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Cereb-cprotectdve effect of dexametha3:Jne (D!II1 ) in
newbern piglets with experimental (EPTJ.
P. IDESVAAr, F• .u:f, M.KU-TA!': G.ADAI? ard

0.1llOA. Pediat ri c Dept. , lhiv. M>:l. Sd1ool , S<eged , 1U1e;u'y . The
effect of OJ(M treatment in ra.tcrn piglets with EPT cas stlXIied <n

30 piglets. 20 aninBls ..... subjected to EPT Aard B) ard 10
piglets served as controls with<:ut EPT C). In the EPT aninBls
10 pigl ets we-e injected with 51ll;1t>.l<g so D!II1 4 hc>Ji-s pri or to EPT
(A). Each aninal "'" paired with ",treated sibli!'6 havi!'6 the same
EPT (BJ. In the EPT piglets 4 hcl.rs after the crit i cal Ji1ase (as
apnea appeared, MABI' fell , the EPT cas tenn1mted) train tissue ",ter
am. 8ran.s blue dye were determined . There \oB.Sa h1.S'llY sigrif1cant
crrre-eoee between A ard B piglets the ti"" to the
developnent of cr1tical Ji1ase (A x.69 . &:sl=27.5 ve B 28. 7- 10. 1
minltes; P < 0.001) . In the ",trEBted EPT aninals (B) the Evans blue
content, of the parietal cor-tex and ce-ecerue exceeded sie;lif1 l2lltly
the values obtained in D!II1 treated (A) and centrol pigl ets (C)·
parie?! cce-tex A lB!o . 12 . B C ee-eoerue
AO.14:0.02, B 0.7a:D.36, C 0.17:.{J.07 Wdye/g wet tissue. The
sarre pherrtIIeron was observed regarding the Witer content, of above
train reg1ons. as well. In oonclusim, DXM treatment I rcreasee the
tole:anoe to hypoxia an:! prevents Ira1n oedema in newbcrn piglets
with EPT.

T-CELL DEFICIENCY IN AN AFRICAN FAKILY.30 T !QDckhe3rl, P Yan 16 Perrel ,
H. Taelman , C. Muller, N. Clumeck ,

I . Depts Ped., lof. Dis and Path. St. Peter umv. Hasp,
Brussel s . 2. H8pital Kigali Rwanda. 3. Tropical In sti-
tu t e Antwerp . -
Ue report the ca se of a 19-month old African boy born
from par ents with clinical and iumunological feature s
suggesting prodromal acquired iumunodeficiency syndrome
(AI DS) . He showed early failure to thrive, generalized
l ymphadenopathy, bilateral parotitis . Later he develop
ped persistent interstitial pneumonia, persistent or a l
thrush and mild hepatosplenomegaly . Immunological stu
dies showed hyper IgG level (3.2 g/dl ), reversed T-hel
per/T-suppressor cr4/T8) ratio (19/68) and T-cell defect
(cutaneous anergy for different antigens, depressed in
vitro re sponse for concanavalin, phytohaemagglutinin
and Pokeweed ed togens) , Open lung biopsy showed inters
titial nodular lymphoc ytic infiltrates OD optic micro
s c opy and cytoplasmic particles on ele ctron microscopy
which are of uncertain origin. Recently. th e eve older
bro thers were investigated. The oldest ( 6 years ) sho 
wed chro ni c parotitis, hyper I gG level (4.7 g/dl), re
versed T4/T8 ratio (18/49) and depressed in vitro res
ponse to mitogens. The second (5 years) showed slight
parotitis, reversed T4/T8 ratio (29/3 2) and depressed in
v itro response to mi.togeas , Both had normal chest hays.
The clinical and immunological presentation of the three
children resemble that of infants with AIDS- like syn
drome described by others in the USA . We suggest speci
fic modes of transmission could be involved in familial
acquiring of AIDS (transplacental-route, br ea st feeding,
or other routine close-contact).
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INFLUENCE OFGOCm'H IIJ_ (GIll TREA'IMENr CN
INSULIN !\NO INSULIN REX:EP'!OR srs
DING ill PATIENl'S WIlli GIl-DEFICI:E2lCY'.

H.Frisch+, R.Prager+, E,Sd1ober+, G.SChernthaner+ (In-
trod. by W.SIa!CDA). Pediatric Dept., Dept. of Medi-
cine II, lbiv.Vienna arrl L.Bolbonann Institute for
Endocrinology, Vienna, Austria.

In patients with GI-<1eficiency various disorders
of carlrllydrate metabolism have been reported. 'lbe aim
of the stuiy was to exanine the influence of GIl en in
sulin sensitivity and insulin receptor bindin<J by means
of euqlycemic CIJ\MP technique and radioreoept:or assay
using llOlCI'luclear l.eucoc:ytes as target cells. 5 pa-
tients with hypopituitarism were stulied during GIl
therapy ([Xlase A) and after witbdrawal of treabt>ent
for 4 weeks ([Xlase B). Infonood o:nsent fran the pa-
tients and their parents t:o partizip>te in the study
was cbta1ned. Pesults: 1.) Basal insulin levels were
not different in [Xlase A arrl B. 2.) Peripheral glucose
utilisati<Xl was significantly elevated in phase B am
pared to [Xlase A (6.3 vs. 3 .9mg/kg ! lW'IlIin, p<O.OS) .
3.) Insulin receptor binding to nr:n:>cytes rernained
unchanged after wit:h!rawal of GIl-therapy (specific
bindin<J fracti<Xl 3.18% vs. 3.66% , n.a .) • 'Ibese data
Wicate that the influence of GIl substitutioo <Xl pe
rip,eral glucose netabolism is llDSt likely due to
postreceptor mechanisms.
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Surfactant and sudden infant death (SIDS)

32 KORLEY CJ, HILL oo , BROWN BDo, BARSON AJO,
SOUTHALL DO, DAVIS JA. Dept of Paediatrics

Addenbrooke's Hospital, Cambridge. Dept Pathology St
Marys Hoapt.tal, Manchester, Cardiotboracic Un! t J Brompton
Hospital, London.

To detect abnormalities of pulmonary surfactant In
SrDS surfactant was lavaged at aut opsy from the lungs of .
59 infants who died from SIDS, analysed for its phospho
lipid composition and compared with the composition of
surfactant from 39 babies dying from HKD, 8 newborn with
normal lungs, 9 infants vi th normal lungs t 8 tracheal
aspirates f'rom living adults and 15 from living infants.
The percentage phosphatidylcholine (PC) was reduced in
SInS and sphlngomyelin(SH) increased as

JPC (p) JSK (p)
SIDS 59 60 + 1 12 + 1
HKD 39 63 .. 2 ns 9 .. 1 P < .05
Newborn 8 78 -; 2 p < .01 2 -; 1 p < . 0 1
Dead infants 9 70" 2 P < .01 6" 1 P < .01
Live infants 1570 -; 3 p < .01 3 -; 1 p < . 0 1 ·
Live adults 8 76 .. p < .01 1" 1 P < .01
For the individual groups there 1s some overlap of these
par-aeet.er-e , However the ratio of PC:SH 1s a reasonable
differentiator. The 90th centlle PC:SK ratio for SIDS is .
10. At tbis level there are 22J newborn, 22J of dead
infants, 20J live infanta, 13J live adults and 67J IIIlD.
In conclusion the changes in surfactant composition
whether pathological or developmental, Is such a constant
feature of SIDS that it is likely to be a fundamental
component of the mechanism that contributes to the
sudden death.
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NUTRITIONAL IRON DEFIC I ENCY (NID) DELAYS THE
MATURATION OF INTESTINAL ABSORPTIVE FUNCTIONS
BY ALTERATION OF SURFACE MEMBRANE GLYCOPROTEIN

SYNTHESI; . J .P . But s , F . De N.
De Ke ys er and R. De Heyer. Dept. of Ped , , UnI V. of
Louvain, Brus sels, Belgium..
In chi l dr en and in growi ng rats, NIO pro duce s i ntes t i na l
malabsorption of carbohydrates by decreasing th e activi
t y of jejunal di sac char i da s es. Cryp t cell surf ac e membra
ne glycoproteins su ch as th e secretory c ompone nt ( SC) of
immunoglobulins are a lso de pr' e ssed , To c l ar i f y, th e
mechanism(s) by which NID affects these intestina l f unc
tions, su ckl ing rats made iron deficient in utero were
studied at day 12 af ter bi rth. 50S-polya crylamide gel
electrophoresis of purified jejunal brush border sh owed
that the protein band corresponding to lactase was v ir tu
ally absent as was th e i nco rpora tion of D-[lC14] _g l uco
sami ne i nto lactase protein (3315 + 30 2 cont ro l s . vs
140 + 10 cpm.mg pr ot ..- l, NID, p(.oOl). In a second
expei1ment, rats with NID were s t udi ed after weaning
(da y 28 ) . Measur ing SC co nc entr a t i on into subc e l l ul ar
fractions of isolated jejunal cells, we found s i mi l ar .
difference s of SC content in t he cytofol traction
(1.2:. 0.3 vs 5 .65:. 1. 2 pg.g.tissue- , p(0 .05) a nd in
the brush border (0 .7.:. 0. 1 vs 3.58.:. 0.6 pg.g.ti ssue-1 ,
p(O.05) between iron deficient rats and controls.
Conclusion: These data indicate that -NID affec t s the
synthesis of intestinal brush border glycoproteins r e ee
than the intracellular transport or the final membrane
assembly of these proteins.
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Rotavi N S infection in haspi talized
i nfan t s . U. B. SCHAAD' and R. ZBINDEN'. Dept.
o f Pedi atri cs, o f Berne, Switzerland.

Rotavi",s (RV) gastroenteriti s is found in 4CJ1, o f our
hospitaliz ed pediatric pat. with acu t e diarrhea . This 3
year exper i ence favorably compares to that of' o t he r cen 
t res in tempera te climates. Nosocomial spread (fecal
oral , r-esp , ·dropl e t s ) o f RV i nfection among pediatric
pat; and medi cal perso nnel is wel l documente d and is re
sponsi bl e for 7 % of our RV gas troenteritis cases . Recen
t l y , RV outbreaks i n neonatal nurs er i es during RV infec
t ions in the COiIIIlunity have been re ported from Sidney ,
Melbourn e , London and Washi ngton: fecal RV excr etion was
fo und i n 3Q-5CJ1, and rema i ne d asymp tomatic in
Sin ce April 1983 we conduct a prospect i ve su rveillance
s tudy for RV i nfecti on i n our referral 6-b ed in ten s i ve
and a- bed special care nurs eries . From ea ch pat . . fecal
ep e c dmen e on admi3sion plus 3x weekly a re examined for
RV by ELISA t ec hnique (Rotazyme). From April to Sept.
1983 we observed RV in t be s tool s o f 31 07 .1 %) of 181
neona tes . In the majori ty of ca ses RV was det ec ted be
t ween th e 1st and 5th day o f life and RV excretion l asted
from 1 to 3 da ys on ly. Careful analysis o f cl ini cal and
labora tory data revealed tha t all 31 neona tal RV infec
tions wer e totally as ymptomatic. During th e f i rst 6 study
months rec overy ra t es remai ned cons tan t , but there was
no communi ty outbreak. Pre l i mi nary data during our RV
season (winter month s) i ndicat e increased in cidence al so
in neonates, but cl early RV related symptoms or s i gns
were never detected . In our experience neonatal RV in
fection i s rather common but of only short duration and
extremely benign. It is suggested that both nosocomial
spread 'and immunologic protection might explain these
observations.


	31 INFLUENCE OF GROWTH HORMONE  (GH)  TREATMENT ON INSULIN SENSITIVITY AND INSULING RECEPTOR BIN- DING IN  PATIENTS WITH GH -DEFICINCY 

