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Resource Information

URL: http://www.ucl.ac.uk/ncl/

Proper Citation: NCL Resource - A gateway for Batten disease (RRID:SCR_012826)

Description: It serves as a gateway for clinicians, families and researchers who have an
interest in or are affected by Batten disease or who wish to find out more. Information can
be accessed via four main routes - Clinicians, Families, Researchers, Professional
Support. The Clinical route describes Batten disease and includes details on diagnosis
and diagnostic services. The Family route also describes Batten disease and lists support
groups. The Research route includes the NCL Mutation Database, established in 1998,
and other useful information. The Professional Support route includes details of
coordinated initiatives to support those affected by Batten disease. A fifth route, Research
Consortia, serves to meet research needs and currently act as a focus for collaborative
efforts to identify the remaining human and animal NCL genes and facilitate functional
approaches. An additional route, Creativity, has been launched to display creative items
from families with Batten disease, and to celebrate life, in both its fullness and fragility.

Synonyms: NCL Resource

Resource Type: database, data or information resource

Keywords: FASEB list
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Ratings and Alerts
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No rating or validation information has been found for NCL Resource - A gateway for
Batten disease.

No alerts have been found for NCL Resource - A gateway for Batten disease.

Data and Source Information

Source: SciCrunch Registry

Usage and Citation Metrics

We found 30 mentions in open access literature.
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