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Effect of anti — Miillerian hormone on hormone secretion in cultured hu-

man luteinized granulose cells
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[ ABSTRACT]
human luteinized granulosa cells. METHODS: Human luteinized granulose cells were cultured with different concentra-

AIM; To explore the effect of anti — Miillerian hormone ( AMH) on hormone secretion of cultured

tions of AMH. The levels of estrogen and progesterone in the supernatants were measured. RESULTS: The levels of estro-
gen and progesterone increased gradually and peaked at 72 h. The secretions of estrogen and progesterone were significantly
inhibited by AMH with concentration dependence (5 pg/L to 20 wg/L). No significant difference was found in estrogen
and progesterone levels in the presence of AMH at concentrations from 20 wg/L to 50 wg/L group. CONCLUSION: AMH
decreases the secretion of estrogen and progesterone in cultured human luteinized granulose cells in a concentration depend-
ent manner, suggesting that AMH negatively affect hormone secretion in granulose cells.
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Fig1 Human luteinized granulose cells 24 h after adhering. A: x100; B: x200.
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®1 EREFARZLUTRAME 72 h ARITE
The cell count of human luteinized granulose cells 72 h

after culture (% £s. n=10)

AMH Cell count( x10®cells/L)

Group

(png/L) Oh 72 h

Blank 0 1 1.080 0. 150

Testerone control 0 1 1.078 £0.151°
AMH 1 pg/L 1 1 1.026 £0.128°
AMH 5 pg/L 5 1 1.007 £0.086°
AMH 10 pg/L 10 1 1.072 £0.157°
AMH 20 pg/L 20 1 1.057 £0.153°
AMH 50 pg/L 50 1 1.051 £0.138"

* P >0.05 vs blank group.
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Fig2 Time — effect relationship of hormone secretion in human luteinized granulosa cells treated with testosterone. % +s. n=35.
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Fig3 The effect of AMH on E, secretion in human luteinized
granulosa cells. x £s5. n=10. "P <0.01 vs testerone
control; *P <0.01 vs AMH 5 g/L group; AP <0.01 us
AMH 10 p.g/L group.
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The effect of AMH on P secretion in human luteinized
granulosa cells. x £5. n=10. P <0.01 s testerone
control; “P <0.01 vs AMH 5 pg/L group; *P <0.01
vs AMH 10 pg/L group.
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