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Cereb-cprotectdve eITeet of dexamettasone (DJIM) in
newborn piglets with experimental (EPT) .
P. mt:SVAllr, f • .nf, H.Ka.TAI'; G.ADA!'/' ard

D. EllOA. Pediatric Dept ., lhiv . _ . Sdlool, fb>5orY. The

effect of DXM treat:ltEnt in ne\b:rn prglete wi th EPT was .studied <Xl

30 pJslets. 20 aninBls ....., ",-,bj eeted to EPT (gr<:q> A ard B) ard 10
pJslet8 served as controls with<>Jt EPT (gr<:q> C). In the EPT aniJmls
10 pJslets ....., injected with 5 1ll;It>.l<g eo DJIM 4 OOJrs prier to EPT
( A) . Eactl aninBl was paired with wrtr-eated siblit"6 hav1t"6 the same
EPT (Bl . In the EPT pdgleta 4 heirs after the critical rmse (as
apoea appeared, MABP fell, the EPT was tenn1nated) train ti""-'" sate­
ard E\Ians blue dye cere detenn1ned . There was a h1g1ly s1l!1Uficant
d1ffererce Aam B piglets the titre to the
developnent of cr1tical rmse (A x"69.&:sl=27.5 ve 8 28. 7-10. 1
minJtes; P < 0.001). In the I.Oltreated EPTaniDals (8) the E\Ians bl ue
content. of the parietal cortex «lC! ce-eeenie exceeded s1l!1Uficantly
the values obtained in DlIM treated (A) and centrol pJslets (C) ­
par l e?! cor-tex A lB!o. 12, B 2.SB!o.S7. C ce-ebefhm
AO.14:0.02, B 0. 7a:o.36, C 0.17.:{).07 Wdye/g wet tiSSJe. The
same was observed the ",ter contelt of above
train regions , as welL In con::lusicn, DJIM treatmEnt Ircreasee the
tole:ance to hypoxia ard p-everte lrain oedema in newborn pdglete
with EPT.
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T-CELL DEFICIENCY I N AN AFRICAN FAMILY.
T !Qn c kh e 5 r lt P Van 1ePerrel t
H. Ta elma.n , C. Muller, N. Cl umeck , L.Jli!J;L .

i . Depts Ped. t In£. Dis an d Path. St . Pe ter Ilrri v , Has p,
Brus sels . 2. R$pi ta l Ki gali Rwanda . 3 . Tr opi c a l I nst i-
tute Ant wer p. "
Ue r ep ort t he ca se of a 19-month old Af r ica n boy bo r n
f r om parent s wi th clinical and iumunological feat ures
s uggest i ng prodr omal a cqui r ed iIIJDuoodefieie ncy syndr ome
(AI DS). He showed early failure to thrive , gener a l ized
l ymphaden opa thy t bilateral pa rot i t is. Later he develop­
ped persistent i nter s t i t i a l pn eumonia , pers istent ora l
thrush and mild hepa t osplenomegaly . ItmDU11ologica l s t u­
di e s showed hyper IgG level (3. 2 g/ d l ), r eversed T-hel­
per/T-suppres s or tl:4/T 8) rat io (19 / 68) and T-cell defect
(cutaneous anergy for different antigens, depressed in
vi t ro r esponse f or co ncanavalin, phy t oha emagglutini n
and Pokeweed ed togens) , Open lung b i opsy showed i nters­
t i tial nod ular lymph ocytic infi ltrates on opti c micro­
scopy and cy topl a s mi c particles on elect ron mi croscopy
wh ich are of uncertain or i g i n. Rece n tly. the t wo o l de r
brothers were investi gated. The o ldest (6 years ) sho­
wed chronic parotitis, hyper I gG leve l (4 . 7 g/d l ) , re­
ver sed T4/T8 ratio (18/49) and depres s ed i n vitro r es­
ponse t o mitogens. The s e cond (5 years) showed s l i ght
pa rot i t i s , reversed T4/T8 ratio (29/32) and dep r essed in
v itro r esponse to mi.togens , Both had normal ch est hays
The clinical and immunological presentation of the three
ch ildren resemble that of infants with AIDS-l ike syn­
drom e described by others in the USA . We s ugg es t s pe c i ­
fie modes of transmission could be i nvolved in familial
acqu i ring of AIDS (transplacental-route, breas t feeding,
or o t her r outine close-contact) .

31
INFLUENCE OFGlO1I'H IIJ_ (GIll TREA'IMENr CN
INSULIN SE1ISITIVITY AND INSULIN REX::EP'IOR BIN­
DING IN PATImrS WI'IH GIl-DEFICIENCY'.

H.Frisch+, R.Prager+ , E,SdlolJer+, G.SChe:rnthaner+ (In-
trod. by W.sa::a::DA) . Pediatric Dept., Dept. of Medi-
cine II , lbliv .Vienna arXl L.Eoltmann Institute for
lDdocrinology, Vienna, Austria.

In patients with GH-deficiency various disorders
of carlxbydra.te metabolism have been reported. 'l1'le aim
of the stuiy was to exanine the influence of C1I on in­
sulin sensitivity and insulin receptor bindin<J by means
of eugl ycemic ClAMP tedmi.que and radioreceptor assay
using llOlCIlucl ear 1eucoc:ytes as target oells . 5 pa­
tients with hypq,>ituitarism were s tulied during C1I
therapy ([Xlase A) and after witbdrawal of treabt>ent
for 4 weeks ([Xlase B). Infonned o::m;ent f=n the pa­
tients and their parents to partiz1p>.t.e in the study
was d:ltained . Pesults: 1.) Basal insulin l evels were
not diff erent in [Xlase A arXl B. 2. ) Peri pheral glucose
utilisation was significantly elevated in [Xlase B con-
pared to [Xlase A (6. 3 vs. 3.9mg/kg llW' min, p< O.05) .
3. ) Insulin receptor binding to nr:n:x::ytes remained
unchanged. after witbirawal of C1I-therapy (specific
bindin<J fraction 3 . 18% vs. 3 . 66%, n. a .) . 'lbese data
in:li.cate that the influence of GIl subst i tution 00 pe­
r iIi>eral glurose n-etabolism is llDSt likely due to
po streeeptor mechanisms.
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Surfactant a nd s udden i nfant death (SIDS )

32 MORLEY CJ , HILL CIi' , BROlIN BD', BARSON AJ' ,
SOUTHALL D" , DAVIS JA. Dept of Paediatri cs

Addenbrooke 's HOspi t al, Cambri dge. Dept Pa thology St
Marys Hos pital, Manchester, Cardi othoraci c Un! t , Brompt on
Hesp 1tal, London .

To detect ab normal i ties of pulmona ry surfac tant I n
SrDS surfactant was lavaged at aut opsy from t he l ungs of .
59 i nf an t s who died f r om SIDS, analysed f or Its phospho­
lipid oomposition and compar-ed with the oompos i tion of
surfactant f r om 39 babies dying from HHD , 8 newborn with
normal Lunga , 9 infants vi t h normal lungs , 8 tracheal
aspirates 1'rom living adults an d 15 trom living intants.
The peroentage pho sphatidyloholine (PC) was reduced in
SIDS and 3ph lngomyelin(SH) increased as shoWD.lDean+sem.

JPC (p) JSK (p) -
SIDS 59 60 + 1 12 + 1
HHD 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 < . 0 1 3; 1 p < .01 '
Live adults 8 76 .. p < .01 1" 1 P < .01
For the individual groups there is some overlap of t.heee
parameters. However the ratio ot PC:SH is a r easonable
differentiator. The 90th oentile PC:SH ratio f or SIDS is '
10. At this level there are 22J newborn, 22J of dead
infants, 20J live infants, 13J live adults and 67J HlID.
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 ot the mechanism that contributes to the
sudden death.
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NUTRITIONAL I RON DEFIC I ENCY (NID) DELAYS THE
MATURATION OF INTESTINAL ABSORPTIVE FUNCTIONS
BY ALTERATION OF SURFACE MEMBRANE GLYCOPROTEI N

J .P . Buts , D. F . De N.
De Keyser and R. De Meyei!. Dept. of Ped , , u rdv, of
Louvain, Brussel s , Belgium.
In chi ldren and in growing rats, NI O produces i ntes tina l
mal ab s orption of carbohydrates by decreasing the ac tivi­
t y of jejuna l disacchar i da ses. Cryp t c ell su rface memb ze-
ne glycopr oteins su ch as the secr etory component (SC) of
immunog lobulins a r e a lso de pressed , To clarify, the
me chanism(s) by which NID a f fec ts these int"estinal func­
tions, suckling r ats mad e i ron defi cient i n utero were
studied a t day 12 af ter b i r th. 50S-po lyacrylamide gel
electrophoresi s of purif ied j ejunal brush border showed
that t he protein band cor re sp onding t o l actase was vir tu­
a l ly absent as was t he i nco rporation of D- [lCI 4]-gl uc o­
s amine into l a c tase protein (3315 + 302 con t rols "vs
140 + 10 c pm.mg pr o t .-1, NI D, p <GoOl) . In a second
exper i ment, rats with NID were studied a f ter weaning
(day 28) . Mea sur i ng SC conc en tration into subce l lular
f rac tions of isolated jej unal cells, we f ound simi l ar "
difference s of SC co ntent i n the cy to!ol fraction
(1.2 :. 0 . 3 v s 5.65 :. 1.2 pg . g.ti ssue- , p(O. 05) and in
the br us h border (0 . 7 .:. 0 .1 v s 3.58 .!. 0 .6 p g . g .tis su e-1 ,
p(0.05) betwe en iron defici ent rats and co n trols .
Conclusion: Thes e data i ndicate that NID a f fects t he
synthesis of intestinal brush border glycoprote i ns r al:ta:'
than the intrac ellular transport or the final membr ane
assembly of thes e prote ins.
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Rotavirus infection in hospi talized n':!wborn
infant s . U. B. SCHAAD' and R. ZBINDEN". Dept .
of Pediatrics, Univ. o f Berne, Switzerland.

Rotavi rus (RV) gastroenteritis is found in 4Cf1, of our
hos pitalized pediatrie pa t. with acute di a r rhea . This 3­
year experience favorably compares to that of other cen ­
tres in t emperat e climates . Nosocomial spread ( f ecal ­
oral , resp. ·dropl e.t s ) of RV i n f e c t i on among pediatric
pat; an d medical personnel i s well documented and is re­
spon sible for 7 % of our RV gastroenteritis cases. Recen­
t ly , RV outbreaks in neona tal nurseries during RV infec­
t ions in the community have been reported from Sidney ,
Melbourne, London and Washington : f ecal RV excretion was
found in 30-5Cf1, and r emai ne d asymptoma tic in 70-92%.
Since Apri l 1983 we conduct a prospective su rveillance
study for flV infection in our r e f er ral 6-bed intensive
and a -bed special care nurseries . From each pat. -fecal
specimens on aanis sion plus 3x we ek l y are examined for
RV by ELISA technique (Rotazyme). From April to Sept.
1983 we observed RV in t he stools of 31 0 7 of 181
neonates. I n t he majori t y of cases RV was detected be­
tween the 1 s t and 5th day of life and RV excretion lasted
from I to 3 days only. Careful analysis of clinical and
laboratory data revealed that all 31 neonatal RV i nfec­
t ions were total ly asymptomatic . During the f i rst 6 study
months r ecovery rates remained constant, but there was
no community outbreak . Prelimi na ry data dur i ng our RV
season (winter months) i ndicate i ncreased incidence also
in neona tes, but clea r l y RV r elated symptoms or signs
were ne ve r de tected. In our exper i ence neona t al RV in­
fection is rather common but of only short durati on and
extremely beni gn. It i s sugges t ed that both nosocomial
spread ' and i nununologic pro tec t i on might explain t hese
observa tions.
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