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Fig. 1. Electrophoretic patterns of serum Hp
in polyacrylamide gel.

Table 1. Phenotypes and gene frequencies of Hp systems
in population of Hokuriku
Phenotype Gene frequency
Hpl-1 Hp2-1 Hp2-2 Total Hp: Hpz
No. 35 184 294 513 0. 2475 0. 7525
Observed
% 6.8 35.9 57.3 100 ¥2=0.719
) No. 31.4 191.1 290.5 513.0 0.7<p<0.8
Expected
) % 6.1 37.3 56. 6 100.0
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Fig. 2. Immunoelectrophoretic patterns of serum
Gc in agar gel.
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Fig. 3. Electrophoretic patterns of red cell
EsDin starch gel.

Table 2. Frequency of Hp phenotypes in various districts of Japan
Place No. Phenotype References
Hpl-1 Hp2-1 Hp2-2 Hp 0

Osaka 822 8.3% | 38.5% | 5.2% % 12)
Hokkaido 250 6.8 38.4 54.8 13)
Aomori 2401 6.1 34.3 59.6 14)
Okayama 600 6.5 39.0 54.5 15)
Tokushima 865 6.1 38.4 55.5 16)
Nagasaki 608 5.9 38.0 55.6 0.5 1D
Kagoshima 560 8.6 38.0 52.9 0.5 1D
Hokuriku 513 6.8 35.9 57.3 Present data
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Table 3. Phenotypes and gene frequencies of Gc systems
in population of Hokuriku

Phenotype Gene frequency
Gel-1 Ge2-1 | Ge2-2 Total Ge! Gc?
No. 285 190 29 504 0, 754 0. 246
Observed % 6 37.1 5.8 100
56.5 . . 22=0.130
. No. 286.5 187.0 30.5 504.0
Expected 0.90<<p<0.95
% 56.8 37.1 6.1 100.0

Table 4. Frequency of Gc phenotypes in various districts of Japan

Phenotype
Place No. n References
Gel-1 Ge2-1 Ge2-2
Mie 217 55.8 % 35.9% 8.3% 1D
Gifu 1098 54.3 39.3 6.4 18)
Tokyo 566 55.7 36.6 7.7 19
Toyama 112 54.5 39.2 6.3 20)
Hokuriku 504 56.5 37.7 5.8 Present data

Table 5. Phenotypes and gene frequencies of EsD systems in
population of Hokuriku

Phendtype Gene frequency
EsD 1 | EsD2-1] EsD 2 Other Total EsD! EsD?
No- 356 420 96 1* 873 0.649 0.351
Observed
% 40.8 48.1 11.0 0.1 100 22= 2,855
No. 367.3 397.3 107.4 - 872.
Expected © 0 0 20<p<30
% 42.1 45.6 12.3 - 100.0

* Excluded in the calculation of the gene frequencies.

Table 6. Frequency of EsD phenotypes in various districts of Japan

Phenotype
Place No. References
EsD 1 EsD2-1| EsD 2 | Others

Tokyo 1066 | 42.6%| 46.3%| 11.1% % 21)
Yokohama 501 | 33.4 | 504 | 16.2 22)
Yamagata 1038 45.2 42.9 11.7 0.2 23)
Mie 847 | 419 | 462 | 119 24)

Hokuriku 873 40.8 48.1 11.0 0.1 Present data
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Abstract

The distribution of phenotypes of Hp and Ge in serum and EsD in the red cell was
investigated as to the population of the Hokuriku districts.

The frequencies of Hp phenotypes in 513 individuals were Hpl-1

35.9%
Hp?=0.7525.

: 6.8%, Hp2-1 :

and Hp2-2 : 57.3%, respectively. The gene frequencies were : Hp* = 0.2475 and

The frequencies of Ge phenotypes examined in 504 individuals were Gel-1 : 56.5%,
Ge2-1:37.7% and Ge2-2 : 5.8%, respectively. The gene frequencies were : Ge' = 0.754

and Gec?*=0.246.

The distribution of EsD phenotypes in 873 individuals was EsD 1 : 40.8%, EsD2-1
1 48.1%. EsD 2 : 11.0% and other : 0.1 %, respectively. The gene frequencies were :

EsD'=0.649 and EsD?=0.351.

For medicolegal identification, the detectabilities of these three systems from old
blood stain were investigated. Hp and EsD types were detectable until about 4 months

and 14 days, respectively, after bleeding. Gc types were undetectable in even 24-hour-
old blood-stains.






