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Conclusions] In our experience BC was effective :m the treatment of

even wl; visusl "field de;lc:.ts or '“"p:)plth;t?rls Tumer
r;r ge inmproves surgical approach, even if normoprclactinemia is
ved. We ohserved m.ssoc:.at*on Petwaen tumor size “ea1c+ ion

5 suppression Of rRL, as describsd in ths literature. In our
patienfs BC was well tolerated.
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SEX AGE EEIGHT SDS TEST  zes 'PMA Bas IFMA Peaj
vr {cm ng ‘ml) (na/mi 57nl) (navmt

F (a.é el o6 oo /3 ) 3%? ) (goig ) (;7(9 )

M g 102.5 —-1.; CLO Z. 17.3 1.2 10.7

M .4 94.; -3. ITT 1.1 18.5 0.72 13.6

F 6.g 109.7 ~1.7 ITT Q.47 16.0 G.28 9.%

F 8. 122.0 -1. ITT 0.24 7.% - %

F 8,’3 11 8 -2. CLO Q.44 171, 0.% .4

P ot 2 mogr g1 ool g

M 14.0 147.7 —1.57? CLO 5.3 7.3 4.0 4.3

In, the GH deficient c¢roup, the patients had n

st;mulat*on tests (< 0.17to 5.2 nc/ml’g‘c all times): f

the n?xa. mal valges were 0.8 and 1.7 ng/ml. W onserv'ed a

correlation (r=0.899, < 0.0001) among the 37 GH samples measured

y both mathod: (GH values r. ing_from 0.31 to 35.1 ng/mi in 1

axd from 0.1 t 7.9 ng/m n IFMA)} in the

i ml
s. We conclude that the GH values measur b

than by IxMA. Therefore, normal \fames of GH by this

reassessed to avoid misdiagnosis of GH oe;lc‘e'lcy
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RAT GH RECEPTOR/GH-BINDING PRCTEIN mRNAs WITH DIVERGENT 5'
V"ZRLNSLA'T'ED REGIONS ARE EXFRESSED IN A TISSUE~ AND TRANSCRIPT-
SPECIFIC MANNER. Domené, H.M., LeRcith, D., Roberts, Jr. .
Cassorla, ¥ velopmental Endoc"nomcry Branch, NICHD, and Diabetes
Branch, NIDI NIH, Bethesda, Maryland, U.S.A.

In the rat, *he crthh hormone receptor (--11— ) gene generates two
transcripts, cne that encodes for the GH-R, and a sherter cne that
encodes for the GH-binding protein (GH-BP). The mRNAs encoding for
these transcripts present 2 high degree of heterogeneity in the 5'-
untranslated regions (5'-UTR). It seems likely that some of the
exons encoding §'_UTR variants may be flanked by distinct premoter
recions. The activity of different promoters could result in the
tissue-gpecific expression of these variants. To assess this
possibility, we used PCR amplification to characterize the 5'-UTR
variants of rat GH-R nRNA, and by usir 5'-UTR~ -specific probes, we
determined their pattern ‘of nxpressmn in several tissues in the
rat. In addition to two previously described variants (Vi and vZ),
three new 5'-UTR variants were identified, extending 56 nt. (V3}),
135 nt. (V4), and 209 nt. (V5) upstream of the ATG translation
initiation codon. The study of tissue distribution revealed that
variant V1 and V5 exhibited a pattern of expression resembling that
of exon 2. Variant V2 was exclusively expressed in liver. Variant
V4, although present in liver, was more abundant in extrahepatic
tissues, and predominantly found in GH-R transcripts. Variant V3 was
ex*\ressed at low levels.These findings support the concept that
different 5'-UTR variants are the result of different promoters
acting in a tissue-specific mamner. The association of specific 5'-
UTR variants with either GH-R or GH-EP mRNA transcripts raises the
possibility that the alternatively splicing process that generates
GH-BP in the rat might be controlled by the 5'- fle.nkmg region
driving specific leader exons.
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ATION OF INSULIN DEGRADING ENZYME.
A,. Cambercs, M.C., Zuazguita, A., Cresto, J. C.
Ricardo Gutiérrez Children's Hospital, Buencs
Argentina.
main enzyme that triggers and controls insul
Gation is the insulin degrading enzyme (IDE }{any
nisms have Dbeen postulated for IDE reculatic '1 rut
has been conclusively proven.
ly purified rat liver cytosolic IDE was prepared by:
precipitation with ammonium sulphate, 2) E-Sephadex
h NaCl gradient, 3) pen‘vlafv rose wWith ammonium
p"sate gradient 4‘ cr‘ror“auo ocussing in F3ES4. Insulin
adation by IDE w ] ted with ATP {Q.05-4 mM) and
(1 8 mM) in c‘osc— endent fashion. ALF {0.05-4C mM)
th fect he presence of Mg‘+, but not NaF.
suunresqlf‘n Goes rot change AlP. inhibition. G-
‘:em perticipaticn in this inhibition was excluded
ce these are activated with 3, only 1if Mg'+ is

e conclude: 1) ATP inhibits IDE at phvsiolcgical
concentrations, wnlle GTP acts as a phosphate donor at
the concentrations used: 2) the G-protein participation
in IDE inhibition cculd not ke demonstrated in our
system.
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EMIOLOGY AND IMMUNOGENETICS OF INSULIN-DEPENDENT DIARETES
i$ IN VENEZUELAN CHILDREN.

r, P., Lanes, R., Lavrisse, Z., Balducci, P., Esparza, B.
ATnaiz-Vill ev‘a A. Clinicas ..o=p1tal Caracas. Scientific
Research and Eygiene Institutes, Caracas, Venezuela and 12 of
Octukre Hospital, Spain.

We evaluated 91 newly diagnosed IDDM children mean age 7.8 + 4.5
yrs; 56.7% had had an upper respiratcry infection prior to diagnosis
and 12.7% had had =1ther mumps or varicella. Peak incidence of
bruary and March and August to October.
S 3 and/or R4 vs 37% of the Venezuelan
general populati cn, 81 6% were HLA-DQW2 and/or HLA-DOWS.Studies cf
oligonuclectid hybridization showed the presence of arginine in
position 52 of the DQ alpha chain and absence of aspartic acid in
position 57 of the DQ beta chain, with an increased prevalence of
DR2 and especially with DQB1 0602 which has been associated with
pvo ection. We found 55.9% to have positive islet cell antibodies
{ICk) with 4 of these having a positive complement fixation test.
Three patients (7.9%) were found to have positive insulin
autoantibodies. No positive serotypes for enterovirus (Coxsackie-B)
were found in our patients, but we detected il cases with elevated
titers for cytomacalovwrus antibodies. Positive antibodies for
measles, mumps, herpes and varicelila were found in some children.
This SLUdV contributes to a better understanding of the epidemiology
and immunogenetics of insulin dependent diabetes mellitus in Latin-
American children.
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