Growth Outcomes in Childhood Craniopharyngioma:
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Background

NHS Foundation Trust

Aims and objectives

Craniopharyngiomas are rare suprasellar tumours with good survival but high » To evaluate endocrinopathy, height, weight and BMI before and after
endocrine and hypothalamic morbidity. GH deficiency (GHD) is the conservative treatment aimed at avoiding hypothalamic morbidity.
commonest endocrinopathy and, like others, may precede diagnosis though » To assess pituitary integrity by dynamic testing before definitive therapy and
often considered treatment-induced. Later obesity (BMI > +2SDS) may also by hypothalamic tumour invasion, with subsequent 6 monthly review for at
be treatment or tumour related. least 6 months.
Methods and Population
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_ o ere may be less life-threatening ACTHd and DI with conservative regimens, did not appear predictive (although small numbers prevented analysis)

parametric statistics. but longer follow-up is required . * 1/3 G1 and 2/15 G2 were obese at diagnosis and this persisted after treatment.

* Even G1 patients had significant potential for hypothalamic morbidity

Figure 2: Tumour grade does not appear to affect the timing of GHD deficiency. Table 2: Mean and 95% Cl for baseline and incremental auxology by tumour grade |
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: ) _ _ Figure 4: Comparison of height, weight and BMI SDS by GHD status at presentation
Figure 3: Auxology increments do not appear related to treatment intervention
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» Very few patients present with an intact hypothalamic floor (1/20) at diagnosis. > These data suggest a significant pre-treatment tumour-related
» Prospective dynamic pituitary assessment identifies a highly susceptible cohort for GHd, (35%) aetiology for endocrine and hypothalamic morbidity, not always
and obesity (15%). GH deficiency is an inevitable consequence within 2 years of presentation. predictable by Paris grading and increased by treatment.
» Paris tumour grade at diagnosis does not appear to predict pre or post-treatment EMS and its > A conservative treatment strategy avoiding hypothalamic
effect on hypothalamic morbidity seems unrelated to the degree (grade 1 or 2 ) of disruption. morbidity together with timely GH replacement, may further
» Neither the application or type of irradiation or surgical intervention affect auxology outcomes, nreserve endocrine and auxology outcomes.

at least in the presence of timely replacement therapy.
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