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Cereb-cprotectdve effect of dexamettasone (DJIM) in
newbern piglets with experimental J'll"!.!'X'Uxx'ax (EPT).
P. IDESVIliir, f • .u:f, H.K<LTA!': G. ADAi'? ard

O.IllOA. Pedia tri c Dept., lhiv. _. Sdt001, S<eged, fUls;u'y . The
effect of OXM tn:atment in neo.t<rn pJitets with EPTwas studied en
30 piglets. 20 aniJIBls ..... su bj ected to EPT A ard 6) ard 10
piglets served as controls with<:ut EPT C). In the EPTaniJIBls
10 piglets we-e injected with 5 ""'t>.i<g ec DJIM 4 t>:>Jr. prier to EPT
(Al . Each aniJIBl was paired with wrtr-eated sibl1t'6 havit'6 the same
EPT (6) . In the EPTpiglets 4 h<>.rs after the critical Ji1ase (as
_ appeared , MAI3P fell, the EPTwas tenn1mted) train tissue later
ard Eltans blue dye ce-e de term1ned. There was a h1l!tlly sil!1Uficant
crrre-eoee between A and B piglets the ti"" to the
developnent of cr1tical Ji1ase (A x"69. 6=sJ=27.5 ve B 28. 7- 10.1
min.ltes; P < 0.001). In the l.Oltr<ated EPTan1Dals (B) the Eltans bl ue
contEnt of the parietal cortex and ce-eoerue exceeded sie1Uficantly
the values obtained in DXM tr-eated (A) and centro1 piglets (C) ,­
parie?! cor-tex A B C ee-eoerue
AO. 14:0 .02, B 0. 7fJ:O. 36, C 0.17.:{).07 wet tissue. The
same pher<Il>eoon was ccserved the ",ter centEnt of above
train regions , as well. In ccoclcstcn, DXM trea tnalt Ircreasee the
tol<rance to hypoxia an:! p-everte train oed"'" in n<>b:rn piglets
with EPT.
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T- CELL DEFI CI ENCY I N AN AFRICAN FAMILY.
T !onckhejr l , P Yan 1 e Perret ,
H. Taelman , CO' Muller , N. Clumeck ,

I . Dep t s Ped ; , Lnf , Di s and Path. St . Pete r Uni v. Hosp ,
Bru ssel s . 2. H8pi ta l Kiga l i Rwanda . 3 . Tropica l Inst i-
tute Ant werp . .
Ue r eport the ca se of a 19-month old African boy born
from parents wi th clinical and ilIlDunological f ea t ures
s uggesting pr odr omal acqui re d iIIJDUDodefic i e ncy syndrome
(AI DS). He showed e ar ly failure t o thrive , genera l ized
l ymphadenopa th y , bilateral par otitis . Later he de velop­
ped persistent i nter s t i t i al pneumoni a , pers is t ent or a l
thrus h and mild hepat osplen omegaly . Iumnm.ologica l s t u­
di e s showed hyper I gG level (3. 2 g/ dl), r evers ed T-hel­
per/ T-suppress or cr4/T8) r atio (1 9/ 68) and T- c ell defec t
( cu t aneous anergy f or different antigens , depressed in
vi t ro r espons e for c oncanavalin , phytoha emagglut inin
and Poke weed eritogens) , Open lun g bi opsy showed i nters­
t i tial nodular lymphocytic infi ltrates on optic mic ro ­
scopy and cytoplasmic particles on e lect ron microscopy
which are of uncertain origin . Rece nt ly. th e two o l de r
bro thers wer e invest i gated. The o l dest (6 year s ) s ho­
wed chro nic par otitis, hyper I gG l ev el ( 4 . 7 g/dl), re­
versed T4/T8 ratio (18/49) and depressed in vitr o r es­
ponse t o mit ogens. The s e cond (5 years) sho wed s l ight
paro t i t is , reversed T4/T8 ratio ( 29/32 ) and depr essed in
v itro re spons e to mi.togens , Both had normal chest hays
The clinical and immunological presentation of th e three
chi l dr en r esemble that of infants with AIDS-l ike syn­
drome described by others in the USA. We s ugg es t s pe c i ­
fic mode s of transmission could be invo l ved in familial
acquiring of AIDS (transplacental-route, br ea st feeding,
or o ther routine close-contact) .
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INE'LUENCE OFGlUmI IIJIMN: (GIll TREA'IMENr CN
INSULIN = AND INSULIN REX:EP'!OR BIN­
DIN:; m PATIENl'S WI'IH GIl-DEFI<:I:ENCY.

H.Frisch+, R.Prager+, E,Sd1cber+, G.Schemthaner+ (In-
trod. by W.Sl'O!OOA) . Pediatric Dept• • Dept. of Medi-
cine II. lbiv .Vienna ard L.Bolbmann Institute far
I'Dlocrinology. Vienna. Austria .

In patients with GH-defici.ency various disorders
of carbcbydrate metabolisn have heel reported. ']be aim
of the stl:rly was to exanine the influence of GIl en in­
sulin sensitivity ard insulin receptor binding by means
of eugl ycemi.c ClAMP tedmi.que ard radiorecept:or assay
using nxn:::nucl ear 1eucoc:ytes as target oells . 5 pa-
tients wi th hypopituitarism were stulied during GIl
therapy (!i>ase A) ard after witbdrawal of treatment
for 4 weeks (!i>ase B). Infonood o:nsent fran the pa-
tients ard their parents t:o partiz1pa te in the study
was 00tained. Pesults: 1.) Basal insulin l evels were
not different in !i>ase A ard B. 2. ) Peri pheral g lucose
utilisatioo was significantly elevated in phase B can-
pared to !i>ase A (6 .3 vs . 3.9mg/kg !lW·min. p< 0 . 05) .
3.) Insulin receptor binding to m:nxytes remained
unchanged after witbdrawal of GIl-1:herapy (S?"'ific
binding fractloo 3 . 18% vs . 3.66%, n.a .) . 'lbese data
iIrlicate that the influence of GIl substitutioo 00 pe­
r ifheral glucose netabolism is llDSt likely due to
po streceptor mechanisms.
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Surfaotant and sudden infant death (SIDS)

32 MORLEY CJ , HILL CM" , BROlIN BD", BARSON AJ" ,
SOUTHALL 0", DAVIS JA. Dept of Paediatri os

Addenbrooke 's Hospi t al, Cambridge. Dept Pathology St
Marys Hosp t.tal, Manchester, Cardiot bor acic Un! t, Brompt on
Hospi t al , London.

To detect abnormali ti es of pulmonary surfa ctant In
SrDS surfactant was lavaged at aut opsy fr om t he l ungs cr .
59 i nf ants who died from SIOS, analysed f or its phospho­
lipid oomposi tion and coepar-ed with the oompos i tion of
surfaotant f r om 39 bab ies dying from HMD, 8 newborn with
normal lungs, 9 infa nts wi th normal lungs , 8 trachea l
aspirates t'rolll living adults and 15 t'rom living in fan ts.
The peroentage phosphatidy1oholine (PC) was reduoed in
SIDS and sphlngomyelin(SH) increased as

SPC (p) SSM (p)
SIDS 59 60 + 1 12 + 1
HMD 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
Liveinfants 15 70 -; 3 p < . 0 1 3 -; 1 p < .01 '
Live adults 8 76 -; 4 p < .01 1 -; 1 p < .01
For the individual groups there is some overlap ot' these
parameters. However the ratio ot' PC:SH is a reasonable
ditferentiator. The 90th oentile PC:SM ratio f or SIDS is '
10. At this level there are 22S newborn, 22S of dead
infants, 20S live infants, 13S live adults and 67S lIMO .
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 or the mechanism that contributes to the
sudden death.
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NUTRITIONAL I RON DEFIC I ENCY (NID) DELAYS THE
MATURATION OF INTESTI NAL ABSORPTIVE FUNCTIONS
BY ALTERATION OF SURFACE MEMBRANE GLYCOPROTEI N

J .P . Bues , D. F . De N.
De Keyser and R. De Dept. of Ped , , Univ. of
Louva in, Bru ssels , Bel g i um.
In chi ld ren and in gr owing rats, NI O prod uces i ntes tina l
mal abs or pti on of carbohydrate s by decr eas in g th e ac tivi­
t y of j ejunal disacchar i da ses. Cryp t cel l su rface membra­
ne glyc oprote ins such as th e secr etory co mponent (SC) of
ilImunog lobulins ar e a lso de pre s sed , To c larify, the
me chan ism(s) by which NID af fects th ese i ntestina l func­
t ions , suc kl ing rats made i ron deficient i n uter o wer e
studied at day 12 af ter bi r th. SOS-po lyacrylamide gel
electrophoresi s of pur i f i ed j ejuna l brush bord er showed
that the pro tein band cor re sp onding t o l actase was vir tu­
a lly absent as was t he i nco rporation of D- [IC I4] - g l uco­
s amine int o l ac tas e pro tein (3 315 + 302 contro ls. vs ·
140 + 10 cpm.mg pr o t .-1, NID, In a second
ex per'i ment , rats wi t h NID we re studied af ter wean i ng
(da y 28) . Measu r i ng SC co nc entra t ion i nto subcel lul ar
fraction s of isolated jej unal cells, we f ound simi lar .
differen ce s of SC co ntent i n th e cy tofol fracti on
( 1.2 0 . 3 vs 5 . 65 1. 2 pg s g s t Ls sue" • p(0. 05) and in
the bru sh border (0. 7 0. 1 VB 3 .58 .!. 0 .6 p g. g .t i s su e-l ,
p(O.05 ) be t ween i ron de f i cient rats and controls.
Conclusion: The s e data indicate that NID af fects th e
synthes is of int e s tinal brush border glycoproteins rat:hr
than th e i ntracellular t ra nspor t or the final membrane
assembly of these proteins.
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Rotavirus in fection i n haspi talized
infant s . U. B. SCHAAD" and R. ZBINDEN" . Dept .
of Pediatrics, Uni v .. o f Berne , Switzerland.

Rotavi rus (RV) gastroenteritis is fo und i n 4f11o of our
hospitalized pediatric pa t . wi th acute di a rrh ea . This 3­
year experience fa vorab ly compares to tha t of other cen ­
tres in t empera te climates . Nosocomial spread (fecal­
oral , resp. 'dropl e t s) of RV infection among pediatric
pat: and medical personnel i s well documented and i s re ­
sponsible fo r 7 % o f our RV gastroenteritis cases. Recen­
t ly, RV out breaks i n neona ta l nurseries during RV infec­
tions in the community have been repo rted from Sidney,
Melbourne, London and Washington : f ecal RV excretion was
found i n 30-5f11o an d r emai ne d asymptomatic in 70-9 2%.
Since April 1983 we conduct a prospective su rve illance
study for RV infection in our re f erral 6-bed intensive
and a-bed special care nurseries . From each pat . . fecal
specim en s on admi s s i on plus 3x we ekl y are examined for
RV by ELISA technique (Rotazyme). From April to Sept .
1983 we observed RV in the 's tool s of 31 (1 7 . 1%) of 181
neonates . In the majori t y of cases RV was detected be­
tween t he 1 s t an d 5th day of li fe and RV excretion lasted
from 1 to 3 days only. Carefu l analysis of clinical and
laboratory data revealed that all 31 neo na tal RV i nfec ­
t ions were total ly asymptomatic . Duri ng th e fi rst 6 study
months recovery rates remained cons tan t, but there was
no community outbreak . Preliminary data duri ng our RV
season (winter months) indicate increas ed incidence also
in neona t es , but cl earl y HV related symptoms or signs
were ne ve r detecte d. In our expe ri enc e neon a t al RV i n­
fection is rather co mmon but of only short duration and
extremely beni gn. I t i s sugges t ed that both no socomi al
spread an d i mmunologic protec t i on might expla i n t hese
observa tions.
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