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Current Research

My research has focused on the quantification of
the familial aggregation of cancer based on the
Swedish Family-Cancer Database, the
identification of cancer susceptibility genes and the
combination of data from familial and genetic
association studies.

-I have adapted statistical techniques that permit to
impute unobserved genotypes based on public
data repositories. | have applied these techniques
to explore the relationship between TGF@ variants
and acute lymphoblastic leukemia, and the effect
of variants in the UBC9 gene on breast cancer risk.

- | have applied both traditional (logistic regression)
and novel (multidimensionality reduction) statistical
methods to investigate the relationship between
combinations of genetic variants and cancer.

-The design of preventive strategies, the
identification of prognostic biomarkers and the
translation into improved therapies may benefit
from the characterization of (sub)phenotypes. |
have used gene expression data to characterize
heterogeneous nevi and to investigate the
relationship with BRAF mutational status.

- | have developed and applied tailored statistical
methods to optimize the identification of genetic
variants involved in cancer and other complex
diseases (for example, in rheumatoid arthritis).
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Future Projects and Goals

I will use data on familial aggregation to
characterize cancer phenotypes and to
prioritize genotyping. Genetic models will
be designed in order to integrate data from
familial and association studies.

Current statistical methods for
identification of cancer related genes
behave quite poorly under slight violations
of the model assumptions. | will develop
robust methods to identify the models best
fitting to the majority of the data, and to
detect outlying observations.
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