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Abstract I|

Research of genetic polymorphisms of Sasang Constitution
- focusing on SNP of MTHFR gene -

Lee Su-kyung® - Song ll-byung™
*Dept. of Sasang Constitutional Medicine, Hospital of Criental Medicine, Kyung-Hee Univ.

~Dept. of Sasang Constitutional Medicine, College of Oriental Medicine, Kyung-Hee Univ.

Sasang Constitutional Medicine is based on the diversity of Human being and medically developed the response varation
to diseases and medicines. The diversity is categorized as four from physiology, pathology, symptoms, to therapy. So that

is related the difference of individual characteristics in Western Science. Single nucleotide polymorphism is the basic tool to

research genetic polymorphisms.

We researched the polymorphism site of MTHFR gene on 1p36.3, which is relatively reported the occlusive vascular
disease. In the clinical research of brain infarction, the occurrence was different according to constitution. The 677C/T

Polymorphism site of MTHFR was not significantly different in constitution group. But this research was the first trial

about the single nucleotide polymorphism according to constitution.

The more researchs of many genes are necessary to find the characteristics of constitution.
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Human Genome Project7} #4435 0] QiZto] A= &
AAe F2HA AL WA AL FA R
of digt B BEI AFHD AUk AR RE
&8 ¥Fd= AFL ol 1 FRE A
Hog M3 7 A FHF Lolrt HEE
Wi FHE 5 AL Aotk

ApgAel 537 B40] dg A7 PRHe)
sA7es AU AR 19965 E
1998\ A7} 2] Z18d3F Genetic marker2A] STR locusdl]
gk 2 A2 A9 aleleE vwdte] 2+ AA
o A#Age Amugten? 1 9 ACE A%
AP3A Aol AU 48 8 A7 Ak
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(single nucleotide polymorphisms:SNPs)< 7§71¢19) &2
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SAEIGE A S gls7] A3 Ao 4 HF
32 pool& HED o5 1 FAA 9 1p36.39
2900 EASE MTHR §82s) SNPS clR g
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MTHFR AR E  5,10-methylenetecrahydrofolate
reductaseE A= HOZ o]t occlusive vascular
disease, neural tube defects, colon cancer g} WP
o] v AoE HA7A BHET gt

o Ny YR¥BY FAZNENT B
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A 2] o] jo]g 1Y o A AN
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A B 5 Qe Aol & dFdiMe oldd /M
€ A%k A& Fx2 Y ¥4 E1¥€ MIHFR
9] SNP ¥9 % occlusive vascular disease®} THE
Coding region] exond®} 222 codon?] SNPE #ZAFZ
#1% Ao} e AE AFSHRA ssich
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AAH S0l AYAY MY AL Genomic
DNAE tiAto. 2 MTHFRY Coding regionQl exond 9]
222 codon®] SNPQ) ¥ ¥l Z B30 A FAd
of @2 FAA UFo] A=AE ZARIUS

(1) M@ 2o QMK &Y
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e A Ado AT AT dAolq. 7
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(2) DNA =&

Phycoll-Hypaque & ©]8-8t} Whool Bloodol| 4 2

£ 22§ genomic DNAZ FZ3QY 59 &
=8 %30} TEo| % & 74U Genomic DNAE
¥ FZ8] AAYEY Gene Poold TEATH

(3) PCR

o}ell ] Oligonucleotide primerS o] &a] A2
Gene Pool2 WA} Z PCR 7]7|(Perkin Elmer 9600)E
o] 88} Polymerase Chain Reactiond A|3 3l #) &
Ak A4 SNps AIBE SR EAT

Lt Primer : GCTTTGAGGCTGACCTGAAG

Rt Primer : AAGCGGAAGAATGTGTCAGC

Product Length : 107 bp
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(4) DNA sequencingilt Xtg =41

d7]1MQ £AS DNA sequencefABI 373A DNA
sequencer)Z ©|-8-3t] APt Ao AFES
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MTHFR®] 677C/T Polymorphism-& 21317 &)
PrimerS AH8-3t] Z} AAFTEY HFAA Pools
PCR 3t Sequence® ¥AF ZAn} ofef <E 1>3
& SequenceE 3T}

G71e] SHNEE HAF A ol E 29 2
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MTHRRE AHRHS) 19 943 1p3630l AAI5he)
5,10-methylenetetrahydrofolate reductaseZ codingdh= &
Azjolt). 5,10-methylenetetrahydrofolate reductase= 5,10-
methylenetetrahydrofolate S 5-methyltetrahydrofolate 2 A
g3led] Zo)28L st 5-methyletrahydrofolate
 homocysteine remethylation-S- methionine © 2. cosubstrate
e J82 $}. 5,10-methylenetetrahydrofolate reductase
o AEL A4 tAtY] o2 B elad A§o

H 1. MTHFR®l exon 42| sequence

FH Y o7 -

2 o84 A’

19914 Kang SSoll 2] chermolabile MTHFRO]
coronary arery AET FHHo 2 FAYP T A7)
© o)]%E2 MTHFRY occlusive vascular disease$}o] &
Aol g Q77 B 19950 Frosst et el
o 93] nudeotide (nt) 677914 C7} T2 WA =& o}
o] dAAFPANM FoT H3H APIA} &
oo AAsA” '

o]Eo] B3l A HYEE exon 49 YA 5=
OT 8402 o] proteing] FAolAH GCUGTCE
222 Codond|A] alaninjvaline®] z}o]E His1A €
t}. o]= MTHFRY thermolabile form?] §Adol] o
He Aoz g AY o UFAL oclusive
vascular disease, neural tube defects, colon cancer®] A t}
S aQlel o3 Ay FAHO Qe Rez ¥
A Ro=Ey ot

ole] & Ay AMIAIA wE A o]
Aol AT w P AT YA AMAF A
o|7} A& P3olA &I F AUk 222 3
A4 gAFNE fdle MTHIR {329 ¥ A
o] Aol w& zlol7} AL Aol 7H ofdf £
AT+E Y3t

MTHFR 34} exon 48] OT B34& AAEE
48 Hol Y9 He} ZL AAE AUk oW
T A std A5 IASH G FHdelA

196 GIGT TAC CCC AAA GGC CAC CCC GAA GCA GGG AGC TTT GAG GCT GAC 210
211 CTG AAG CAC TTG AAG GAG AAG GTG TCT GCG GGA G{C/T)JC GAT TTC ATC 225
226 ATC ACG CAG CTIT TTC TIT GAG GCT GAC ACA TTC TTC CGC TTT GTG 240

241 AAG GCA TGC ACC GAC ATG GGC ATC ACT TGC CCC ATC GTC CCC GGG 255

256 ATC TTT CCC ATC CAG} GGC TAC CAC TCC CTT CGG CAG CTT GTG AAG 270

{ 1 : exon 42} Sequence, GIC/TIC : Polymorphism Site

Primer : Lt (TGCTTTGAGGCTGACCTGAAG) Rt (AAGCGGAAGAATGTGTCAGC )

B 2 HEMchE MTHFRS CIT677) chédy wselol gig

) ) Amino Add |  4g< 290l 2IE] 2!

Gen Descri B - © .
e cription locus Polymorphism change 24%) 24%) 24%) @sd
5,10-methylenetetrahydro da222val CT(O CT(O) O CT(O)

MTHFR folate reductase 1p36.3 677ck G{C/I‘;,C 16/1.5/07 | 1.5/1.6/0.7 | 1.5/1.6/0.7 | 1.4/1.3/0.3
(NADPH) C:0.44 C:0.50 C:0.50 C:0.44
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