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Steffi Oesterreich, Ph.D. Associate Professor of Medicine

eRA COMMONS USER NAME

steffio

EDUCATION/TRAINING (Begin with baccalaureate or other initial professional education, such as nursing, and include postdoctoral training.)

DEGREE

INSTITUTION AND LOCATION (if applicable) YEAR(s) FIELD OF STUDY
Humboldt University, Berlin, Germany B.S. 1984-1989 | Biochemistry
Humboldt University/Max-Delbrueck-Center for Ph.D. 1989-1992 | Molecular Biology

Molecular Medicine, Berlin-Buch, Germany

UT Health Science Center at San Antonio

Postdoctoral

1992-1996 Breast Cancer
Fellow

Professional Experience

1996-1998
9/1/98-5/99
8/99-10/04

6/99-10/04
10/04-present

Instructor, Dept of Medicine, Division of Medical Oncology, UT Health Science Center at
San Antonio, TX.

Assistant Professor, Dept of Medicine, Div. of Medical Oncology, UT Health Science Center
at San Antonio, TX.

Adjunct Assistant Professor, Dept. of Mol & Cell Biology, Baylor College of Medicine,
Houston, TX.

Assistant Professor, Dept. of Medicine, Baylor College of Medicine, Houston, TX.

Associate Professor, Dept. of Medicine, Dept. of Mol & Cell Biology, Baylor College of
Medicine, Houston, TX.

Honors and Awards

1990
1993
1995
1996
1998
2000
2002

2002

HOECHST Ph.D. Award

Postdoctoral Fellowship Grant from Susan G. Komen Breast Cancer Foundation

SPORE Development Grant

Howard Hughes Institutional Grant

Howard Temin Award (K01), Career Development Grant (NIH)

Chao Award/ Baylor College of Medicine

American Cancer Society Research Scholar Grant (ranked #1 of 47-declined due to
overlap with R01)

Women'’s Health Research Award (Women in Endocrinology)

Publications (from a total of 37)
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ONGOING RESEARCH SUPPORT

R01 CA97213 (Oesterreich) 8/1/02-7/31/07

NIH/NCI

ER Co-Repressor Function of SAFB in Breast Cancer

The major goal of this project is to define the mechanism of repression and the biological significance of
the estrogen receptor corepressor SAFB.

P01 CA30195 (Osborne/Oesterreich) 4/1/04-3/31/09

NIH/NCI

Novel Gene Networks in Breast Development and Cancer Project 2 - "Scaffold Attachment Factors
SAFB1/2 as Novel Breast Tumor Suppressor Genes"

The major goals of this large Program Project are to identify and characterize the role of novel genetic
pathways, which are found to be important in the normal breast, in the pathogenesis and progression of
human breast cancer. Dr. Oesterreich's specific project deals with the characterization of SAFB1 and
SAFB2 as tumor suppressor genes, mainly through identification of mechanism(s) of inactivation, and
generation and analysis of knockout mouse models.

W81XWH-04-1-0423 (Oesterreich) 3/15/04-3/14/07

Department of Defense

The Scaffold Attachment Factor SAFB1: A new player in G2/M checkpoint control?

The major goal of this project is to prove that SAFB1 is critical in G2/M checkpoint control and in
resistance to G2/M blockers.

DAMD17-02-1-0286 (Lee) 4/1/02-3/31/05

DOD

A Unique Breast Cancer Cell Model for Studying Reported Functions of Membrane-localized Estrogen
Receptor a

The major goal of this project is to create a unique and novel breast cancer cell line model that only
expresses ERa in the membrane or cytoplasm and not in the nucleus. This model will then be used to
study membrane or cytoplasmic ERa signaling.

RESEARCH COMPLETED IN THE LAST 3 YEARS

K01 CA77674-01(Oesterreich) 6/1/98-5/31/03

NIH/NCI

Temin Award: A New Nuclear Matrix Protein in Breast Cancer Growth

The major goal of this project is to determine the role of HET (hsp27-ERE-TATA binding protein) in
proliferation of breast cancer cells.

BC971976 (Oesterreich) 9/30/98-9/29/01

DOD

IDEA Award: HET is a Novel Tumor Suppressor Gene in Human Breast Cancer

The major goal of this project is to determine whether HET is the tumor suppressor gene at 19p13 by
doing LOH studies using additional markers, and by sequencing HET. We also propose to demonstrate
that the neoplastic phenotype in breast cancer cells harboring HET mutations can be reversed by
introduction of wildtype but not mutated HET.

None (Oesterreich) 7/1/00-6/30/03

BCM Dept of Med

CHAO Award: Is HET/SAF-B a tumor suppressor gene in breast cancer? Generation of a mouse model.
This grant is an institutional award. The major goal of this project is to generate a HET/SAF-B null mouse
by gene targeting.
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