MALE ADGIESCENIS WITH OONSITIUTICNAL DEIAY CF GROWIH AND RUBERIY.
29 THERAPEUTTCAL FEFHCT OF TESTOSTERONE. Bercpds C. jBergada I.
Gntro de  Inwesticaciones  Endocrinoldgicas  y  Divisién  de
BEndocrinologia, Hospital de Nifiss R, Qutiérrez, Boencs  Aires,
tina.,
Cmstitutional delay of grosth and puberty (@) is dnaracterized by small stature
and delay of boe age (BA) and sexwal develquent. In acder to acelerate growth
welocity (GV) and sexual develgment 23 boys with (D@ who were warried for their
poor growth and pubertal were treated with mmthly intramuscular
testostercne injections (4147.7 myMm ) durring 18 months (T). Thirteen boys with
AP wo were not treated served as antrol grop (C). Befare treatment there were
o differences between groups in duonological age (CA) T:14.6540.9 vs C€:14.3140.8
(phB), 6 of heicht (S06) T:-3.3040.8L vs C:=2.85+0.62 (p=8), I6 of height for
BA (9en) T:-0.2440.9 vs -0.04+0.4 (p=6), BA T:11.81+1.1 vs 11.59+1.1 (p=NS),
pubic hair (Tanner) (P) T:1.8240.7 vs. 1.88+0.6 (p=N5), testicular walume (IV)
T:7.012.6 vs 6.8+2.1 (pB) nor GV T:4.01+1.3 vs 4.941.4 (p6). Patients were
cluum]lyeuahateagxumratalye\.e:yBSnmd‘s In respase to treatment we

cbtained the apalogical data:

@ (anfyear) ™V (ul)
visit T C T C T C
P 4,043 4.941.4  -0.2440.4 -0.080.4 7.0:22.6 6.8:2.1
r 10.0+1.8 4.340.9 - 7.242.5 8.882.8
32 9.64.7 7.0H.3  -0.28:0.6 -0.2240.3 8.53.2 10.383.2
4 9.541.5 8.312.4 9.73.4 12.33.3
5 8.31L.7 7.982.4  -0.2310.6 -0.1040.4 11.54.2 14.582.9
6° 7.04L.5 8.0F.3  -0.2810.7 -0.0540.6 14.1H4.5 14.413.3
Aova p= 0.000L foaisl p=0.001
After 18 m of treatment there were no differences in predicted adult height by

Bayley-Pinneau (PFH)T:170.5t4.7 C:172.044.7. In summary adninistration of low dose
testosterone could ke an adepate therapy in boys with P to mroduce a
significant acceleration of gqrowth, advance virilization without the indiction of
exessive bme naturation nor deteriarating predicted final height.

GRNERALIZED RESISIANE TO THYRAID HRMMNE IN A CGHIREN:USE OF
30 BROMORIFTINE (BC). Chiesa A.;Qaieiro L.

Divisifn de  Endocrinologia,CEDIE Hospital de Nifos 'R,

Qutisrrez” Buenos Aires.Argentina.
Gereralized resistance to thyraid homoe (GRIH) is a Syndrowe characterized by
elevated serum M and T3 levels, preservation of a TH response to TRH and the
absence of manifestations of thyraid hoowre excess. In this comnication we
repxt the stdies in a 6.3 years ald boy, with height and weicht in 508
peromtile, bone age 6 years, with a  larmge  goiter of 50 gr. The patient had
received lupl for 5 months and stopped it a month before. Serum T4 level was 20
ng/dl, T3 339 ng/dl, free ™ 5.6 ng/dl, negative antimicrosaral antibodies, TSH 1.0
uifml, TSt pest TRH 115 W/tl, prolactine 10.4 nyfl, post TRH 43.1
testestercre binding glabulin (S8G) 68.5 nmol/l, namal sella turcica Rk, 1
uptake of 8, 32, 38% at 1, 24 and 48 hours respectively. Pulsatile nochmmal TSH
secretion with a mean noctumal _TSH surge (% increase in TSH fran nadir) was 105%
(%%mmmmmso—mudaymlaxmtmqw Thyraid glard didn't
change during 10 months withaut therapy. The administration of T3 (80 uwy/day) for 1
week produced a rise in senm T3 to 600 ng/dl, SHBG didn't change, and TSH response
to TRH decrease anly a 10%. Eight hams after BE 1.2 my arally tesal TSH decreased
fran 4.1 to 0.5 W/ml, no significant change in ™ and T3 levels were chesrved.
‘Trying to decrease qoiter size the patient was given Bramocriptine 2.5-5 mg/day far
4 months. The thyraid gland decreased to 25 g., M significant changes were dserved
in T4, T3, free ™, SHEG response to TRH and wtake. The Prl respanse to TRH
Jowered 843, The pulsatile TSH noctumal secretion decreased X day TSH 36%, X night
TSH 38%. The patient maintained the clinical euthyrcidism with a growth mate of 7.3
anyr. Tws BC in this patient was useful in decreasing goiter size while
maintaining clinical euthyroidism.
Chrenic use of this dopaminergic agenist (BC) may be useful in certain patients
with generalized resistance to thyroid hormere.

FREDICIED FINAL HEIGIT IN BOYS WITH OONSTTIULICNAL DEIAY CF GROWIH
AD REERTY ((GP). Keselmen A.; Bergadd I.;Martinez A.;Heinrich
31 J.J. and Bercpdi C.
CGDIE.Divisiin de  BudocrimdlogiaJtospital de Nifs R,
Cutiérrez,Buencs Aires. Argentina-
QA is characterized’ by shart stature with delayed bone age (BA), however data
ameeming acoracy of predicted final height (FFH) in this pattem of growth is
omtroversial. For this reascn we have studied a group of prepubertal boys with
P (F48) (A) with dwonlogical age () 11.56+2.1 years, S6 of heicht -
-2.6740.64, BA 8.92+2.4 years and curpared their amnlogical parameters with those
at their anset of puberty. A seood growp of boys with familial short stature (ESS)
(1F16) (B)wes used for conparisn There were not difference inTarget Height between
grops. In grap A, 37 boys started puberty, 17 at a noml QA (Al) while 20 had
delayed puberty (A2) with its onset after 13.5 years of age.Ingrap B, 7 boys
started puberty at a nooml GA (Bl) while 5 had delayed puberty (B2). FFH was
assessed by Bayley-Pimeau in both groups during prepuberty and at their anset of
puberty,in 16 patients we cbtained final height.

23] Prepubextal (nset of Final Heicht

Al 160.1646.3(n=17) 160.7 (n=6}
167.3746.0 (n=48) p=0.001

a2 167.8046.9 {n=20) 166.7 (n=7)

Bl 162.8045.5 (n=7) 162.1 (n=2)
161.3345.6 (n=16) p0.83

2 163.5045.1 (n=5) 158.8 (n=2)

Pty five percent of prepubertal boys with QOGP started puberty at a nooml QA
associated to a reduoction of FH. These data were aonfinmed with those patients who
attained their adult final height. In antrast boys with (OGP with delayed puberty
(55%) had a similar BFH ompared to their prediction, data oonfimmed with these
who “attained final height. In sumery PFH in patients with (OGP is not acourate
for prepubertal boys, however is a good method at their anset of puberty.

ABSENCE (F NN (ASSICAL 2WHIASA DEFICIFNCY IN GIRIS WITH
FREDCIUS FBPROE. Gryngarten M.:Esocter M.E.; Belgorosky
32 A.; Bergd C.
Divisidn de Erdoerinologia.Hospital de Nifics  R.
Qutiérrez.laboratorio de Investigacién, Hospital de Pediatria Dr. J.P. Garraham.
Recent repacts have described non classical 2l(Hlasa deficiency in girls with
precccicus putarche (PP) .
In ader to assess the e of this deficiency, 26 girls with PP were
stdied, chronological age (@A) (45D) 6.47+2.04 a. Height, boe age (BA) and
sénamnl develoment (Tamner) were evaluated and in eight cases pelvic and adrenal
ultrascund evamination were perfamed. An ACTH stimulation test was dore in all
patients using 20T given as an IV bolus measuring basal and post ACTH (30 and 60
min.) 1XH progesterone (170HP) and oortisol levels.'lhe results were QUIpAred with
the navogrem standards for serum 1AHP (New and col. JCEM 57:320, 1983) and with a
ontral grovp of naomal girls (3 prepubertal and 5 pubertal). Basal SHBEG, Tand
SHEA levels were measured in 10, 24 and 12 patients respectively. All patients had
MI, VPII-III. The heicht 6 vas 0.53+1.18, the ratio BA/EC wes 0.85+1.08. In eight
patients where ultrasond study was perfamed, the results were namml. The 1XHP
kaseline serum lewels were (X#5)) 0.6540.66 ng/nl and the cortisal levels 1249
uy/100 ml and the highest response to ACTH was 2.42+1.31 and 29.247.1 respectively.
Dn’eofdesnﬂleipanmtsslnuilmle\elsmmhlgaﬂmﬂﬁeuf
mmal population of the mogram, mor of or nomal  antrols
(WWBO.MH,MWZMBMB.I&O?L
meximal respanse 6.4843.26. The besal senum levels of SHBG, T and SCHIA were: X4SD
(mol/L) 94.50431.04, 0.9810,73 and 230042320, nly the SHEA senm levels were
sigﬁficsnﬂyhig‘erﬁminﬁ&{xsﬁaslyphliswd@tuﬂs (103+8, 1.06+0.08
and 348+117) p20.01 (Belgoresky and col. JORM 67:234, 1968).
In anclsion:we stidied growp of 26 girls with precocioss pubarche none of them
presented any hiochemical evidence for non classical GH de to 2(Hlasa
deficiency. The incressed SIHFA levels confimm a premature meturation of adrenal
activity in girls with precocions pubarche.

A0S DMMNMIUATION F PANCREATIC AQGRESSION IN AN
3 mmmmﬂmnmams.mm M. ;Quintanas
. ;Basabe XC,

mabetx-s Experirental Centro de  Investigaciones ' Endocrinoldgicas
(ODIE), Hespital de Nifics "R. Cutifrrez" and Departamento de Redialogia,Gomisidn

Nacicnal de nergia Atfmica, Buenos Aires, Argentina.
The aim of this wak was to study autologous immunamodulation  (veccination
mechanisns) an autoinmne pancreatic aggression. Splenocytes from multiple-low-
dee  streptozotocin diabetic mice were transferred to nogml syngeneic mice.
Recipient animals developed almonmal gluocse tolerance and diminished 1st. and 2nd.
puases of insulin secretion. wWhen splenocytes fram diabetic donors were inoubated
with Mitoycin C prior to transfer, oells remained viable but they looes their
parueaucwmah&ﬂy.&xlamﬁundiatetis&ru&mimmﬂwim
MxtamnCarﬁdmmjectaimmrmralm 15 days after, mice were

ion profiles
sumJartountmlgm;smSﬂ%cfmem)ectﬂdmmb This protective effect
was specifically indweed by spleocytes  fram diabetic mice incubated with
Mitomicyn C pricr to transfer (contrals:1065+17 vs. diabetics:1078+20 lJ insulin/4
min/100 my w.t., r=6). This effect was mot dserved in athymic recipients,
supesting that an immne response shauld be monted in recipient animals. These
results show that Mibomncin C-incubated  splenocytes  from  diabetic doorcs
specifically induced a protective effect against immune aggression and representsd

an experimental model to study autologue immunarcdulation mechaniam in autoimmne
diabetes.

EFFECTCF A HIGH FROIEIN DIE’ (N INSILIN SHRETICN IN AN
EXPERIMENIAL MDEL (F DIABFIES TNUCED BY SPLENICYTES TRANSFER.
34 Karabatas L.;Larbardo Y.;Basabe J.C. Diabetes Experimental Centro de
Investigacicnes Fndocrinolbgicss  (CEDIE) Hospital de Nifis 'R.
Qutiérrez”, Buencs Aires, y Facultad de Bioguimica, Universidad del Litcxal, Santa
Fe, Argentima.
In previous wocks we dtserved that the administration of a high-protein diet (HD)
o mts and mioe, attenated the deleterious effect of in (SZ)
insulin secretion (IS). Cn the other hand transfer of splenocytes (S) fram diabetic
mrmralnuce,mmimﬂelastc'es, gluxss-intolerance and a significant
diminution in ted IS. In the present wark we studied if the
adrinistration of HED to mice that had received diabetic S, modify the dserved
alteraticns in IS. CS7BL/6J mioce were injected with 5 doses of S2 (40 mg/tg/day).
15 days later their spleens were dissected and S isolated. These "diabetic" S were
injected i.p. in receptor mice kept cn a oontrol diet (D) or HAD. 15 days after S
transfer, pancreatic gland fran receptor mice were perifused and IS pattems were
evaluated.Results showed that mice transferred with “diabetic" S, kept either on
or HED presentad diminished 1st. and 2. phases of IS ((D:lst. phase: 1288,7:40.4,
6 vs 993.4+16.9 u)/6 min/100 my wt.,n=5, p<0.001; 2nd phase:1176104201.9, n=6 vs
107124220.5 /32 min/100 mg wt, n=5, p<0.01; HAD: lst. phase: 1322.6+31.2,n75, vs
1134.0415.4,079, p£0.01; 2nd phase: 11867+295.6 vs 10628+224.6, n=5 ard 9, p<0.01).
Hoever in mice fed HED and transferred with "diabetic" S, lst.phase of IS was
significantly higher then values from mice under M (p< 0.001). These results

suggest that HED improved the B-oell secretory response in an experimental nodelaof
diabetes with anti beta cell inmue aggression.
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