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The following papers were considered by the Committee:
• Executive Summary
• PGD Application form
• Redacted Peer Review
• Genetic Alliance opinion
The Committee also had before it:
•
•
•
•
•
•
•
•
•

HFEA Protocol for the Conduct of Licence Committee Meetings and
Hearings
8th edition of the HFEA Code of Practice
Human Fertilisation and Embryology Act 1990 (as amended)
Decision trees for granting and renewing licences and considering
requests to vary a licence (including the PGD decision tree); and
Guidance for members of Authority and Committees on the handling of
conflicts of interest approved by the Authority on 21 January 2009.
Guidance on periods for which new or renewed licences should be
granted
Standing Orders and Instrument of Delegation
Indicative Sanctions Guidance
HFEA Directions 0000 – 0012

•
•
•

Guide to Licensing
Compliance and Enforcement Policy
Policy on Publication of Authority and Committee Papers

1. The Committee had regard to its Decision Tree and was satisfied that the
Centre has an established PGD programme and has considerable
experience of carrying out PGD.
2. The Committee was satisfied that the Centre’s proposed purpose of testing
the embryos was as set out in paragraph 1ZA(1)(b) of schedule 2 of the
Act, ie. ‘where there is a particular risk that the embryo may have any
gene, chromosome or mitochondrion abnormality, establishing whether it
has that abnormality or any other gene, chromosome or mitochondrion
abnormality’.
3. The Committee noted that Sanjad Sakati Syndrome is inherited in an
autosomal recessive pattern. If an embryo inherits a copy of the faulty
gene from both parents it will develop the disease, i.e. there is a 25%
chance of the embryo having the abnormality.
4. The Committee noted that there is a significant risk that a person with the
abnormality will develop a serious medical condition because it is fully
penetrant.
5. The Committee was satisfied that the condition is serious, the condition
presents from conception and manifests in utero with significant intrauterine growth retardation. The condition presents in most affected
children within the first few days of life, and nearly all within the first few
months. The main symptoms include hypoparathyroidism (inadequate
secretion of parathyroid hormone resulting in abnormally low levels of
calcium in the blood), seizures, feeding problems and significant
developmental delay. Microcephaly (an abnormally small head due to a
failure of brain growth) and dysmorphic features are detected in all
individuals with the condition. Genital abnormalities are also common and
there is increased susceptibility to recurrent infection.
6. The Committee noted that the condition is not treatable. The
hypoparathyroidism can be ameliorated and anticonvulsants can help
seizures, however, one third of individuals with the condition die by two
years of age.
7. On the basis of the information presented, the Committee was satisfied
that there is a significant risk that a person with the abnormality will have

