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17 IMPATRVMENT IN CHIIIREN WITH SFCRADIC HYPERGIYCEMIA WITHCUT FAMILIAL
HISICRY (F TYPE I DIABETES. Fahiano de Bouno L.;Gsinde E.; Dol
A, ;Basabe J.C.
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diseases. Huoral imunity was detected by the presence of insulin autrentibodies
(12a) acooding to Palmer;all sera higer than X antroli3 D were amsidered
positive. Gellular inmmne aggression (CTA) was evaluated by ccoulturing Iymphocytes
with dispersed mat islet cells {omtrol group:¥#2 SD: 29.66£3.06 insulin ul/5000
cells/5 min, n=22) accoading to the inmune markers and taken into amsideration the
pencreatic function (ins. secr. IS;contral group:137.6478.3 insulin ul, min 143 post
iwv. gluxse, X2 D, r=l5) patients were divided in two groups. Group A:14/24 with
ramel 1S;1/4 ThAive;7/14 Claive ard 6/14 without any aggression. Group B:10/24 with
impaired IS (than X contral - 2 );5/10 IMAtve; 10710 ClAwe ad 5/10 with both
imre makers + ve. The results showed that in children with spaadic
hyperglycemia:1). The presence of CIA is an early marker since it vas foud in 50%
of children without IS inpaiment & IAA and in all thoee with inpaired IS. 2)IAA
were present in 7.14% of children with nommal IS and in a 50% of those with impaired
15;3)35% of all children with sporadic hyperglyoemia showed IS inpaimment and
CIitve, suggesting that this could be a group at risk of developing Type I diabetes.

SERIM SHRG/TGR-T DURING EARLY AND LATE PREFUBERTY IN CGHITLREN WITH
18 IDICPHIHIC (I) AND CRGANIC (Qr) GH DEFICIENCY. Ciaocio M. ;Belgo-

rceky A.; Rivarcla M.A.

Laboratrxio de Investigacian, Hospital de Pediatria Garrahen, Buencs
Aires, Argentina
Idicpathic @H deficiency (I) is sscondary to miltiple i11-defined eticlogies. Sare
children show syptams in early prepuberty (early awset) while others show a
decrease in their growth mate in the late years (late aset). We
measured two t serum (SHBG and IGF-T) in 15 patients with I,
either yonger (Grl, rFl0) o clder (G2, n=5) than 7 years of ap@ (y) at
diagncsis, as well as in 11 patients with argenic G deficiency (Qr), secondary to
intracranial tuwrs, younger (&3, r=5) ar alder (Qr4, r=6) than 7 y, and in 52
antml (C) subjects, younger (G5, relB) ar alder (Gr6, n=34) than 7 y. Children
younger than 7 y had not started adrenal puberty as evaluated by serum DHA sulfate.
MeantSd ages in Grl (2.68+2.4%), Ge3 and G5 ard in Gr2(10.3t1.%y), G4 and Grb
were mot statistically different. Gi deficiency ves diagnosed after 2

tests for Gl relsase. SerunT and T, were ncomal in all patients.
SE;»asktemm’ﬂiWsaumUmmalys:s Etym Serum SEG (nmal/L)
ad serm IG-I (U/L) vere respectively, as ﬁ:xllms (X+D): Grl:154458 and
0.0640.06; Gr3:79.6124.4 and 0.22+0.16; Gr5:132+47 and 0.4740.25;Gr2:108+17.4 and
0.17+0.11;Gr4: 113472 and 0.3240.16;Gr6:68.7431.7 and 1.0410.36. In patients younger
then 7 y, both SHBG and IGF-T were statistically different (pz0.01) when corparing
I vs r, while in patients alder than 7 y no difference was found. Patients with
early onset I sean. to differ from late anset I. Lower IGP-I micht be related, not
aly © age, hit also to a loger (usally prenatal) and moe severe G

GRWH AND FINAL HEIGHI' IN PXTTENIS WITH TURNER SYNCROME. Garcia
19 Rudaz C.;Aranda E.;Martinez A, ;Heinrich J.J.;Bercadd C.

Divisifn de PFrdocrinologiaHospital de Nifios R. Gutiérrez.Bueercs

Aires. Argentina
Sert stature is a central featiwe in Tumer's Syndrare. In the last years several
treatment schedules have been proposed in arder to improve final heicht. So
arnplete knowlede of the variants of this Syndrame and the expected final heicht
fior a specific contry is needed. We analyzad the firal heights of 86 patients with
Tumer Syndrame, 32 with a 45X dwamwsare amstitution (X4SD 138.144.92 an) and 52
with a mosaicism or a structirally abnomal X (136.84+4.73 am). Rty five patients
were longitidinally follow trough their pubertal growth pericd. Nine girls received
treatent with low doses of ethinyl estradial, 100 ng/Kg/day (grap A), 11 started
spontaneass pubertal develgment and received o treatment {grap B) and 26
patients, treated with standard replacement doses of estrogen(l7 patients nen X0
grap C ad 820 grap D). In all patients height prediction was calculated by
Bayley-Pimean method at the anset of spontanecus puberty o at the beginning of
the replacament thevapy and the total height cain between this anset and firal
height vas calodlated.

GROP A BA PREDICTED TOIRL FINAL

HETGHT GAIN HEIGHT
A 10.964L.58 903157  142.446.56 17.146.32  137.747.08
B 10.84+1.40 10.141.53  143.747.76 16.5543.02 140.146.36
c 12,9112.28 1L.2141.50 139.4116.03 10.6136.64 137.0314.7
D 14.5561.56 12.7112,15 136.442.15  7.9135.04 137,314.83

In prepubertal girls with Tumer Syndrare a slight acceleration of growth welocity
uder treatrent with low doses ar a comentional estrogen therapy was seen, hut
ﬁml‘reigltvasthesateinallgrup We also notioed that Argentine girls with
have an ultimate height below the average heicht reparted for
anqmn(xlﬂan}crmmcmgu:ls (X 142.6 an).

DIAGNCEIS AND TREAIMENI OF S-ALPHA-REDUCTASE DEFICIENCY. Mendoga
20 B;Amiald I1.J.P,;Vacaelos C.;Rigm A.C.;ladd V.S.;Goto S.Y.;

Bloise W.

Unidade de Gmadas e Intersexo-HC-FMISP-5a0 Paulo, Brazil
Pbsmimi4paummmﬁlaﬂngnsgaumhadmacmzsikymm:;hams hifid
scrotum, blind vegina and hilateral 'ﬂ“epammtsvmsnnnnim
stimulation test with KOG (50-100) U/Kg x 4 doses in prepubertals and 6,000 U, i.m.
in pabertals with dosage of T and DHT by RIA after extraction with arganic solvent,
celite colum chromatography to isolate [HP. The results as coparsd to the
prepubertal and pubertal ontrol grops showed noomal response of the test and
sunarmal of THT with an incressed relation TAHT, daracterizing S-alpha reductase
deficiency. Fatients were treated with i.m exooemous testosterae for 2 months
(125 mg ™ every 30 days) in prepubertals, and 6 months (250 mgfweek), and with

2.5% topic dihydrotestostercne (2.5 go OHT in 100 gr cold cream) for 1 month in
prepubers and for 6 months in intrepubers fir the develooment of the penis,
EBT G FALO
CAsE NE 9 [Hr T/CHT BEFCRE FOBT-IEST ROST
(years) rg/dl ng/dl EHD
A 6 292 6.6 k] 1.7 4.0 4.7
2 9 %5 7.0 36.4 2.3 2.5 4.2
3 ik} 1288 2 3 4 6.2 6.5
4 14 1453 16 76 4 5.8 6.8
Prepub-aontrols 38459 248 1445

Rubertal oontrols .LI]&PS?G
(0e6)

We oncluded that the exogencus aduinistration of T ar [HT' may induoe penis growth
in masculine pseudchenmeghroditism caused by S-alpha-reductase deficiency.
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104 IGF-I LEVELS IN PATIENIS WI'TH HEMOGCRINDPATHIES. SORCES AND
FAIGHIP. Jasper H.; Abreu S.
21 mwmof&ﬂoenrdo;ya:ﬂmmm "Ricardo Qutiérrez"

Children's liospital, Buencs Aives,
Ralitransfused patients show low IGF-I lewvels. ']Iﬂyalnldk,emlnitogrum
hoomene (GH) deficit, hypothyroidism, malnutrition ar reduced hepatic secretion. T
determine their arigin and evolution we studied patients politransfused for
Mmg]mquaunesummtmmﬂeshdy,nneln—ﬁ(ﬂ)aﬁaﬁerl)mrof
follow wp, time II, =23 (TII). Both at TI and TII we measured heicht, weight,
total proteins, albumin, gemma glaulin, transferrin and IGFT; at TII we also
evaluated T3, T4, TSH and the QI respase to 2 standard stimili (noomal=GH ) 10
ng/ml). Cnly are patient (at TI) had weight below 85% of naomal, and 50% of tne
wdeppﬁaﬁmkm@mtmtﬂe)tﬂigntmﬂh.lmlﬁ‘—lwsmm
642 of TI patients ard in 73.9% of TII patients. IGF-1 logrithmic deviation
showed a significant reduction (T X:-2.55, TII X:-3.34, p 0.01,*). Total proteins
ad albumin also decreased significantly (TI X:7.45 vs TII X:6.93, g%, p
0.0L,*,TT X:4.22 vs T1I X:3.84,9r%, p 0.02,*, respectively). Both at TI and 111 Il}"-
I loprithmic deviation showed a significant cxrelation with transferrin (11
r:0.419, TII r:0.481, p 0,05) and gama glcbulin (TT r:-0.489, TII r:-0.416, p
0.06). G secretion was evaluated in 17 patients; 70.6% (12/17) had low IGF-
I lewels. (e of them {1/12) showed @ deficit and low T3 an ‘M levels, other five
{5/12) showed G deficit alone. The other six patients (6/12) had a G respanse 10
g/l and nomel T3, ™ and TSH.
Gnclusicns:1)the low  IG™-T levels fourd in politransfused patients are not due to
malnutrition, 2Hn 50% of the cases they could be adscribed to GH deficit, either
primary o ssoodary to hypothyraidism, 3)after excluding the above mentioned
factars the other 50% could probehbly be attributed to reduced hepatic secretion
(the albumin reduction axd the significant conrelations between IG-I and
bamferrmardgumgldxhnmﬂdtamﬁemdwndmawhns).
*=paired test

RESEONSE TO THE GRE' TEST IN PATIENIS WITH GROWIH HORMNE DEFICTT.
22 Garcia H.;Silva R.;Buguefio M. ;Youlton R.; Wilhelm V.; Gattani A.;Jara

A.;Coxrtinez A.;Henriguez C.;Torvealta I.;Beas F. and Cassarla F.

Instituto Investicaciones Materno-Infantil.
Medicina,Universidad de ¢hile.Hospital (linico San Barja-Arriaran.
‘The Growth Hommre Releasing Factor (GRF) is a peptide of 44 amincacids produoed in
the hypothalamis, which stimilates (h secretion by the hypoghysis. Therapautical use
has been reported in sare cases of @ deficiency (GD). The GRF was performed in 14
prepatertal children with GD, 9 men and 5 wamen, with a mean chranclogical age of
8.1 years (3.5-11.8) and memn bore age 5.1 years (dif -3), height of 2.5 SD with
respect to the mean, and growth rate 4.5 anfyear. The diagesis of GD was based
o a G respanse under 7 ng/nl to 2 stimulation tests and the exchsion of other
pathalogies. 1 wg/Kg iv GF was adninistered with measurements of Gi at 0- 5~
10-15-30 minutes. TAC was perfomed in 9 patients, in 84 it was nomel and 1
presented enpty turkish sella. We used RIA (DFC) with 2nd antibody with 5% intra—
assay and 7% inter-essay variation ocefficient. The positive respmse to the test
was defined as a @i increase of over 4-fold that of the variation coefficient of the
RIA used.
RESULTS:There was a positive response in 10/14 patients (71%). The pesk GH value was
dmmadma&ezageatlﬁnm[mga&lﬂ)afterdew@?mpcﬂm

Facultad  de

N Y Basal GH Gl pesk
(ng/ml) (ng/d1)
GF+ 10 7 1.3 4.6
&E - 4 2 0.8 2.1

The positive respose to GRE in 71% of the GD cases, sugpests that in nest of them,
the deficiency lies in the hypothalams and not in the hypophysis. These patients
mey berefit from a long-term treatment with GRF.
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