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BACKGROUND: Growth spurt is a major event in central precocious puberty (CPP). GnRH analogue (GnRHa) treatment inhibit gonadal axis and decrease height velocity.
However, serum IGF-I and IGFBP-3 remain high as before treatment. No reports regarding IGF type 1 receptor (IGF1R) in CPP is available.

AIM: to study IGF1R mRNA expression in girls with CPP before and during GnRHa treatment.

METHODS: 34 girls with CPP were studied. 16 were evaluated before treatment (Group A) and 17 in use of GnRHa (Group B). 18 Age-matched pre pubertal children we
studied as controls. Fasting blood sample were collect for IGF1R mRNA expression analysis in peripheral lymphocytes (RT-PCR) and serum IGF-I, IGFBP-3 (IMMULITE

2000), IGFBP-1 (ELISA) and insulin (IRMA) determination. IGF-I was also adjusted for age and sex : (Patient value-P50)/P50.
Statistical Analysis: Kruskal-Wallis, Mann Whitney and Wilcoxon tests were used in the analysis. P<0.05 was assumed as significant.
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"g" . Figure 2: IGF-I (ng/ml) (adjusted for age and sex) and IGFBP-3 in controls, Group A and B. Bars represent medians.
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Considering 1.5 as cut-off value (controls
mean + 2SE), high expression of IGF1R
MRNA was more frequent in Group B than
in Group A (p=0.01).

Negative correlation was found between insulin and IGFBP-1 when controls and Group A were put together
(r=-0.5; p=0.007). This correlation disappear if Group B is included in the analysis

Six girls were studied in two moments, before (A) and during GnRHa treatment (B). In this group IGF1R mRNA expression was also higher during GnRHa use (p<0.01)
while IGF-I and IGFBP3 were similar in both evaluations.

2 0. Figure 4: Height velocity, IGF-I,
- S00- | IGFBP-3 and IGF1R mRNA (2 ~A4CT)
7.5 expression of the 6 girls who were
40- - —~ evaluated prospectively.
U™ &)
E 10- = —~ Q '
S 10 (e “Ea 6.5- E During GnRHa treatment:
§ =% 250 - o < * Height velocity decreased
“— J" e Y
: = % _ : (p=0.04),
D s O 300- G 5.5 0 * IGF-l and IGFBP-3 did not
" 5 04 E change (p=1.0 and 0.8
250- respectively) and
45 * IGF1IR mRNA (2 -2CT)
’ N o 200 : . 4.0 . . increased (p=0,008).
o o S R K \}Q% v \¢
9 9 & o & ol @t“éq o«”ﬁ

CONCLUSION: Decreasing in height velocity during CPP treatment with GnRHa can not be explained by changes in IGF-I availability. However, the increase in IGF1R mRNA
expression suggest impairment of IGF-| signaling and compensatory up regulation of the IGF1R. Increased GH concentrations due to reduction of IGF-| feedback could
explain the IGF-I, IGFBP-3 and IGFBP-1 findings.

ESPE 2015

400--P2 GH and IGF Physiology

Poster

resented at: L uaEE
NI wariana sarmioe pauLA ; o

Pocter:. o
Sesswnﬂnhne




