
table 2. Hormonal analyses before treatment of macroprolactinoma, after 6, 12, 18 and 24 months of therapy with bromocriptine

Analysis (reference values) before therapy

bromocriptine therapy (15mg/d)

6 months 12 months 18 months 24 months

FT4 (7-18 ng/l) 5.3 6.0 13.8 14.4 9.2

TSH (0.5-5.0 mU/l) 1.38 0.64 0.15 0.15 0.32

Cortisol (131-642 nmol/l) 86.9 317 337 401 543

Testosterone (8.2-34.8 nmol/l) 0.08 1.2 0.75 1.0 1.2

FSH (1-9 IU/l) 2.3 0.6 2.1 3.6 1.7

LH (1-5 IU/l) 1.0 0.7 1.2 1.8 1.1

IGF-I (75-212 ng/ml) 53.5 67.5 68 107 67.3

Prolactin (90-370mU/l) 40.000 438 297 208 165
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PROP1 mutation and developed a microprolactinoma. 
The male patient had KS due to FGFR1 mutation 
and developed a macroprolactinoma with apoplexy. 
Interestingly, the sex-related difference in the size 
of prolactinomas in our two patients was similar to 
sporadic prolactinomas in adults, in whom females 
present more frequently with microprolactinomas, 
whereas in males macroprolactinomas are much 
more frequent.18

The case of our female patient with congenital 
hypopituitarism due to PROP1 is unusual for two rea-
sons. First, despite severe growth hormone deficiency 

caused by mutation of transcriptional factor PROP1, 
our patient achieved normal final height (177 cm) and 
even outgrew her mother. We and others have previ-
ously suggested that other factors may be involved in 
growth, such as insulin, leptin, ghrelin, all of which 
were elevated in our patient who was obese.19,20 Lazar 
et al described the growth pattern and final height of 
five patients with idiopathic CPHD who maintained 
normal growth despite persistent GH deficiency 
throughout the growth period.21 These patients did 
not have hyperprolactinemia or hyperinsulinism. 
Other GH dependent metabolic parameters in our 

Figure 4. MRI scan of the sellar region of patient with Kallmann syndrome due to FGFR1 gene mutation who developed macrop-
rolactinoma with apoplexy.




