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Since blood groups and histocompatibility were discovered, they have been applied in several
fields of medicine which include transfusion, organ transplantation, identification of paternity,
diagnosis of certain specific diseases and study of ethnology.

In this study, the author demonstrated that the panhemagglutination activity of C. Chamlagu
extract was inhibited by certain sera, while in others it was not. Therefore, the author
designated the former as CCl (Caragana Chamlagu Inhibitor) and the latter as CCN (Caragana
Chamlagu Non-inhibitor).

Samples taken from 873 cases were composed of 250 blood donors, 244 traumatic cases, 92 puer-
perants, and 287 cases of paternity identification.

The author also analyzed the frequencies of the CCI and CCN in comparison with blood groups
and types, i.e. ABO, Rh subtypes (CDEce), MNSs and secretor types.

The results were as follows:

1. Normal distributions of CCI and CCN were 71.33% and 28.67%; respectively.

2, There were statistically no significant differences between normal distributions and each
distribution of the blood groups and types.
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Table 2. Distribution of inhibitor and noninhbibitor to Pan phytagglutinin Caragena Chamlagu

Lam.

in A B O blood group

F ora]

Numb(r of blood spcclmens t(stcd

A B 0 AB(%)
Inhibitor >1u( 3.17) 56(67) 68(76) 58(75) 28(76)
Noninhibitor 77(26.83) 28(33) 21(24) 19(25) 9(24)
Total 287(100) 84(100) 39(100) 77(100) 37(100)

Table 3. Distribution of inhibitor and noninhibitor to Pan phytagglutinin Caragana Chamlagu

Lam. in MNSs blood typz
Number of blood specimens tested
Total N N MN S s Ss(%)
Inhibitor 210(73.17) 44(85) 39(59) 127(75) 6(67) 180(71) 24(89)
Non-inhibitor 77(26.83) &(15) 27(41) 42(25) 3(33) 71(29) 3(11)
Total S87(1005 52(160)  66(100) 169(100) 9(100)  251(100) 27(100)
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Tatal c(-+) e~ )(%)
Inhibitor 210(73.17)  140(79) 70(04)
Noninhibitor  77(26.83) 37(21) 40(36)
Total 177(1( (;) 110(100)
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Number of blood specimens
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Total e(+) e(—)(%)
Inhibitor 210(73.17)  150(73) 60(75)
Noninhibitor 77(26.83) 57(27) 20(25)
Total 287(100)  207(100)  80(110)
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Table 9. Distribution of inhibitor and nonin-
hibitor to Pan phytagglutinin Caregana
Chamlagu Lam. in secretor type

Number of blood specimens
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Total E(=+) E( )(%)
Inhibitor 210(73.17)  110(73) 100(73)
Nvuninhibitor 77(26.83) 40027) 37(27)
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Total 287(100)
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