dgkael b7 A2s7 150044 39)
] Korean Oriental Med 2004;25(1):31-39

- N
Study on Relationship between Abdominal Connective Tissue Weakness and Interleukin-1
Gene Polymorphism in Iris Constitution Analysis Study on Relationship between
Abdominal Connective Tissue Weakness and Interleukin-1 Gene Polymorphism in Iris
Constitution Analysis

Geum-Rok Do, Woo-Jun Hwang, Kyung-Soo Kenm, Sung-Yong Choi”, Jong-Uk Kim", Jae-Un Jo"

Department of Oriental Medicine, Professional Graduate School Won-Kwang University Department of Oriental Medicine,
Graduate School Won-Kwang University!

Objectives : The purpose of this study is to report the relationship between iridological constitution and interleukin 1 beta
(IL-1 B gene polymorphism.

Methods : Iris constitution were diagnosed by automatic Iris analysis system, Bexel Irina(Korea). The blood was stored at -
20°... until it was ready to be extracted. The genomic DNA was extracted by inorganic procedure. The concentration of DNA
was estimated by absorbance at 260 nm. The interleukin-1 beta (IL-1 ) gene polymorphism was detected by PCR
amplification.

Results & Conclusions : The author classified 166 individuals according to Iris constitution, and determined IL-1 8
genotype. The frequencies of Iris constitutions as follows: neurogenic type, 41 (24.7%); abdominal connective tissue
weakness type, 53 (31.9%); cardio-renal connective tissue weakness type, 50 (30.1%); the others type, 22 (13.3%). Especially,
the frequency of abdominal connective tissue weakness type was significantly higher in C/T genotype than in the remaining
constitutions. As a result, The author demonstrated the association among IL-1 #genotype, IBD and Iris constitution.

Key Words: lris constitution Analysis, Abdominal connective tissue weakness, Interleukin 1 beta (IL-1 8) Gene
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Fig. 1. Abdominal connective tissue weakness constitution
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o¢H t}3 A (polymerase chain reaction-restriction
fragment length polymorphism, PCR-RFLP) 2.2 A] 8} 3}
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[1] PCR ¥H-§-& 73] 204 F-3] 2], 200ng®] DNA,
10 mM Tris-HCI (pH 8.3), 2.5mM MgCl,, 2004M dNTP,
1U 1Tag DNA polymerase (Takara), 2M IL-1 f-F , M IL-
1 AR AIEA] (primer) (Bioneer)& AHE-ste] a3t 3it.
Al o] 7] MEL thE e} 2ok IL-1 BF (+3953): 5-
CTCAGGTGTCCTCGAAGAAATCAAA-3; IL-1 B-R
(+3953): 5-GCTTTTTT-GCTGTGAGTCCCG-3 ®.

PCR 2712 th53t Zo] Yok 95colM SE At
S A o]F 94 18, 58CoA 18, 72l 15
S 403 WHEGen, 2¢dA 108 ¥reA AT
(Eppendorf). [2] 1042] PCR ¥F-g-E-& 10U2] Taql A
A9} 65T 2413t BHEAIT T, 2% o7t R A
A (agarose gel)IH H7]%9F3kod BABHTF. PCR
o]F MAEE AYEL 194bpolr], AP EL TS
T ARHEE e ES v 2k

wild type (C), 12bp+85bp+97bp

mutant type (T®), 182bp+12bp (Fig. 3, Fig. 4).
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Fig. 2. Polymorphic loci in the IL-1 gene cluster
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*Taq/
Primer
GAGCT
T
Fig. 3. Scheme of PCR-RFLP in IL-18gene
M PCR PCR-RFLP
Wild type-
194bp 97bp+85bp+12bp

Fig. 4. IL-18 genotype. The PCR-RFLP products were
analyzed on 2% agarose gel. The genotypes were
visualized by ethidium bromide staining. M presents 100bp
ladder.
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Iris constitution
Fig. 5. Distribution of Iris constitutions.

Table 1. Distribution of Iris Constitutions (n=166)
Iris Constitutions, n(%)

newrogenic  abdominal connective  cardio-renal connective  the others
tissue weakness tissue weakness
Ages* 477+11.1  508=L15.6 5441109 -
Fequencies  41(24.7) 53(31.9) 50(30.1) 22(13.3)
*Mean+SD.
2. IL-1 B RUERIE e glx
A (n=166)°A IL-1 f FAAF H=s

CICF o] 96.5%, CIT& o] 3.5%, TTE o] 0%At} (data
not shown).
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L 0%k g A A7 zF o] gt AE

IL-1 8 FAA%e] $XE C/CHol 100%, CTH &
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Fig. 6. Distribution of IL-1 beta genotypes in Iris constitutions

Table 2. Relationship between lris Constitutions and IL-
1beta Genotypes

Iris constitutions, % Evidence for
association
(p-value’)
neurogenic abdominal cardio-renal the others
connective connective
tissue weakness tissue weakness

c/ICc 213 33.1 30.1 154

C/T 200 60.0 0 20.0 0.457a

TT 0 0 0 0

a Statistical tests by Pearson x*-test (2-sided).
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Table 3. Relationship between Iris Constitutions and Sasang
Constitutions

Iris constitutions, %
rewrogenic  abdominal connective  cardio-renal connective

tissue weakmess tissue weakniess
Taeumin 40.7 323 484
Soyangin 333 323 226
Soeumin 259 355 29.0

Statistical tests by **-test (2-sided).
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