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Exact constitutional classification is especially important in Sasang Constitutional Medicine. Therefore,
most studies on the Sasang Constitutional medicine have been focused on how accurately to classify
Sasang Constitution. Recently, there have been reported on the studies about relationship between genertic
polymorphism and Sansang Constitution.

e purpose of this study is to investigate whether there is any correlation between Sasang Constiturion
and HLA .

Polymor;%}i):m of HLA genes have been known to be important role in transplantation, autoimmune
disease, immune response against infection. This study was concentrated on a relationship of HLA-A, -C,
-DR, and -DQ types with Sasang Constitution. Results are as following.

1. In the case of HLA-A, there was no significant difference. Only HLA-A*31 has a tendency which
Soyangin is less frequent than Soeumin and Taeumin.

2. In the case of HLA-C, there was significant difference between Sasang Constitution and HLA type.
In persons having HLA-C*04 allele, Taeumin is more frequent than Soyangin and Soeumin. On the
other hand, Soyangin is more frequent than Taecumin and Soeumin in HLA-C*07 allele. HLA-C*14 has a
tendency which Soeumin is more frequent than Soyangin and Taeumin. ’

3. In the case of HLA-DR type and HLA-DQ type, there was no significant  difference among
Sansang Constitution.

On the study of correlation between Sasang Constitution and HLA type, there was little statistical
significance and tendency. This study was the first try about presentation of frequency on the HLA alleles
corresponding with Sasang Constitution. I think that more study on the relationship between HLA gene
and Sasang Constitution 1s necessary by method of large case research and various statistical analysis.
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Table 1. Relation Between HLA-A and
Korean Sasang Constitution

Kore total Soyangin ~ Taeumin  Soeumin
Tee  “ay @21 (=) 6= @=2)

AN B3 1T 1540 19.26) 18.5(5)
A3 13 3803) 3.8(1) 380 370

Al 94 10.1(8) 170) 11.53) 1113)
AR4 28 21.822) 30.88) 297 226)
A% 0.0 131 380 00) 00)
A%26 81 84N 1L03) 77 142
A%9 04 L3(1) 00 380 00)

A¥Y) 44 13(1) %0) 380 00)
A¥1 39 10.18) O0) 15.44) 14.8(4)

A¥2 1.0 2502 o0) 0 142
. \F) 149 12.7(10) 19.25) 380 14.8(4)
A¥58 NL L3(1) 380 X0 (L0}

A%66 N 25(2) 380 3.8(1) 00)

*:Myung-hee Park. HLA of Korean. Korean
Medical Journal 1999;37(8):960-968.
+:%(number)

NL: not listed

Table 2. Relationship Between HLA-C and
Korean Sasang Constitution

Korean  total Taeumin  Soeumin

Tee U5 0l on)  (n20  (ae2d
Cw*01 12 26.3(21)  30.8(8) 19.2(5) 28.48)
Cw*02 0.8 2.5(2) 0) o0) 7.12)
w3 NL 304 BIO  BIO 2868
Cwod 59 1139)  3ED 2697 360
w5 08 250 00 00 710
Cw06 75 13D 3%) 00 o)
Cw*07 12.8 12.5(10)  23.1(6) 7.2 7.12)
Cw8  NL 756 1153 1150 O
2 NL LMD 00 38D ©
NL
NL

Cw*14 6.3(5) 3.8(1) 0(0) 143(4)
Cw*15 1.303) 00) 7.72) 3.6(1)

14) QSCCII: Questionair Sasang Constitution Classification 112] 2Fo],
B Z2o3e 19963 ZAsiste golaihEt AP Etela APEA AR FAAAQSCAn?] §Es R
EEIE AA PazudZds AFE T2 aYW3g Aot}
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Table 3. Relation Between HLA-DR and K
orean Sasang Constitution

Korean totat Soyangin  Taeumin Soeunin

e Tm e=m 0=5)  @=5)  e=®)
DRBI*01 64 1.6} 82) 41) 10.7(3)
DRBI*03 20 00) 00) © 00)
DRBI*04 196 35928  369) 4411 28.68)
DRB1*07 60 7.76) 16(4) 82 o0
DRBI*08 101 514 41 41) 71Q)
DRBI*09 95 6.4(5) 41 §2) 7.12)
DRBI*10 LS L3 o0) o0) 360
DRBI*11 35 3.803) 41 40 360
DRBI*12 72 64(5) 00 82 10.73)
DRBI*13 133 103®) 164 4(1) 10.763)
DRBI*i4 79 5.1¢4) 41) 00) 10.73)
DRBI*lS  1LI 900D 82) 123) 7.12)
DRBI*16 09 L3(1) 0(0) 41 0)

Table 4. Relation Between HLA-DQB and
Korean Sasang Constitution

Type Korean total  Soyangin Taeumin Soeumin
YPE o) (n=80) (1=26) (n=26) (n=28)

D@BI'2 NL 6.3(5) 7.7(2) 11.5(3) 0(0)
DQBI'03 NL  40(32) 26.9(7) 46.2(12) 46.4(13)
DQBI'4 NL  15(12) 19.2(5) 15.4(4) 10.7(3)

DQBI'05 NL 13.8(11) 15.4(4) 3.8(1)

21.4(6)

DQBI'S NL  25(20) 30.8(8) 23.1(6) 21.4(6)

Table 5. Statistical Analysis of Relation B
etween HLA-type and Sasang C
onstitution

HIAA®L  00) 1544  148(4) 4835 0089
HAAMS  1926) 381 1484 3429 0.180
HIAGM 381 2697 361 1084 0.004
HAGH 216 770 710 10980 0.029
HIAG#8  11563)  1153) o0 381 0150
HLA-Cw*14 38D 60 1434 5438 0.066
HADQBIMS  1544)  38(0) 2146 4540 0338

s. Useags HLAE S FEAe BAEA

NHREEY HLA 89 A#8E A n
Z}HEA(cross tabulation) S 4333} Az 7r9
A FHA]-S P-valuegl 0.05°]18A AAFRAc)
08} F7} 347 o]} Aojzt AU FHo
T 10% °14 Aol7t e RS FHsH »
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