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Sasang Constitutional Medicine is based on the diversity of human being and medically developed the
variation of response to diseases and medicines. The diversity is categorized as four groups Taeyangin,
Taeumin, Soyangin, Soeumin according to morphology, physiology, pathology, and pharmacology. The
phenotypes of Sasang constitutions represent that constitutions may be possessed of the different genetic
backgrounds.

To clarify the genetic difference among the Sasang constitutions, we performed a genetic analysis with
the 3-UTR polymorphism of ADPRT (rs=8679) as a pooled DNA sequencing method. ADPRT
modulates various nuclear proteins by poly(ADP-ribosy)lation and is involved in the regulation of various
cellular processes such as differentiation, proliferation, and tumor transformation. This gene is also involved
in the recovery of cell from DNA damage and the brain infarction.

The allele frequencies of [T/C} polymorphism of ADPRT of Soeumin and Soyangin groups were (T:
0.94/C: 0.06) and that of Taeumin and Taeyangin groups were (T: 1.00/C: 0.00). The allele frequency
was not showed the difference between constitution groups. This result represented that the [T/C]
polymorphism of ADPRT 3' UTR region was not suitable to classify the constitutions. However, this
study is the first trial of Sasang classification according to genetic polymorphism and further analysis will
be necessarily to classify the genetic difference of Sasang constitution.
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ficcectcag  [glacattgle fatgatatty ctcaggtaaa fictgaagtat
clgctgaaac tgaaaticaa tttaagacc tecclgtget aaliigggaga
gglagecgag icacacccgq lggetetggt atgaaticac ccgaageget
Ictgcaccaa cicacclggc cgctaagity ctgalgggta gtacctglac
laaaccacct cagaaaggal fttacagaaa cglgitaaag gtitictcta
acticlcaag  teccligtt  tgtgitgtgt  cigtggggag  gggtigitt
gggattgttt  tgttitttc  tlgecaggta  gataaaacty acalagagaa
aaggetggag agagaticty ttgcatagac laglectaly gaaaaaacca
ageticgtta  gaatgictge cttactgglt tccccaggga aggaaaaata

caciiccace  cfttticta  aglgtcgtc  ttagititg  attttggaaa
gatgttaagc  afifaftttt agitaaaaat aaaaactaat ticatactat
tagatitic titttatet tgcacttatt gtccectitt tagittittt tgittgecte

ttotogtgag ggglalggga agaccaaagg aaggaacget aacaattict
catactfaga aacaaaaaga gcftiectic tccaggaa[tlc?a ctgaacatgg
gagclciga  aatalgtagt atlaaaaglt gcatfigaaa tcttgactl
fcttatggge  aclittgict  tccaaaltaa  aactclacca  caaatatact
tacccaagqg ctaalaglaa tacicgatta aaaatgcaga fgcetic

[ 1 : exon239] Sequence, {t/c} : Polymorphism Site, Primer :
Le(grgtgggaagaccaaaggaa) Ri(tcaagagercccatgticag)
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