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Abstract Objective To summarize the operation therapeutic effect of drug invalid prolactinoma. Methods Totally 61 cases of
drug invalid prolactinoma patients who took the operation were reviewed retrospectively. Results There were 12 males and 49 females,
and the average age was 25.7, and the average course of the disease was 42. 8 months. The main clinical manifestation was paramenia and
male sexual dysfunction (45.9% ), headache (54.1% ), diminution of vision (42.6% ) and so on. The preoperative serum prolactin
was between 6.45 - 9325.32ng/ml, the maximum diameter of the tumors was between 5 —80mm, the suprasellar tumor with optic chiasma
compression was 42.3% . All of them were taken the transsphenoid approach microsurgical operation. 41 cases (67.2% ) were initial
complete remission, 20 cases(32.8% ) were partial complete remission, 31 cases were long — term complete remission, and 5 cases were
recurrence. The postoperative complication was temporal diabetes insipidus (49.2% ), of which 2 cases were hypopituitarism. Conclu-
sion Transsphenoid microsurgical operation is more effective in drug invalid prolactinoma patients. It can make a better progress in progno-
sis in microadenoma and non — invasive pituitary adenoma patients, and it is more suitable in the patients who resist medicine therapy.
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