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Inst i the of Child Hoalth, University of Bari, a d  OCNR, Italy. 
OGTT in thl-ic major chi l h .  
In onjar t o  -.us w l y  signs of dyofurtion of the -1 le in 
15 pol i t r a w f d  (nun H$~9.1+2.2 &dl) pi?.qhartal thatasmanic 
major c h i l b r ,  (Th.),3-14 y.crr o1d.m OGTT wm ccried out, after 
the conrent o f  the prents. I t  wm oxmidwed as normal hen a1 I 
e l i m i c  (BS) and insulinmic (IRI) (Biodeta) values w e  within 
2 SD in confront to controls. An Amma1 BS cwva in two (6 ad 
12 y s  old) and an dmamally elwated I R I  b a ~ l  value in 
mother two (10 wars old) haw beon o b . r d .  The midim&iml  
\(m-IJhitrry tost wm calculated (null hypothesis rejected at PL 
0.05). No statistically significant differanem w e  found in BS 
or in IRI valws at  any ti- of the tast.ABS andAlR1 valws ad 
theAB!3/AIRI ratio .haad significant differences only at 30 nin. 
RS wd I R I  peaks wua at 60 min. in 9/14 and in 8/15 Th. 
caapectively (3/9 md 3/10 in controls r a g s t i w l y ) .  OIF data 
h o w  a 61y.d inul in  secretion in Th. with &nomal BS e IRI  
c r w o  in 3/5 Th. oldor than 10 ms and in 1/10 Th. ywngs thar) 
10 -8. Tho b l l s  function soam to ba al tara td  precociously, 
but after the 10th yur of life the iwirament is mwa evident. 

- - 
and E. CACCIARI . 

I I I r d  Ped ia t r i c  C l in i c ,  Univereity of Bologna, I t a l y .  
P ro lac t in  eecre t ion  dieorder i n  the obese prepubertal  
and pubertal  boy. 

A d isorder  i n  the prolac t in  eecretion hae been demo; 
e t r a t ed  in  the obese adult. No data  of t h i s  kind e x i s t  
concerning children. 

38 obese boye (13 prepubertal ,  25 pubertal)  under 
went a TRH t e s t  with aseay of prolactin.  Obeee preps 
b e r t a l  boye ehow prolac t in  l e v e l s  s ign i f i can t ly  lower 
than those of the cont ro l  group under basa l  conditions 
(p-4 0.05) and a f t e r  atimulua (p-4 0.01 ). I n  the obese 
pubertal  boys the  difference is s ign i f i can t ly  (~ -40 .05 )  
only a f t e r  stimulue. 

We can conclude t h a t  in the chi ld  and adolescent boy 
obeeity induce a hypothalamo-pituitary disorder t ha t  
a l so  involvee p ro lac t in  secretion.  
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Precocious sexual developnant in a boy with Addison's dlsease. 
After a short eplsode of fever and dehydration an 11 year old 

boy was diagnosed to have idlopathlc Addlson's dlsease wlth an 
ACTH level of over 4500 p /ml. Since the age of 6 years he had 
manifested hyperpigmntat!on of the skln and buccal mucosa. A t  
aboisslon he showed advanced pubertal signs (P4 - Tanner) for 
genitalla and pubic halr, and hls bone age was 13 years. The 
p l a m  levels of testosterone were 632ng/dl and the LH and FSH 
response to LRH stlmulstion (50 vg/m , i .v.) - 2.2 to 25.0 and 
2.6 to 3.5 mIU/ml, respectively - confinned the diagnosis of 
central precocious pubert . Basal plasma DHEA (51 ng/dl) and 
andmstenedlone (17 ngldlf levels were very low for age (normal 
180 and 40 ng/dl, respectively). I t  i s  proposed that the asso- 
clatlon of precodous puberty in thls boy w l t h  latent untreated 
Addlson's disease i s  due t o  a "drift phenomenon" of LRH and/or 
gonadotrophins, following the prolonged elevation of ACTH secre- 
tion. I t  i s  also posslble that earlier actlvatlon of adrenal 
androgens by the ACTH contributed to the Induction of the 
precodous pubertal process. 
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Characterization of hGH from patlents wlth LTO by a human llver 
radi o-receptor assay (RRA) . 

A RRA for hGH has been developed using the 100,000 g pellet 
from human liver tlssue hmgenate obtalned from a donor of kid- 
ney transplantation. This assay Is sensltive In the physiologl- 
cal range of hGH (1.9 - 30.0 ng/ml). Hunan prolactin and h w n  
placental lactogen did not conpete with hGH on i t s  receptor. 
Ollution curves parallel to the standard curve mre obtalned by 
receptor-actlve hGH found In the plasma of 7 LTD patlents, four 
stlmulated hGH healthy children and 2 acronrgallcs. Examples of 
results as hGH ng/ml are: 
Serun Ollutlon Normal Patients Acronrgaly LTD 

1/4 5.6 7.6 4.4 
1/8 2.8 4.4 2.8 
1/16 1.4 3.0 1.4 
1/32 - 2.1 1.0 

Our findings using this highly speclfic RRA for hGH suggest 
that clrculatlng hGH In LTO i s  blologlcally active and that the 
prllnary defect l les either In the receptors or In the intra- 
cellular mechanism generatlng somatonedlns. 
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Plaema glucose and a lanine  re la t ionehip  a f t e r  f a s t  i n  
normal chi ldren  and chi ldren  with k e t o t i c  hypoglycemia. 

Plaama glucose and a lanine  concentrat ions were m a -  
aurad a f t e r  a 24 hour f a s t  i n  46 normal chi ldren  aged 
1 t o  8 yeare, and i n  15 chi ldren  aged 1 t o  6 yeara 
with documented k e t o t i c  hypoglycemia (KH). Mean value6 
( 2  S ) were a ign i f i can t ly  lower i n  KH than i n  controlar 
334 ! 149 va 509 2 163 -/dl (p (O .001 )  f o r  glucoae and 
16.9 f 4.9 va 12.6 f 3.6 W d l  (pc0.005) f o r  alanine.  
I n  each group, probi t  transformation d m o m t r a t e d  a 
gaueaian d i s t r ibu t ion  of both parametera. Additionally 
plaama a lanine  valuea were highly a ign i f i can t ly  poai- 
t i v e l y  corre la ted  with g l u c o ~ e  levela i n  controla 
(y = 6.41 + 20.70 x, r = 0.690, pc0.001) and i n  KH 
( y  = 6.44 + 18.43 x, r = 0.753, p<0.005) , the  regras- 
eion l inee  i n  the  two groups being not a ign i f i can t ly  
d i f f e r e n t  i n  alope o r  position. Theme data  demonatrate 
fu r the r  t h a t  f aa t ing  valuea of plasma a lanine  and 
glucoae a r e  s ign i f i can t ly  l m r  i n  KH chi ldren  than i n  
normala, and a r e  atrongly corre la ted  ina ide  the  two 
groupa. The lack of any c learcut  d i f ference  betwoen 
the  two groupa demonatratea t h a t  KH appeara a8 a bor- 
de r l ine  a t a t e  of glycemic regula t ion  and neoglucogene- 
a i e  during f a a t  i n  young children.  
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Univ.,  Szeged, Hungary / Introduced by Prof.  H.K.A. Visser  
HlA - haplotypes inves t ina t ions  i n  the cases of /AQS/ adreno-ge- 
n i t a l s  syndrome/ ch i ld ren  and t h e i r  parents. 
10 af fected ch i ld ren  / A m /  and 3 heal thy s ibs from 11 fami l ies  
were typed f o r  HLA-A and B ant igens by the  standard N IH  lympho- 
c y t o t o x i c i t y  t e s t .  
I n  one fami ly  two a f fec ted  s ibs  ahared both HLA haplotypes. 
Ne i the r  o f  the  heal thy s ibs  had HLA-haplotypes i d e n t i c a l  t o  thq  
a f f e c t e d  pathente. As regards $he i n d i v i d u a l  HLA-types, BS/chi = 
l ,bOl /87/chi  -0,062/,  840/ c h i  =1,272/ seem t o  emerge as  more 
frequent than the  average, but w i t h  the  populat ion frequency 
baaed on 222 heal thy blood donors' HLA-A-8 ant igen frequencies 
the re  was no s ign i f i can t  difference. 


