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Table 1. Biochemical laboratory data of a pa-
tient with lactate dehydrogenase A
subunit deficiency.

After
Items severe Bed rest Control
exercise
Creatine
kinase 26,290 206 | 25-1151U/1
LDH 466 320 | 170-340 W.U
GOT 364 15 | 5-23K.U
GPT 76 10 | 2-16 K.U
ALP 5.8 6.¢ 2.7-10.0 KA.U
T. protein 7.1 7.7 6.9-8.4g/dl
Albumin 4.2 4.5 4.0-4.4g/dl
ZnTT 7.1 9.0/ 2.0-10.0M.U
Total
cholesterol 126 120 | 110-220 mg/dl
BUN 12.1 17.9| 8.5-22.0mg/dl
Patient Control
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Fig. 1. Zymograms of lactate dehydrogenase
obtained from the serum, erythrocyte
and the leukocytes of a patient with
LDH A (or M) subunit deficiency.

As compared with the normal control, only one
activity band of H; (or B,) which has the
fastest mobility to the anodic side is demon-
strated in the patient. These results suggested
a lack of A (or M) subunit production in all
of the specimens.
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Fig. 2. Reroxidation of NADH in skeletal
muscle.
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Fig. 3. Zymograms obtained from erythrocyte hemolysate of subunit deficiencies.
Densitometric patterns of erythrocyte lactate dehydrogenase from subjects heterozygous for
subunit deficiencies show rather characteristic patterns. In the case of the heterozygous
individual for A-subunit deficiency, the A;B; and A,B, isozyme bands are diminished in
their activity, compared with normal control. Conversely, it is the A;B; and B, isoenzymes

in heterozygous for the B subunit deficiency.
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Fig. 4. Erythrocyte subunit ratio (A/B) and
ratio between LDH isoenzyme I and

1L

Heterozygous individuals for A and B subunit
deficiencies were clearly distinguished by ratio
between erythrocyte subunit A and B.
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Fig. 5. Distribution of lactate dehydrogenase

subunit deficiency in Shizuoka Prefe-
cture.
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Fig. 6. Distribution of lactate dehydrogenase subunit deficiency in Japan.

One homozygous individual of B subunit deficiency was reported from
- Toranomon Hospital in Tokyo?. Two families for A subunit deficiency were
found in Hamamatsu area. One of the families was already reported else-

where.?
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