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In an attempt to elucidate the pathophysiolog y of the
hypocaLeemfa which occurs in fulminant meningococcaemia
we found inapropr iate immunoreactive hypercalcitoninemla
( iCT) (Lancet 1983 ; I : 294 ). It appeared nescessary to
determined if CT detected corresponds to CT 1-32 and
what causes this hyper CT. Some pathologic situations
were investigated. lCT was determined by r adioimmuno­
a ssay (Mallinckrodt).

80 Effect of phosph orus ( P) s up p lementati on i n
very l ow birthweight (VLBW) i nfan ts fed human
breast mi lk (HBM) on ca lc i um (C a) an d P meta-

bolism. L. Sarm , B. Lor as , F . Dur r , L. Dav id, Y. Las ne ,
ROpi t a l Debr ousse & Hopital E. Herriot, Lyon, France.

VLB'W fed ba nked HBM are a t ri sk f r om P de pletion wi th
hypercalc iuria and high -pl a sma 1. 25 000 concent r ation.
The aim of thi s s t udy was to deter mine th e dose of P
r equi r e d to reduce urinary Ca (UCa ) ex cre t i on, In add i­
tion , i t s effects on serum itmnunoreactive parathyroid
hormon (iPTH) was a l so controlled. Forty two infants
(GA = 27 - 34 W ; BW e 820 - 1350 g) wer e f ed with HBM
(up t o 220 ml /kg/24 h) and given d a i.Ly 1000 lU of v t e­
D2. 20 we're randomly selected i n con t ro l group s. P as K2
HP0 4 was supp lemented daily from the 28 t h da y f o r 4
weeks: 0.48 mmol/ kg in II i nfant s (g r oup I ) -and 0. 8
ImnOl/kg in II infant s (group II ) . In group there was
no s i gn i f i can t ( s ig .) change of s erum Ca , P, iPTH an d
UCa (median & range ) : 205 umol{kg {24 h (105 - 520) vs
286 (2 05 - 679) in cont rols. In gr oup II a s i g , increa s e
in -serum P and UP was observed wi th a s i g , de cr e as e in
plasma 1.25 OHD 186 umol (106 - 27 1) vs 26 1 (213 - 293)
and UCa 47 umol{kg{24 h (23 - 163) vs 33 2 (158 - 827)
Serum Ca and plasma 25 OHD s howed no s Lg , change . Serum
iPTH i nc r ea s ed s light l y 55 ulEq/ml « 25 - 80) vs 40

« 25 .- 50) but remained within the normal r ange « 100) .
These date su ggest that ehe . largest dos e of P was .

r equ i ered to r edu ce UCa ex cretion. This effect was obs e r ­
ve d wi t hout s ec onda ry hypp.rpAra thyro{ni cnn tJitr. a
limited dec r ease of pl a sma 1. 25 mID.
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Lab oratory data
(mea n :!: sem)

- Fulmi nant n=10 1. 84!O. 24
men i ngoco cca emi a

- Bacti e r:ali ne 18 O.78:!:0.11 2 .34:!:0. 04
men ngLt; s

-Vir a l men i nfi t is nw 7 0.05tO.01 2.44tO.05 4.9 eo.si
n=11 O.67tO. 3 2.34tO.10 16.l3t2.48

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

The r e fo r e to appr ec i a t e the l CT detected , radioimmuno­
a ssay curves were performed. Resul t s wi t h i nfant s sera
dilut i ons were no t similar to those obtained with human
synthet i c CT used a s standard or medul l a ry carcinoma
s e r a. These data l ead to s pe cu l a t e: that iCT detected
pr oba bl y 1s not CT 1-32. This hyper CT "like" is corr e­
l ated with s hock syndrom espec i ally from septic origin
and de spite the correlation with _hypocalcemia is proba­
bly only one of s hock syndrom biological signs.

79 Renal r esponses to ace t a zol ami de and parathy­
roid hormone in carbonic anhydrase II defi­
ciency - M. Vainsel. F. Vertongen . W.S . Sly.

Department of Pediatrics - Universite Libre de
Bruxelles and Washington Univers i ty School of Medicine.
St . Lou i s .

Car bon i c anhydrase II (CA II) deficiency was identi­
fied in a patient presenting with osteopetrosis, an d
cer ebr a l ca lci f i ca t i on s . The defect was demonstrated
in er yt hr ocytes by starch ge l electrophoresis, immuno­
d iffusion with specific anti-serum and r everse-phase
HPLC for the quantitation of , the CA II and CA I iso­
zymes levels. The patient appeared to have a mixed
type RTA including both a proximal and a distal de­
fect . Renal responses to acetazolamide and parathy­
roid hormone were studied on different days . Acetazo­
lam ide injection gi v en at a dose of 100 mg during
a c i d loading, i nduced an abrupt ris,e of both urinary
pH a nd bicarbonate. Renal response t o IV parathyroid
hormone (bPTH 1-34 Beckman, 200 MRC units) was blun­
t ed for both urinary cAMP and phosphate ex cr e t i ons.
In the s erum PTH was normal , calcium s l i ght ly decrea­
sed (8,6-8,8 mg/dl) and phosphorus elev ated for age
(6 ,0 to 6,2 mg/dl), from infancy to adolescence. The
enh ancement of HC03-excretion due to acetazolamide
sugge sts the persistence of a functionnaly normal mem­
brane bound CA in the kidneys of CA II deficient pa­
tients while the blunted cAMP respons e associated
wi t h hyperpho sphatemia supports the hypothesis that
CA II might be required to ' ac hieve the norma l intra­
c e l l u l a r respons e to PTH.
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