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=Abstract=

Administration of gonadotropin hormone-releasing hormone(GnRH) agonist,
through a process of pituitary desensitization and down-regulation of receptors,
inhibits the secretion of gonadotropin and sex-steroids and induces a reversible
suppression of gonadal activity. This approach can be used as an effective
endocrine therapy for some hormone-dependent tumors. We have used GnRH
agonist, for the treatment of four patients with uterine leiomyomas, thereafter
myometomy was performed in all cases.

To assess the effect of treatment with GnRH agonist, ultrastructural changes
of the tumor cells of leiomyoma are studied, along with measurement of
changes in serum hormone levels (LH, FSH, and E2) and the sizes of the
neoplasm.

Electron microscopic findings of myoma cells after the use of GnRH agonist
included the following : increased mitochondria, swelling of mitochondria with
loss of cristae, clumping of nuclear chromatin, dilation of endoplasmic reticu-
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lum and perinuclear vacuolation, and loss of myofilaments.
The use of GnRH agonist may be effective in reducing the size of a myoma
considerably by primarily inducing medical hypophysectomy and would allow

easier surgical removal.
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Table 1.Hormone levels before and after

GnRH-agonist treatment
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Table 2.Side effect of treatment
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Fig. 1: A : Before treatment
B : Moderate decreased uterine mass after 3 months of treatment
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Fig. 2 : The light microscopic findings of leiomyoma after treatment with GnRH-agonist show no
distinct morpchological changes(H-E, X400)

Fig. 3 : The electron microsciopic examination of a tumor cell of leiomyoma after treatment with
GnRH-agonist shows increased mitochondria, swelling of mitochondria with partial loss
of cristae, clumping of nuclear chromatin, and loss of myofilaments.{X 15000)
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Fig. 4 : The electron microsciopic examination of a tumor cell of
leiomyoma after treatment with  GnRH-agonist dilation

of endoplasmic reticulum and perinuclear vacuolation.
(X10000)



