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Sasang Constitutional Medicine focuses on the different constitutional manifestations of the
individual's nature and emotions. The nature and emotions drive the ascending and descending of Qi
in the body. And this dynamics of the Qi's ascent and descent shapes the different types of
structures, functions and temperaments.

Although Sasang Constitutional Medicine has many advantages, its diagnosis of the constitution still
depends on the doctors' own idea and has no objective identification. So many doctors in Korea have
been trying to solve this problem. Recently, there are several efforts to find out the relationship
between genetic information and constitution.

By the way, May, 1998 there is a astonishing report about the gene which determines the human
performance, that is ACE(angiotensin converting enzyme). And it suggests that the 1 allele was
associated with improved endurance performance. ACE has three genotype including II, ID and DD.

“I ” means insertion and “D” means deletion.
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We determined the type of the Sasang constitution with QSCCII questionaire and the one's ACE
genotype with PCR of the 127 people and we discovered the relationship between the constitution
and the ACE genotype. The result is as follow.

Among 39 people who have the 11 genotype, 7(18%) belong to Taeum(Taiyin), 9(23.1%) belong to
Soyang(Shaoyang) and 23(59%) belong to Soeum(Shaoyin). Among 62 people who have the ID
genotype, 18(29%) belong to Taeum(Taiyin), 21(33.9%) belong to Soyang(Shaoyang) and 23(37.1%)
belong to Soeum(Shaoyin). Among 26 people who have DD genotype, 11(42.3%) belong to
Taeum(Taiyin), 4(15.4%) belong to Soyang(Shaoyang) and 11(42.3%) belong to Soeum(Shaoyin).

This data indicates that there are implicable relationship between the Sasang constitution and ACE
genotype. Especially people who have Il genotype have much possibility to be a Soeum(Shaoyin)
person (59%) and Soyang(Shaoyang) person have less possibility to have DD genotype (15.4%).

With this conclusion, we suggest further study of relationship between the Sasang constitution and
ACE genotype and we think that other polymorphism can be a candidate of the partner of Sasang

constitution.
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1) Sampling
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2) DNA extraction
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3) PCR(polymerase chain reaction)2)
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st

ACE1 5-CATCCTTTCTCCCATTTCTC-3’

ACE2 5 -TGGGATTACAGGCGTGATACAG-3’

ACE3 5 -ATTTCAGAGCTGGAATAAAATT-3’

PCR wgele A 252 s 10xXPCR
buffer(Tris(pH9.0)750mM. Ammonium sul-
fate 150mM, BSA 1.25mg/m¢, MgClz 25mM )
2.5p8, 10mM dNTP 0.54. ACE1(10pmole)
2.014, ACE2(10pmole) 0.7u£, ACE3(10pmole)
2.0¢8, Taq(5unit/m) 0.3u8, UNG (lunit/uf)
0.5u, %% DNA 504, D-W 11.54% 0.2
me PCR tubedl 4jol& ¥ wHgAIZT

PCR 2%212 UNG(uracil-N-glycosylase)
g A7 AR 50T, 3% ¥3AIZ o 95T,
3% ¥sAIAY. Cycle ¥H3-& 94T 30sec. 55T
30sec. 72T 30sec® 353 AAstH o ofF-g
¥h3-& 72TAM 3% AAIEAT. AHEE PCR7
71 Perkin Elmer 9600°]t}.
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