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Jane Morse, MD—A Physician-
Investigator Whose “New Career”
Gave Immeasurably to the
Pulmonary Hypertension
Community

In the field of observation, chance
favors the prepared mind.
—Louis Pasteur

Jane Morse, MD, possessed a pre-
pared mind, and she used her years
of preparation to serve patients and
families whose lives were devastated
by pulmonary arterial hypertension.

The story of her contributions is a tale of two careers,
both of which were essential to her brilliant success.

Dr Morse began her career in research after she
received her MD degree from Columbia University’s
College of Physicians and Surgeons. This was the right
direction for a young physician with insight for careful
observation, in-depth study, and the unique ability to
identify important research questions. Dr Morse’s skills
were honed under the tutelage of Dr. Henry Kunkel, her
mentor at the Rockefeller Institute, who, she says, was
very astute at knowing how to follow up observations.
With her innate abilities and Dr Kunkel’s mentorship,
the stage was set for an investigative career.

After her postgraduate studies at the Rockefeller
Institute, she returned to the College of Physicians and
Surgeons with an academic appointment in rheumatol-
ogy. Her initial interests were in autoimmune phenome-
na. However, fortunately for the pulmonary hyperten-
sion community, she became interested in the link
between autoimmune phenomena and pulmonary
hypertension. She investigated relationships between
unexplained pulmonary hypertension and major histo-
compatibility complexes; and then began to turn her
attention to the immunogenetic findings in families
with pulmonary hypertension. In 1992 she published
her observations of autoantibodies and the major histo-
compatibility locus in four families with pulmonary
arterial hypertension.

The known occurrence of pulmonary arterial

hypertension in families with scleroderma triggered
Dr Morse’s career change from autoimmune studies
to genome studies of pulmonary arterial hypertension.
One of her scleroderma families included a father and
daughter in New Jersey. Dr Robyn Barst followed the
child.

Dr Barst not only followed the child, she followed
a number of pulmonary arterial hypertension families.
The collaboration of Drs Morse and Barst created the
foundation needed for future investigations. Their ini-
tial work examined human leukocyte antigens (HLA) in
patients with pulmonary hypertension. However, they
realized that they needed to examine microsatellite
markers across the human genome. One of Dr Morse’s
technicians learned how to place microsatellite mark-
ers, which quickly suggested five possible regions of
the genome where a causative gene might be found.
Dr Morse had made the transition to her new career in
genetic research. Soon, with the help of her colleagues,
she located and reported the chromosome locus of
the familial primary pulmonary hypertension gene to
2q33. This was a major breakthrough, providing inde-
pendent confirmation of the location of a critical genet-
ic determinant of inherited pulmonary arterial hyper-
tension.

The original work at Columbia was based in part
on a family shared with a group of researchers led by
investigators at Vanderbilt University who were doing
similar studies. The Columbia group identified another
family and confirmed their work; shortly thereafter,
they identified another family whose data pointed to
the same locus. Dr Morse remembers how exhilarating
it was to find the mutations in the families. “When we
had approximately 20 people with the mutations in the
two affected families, we were in business...it was
really exciting.”

With the recruitment of more families, she and her
colleagues identified the gene associated with familial
pulmonary hypertension. They reported mutations in
bone morphogenetic protein receptor 2 (BMPR2) as
causing familial pulmonary arterial hypertension;
Dr Morse credits Dr James Knowles and especially
Dr Zemin Deng (a fellow in her lab) for narrowing the
search to BMPR2. His suggestion that they look first
at that gene was based on his background reading on
lung development, once again showing the advantage
of having a prepared mind.

Dr Morse’s work continues. The group is now fine
mapping. “We’re also doing some studies to see if
different mutations cause more or less severe disease

Jane Morse, MD
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and could affect clinical outcome.” There may be more
genes to be found (BMPR2 accounts for approximately
10% of idiopathic pulmonary arterial hypertension
cases in the United States, although in Japan the
number is reported to be as high as 40%). However, it
is also possible that there are no modifying genes and
the trigger is environmental.

Dr Morse feels fortunate to have found a whole new
career just before retirement. “I’ve been very lucky.”
She is most grateful to the patients, their families, and
their doctors. The work she’s done could not have been
done without them and “it has enriched my life
tremendously. I’ve always enjoyed people and have
been fascinated by the differences. I’m grateful to
patients and peers who have helped.” �

Profile - Jane Morse, MD
(continued from page 56)

Scope of Manuscripts
Advances in Pulmonary Hypertension considers
the following types of manuscripts for publication:
• Reviews that summarize and synthesize peer-

reviewed literature to date on relevant topics in a
scholarly fashion and format.

• Letters to the Editor
• Clinical Case Studies

Manuscript Submission
Authors are required to submit their manuscripts
in an electronic format, preferably by email to
the Editor-in-Chief, Ronald J. Oudiz, MD, at
oudiz@humc.edu. Please provide manuscripts in
a word processing program. Images should be
submitted electronically as well.

All material reproduced from previously published,
copyrighted material should contain a full credit line
acknowledging the original source. Authors are respon-
sible for obtaining permission to reproduce
such material.

Contact information: List all authors, including mailing
address, titles and affiliations, phone, fax, and email.
Please note corresponding author.

Peer Review and Editing: Manuscripts will be peer
reviewed. Accepted manuscripts will be edited for clari-
ty, spelling, punctuation, grammar, and consistency
with American Medical Association (AMA) style.

Manuscript Preparation
Length: Full-length manuscripts should not exceed
4,000 words, including references. Please limit the
reference list to 50 citations. Manuscripts should be
accompanied by figures and/or tables. Generally, 4 to 5
figures and 2 to 3 tables are preferred for each manu-
script. Please include a brief description to accompany
these items, as well as a key for all abbreviated
words.

Spacing: One space after commas and periods.
Manuscripts should be double spaced. Manuscripts
should not contain an abstract but an introduction is
recommended.

References: All submissions should include numbered
references that are referred to in the text by super-
scripts and that conform to AMA style. Example:
Lewczuk J, Piszko P, Jagas J, et al. Prognostic factors
in medically treated patients with chronic pulmonary
embolism. Chest. 2001;119:818-823.

Copyright: Manuscripts and accompanying material
are accepted for exclusive publication in Advances in
Pulmonary Hypertension. None of the contents may
be reproduced without permission of the Pulmonary
Hypertension Association. To request permission,
please contact Stu Chapman, Executive Editor, (516)
356-5006; email: stulink@aol.com.
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