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Proper Citation

Progeria Research Foundation (RRID:SCR_012786)

Resource Information

URL.: http://www.progeriaresearch.org/index.html

Proper Citation: Progeria Research Foundation (RRID:SCR_012786)

Description: The mission of The Progeria Research Foundation is to discover treatments
and the cure for Progeria, and its aging related disorders. Progeria is a rare and fatal
genetic disease characterized by an appearance of accelerated aging in children. Without
the discovery of new treatments, all children with Progeria will die of heart disease at an
average age of 13 years. The Progeria Research Foundation (PRF) was founded in 1999
in response to the complete lack of progress being made to help children with Progeria.
We have filled a void, taking these children out of the background where they had been for
over 100 years and putting them and Progeria at the forefront of scientific efforts. In just
11.5 years, we have achieved extraordinary progress towards our mission: the Progeria
gene discovery in 2003, first-ever clinical drug trials initiated in 2007, extensive global
awareness of the disease and PRF"s work, and discovery of critical biological links
between Progeria, heart disease and aging we all experience.

Abbreviations: PRF

Resource Type: institution

Keywords: progeria

Related Condition: Aging

Resource Name: Progeria Research Foundation

Resource ID: SCR_012786

Alternate IDs: Crossref funder ID: 100002287, grid.423381.f, nix_53243
Alternate URLSs: https://ror.org/03gs03z89

Record Creation Time: 20220129T080312+0000



https://dknet.org
https://dknet.org/data/record/nlx_144509-1/RRID:SCR_012786/resolver
http://www.progeriaresearch.org/index.html

Record Last Update: 20260801T190451+0000

Ratings and Alerts

No rating or validation information has been found for Progeria Research Foundation.

No alerts have been found for Progeria Research Foundation.

Data and Source Information

Source: SciCrunch Registry

Usage and Citation Metrics
We found 40 mentions in open access literature.
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