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Cereb-cprotectdve eITeet of dexamettoaoone (DJIM) in
newbern P'&le ts with exper1mental (EPl'l.
P. TI'M':SV1liir, f • .xx!, M.K<LTAI'; E. Exr. G. ADA!'/' am

D.8lOA. Pediatric Dept., lI1iv. _. &ttool, The

effect of D»1 treat:.rIEi1t in ne\b::rn P-1itets with EPT was studied en
30 p!&lets. 20 anilIBls were ""bjeeted to EPl' (groq> A am B) am 10
p!&lets served as controls withcut EPl' (groq> C). In the EPl' anilIBls
10 p!&lets were injected with 5 1IlYt>.!<g ec DJIM 4 OOJI-S pr ier to EPl'
( A) . Each aninal """ paired with I.Oltreated sibl1rs havirs the same
EPT (BJ. In the EPl' pdglete 4 hcl.rs erte- the critical Ji1ase (as
apnea appeared , MAPP fell, the EPl' see tennimted) train tiSSJe sate
am E\Ians bl ue dye were determined. There see a higlly sieJrl ficant
crrre-eoee between A am B p!&lets the tire to the
developnent of cr1tical Ji1ase (A x"69.6=sJcZ7.5 vs B 28.7-10.1
minJtes; P < 0.001). In the mtreeted EPl' a1inals (B) the !»ana blue
contelt of the parietal cortex and ce-ecerue exceeded sieJrlficantly
the values obtained in DlIM tr-eated (A) and centrol p!&lets (C) .-
parie?! cor-tex A l B!o. 12 . B C ce-ebefhm
AO. 14:0.02, B 0.7800.36, C pg/dye/g wet t i .....e. The
same pher>:meoon eae observed resmiing the >ate.- content. of above
train regions . as well. In ccoclcstcn, DXM treatment Ircreasee the
tola-anoe to hypoxia am p-evente train oedema in newtxrn p!&lets
with EPT.
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T- CELL DEFI CIE NCY I N AN AFRICAN FAIlILY.
T IQnckhe j r 1, P \Tan1ePerre 1 I
H. Taelman , C. Muller N. Chunec k

I . De pt s I n£. Dis and Path. St . Pete r Iltri v , Hos p ,
Brusse l s . 2. H$p ital Kig a l i Rwanda. 3. Trop ical Inst i-
tute Ant werp . -
Ue r eport the ca se of a 19-month old Afri c an boy born
f r om parent s wi th clinical and ilIlDunological f ea t ure s
s ugges t i ng pr odromal acqui r ed i tlJDunode f iciency syndrome
(AI DS). He showed e ar ly failure to thrive , generalized
Lymphadencp ach y , bilateral parotitis . Later he dev elop
ped persistent i nter s t i t i al pneumonia , pers i s t ent or a l
thrush and mild hepat osplen omegaly . Immunologica l s t u
di e s showed hyper I gG level ( 3. 2 g/ dl), r eversed T-hel
pe r / T-suppressor t1:4/T8) ratio (19 / 68) and T-cell defect
(c ut aneous anergy f or differe nt anti gens , de pressed in
vi t ro res pons e f or c oncanavalin, phy t oha emagglutinin
and Poke weed ed.togens) , Open l ung biopsy showed i nters
t it i al nodul ar lymphocytic i nfil t ra tes on optic mi cro
scopy and cy to pl asmi c parti cle s on e l ectron mic roscopy
which are of uncertain or i g i n. Recent ly. th e eve o l de r
bro thers were invest i gated. The o l des t (6 years ) s ho
wed chro nic parotitis, hyper I gG l ev el (4 . 7 g/ d l ) , r e
versed T4/T8 ratio (18/49) and depress ed in v itro r es
ponse t o mitogens. The s e cond (5 years) sho wed s l i ght
paroti t i s , reversed T4/T8 ratio (29/ 32) and depr essed in
v itro re spons e t o mi.togens , Both had normal chest hays.
The clinical and innnuDological presentation of th e three
ch ildren res emble that of infants with AIDS- l i ke syn
drome de s cribed by others in th e USA. We s ugg es t s pe c i 
fic modes of transmission could be i nvolved in familial
acquiring of AIDS (transplacental-rout e, brea st feeding,
or o the r routine close-contact) .
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INFLUENCE OF GlUmI IIJ_ (GIl) TREA'lMENr CN
INSULIN SE1lSITIVlTY !\NO INSULIN REX:EPTOR BIN

IN PATIENl'S WI'IH GII-DEFICI:ENCY.
H.Fr1sch+,R.Prager+, E,SdlcI:leJo+, G.SChernthaner+ (In-
trcd. by W.SWCB:Xll\.). Pediatric Dept., Dept. of
cine II, tIDiv.Vienna am L.Boltmann Institute for
Iohlocrinology, Vienna, Austria.

In patients with GH-<leficiency various disorders
of cartx:i1ydrate metabolism have heel reported. 'nle aim
of the stl:dy was to examine the influence of GIl en in
s ulin sensi tivity am insulin receptor binding by means
of eu<]l ycemi.c CIJ\MP tedmi.que am radioreceptor assay
using m:n:::nucl ear 1eucocytes as target cells . 5 pa
tients wi th hypopituitarism were s tulied during GIl
therapy A) am after wit:b:lrawa1 of treabt>mt
f or 4 weeks Infonned o::nsent nan the pa
tients am their parents to partizipate in the study
was ootatned , Pesults: 1. ) Basal insulin l evels were
not different in A am B. 2 . ) Peripheral g lucose
util1satien was s ignificantly elevated in B can-
pared to A (6. 3 vs . 3.9mg/kg EW· min, p< 0 . 05) .
3.) Insulin receptor birrling to nr:nocytes remained
unchanged after wit:b:lrawa1 of GII-therapy (SJ?'Cific
binding f ractien 3 . 18% vs. 3.66%, n. a .) • 'lbese data
1.Irlicate that the influence of GIl substi tution en pe
r ifheral glucose netabolism is llDSt likely due to
postreceptor mechanisms.
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Surfactant and s udden i nfant death (SIDS )

32 MORLEY CJ, HILL 01' , BROlIN BD' , BARSON AJ' ,
SOUTHALL 0", DAVIS JA. Dept of Paedia tri cs

Addenbrooke 's Hospital, Cambri dge. Dept Pa thology St
Marys Hoap t.t a l t Manchester , Cardiothoraci c Un! t , Brompt on
Hospital, London.

To detect abnormal i t ies of pulmonary surfa c t ant In
SrDS surfactant was lavaged at aut opsy fr om t he l ungs ot ,
59 i nf ants who died from SI DS, analysed f or its phospho
lipid composition and compared with the compos i t i on of
surfactant f r om 39 babies dyi ng from HIID, 8 newborn with
normal Lunga , 9 infa nts vi th normal lungs , 8 trache al
aspirates 1'rom living adults and 15 t'rom living in fants.
The percentage pho sphatidylchol1ne (PC) was reduced in
SIDS and sphlngomyel in(SH) increased as

JPC (p ) JSM (p)
SIDS 59 60 + 1 12 + 1
HIID 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 < . 0 1 ·
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
differentiator . The 90th centile PC:SM ratio f or SIDS i s .
10. At this level there ace 22J newborn, 22J of dead
infants, 20J live infants, 13J live adults and 67J HMO.
In conclusion the changes in surfactant composition
whether pathological or developmental, is such a constant
feature of SIDS t hat it is likely to be a rundamental
component ot' the mechanism that contributes to the
sudden death.
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NUTRIT IONAL I RON DEFIC I ENCY (NID) DELAYS THE
MATURATION OF I NTESTI NAL ABSORPTI VE FUNCTIONS
BY ALTERATION OF SURFACE MEMBRANE GLYCOPROTEI N

J .P . Buts, F. De N.
De Keyser and R. De Heye r. Dept . of Ped , , umv • o f
Louvain , Bru ssels , Belgi um.
In chi ld r en and in growing ra ts, NI D prod uces i ntes tina l
malabsorp tion of carbohyd ra tes by de cr easing th e ac tivi
t y of j ejunal disacc har i dases. Cryp t cel l su rface membra
ne g lycoproteins such as the s ec r etory c omponent (SC) of
immunog lobulins ar e a lso dep'ressed , To c larify, the
me chan ism(s) by which NID af fects these intestina l func
tions, suckl i ng rats made i ro n de f ici ent in uter o wer e
studied at day 12 af ter b dr t h , SDS-polyacrylamide gel
electrophoresis of purif ied j ej unal br ush bord er s howed
that the pro tein band cor re sponding t o l actase was vir tu
ally absent as was t he i nco rporation of D- [ l Cl4]_gluco
s amine i nt o l ac tase pro tein (3315 + 302 co ne rots . VB -

140 + 10 cpm.mg p <GoOl) . I n a second
ex per i ment, rats with NID wer e s tudied af ter weaning
(da y 28). Measu r i ng SC co nc entr a tion i n to s ubcellular
frac t i ons of isola ted j ej unal cells, we f ound simi l ar .
difference s of SC content in th e cy tofol f rac tion
( 1.2 0.3 v s 5.65 1.2 pg . g.tissue- , p(0. 05) and in
th e bru sh border (0 . 7 .:. 0. 1 vs 3 .5 8 .!.0 .6 p g . g .tissue-l,

between i ron de fi c ient rats and co ntrols .
Conclusion: The s e data i ndicate t hat NID af fects th e
synthes i s of intes tinal bru sh border glycoproteins ralto:'
than th e i ntracellular transport or the final membrane
assembly of the s e prote ins.
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Rotavirus infection i n haspi tal ized
infants. U. B. SCHAAD' and R. ZBINDEN'. Dept .
of Pediatrics, Uni v. or Berne, Switzerland .

Rotavirus (RV) gastroenteritis is found i n of our
hospitalized pediatric pat . with acute diarrhea . This 3
year experience fa vorab ly compares to that of other cen 
tres in temperate elimates . Nosocomia l spread (fecal
oral, r-esp, ·dropl e t s ) o f RV infection among pediatric
pat; and medical personnel i s well documented and is re 
sponsible for 7 % o f our RV gastroenteritis cases. Recen
t ly, RV out breaks in neona ta l nurseries during RV infec
tions in th e community have been repo rted from Sidney,
Melbourne, London and Washington : f ecal RV excretion was
found i n 30-5Cf1, and r emai ne d asymptomatic in 70- 92%.
Since Apri l 1983 we conduct a prospective su rveil l ance
study for RV i nfection i n our referral 6-bed intensi ve
and a-bed special care nurseries . From each pa t . .fecal
s pe c tm en s on aanission plus 3x we ekly are -examined for
RV by ELISA technique (Rotazyme). From Apcil to Sept .
1983 we obs erved RV in t he stools of 31 (1 7 . 1%) o f 181
neonat.es , In t he majori ty of cases RV was detected be
tween t he 1 s t and 5th day of life and RV excr-ecr on lasted
from 1 to 3 da ys onl y . Carefu l analys is of clinical and
laboratory data r-eveaj ed that a ll 31 neonatal RV i nfec 
tions were total ly asymptomat i c . During th e fi rst 6
mont hs recovery rates remained constant, but there was
no community outbreak . Pre liminary data duri ng our RV
season (wi nter months) indicate i ncreased incidence also
in neona t es, but cl ear l y RV related sympto ms or signs
were never detected. In our experience neonatal RV in
fection is ra th er common but of only short duration and
extrem ely benign . It is sugges t ed that both nosocomial
spread and i nununologic pro tec t i on might explai n t hese
obs er vations.
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