Background Objectives 14

GH deficiency I1s the most common endocrine abnormality in To evaluate the effectiveness and 53wa of GH . —

childhood brain tumours survivors. It may occur as the result of - - : : -
a tumor's direct effect on hypothalamic and pituitary structures treatment in patients with childhood brain tumours.
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or as the result of surgical or radiation freatment. Craniospinal - ;
radiation is included in treatment protocols of many malignant “ 3
tumors. Although exogenous GH is frequently used to treat the Y
shori stature, these palients have great vanability in their 1
response to GH therapy. -Growth velocity was significantly increased on GH treatment: in @
CP group from 2.3 to 9.4 cmfyr (p<0.001), GCT group from 1.2 € 0 -
Materials and methods fo 7.4 cm/yr (p=0.01), MB group from 2.3 1o 6.3 cm/yr (p<0.01) 3 -
(Table 2). 4|
118 patients with GHD after brain tumor treatment: - Growth velocity on GH treatment was significantly (p<0.01)
72 Craniopharyngioma (CP), 17 germ cell tumors (GCT), 29 higher in CP patients, than GCT and MB patients (Pic1). 2t 1
medulloblastoma (MB) (Table 1) -Regression analysis revealed that effectiveness of GH therapy |
At start of the treatment mean chronological age was was affected by chemotherapy treatment (P<0.05) and CSlI 0 ' ' ] 25% 75%
13.2+3.2 yrs, bone age 10.8+2.4 yrs, remission 2.8+1.4 (p<0.07) growth velocity in patients treated with CSlwas 2.9 | : T Min-Max
yrs, height SDS -2.8+1.2 cmfyr, In patients without CS1 - 9.6 cmfyr. (Pic 2). Group
All patients received substitution GH treatment (Rastan, JSC - Despite higher GH dose and IGF-1 level during GH treatment Pic.2 Growth velocity on GH treatment in patients with
«Pharmstandard» manufactured, Russia) in dose 0.03- MB patients had worse growth response than CP and GCT brain tumors.
0.034 mag/kg/day patients: Height SDS increased +0.7 SD in CP and GCT and Groups: 1-no C3l, 2 - C3124-35 Gy1
Patients with pituitary deficiency received hydrocortison, L- didn’t improve in MB after 1= yr treatment (Table 2).
thyroxine and desmopressin -One MB patient developed epileptic seizures during the 1%t
month of GH therapy
Methods: -There were no tumor recurrence GCT group durning GH
-Anthropometric data treatment,
-GH stimulation tests (clonidine, insulin, glucagon) before - 1/29 MB patient relapsed after 5.4 years tumor treatment and
treatment 1.9 years of GH treatiment

- IGF-1 level before and during treatment - Tumor recurrence in CP group was 29% (21/72 pts), which was m
- Siatistical analysis was done using STATSTICA 8.0, all data similar to unireated group.

:n mtSE:Ein:I:EDédﬁtfuudents's T?tEEt xd Kruskal-Wallis ANOVA -GH treatment in GHD patients with brain tumors
€515 WETe us I comparison between groups significantly increase growth velocity

- CP patients have betier response to GH therapy, than
CP (n=72) GCT (n=17) MB (n=29) CP (n=33) | GCT (n=15) | ME (n=18) P GCT and MB patients
surgery 31 —transnasal | 6 — stereotax All — -Despite higher GH doses MB patients had worse GH
: : GH treatment <0.05
removal biopsy franscranial I g'ggﬁi gggg = ggggt treatiment results, than GCT and CP patients
33 transcranial f —transcran | removal ' ' ' ' e _ _
T biopsy mg/kg/day - Spinal imadiation i1s the most prnrnmeqt fa-:_tnr causing
12- stereotaxic 4 — no surgery Growth 9419 7426 62+26 <0.01 poor grnm_h response to GH treatment in childhood brain
Omaya velocity 15T yr fumor survivors
— GH treatment - Chemotherapy may be additional risk factor for poor
ﬁ[r’;iapt;ﬂ" éﬂy_ LI 42-06 gl;r_ LI 24-55 gj;lr' LI 55 IGF-1 157 VT 04+11 01+09 11411 <0 05 response o GH theramr in childhood brain tumor survivors
GH treatment, - There is no data of increase of tumor recurrence while
a—CSl 24 Gy | All C5l -35 i ) _ ) :
Gy ng GH treatment in patients with brain tumors
A Height SDS <0.01
Chemothera | none 4 cycles PE- 8 cycles gﬁ Wrx02 #0701 10001
; after 1t yr GH
py regimen VCR+CDD treatment
VP-16 + P+ CCNU
CDDP Table 2 All data in Mean £ SD

Remission, |21+ 26 29 +17 3.4+2 1 CP- craniopharyngioma, GCT — germ cell tumor, References
ME - medulloblastoma
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Table 1. All data in Mean = SD —
CP — craniopharyngioma, GCT — germ cell tumor, MB — Pic.1 Growth velocity on GH treatment in patients with
medulloblastoma, L1 — local irmadiation, Crl — cranial imradiation, brain tumors.
CSl — craniospinal iradiation, ChT - chemotherapy Groups: 1 — GCT, 2 —MB, 3-CP
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