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Elucidation of the pathogenic mechanism of testicular dysfunction due to
malnutrition during the embryonic period
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We conducted a study to examine the mechanism of "undernutrition environment

during the embryonic period causes postnatal testicular dysfunction and reproductive dysfunction".
As a result of examining pregnant mice by dividing them into two groups, a free feeding group (C
group) and a nutritionally restricted group (R group), a decrease in testosterone in the fetal
testis, and sperm count at 6 weeks of age in R mothers. A decrease in numbers was revealed. From the
above results, a new disease-onset theory of post-growth sperm count decrease due to low androgen
state induced in the embryonic malnutrition environment was clarified. Furthermore, we are
proceeding with whole-genome methylome of isolated Leydig cells.
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C-fetuses R-fetuses P-value
Weight (g) Male  0.82+0.01 (n=73) 0.61%0.02(n=33) L7E-11
Female 0.88+0.03 (n=46) 0.59+0.02(n=29) 6.4E-10
AGD (mm) Male  1.37+0.03(m=73) 1.14+£0.33(n=33) 0.00015
Female 0.74+0.02 (n=46) 0.61+=0.02(n=29) 0.00034
AGDI (mm/g®) Male  1.46=0.03(n=73) 134+0.06(n=33) 0.042
Female 0.78+0.02(n=46) 0.73+0.03(n=29) 0.20
C, control; R-calorie-restricted; AGD, anogenital distance; and AGDI,
anogenital distance index.
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