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78 I MMUNOREACTIVE HYPERCALCI TQNIN EMIA I.N FULMINANT
MEN INGOCOCCAEMIA I N CHI LDREN. E. MALLET,
A. MEURANT.... A. M. DEVAUX..., J.P . BASUYAU....

P. ENSEL.. , Ph . BRUNELLE.. . Depar tment of Pediat r ics ,
HopitaI Cha rIes Ni colle, 76031 ROUEN, FRANCE .

In an attempt to elucidate the pathophys iology of the
hypocalcemi a which occurs in f ulm1-nant meningococc aemia
we f ound inapropria t e immuno reac t ive hypercalcitoninemla
(iCT) ( Lance t 1983 ; I : 294). It appeared uesces aary t o
determined i f CT detected corresponds t o CT 1-32 an d
what causes this hyper CT. Some pathologic situations
were i nv e s t iga ted . leT was determined by r adioimmuno
assay (Mallinckrodt).

80 Effect o f phosph orus (P) s up pl e me ntation i n
very l ow bi r t hwe ight (VLBW) infan ts fed human
br ea st mi lk (HBM) on calcium (Ca ) and P meta-

bo l ism. L. Sann , B. Lor as , F. Dur r , L. Dav i d , Y. Lasne ,
ROpi t a l Debrousse & HOpi tal E. Herriot, Lyon, France .

VLBW' f ed banked HBM are at r isk f r om P deple t ion wi th
hypercal c i uria and high pl as ma 1. 25 Om> concent r ation.
The a i m of thi s s tudy was t o deter min e t he dose of P
required to reduce urinary Ca (UCa ) excre t i on , In addi 
tion, its effects on serum i mmuno r ea c t ive pa r a t hyroid
horm on (iPTH) was also controlled. Forty two infants
(GA = 27 - 34 W ; BW c 820 - 1350 g) were f ed with HEM
(up t o 220 ml/kg!24 h) and gi ve n da i ly 1000 IU of vt e
D2. 20 we're r an doml y selected i n con t rol groups . P a s K2
HP0 4 wa s su pp lemented da ily from the 28 t h day f o r 4
weeks : 0. 48 mmol/kg in 11 infants (g ro up I ) an d 0 . 8
mmol /kg i n II i nfants (group I I ) . I n gr oup I, there was
no signi f i ca n t (s ig .) change of serum Ca , P, i PTH and
UCa (med i an & range ) : 205 umol !kg!24 h (10 5 - 520 ) vs
286 (205 - 679) in co nt ro l s . I n group II a s i g , incre a se
i n -s erum P and UP wa s ob se rved with a s Lg, de c r e ase i n
p lasma 1.25 OHD 186 umol (106 - 27 1) vs 26 1 ( 213 - 293)
and UCa 47 umol/kg!24 h (2 3 - 163) vs 332 (1 58 - 82 7)
Serum Ca and pla sma 25 OHD s howed no s Lg , change . Serum
iPTH i nc r ea s ed s ligh t l y 55 ulEq!ml « 25 - 80) vs 40

« 25 .- 50 ) but remained wi t hin t he norma l r ange « 100) ..
The s e da t e sugges t tha t t he . large st do se of P was .

r equ i ered t o r edu c e UCa ex cre tion .. This effec t was obser
ved without secondary hyp p.rpAra thyro{n; crrn Rn"- vi tr. a
limited dec rease of pl asma 1. 25 OHD .
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-Fulminan t n=l O 1 .84!O .2 4
meningo cocca emia

- Bacterial ne j.B O. 7S:0.1l 2.34:0.04
meningi tis

-Viral men inf i tis nc 7 0.05tO.01 2.44tO .0 5 4.9 eo.si
- Severe + . +

de shydratation n=ll 0. 67_0. 3 2.34_0.10 16.13t2. 48

- Septicemia n= 5 1.59:0. 2 2.07:0.10 7.5 to.7

The refor e to ap precia t e the l eT detected, radioimmuno
a ssay curves wer e performed .. Resul t s wi t h infan ts ser a
d ilu t i ons were not s imilar t o t hose ob t a ined with human
synthe t ic CT used as s t anda r d or med ul l a ry c a rcinoma
sera. These data l ead to s pe cu l ate: t hat iCT detected
pr obably I s not CT 1-32. This hyper CT "like" is corr e
l a ted with s hock syndr om especially fr om septic ori gin
and de sp ite the co r r e lat ion with .hyp ocalc emia is proba
bly onl y on e of s hoc k syndrom biological signs.

79 Renal r esponses t o acetazolamide and parathy
roid hormone in carbonic anhydrase II defi
ciency - M. Vainsel. F. Vertongen. W.S. Sly.

Depa rtment of Pediatrics - Universite Libre de
Bruxelles and Wa shington Univers i t y Schoo l of Med i c ine.
St . Lou i s ..

Carbonic anhydras e II (CA II) deficiency wa s identi
fied in a patien t presenting with osteopetrosis , and
cer ebral calci f i cat ions . The defect wa s demonstrated
in erythroc ytes by s t a rch ge l electrophore sis, immuno
diffusion with sp e c i f i c anti-serum and reverse-phas e
HPLC for the quantitation of the CA II and CA I iso
zymes levels.. The patient a ppea r ed to have a mixed
type RTA including both a proximal and a distal de
f ect. Renal resp on ses to ac etazolamide a nd parathy
r oid hormone wer e studied on d i f f er en t da ys .. Aceta zo
l ami de injecti on g i v en at a dose of 100 mg during
aci d loading, i nduced an abrupt ris,e of both urinary
pH a nd bicarbonate. Renal r e sponse t o IV pa rathyroid
ho rmone (bPTH 1- 34 Beckman, 200 MRC units) was b l un
t ed f or bo t h urinary cAMP and phosphate excr e t i ons.
In the s e rum PTH was normal, c a lci um s l igh t l y decrea
sed (8 , 6- 8 ,8 mg/ dl) and phosphorus elev ated for age
(6, 0 t o 6,2 mg/dl), from infancy to adole scence. The
enhancement of HC03- excretion due to a cetazolamide
sugges t s the persistence of a functionnaly normal mem
brane bound CA in the kidneys of CA II de f ici en t pa
t i ents while the blunted cAMP response associated
with hyp er phospha t emi a su ppor ts t he hypothesis that
CA II migh t be r eq uired to ' achi eve the normal intra
c e l lul a r response to PTH.
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