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Pituitary-ovarian hormone and
follicular development of various
combined oral contraceptives regimens

Huang Pei, Huang Xunbin
(Family Planning Research Institute/Center of Reproductive Medicine, Tongji Medical School, Huazhong Uni-
versity of Science and Technology, Wuhan 430030, China)

[Abstract]

The combined oral contraceptives (COCs) are combinations of exogenous estro-

gen and progestin. The primary mode of action for COCs is thought to be suppression of the pi-

tuitary-ovarian axis by higher than physiological levels of estrogen and progestin, secondarily

leading to suppression of endogenous gonadotropin and gonadal hormone secretion and ovarian

function. During the hormone-free interval (HFI), COCs users experience activation of their pi-

tuitary-ovarian axis. The level of hormones and follicular development are associated with the

doses of estrogen, progestin formulations and the changes of HFI.
[Key words] COCs; HFI; hormone; follicle

(FRE1571)

first menstruation times ( (28.41£1.61)days) of study group after curettage are significantly dif-

ferent to the control group, P<0.05. The endometriums of study group ((9.12+1.12) mm)after

curettage are significantly different to the control group ( (6.23£1.16)mm), P<0.05.Incidence

of intrauterine adhesions between the two groups are significantly different, x’=4.67, P=0.031.

Conelusions: The missed abortion patient treated with dropirenone and ethinylestradiol tablets

after curettage is a effective method to prevent intrauterine adhesions.

[Key words]

20

hETERS

missed abortion; intrauterine adhesions; dropirenone and ethinylestradiol tablets



