and promotes

David A. Scheinberg, MD, Ph.D; Sindy
Escobar-Alvarez, Ph.D; Hakim Djaballah,
Ph.D; Aneesh Sheth, student
Mitochondria are organelles in all human
cells that are responsible for production
of energy from glucose and oxygen. The
mitochondria are also master controllers of
cell death. The human mitochondrial protein,
peptide deformylase, (PDF) is an enzyme that
removes the ends of key proteins that are
involved in the energy production process.
We have shown that inhibition of PDF
decreases human cancer cell growth in a

cell death or growth arrest in a wide variety of
cancer cell lines.
The mechanism for how blocking PDF
kills cancer cells more than normal cells is not
known, but the understanding of this process
would allow development of better anticancer drugs. We show that inhibition of PDF
function in mitochondria of human cancer cell
lines reduces accumulation of the key proteins
that are involved in making energy for the cell;
energy production by the mitochondria drops.
We are in the process of trying to develop
more potent inhibitors that might be used as
drugs for human cancers.

