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Abstract F

Research of genetic polymorphisms of Sasang Constitution
- focusing on SNP of MTHFR gene -
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Sasang Constitutional Medicine is based on the diversity of Human being and medically developed the response vatiation

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 comstitution. 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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olgi3t MAL o] N4, AFFH &=, A
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F e dd #8e =3 gy 2y H2
Human Genome Project/} SHAIE o] 17t} AYE
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o g B FHI AFHL gt} A EE
£4¢ X gshe AL olHd f1 JRE AA
Hog EAdd Zt MAY fAF Lot dEE
Bl $9E F AS Aotk

AVEAI A FAF B4 dig A7 58
gdrds ZAIggn APFEHRr} 19963 5-H
1998 37}A] 233} Genetic markerFA] STR locusol]
g 2+ A2 A9 alleleE vlmdle] 2 HA Jo
o ABAL AWrgton” 1 9 ACE FAAY}
AP AT Aade A8 B d7HY gl

AZF FAAZL WE £ 2 WHAHA Aleict
o7k e ¥4 FHEe] RuHa Jo. 1 F
H7] AEoA MAF B0l e FLE7IHEA
(single nucleotide polymorphisms:SNPs)2 7]71319] #4
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FAAL pool& THEI ©]F 18 A9 1p36.39
5-9lo]l EAshe MTHFR #7AS] sNPe} o{-&
slshan stk

MTHFR  fAAE=  5,10-methylenetetrahydrofolate
reductased FAASI= HALE o|F occlusive vascular
disease, neural tube defects, colon cancer 2§37} FHY
o] A& Ao AAZA Husn Yt

ol HEAN IR FHNASAL #d
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Ao o] EeAF AN WEo] =1 B
A} 4£809] wo] e AL 13t MTHFR
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¥ o) MTHRS] G4 Aolg 7 ADYTA
23 B % 9E Aol & AFIME o2l 1
2 Azs A% 2ES Y @4 B0E MIHR
o] SNP B9 % occlusive vascular disease®} TEE
Coding region] exond®] 222 codon®] SNPE A AWE
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AA7 SAo] WEHY AQ AT Genomic
DNAE U|A2 2 MTHFRY] Coding regionQ] exond 2]
222 codon®] SNPQ] W@ NEE BAMst A A
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(1) HE Z=2l QXX &Y

APgAAe fAA dEd a7 M Iee
Aggk A Ave 2AG T Aotk 7
sgistal APFA Aol Ado] AFH Ae=
Avdn g AL AUz A 42 38

9, 2%, 259 7 AAEE 247, HF 4
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e Adste M A Ee o5 89
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(2) DNA =B

Phycoll-HypaqueZ ©]-8-5}¢] Whool Bloodolj4]
T& 2a)3} genomic DNAE F2319th. 54 ¥
T2 g@3o] TEY| % & 7h12] Genomic DNAE
2ml¥ 2Z3ate] A AATDY Gene PoolS THERTH

(3) PCR

o} 9] Oligonucleotide primerE ©]-&3) A&tk
Gene PoolS WA+ S.2 PCR 7]7](Perkin Elmer 9600)Z
0]-8-3}] Polymerase Chain Reaction ]33}l A2
Acte] 444 SNPs A2 E R

Lt Primer : GCTTTGAGGCTGACCTGAAG

Re Primer : AAGCGGAAGAATGTGTCAGC

Product Length : 107 bp
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(4) DNA sequencingill Xjg 2

B71ME EAS DNA sequenceABI 373A DNA
sequencen® ©|-8-3}o} AP3P}. YoiAE ABES
FTAHLE NP YEh= §7]9] RIEE #4310
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MTHFRE] 677C/T Polymorphisme &¢13}7] 93
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PCR 3}4] Sequence® #4¢ A ol <¥E 1>
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MTHFRS At} 1 GAA 1p3639f %] 810
5,10-methylenetetrahydrofolate reductase® coding3l=
ZAAto[ck 5,10-methylenetetrahydrofolate reductase™= $,10-
methylenetetrahydrofolate & 5-methyltetrahydrofolate 2 2
gl=r) Zuja8-S Sl S-methyletrahydrofolate
= homocysteine remethylationS methionine . & cosubstrate
3= Qe 3tk 5,10-methylenetetrahydrofolate: reductase
o2& Y oA Bz EY gad 3o

¥ 1. MTHFRS| exon 42{ sequence
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19913 Kang, SS9l 2]3)] thermolabile MTHFR®]
coronary artery AEFH FHHOE ARAN T A7)
H o]& 2 MTHFRH} occlusive vascular disease$}9] T
a4 g A77F 823 199599 Frosst et el
o) 98] nudeotide (nt) 677904 C7} TE A H= ¢
FAo] dAAGA T8 FHF JPIAL €
gz A s’

o]Eo] 813l JdA BHYZE exon 49 YR8
T O3@A o2 o] protein®] T4 oA GCC/GTCE
22290 Codono|A] alaninfvaline®] x}o]E F&3HA 2
t}. o] MTHFRE] thermolabile form?] Aol o
He Aoz 47 FHo. o OH AL occlusive
vascular disease, neural tube defects, colon cancer2]| Al T}
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MTHFR 3%} exon 49] OT GE4E& AdHZ
A9 Bo} 9o ¥9} 2L FAE AU o)A
F Axd aia 459 e A YA

196 G[GT 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/TIC GAT TTC ATC 225
226 ATC ACG CAG CIT TTC TIT GAG GCT GAC ACA TTC TTC CGC TIT GTIG 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 CIT CGG CAG CTT GTG AAG 270

[ 1: exon 48] Sequence, G[C/TIC : Polymorphism Site

Primer ¢ Lt (TGCTTTGAGGCTGACCTGAAG) Rt (AAGCGGAAGAATGTGTCAGC )

E 2. MAECH MTHFRel C/T677) chad Leigl wix

. Amiro Add | 8% AW 2= okl
Ge . .
ne Description focus | Polymorphism change 41 24%) (4 vl
5,10-methylenetetrahydro o CT(C) CT(O CT©O) CrQ
MTHFR folate reductase 1p36.3 677ck 22v L6/15/07 | L5/1.6007 | 1516007 | 14/13/03
(NADPH) C:0.44 C:0.50 C:0.50 C:0.44
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