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INTRODUCTION

Central precocious puberty is due to premature activation of the hypothalamo-pituitary-ovarian axis. In girls it is idiopathic in up to 95%. Children with
clinical rapid progression are treated with prolonged activity GnRH agonist.

PURPOSE

Characterize cases of idiopathic central precocious puberty (ICPP) followed at our hospital and to compare the group treated with GnRH agonist (group B)
with the group not treated (group A) at about 6-12 months of follow-up.

MATERIAL AND METHODS

Retrospective study including children ICPP diagnosed between January/2006 and December/2013, with a minimum of 6 months’ follow-up. Data collected
Included age, auxologic data and Tanner stage, at admission and along follow-up; target family height (TFH), parental pubertal age, growth velocity (GV),

hormonal levels, bone age, predicted adult height (PAH), and treatment. Children with ICPP with criteria for treatment at first visit were excluded. Statistical
analysis with SPSS 215t (p<0,05).

RESULTS
DEMOGRAPHIC CHARACTERIZATION COMPARING GROUPS: SLOW VS RAPID PROGRESSION
ICPP without treatment criteria at first visit
= N=42
A,',”'f' 42, I Atfirstvisit LIS At 12 months’ follow-up N
emaie :
_ I I I T
Mean follow-up time: 11 months (3-13M) Heigth sds 092+11 093+0,9 NS 1,08 £1.3 1,31 £1,0 NS
Growth velocity (cm/year) No data No data - 68+23 88%+19 0,004
i +- No dat T
N <= 17 DY Bone age (years) 99+14 92%17 NS o data 10,913
Slow progression Rapid progression® PAH (cm) 157,8 £ 9.1 158,774 NS No data 155,9 + 6,6
Group A Group B IGF1 (ng/mL) 3134105 328498 NS 331+116  410%125 005
@ IGF1 sds 16+11 21213 NS 13%11  25%14 0,005
FSH (Ul/mL) 1,9+13 25+15 NS 1,8+11 3316 0,001
LHRH
(Triptorelin 11,25 mg IM every 12 weeks) LH (mUl/mL) 0,4+1,0 0,4+0,6 NS 0,4+1,1 0,8%0,7 NS
started 12,8 months after the Estradiol (pg/mL) 2549 33+38 NS 30 % 14 29%+15 NS
first visit
EVOLUTION ALONG TIME
N =42
Age (years) 17207 15809 s Fistisit__t2montns [FSMN Firstvisit 12 months_[PRN
TFH (cm) 158,313 159,3 £ 1,1 NS Heigth sds 0,92 +1,1 1,08+1.3 NS 093+09 1,31 1,0 <0,0001
Bone age (years) 99+16 No data - 9016 10,513 <0,0001
Mothers menircll'le age was under 10 years In: PAH (cm) 1578+ 9 1 No data ) I579+77 1559466 0,019
12.5% In group A
32% in group B IGF1 (ng/mL) 293 + 71 322 + 113 NS 327 + 98 410 £ 126 0,003
FSH (Ul/mL) 1,88+13 18111 NS 253+15 34316 0,006
reast o oo ha) o 6 monta period o) O TN Sages LH (mUlimL) 035+10  044%11 NS 037+06 07807 0,004
DISCUSSION
At first visit, some children have clinical signs of puberty development but have The group with rapid progression of puberty, along follow-up time, had
ho criteria to initiate treatment. significantly difference in height-sds, LH, FSH, IGF1 and bone age (all increased)

and decrease predicted adult height.

At first visit, there were no significant differences between groups.

Data that support rapid progression of puberty are increased height-sds,
At about 12 months of follow-up, the group with rapid progression of puberty had Increased IGF1 e bone age advance. It would be important to have ecografic
significantly higher growth velocity, FSH, IGF1 and IGF1 sds. evaluation along time.

CONCLUSION

Monitoring precocious puberty should include height, growth velocity, bone age, gonadotropic hormones and IGF1, along at least 6-12 months. It is the
combination of clinical progression and the evaluation of these data, that allows the decision to treat these children, in order to avoid compromise their

final height.
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