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Cereb-cprotectdve effect of dexamethaSOne (DXMJ in
newborn pigl ets with exper1mental _tmrax (EPT) .
P. IDf:SV1liir, F• .rrf, I1.Ka.TAI';E. Eo<': G.ADAM' ard

O.EllOA. Pedia tri c Dept ., lhiv. M>d. Sdlool , The
effect of OXM tr<atment in .-...iXrn p1glets with EPT ...... studied en
30 p1glets. 20 aninBls ""'" llUbj ected to EPT A ard B) and 10
p1glets served as ocntrols with<:ut EPT C). In the EPT aninBls
10 p1glets ""'" injected with 51ll;1t>1<g so DXM 4 OOJrs prier to EPT
(A). Each aninal was paired with witr-eated sibl1l'6 hav1l'6 the same
EPT (8) . In the EPT p1glets 4 h<>.rs after the critical Ji1ase (as
apnea appeared , MAIIP fell, the EPT cas tenn1mted) train tissue ",ter
am. 8Ians blue dye were determined. There eae a h1.glly sigli.f1cant
crrre-eoee A an1 B the titre to the
developnent of cr1t1cal Ji1ase (A X.69.6=sJ=Z7.5 ve 8 28.7-10.1
minJtes; P < 0.001). In the ...,tr<a ted EPT anl.na.ls (8) the J:»ans blue
conten t, of the parietal cortex and ce-eoeme exceeded
the values obtained in DXM tr-eated (A) and ocntrol p1glets (C)·

cor-tex A lB!o. 12 . B C ce-ebefhm
AO. 14:0.02, 8 0.7a:D.36 , C 0.17:.{).07 j;g/dye/g wet tisaJe. The
same pherrmeron was ccserved re;;:u"di.ng the \oSter o:lOterlt of above
train regions. as well. In oonclusim, DXM tra:ltm31t Ircreasee the
tolerance to hypoxia ani p-everte train oedeea in newbern p1glets
with EPT.

T- CELL DEFI CIENCY I N AN AFRICAN FAl!ILY.30 T IQDc khe j r 1 , P Yan 1e Perre ' . I
H. Taelman , C. Mull er , N. Clumeck ,

I . Dep t s Ped , , Lnf , Dis and Path. St . Pete r Univ. Has p,
Brussels . 2. H8pi ta l Kigali Rwanda . 3. Tropical Inst i -
tu t e Antwer p . .
Ue r eport the case of a 19-month old Af r ican boy born
f r om parents wi th clinical and Lemunok og'icaI f ea t ures
s ugges ting pro dr omal acqui r ed iIIJDUDodefi c i e ncy syndr ome
(AI DS). He showed e ar ly failure to thrive , general ized
l ymphadenopathy , bilateral paro tit is. Later he develop
ped persistent i nter s t i t i al pneumonia , pers istent or a l
th rush and mild hepat ospl en omegaly . IlJJDJUtlologica l s t u
di es sh owed hyper I gG level (3.2 g/dl), r eversed T-hel
pe r/T-suppre ssor tN/TS) ratio (1 9/ 68) and T-cell defec t
(cutaneous anergy for differe nt antigens , depressed in
vi t ro r esponse f or co ncanavalin, phytohaemagglut ini n
and Poke weed eri togens) , Open l ung biopsy showed i nters
t i tial nodular lymphocytic i nfi l trates on optic micro
scopy and cy to plasmi c particles on e l ectro n mi cro scopy
whi ch are of uncertain or i g i n . Rece ntly. t he two older
bro th ers wer e investigated. The o l dest (6 yea rs) s ho
wed chro nic parotitis, hyp er I gG l ev el ( 4 . 7 g/dl ) , re
ver s ed T4/T8 ratio (18/49) and depre s s ed in vitro r es
pons e t o mitogens. The s e cond (5 years) showed s l ight
paro t i t i s , reversed T4/T8 ratio (29/ 32) and depr es sed i n
v itt'o respons e to mi.togens , Both had normal chest hays
The clinical and immunological presentation of th e three
chi l dr en r e semble that of infants with AIDS-l ike syn
drome de scribed 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 f amilial
acquiring of AIDS (transplacental-route, brea s t feeding,
or o ther routine close-contact) .
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INFI1JENCE OFGR:M'H IIJ_ (GIll 'l'REA'IMENr CN
DISULIN SEKSlTIVlTY l\ND INSULIN RB::EP'!OR BIN
DIN:; m PATIENI'S WI'IH GII-illFICIENCY.

H.Fr1sch+, R.Prager+, E,Sdl<Jber+, G.SChernthaner+ (In-
trod. by Pediatric Dept., Dept. of Medi-
cine II , lbiv .Viama and L. Eolblnann Institute for
El>:locrinology, Viama, Austria.

In patients with GII-<leficiency various disorders
of carlx:ilydrate rretabolism have been reported. ']be aim
of the stl:rly was to exan1ne the influence of Gl an in
sulin sensitivity and insulin receptor binding by means
of eugl ycemic CIJ\MP tedmi.que arxi radiore:::eptor assay
using llalCIUlCl ear 1eucocytes as target cells . 5 pa
tients with hypopituitarism were stulied during ca
therapy (!i>ase A) arxi after witldrawal of treab1>!!nt
for 4 weeks (!i>ase B). Infonned coosent fran the pa
tients and their parents eo partiz1pate in the study
was cbtained. Pesults: 1. ) Basal insulin l evels were
not different in !i>ase A arxi B. 2. ) Peri pheral g lucose
util1sati<Xl was significantly elevated in !i>ase B ocm
pared to !i>ase A (6 .3 vs. 3.9mg/kg !lW 'min, p<O. OS) .
3.) Insulin receptor binding to Il"<:lOOCYteS ranained
unchanged after withirawal of GII-therapy (speci fic
binding fracti<Xl 3 . 18% vs . 3 . 66%, n . a .) • 'Ihese data
in:licate that the influence of Gl substituti<Xl <Xl pe
r ifheral glucose netabol1sm is rrost, likely due to
po streceptor mechanisms.
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Surfactant and sudden infant death (SIDS)

32 MORLEY CJ , HILL CII' , BROlIN BD', BARSON AJ' ,
SOUTHALL D' , DAVIS JA. Dept of Paediatri c s

Addenbrooke 's HOspit al, Cambridge. Dept Pathology St
Mary s Hos pt.t al , Manchester , Cardiotb oracic Un!t , Brompt on
Hesp1ta l , London.

To detect abnormaliti e s of pulmonary surfa ctant In
SlDS surfactant was l avaged at aut opsy fr om t he l ungs of .
59 i nf ants who died from SI DS. analysed f or its phospho
lipid oomposition and compar-ed with the oompos i tion of
su rfactant f r om 39 bab ies dyi ng from HIlD,8 newborn with
normal lungs, 9 infant s wi t h normal lungs t 8 trache al
aspirates f'rolll living adults and 15 trom living infants.
The percentage phosphatidylcholine (PC) was reduced in
SInS and sphlngomyelin(SH) increased as

JPC (p) JSIl (p)
SIDS 59 60 + 1 12 + 1
HIlD 39 63" 2 ns 9" 1 p < . 05

8 78 :; 2 p < .01 2 :; 1 p < . 0 1
Dead infants 9 70" 2 p < .01 6" 1 P < .01
Li veinfants 15 70 :; 3 p < . 0 1 3 :; 1 p < . 0 1 ·
Live adult. 8 76 .. p < .01 1" 1 P < .01
For the individual groups there 1s some overlap or these
parameters. Howev e r the ratio at' PC:SH 1s a reasonable
differentiator. The 90th centile PC:SM ratio for SIDS i s .
10. At this level there er-e 22J newborn, 22J of dead
infant., 20J live infants, 13J live adults and 67J l1li0.
In conclusion the changes in surfactant composition
whether pathological or developmental, 1s such a constant
feature of SIDS that it Le likely to be a fundamental
component of 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 , , Univ . of
Louvain , Brussels , Be l gi um.
In chi ld r en and in growing rats, NI D prod uces i ntes tinal
malabsorp tion of carbohydra tes by de cr eas in g th e activi
t y of j ejunal di sacchar i da ses. Cryp t c e ll su rface membra
ne g lycopr oteins such as the s ec re t ory co mponent (Se) of
itlJ[[Unog lobulins ar e a lso de p 're s sed , To c larify, th e
me chan ism(s) by which NID aff ects these intes tinal f unc
tions, suckling rats made i ro n deficient i n uter o wer e
s tud i ed a t day 12 af ter bi r th. SDS-polyacrylamide gel
electrophoresis of purified j ejuna l br ush bor der sh owed
th at the protein band co r responding t o l actase was vir tu
a lly absent as was t he i ncorporation of D- [lC I 4]-gluco
s amine int o l ac tase pro tein (3 315 + 302 control s . vs
140 + 10 cpm.mg; pro t . - l, NID, p (.oOl) . I n a second
ex per'i ment, rats wi th NID we re studied af ter weaning
(da y 28) . Measur i ng SC co nce ntra tion i nto s ubcellular
f rac tion s of i so lated jej unal c e l l s , we found simi l ar .
difference s of SC co ntent i n the cytoto l fracti on
( 1.2 + 0 .3 vs 5.65 + 1. 2 pg s g s t Ls sue" , p(0 . 05 ) and i n
th e br us h bord er (07 7 .:: 0. 1 vs 3 .58 .!. 0 .6 p g . g . t i s su e- l,

p(0.05) be twe en iron de f i c ient rats and co ntrols .
Conclusion: The s e data i ndicate that NID af fects the
synthesis of i ntestinal bru sh border glycoproteins ral:hr:
than th e i ntracellular transport or the final membrane
assembly of these prote ins.
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Rota virus i nfection i n haspi ta lized
infants . U. 8. SCHAAD' and R. ZBINDEN'. Dept .
of Pedi atrics, Uni v. o f Berne , Switzerland .

Rotavi rus (RV) gastroenteritis i s found i n 4(J1, o f our-
hospitalized pediatric pat. wi th acute diarrhea. This 3
year experience fa vorably compares to tha t of other cen 
tres i n tempera t e climates . Nosocomial spread (fecal 
oral , resp . 'dropl e t s ) of RV infection among pediatric
pat; and medical perso nnel i s well documented and is re
sponsible fo r 7 % of our RV gastroenteritis cases . Recen
t ly, RV outbreaks i n neonata l nur series during RV infec
tions in the cou:muni ty have been reported from Sidney,
Melbourne, London and Washington : f ecal RV excretion was
found i n 3Q-5(J1, and rema i ned asymptoma tic in 70-9 2%.
Since Apri l 19 83 we conduct a prospective su rveillance
study for RV infecti on i n our re f erral 6-bed intens ive
and a-bed special care nurseries . From each pat . -fecal
s pe c imen s on admi s s ion plus 3x weekl y are examined for
RV by ELISA technique (Rotazyme). From April to Sept .
1983 we obs e rved RV in t he 'a toot s o f 31 (1 7 .1 %) o f 181
neona tes . In th e majori t y of cases RV was detected be
tween the 1s t and 5th day o f l i f e and RV excre tion lasted
from 1 to 3 days only. Careful analys is of clinical and
laboratory data re vealed that all 31 neonatal RV i nfec
tions were total ly asymptomat ic . During t he fi rst 6 study
months recovery rat es remained constan t, but there was
no community outbreak . Pre liminary data duri ng our RV
season (winter months ) i ndi cate i ncreased i nci dence also
in neona t es, but clearly RV related symptoms or signs
were never detected. In our experi ence neonatal RV i n
fection is rather common but of only short duration and
extremely beni gn. I t i s sugges t ed that both no socomi al
spread 'and inununologic pro tect i on might explai n t hese
obs ervat i ons.
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