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RAT GH EC“?TOR/G%—EINDING P}_?OTEI!\' mRNAs WITH DIVERGEM'I‘ 5'

AAN: Dome'ae,_ri M., Ler Ln D., Robe*ts Tr .
Cassorla, ¥. ‘\eve-opnertnl Er\doc*"nomdy B*anc": NICHD, and Dla‘aetes
Branch, NIDDK, NIH, Bethesda, Maryland, U.S

In the rat, the grcwth hormone receptor ( -R) gene generates two
transcripts, one that encodes for the GH-R, and a shorter 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 1 kely that some of the
exons encoding 5'-UTR variants may be flanked by distinct promoter
cions. The activity of different promoters could result in the
tissue-specific expression of these variants. To assess this
possibility, we used PCR amplificaticon to characterize the 3'-UTR
variants of rat G5-R mRNA, and by using 5'-UTR- -specific probes, we
determined their pattern ‘of expression 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 thet
variant VI 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*\res'sed at low levels.These findings support the concept that
different 5'-UTR variants are the result of different promoters
acting in a tissue-specific manner. The association of specific 5'-
UTR variants with either GH-R or GH-BP mRNA transcripts raises the
possibility that the alternatively splicing process that generates
GH-BP in the rat might be controlled by the 5'-— flarﬂ{lng region
driving specific leader exons.
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OF INSULIN DEGRADING ENZYME.

Cambercs, M.C., Zuazgquita, A., Cresto, J. C.
Ricardo Gutiérrez Children's Hospital, Buencs
, Argentina.

main enzyme that triggers and controls insulin
1"ion is the insulin degrac‘mg enzyme (IDE). Manv
have bae'\ ..-ostm ed for IDE regulation hut

NaCl gradient, 2) pentylagarose with ammonium
hate or ad*en . 4y c‘"ror“atofocus 1g in FBES4. Insulir
ad ted with ATP 0 Q05~-4 mM) and
(1-8 mM) in «;‘cs /c'enence*\t fashion. A‘“’ (0.05-4C mM)
2q t in the presence of Mg+, but not NafF.
+ suppression does rnrot change AlF. inhibiticn. G-
otein participation in this inhibition was excluded
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conf‘l\.\de 1) ATP inhibits IDE at physiolcgical
cencentrations, while GTP acts as a phosphate donor at
the concentrations used: 2) the G-protein participation
in IDE inhibition cculd not bhe demonstrated in our

system.
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EMIOLOGY AND IMMUNOGENETICS OF INSULIN-DEPENDENT DIARETES
LITUS IN VENEZUELAN CHILDREN.
Gunczier, P., Lanes, R., Lavrisse, Z., Balducci, P., Esparza, B.,
Sales, R., krralv—vn e*a A. Cl-mc..s ..o=p1tal Caracas. Sc1ent1f1c
Research and Hygiene Institutes, Caracas, Venezuela and 12 of
Octubre 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 either mumps or varicella. Peak incidence of
disease was found in Februarv and March and August to October.
zighty seven percent had & DR3 and/or R4 vs 37% of the Venezuelan
general populaticn; 81.6% were HLA-DQW2 and/or HLA-DQWS8.Studies cf
oliconuciectid hybridization showed the presence of arginine in
position 52 of the DQ alpha chain and absence of aspartic acid in
pesition 57 of the DQ beta chain, with an increased prevalence of
DR2 and especially with DQB1 0602 wh rich has been associated with
p*o_ectvon 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%8) were found to have positive insulin
autoantihbodies. No positive serotypes for enterovirus (Coxsackie-B)
were found in our patients, but we detected il cases with elevated
titers for cytomegalovirus 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 1mmmooenet cs of insulin dependent diabetes mellitus in Latin-
American children.
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