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Changes in rat and human testicular human chorionic gonadotropin (hCG) binding sites
induced by hCG were estimated iz vive and in titro. After a single administration of hCG, the
specific hCG binding sites were significantly reduced for 7 and 5 days in rat and human testes,
respectively. However, hCG binding sites had recovered to pretreatment values by the 14th day
after the administration. Occupied hCG binding sites measured in both rat and human testes
accounted for about half of the reduced binding sites on the day after administration of hCG,
but thereafter the number of sites occupied was not correlated with the reduction of the binding
sites. In in vitro experiments using the organ culture technique, an exposure to hCG for 24 hours
induced a dose-related significant loss of the specific hCG binding sites for 7 and 5 days in rat
and human testes, respectively. Thereafter, the number of binding sites gradually increased.
These patterns of change in hCG binding sites in vitro were similar to those in 2ive.

These findings suggest that the reduction in hCG binding sites in rat and human testes by
hCG is due not only to occupancy but also down-regulation of the binding sites. In conclusion,
the present testicular organ culture method is useful to study hormonal regulation of testicular
function, especially in human testes.

(Acta Urol. Jpn. 34: 1771-1775, 1988)
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Changes in spare (@) and total (Q)
hCG binding sites in rat testes after a
single injection of 100 IU hCG. Each
point expressed as percent of total hCG
binding sites in control testes treated
with saline is the meanzstandard error
of six estimations. *p<(0.05 vs control
(by t-test).
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Fig. 2. Changes in spare (@) and total (Q)
hCG binding sites in human testes
after a single injection of 5,000 IU hCG.
Each point expressed as percent of total
hCG binding sites in controls (before
administration) is the mean =+ standard
error of five to eight estimations.
*p<0.05 vs testes before administration
(control) (by t-test).
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Fig. 3. Changes in the specific hCG binding
sites in rat testes after exposure to hCG
for 24 hours in organ culture. Medium
containing hCG was removed at day
0, and testicular tissue washed. The
specific hCG binding sites were mea-
sured immediately, 1, 3, 5, 7, 10 and 14
days after the treatment with hCG.
Each point expressed as percent of cont-
rol exposure of pre-incubation without
hCG is the meanzstandard error of
five estimations. *p<{0.05 vs control
(by paired t-test). () hCG 50 IU/ml
medium pre-incubation; (@) hCG 0.5
IU/ml medium pre-incubation.
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Fig. 4. Changes in the specific hCG binding
sites in human testes after exposure to
hCG for 24 hours in organ culture.
Medium containing hCG was removed
at day 0, and testicular tissue washed.
The specific hCG binding sites were
measured immediately, 1,3, 5, 7, 10 and
14 dayvs after the treatment with hCG.
Each point expressed as percent of cont-
rol exposure of pre-incubation without
hCG is the mean = standard error of
five estimations. *p<{0.05 vs control
(by patred t-test). (O) hCG 50IU/ml
medium pre-incubation; (@) hCG 0.5
1U/ml medium pre-incubation.
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