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HLA-DRB AND HLA-DQB HAPLOTYPES IN TWO SUDDEN
UNEXPLAINED DEATH SYNDROME (“LAI-TAI”) FAMILIES

P.Himmungnan*, S.Sangwattanaroj**
*Pathology of Institute, Rajathavee, Bankgok 10400.

**Chulalongkorn University, Bangkok, Thailand

Sudden Unexplained Death Syndrome (SUDS or Lai-Tai), a suddenly unexpected death during sleep
in previously healthy young adults with no structural cause of death. Most victims lived in
Northeastern Thailand. Some of the victims’ relatives died in the same manner. A genetic basis for
SUDS has thus been proposed. We carried out a study of HLA-DRB and HLA-DQB haplotypes in
SUDS family to search for the haplotype transmission.

Using Polymerase Chain Reaction-Sequence Specific Oligonucleotide typing (PCR-SSO),
we have detected the composition of HLA-DRB and DQB haplotypes, presents in two SUDS
families (with 4 presumptive SUDS victims). The first family 10 relative, mean age of 43.5 years
had 4 HLA-DRB and HLA-DQB haplotypes patterns; HLA-DRB1*090.12, DRB4*0101/03/04/05,
DQB1*03032/033 in 6 relatives with Brugada Sign (BS) of 16.7%, HLA-DRB1*1502/08,
DRB5*0102/08N, DQB1*06011/013 in 2 relatives with BS of 0%, HLA-DRB1*1501/09,
DRB5*01011, DQB1*06011/013, and HLA-DRB1*12021, DRB3*0301, DQB1*0502 in 6 relatives
with BS of 33%, HLA-DRB1*1404, DRB3*0207, DQB1*05031 in 4 relatives with BS of 25%,
HLA-DRB1/1502/08, DRB*50102/08N, DQB1*06011/013 with BS of 33%, and HLA-
DRB1*09012, DRB4*0101/03/04/05, DQB1*03032/033 in 1 relative with BS of 50%.

It 1is interesting that two SUDS families provided both HLA-DRBI*09012,
DRB4*0101/03/04/05, DQB1*03032/033 and HLA-DRB1*1501/09, DRB5*01011,
DQB1*06011/013 in 2 cases; one presumptive SUDS victim in the first family possibly carried
those haplotypes (from the family tree) as same as one relative with BS in the second family.
However, more suspected high-risk groups (BS groups) are required to elucidate the mode of
remarkable haplotype transmission or inheritance in SUDS because not all the living relatives’

haplotypes are demonstrated.



