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Occurrence and treatment of secondary hyperparathyroidism in
children on long-term hemodialysis. DONALD E. POTTER, BETTY
S. ROOF, CAROLYN F. PIEL and MALCOLM A. HOLLIDAY. Univ. of

Calif., San Francisco, and San Francisco Gen. Hosp., San Fran-
cisco, Calif.
Twelve children, 2-16 years of age (mean 9.7) were dialyzed

3X weekly for periods of 7-33 months. Bone resorption typical of
secondary hyperparathyroidism was present on x-ray at the onset
of dialysis in 3 and developed after periods of 3-17 months in 4
more. Mean individual predialysis values were BUN 57-89 mg%,
calcium 8.9-10.1 mg%, and phosphorus 4.2-7.2 mg%; there were
no differences between the group means of those with bone
disease and those without. The mean duration of uremia and/or
dialysis was greater in the children who developed bone disease
and only 1 of 7 dialyzed > 1 year failed to show bone resorption.
Plasma parathormone levels were elevated in all children tested
(9) but were highest in those with bone disease while alkaline
phosphatase levels were elevated in all with bone disease and in
only one without. Six children with bone disease were treated
with vitamin D, 25-75,000 U daily, for periods of 4-11 months
with complete resolution in 2, marked improvement in 3, and
progression of disease until transplantation in 1. Fall in
parathormone and alkaline phosphatase levels accompanied
radiographic improvement. Hypercalcemia occurred in 2 but
metastatic calcification, other than conjunctival, was not observed
and the children were asymptomatic. The frequency of bone
disease in these children was similar to that reported from adult
dialysis centers, but the response to vitamin D and lack of toxicity
were more favorable than has been reported in adults.

Mesangial nephritis; an entity characterized by mesangial IgA-
IgA deposits. PAUL T. MCENERY, A. JAMES MCADAMS, and

CLARK D. WEST. Children's Hosp. Res. Found., Cincinnati,
Ohio.
Berger (Transpl. Proc. i:939, 1969) described a group of 55

patients who had divergent glomerular lesions by light micros-
copy, but by immunofluorescence had mesangial deposits of
IgG, IgA and /SlC-globulin. Most of the patients had a slowly pro-
gressive nephritis characterized by persistent microhematuria and
mild proteinuria. Nephrotic syndrome was absent. Half of the
patients had episodes of gross hematuria during a sore throat.

We have studied a group of 7 patients (ages 4-14 yrs) with
mesangial deposits of IgG, IgA and /3lC-globulin which by E. M.
are located between mesangial cells and the glomerular basement
membrane. Light microscopy revealed minimal increase in mesan-
gial cellularity without matrix proliferation and an occa-
sional mild focal lesion. Onset of disease was heralded by gross
hematuria accompanying a respiratory infection and was followed
by persistent microhematuria. Proteinuria was moderate with the
gross hematuria and later diminshed or disappeared. At no time
was hypocomplementemia or other signs of acute nephritis
present. Initially many of the patients were considered to have
benign recurrent hematuria but differed in that (1) they ap-
peared to have respiratory infections with unusual frequency,
each episode being accompanied by gross hematuria and (2) with
time a persistent mild proteinuria developed in the absence of
gross hematuria. In 3 patients the frequency of URI decreased
and the microhematuria disappeared with prednisone therapy.
Three patients not receiving prednisone and observed from 1 to
4 years had no evidence of progression of the lesion on repeat
renal biopsy.

Subclinical and overt acute glomerulonephritis in children fol-
lowing infections with group A streptococci. INGE SAGEL,
ANTONIA T Y , AYSE M. YUCEOGLU, GERHARD TRESER, MARTIN

SEMAR, EDWARD WASSERMAN, and KURT LANGE (Intr. by Miriam

Lending). N. Y. Med. Coll., New York, N. Y.
Fluorescein (FIT) labelled IgG fractions from patients with

acute poststreptococcal glomerulonephritis (AGN) stain parts of
the basement membrane and mesangium of glomeruli from the
same patients, provided renal tissue is obtained early in the
disease. Staining is abolished by preabsorbing the IgG fractions
with disrupted streptococci isolated from patients with AGN.
Non-nephritogenic streptococci do not reduce staining. These
findings were applied in an epidemiologic survey of a pediatric
population with group A streptococcal infections. During a 12-
month period 178 children with group A streptococcal infections
were followed with weekly examinations including urinalysis
and determination of serum complement (CH^,) and ASLO titers.
Only children in whom these parameters were normal initially
were kept in the study. 2 children developed typical AGN. 21
patients were asymptomatic but showed transient urinary ab-
normalities and decreased CH^. Their renal tissue showed
glomerular lesions ranging from mild mesangial increase and
endothelial cell proliferation to the characteristic changes seen
in AGN. The glomeruli showed granular staining with F IT
labelled anti-human IgG and /31C. Streptococci cultured from
the children were preserved. Only bacteria isolated from patients
with demonstrable glomerular lesions reduced the staining
capacity of FIT labelled sera from patients with AGN. Strep-
tococci obtained from patients without evidence of renal involve-
ment failed to preabsorb. It appears that nephritogenicity of
streptococci can be predicted. This study suggests that incidence
of glomerular damage following group A streptococcal infections
is greater than suspected.

Effect of azathioprine in patients with lupus glomerulonephritis.
JOHN P. HAYSLETT, CHARLES D. COOK, MICHAEL KASHGARIAN,

and BENJAMIN H. SPARGO. Yale Univ. Sch. of Med., New Haven,
Conn.
Recent studies have shown that the course of lupus glomerulo-

nephritis is usually one of inexorable progression to renal failure
despite intensive treatment with glucosteroids. Seventeen patients
were treated with low doses of prednisone (<20 mg/day) and
azathioprine (2-3 mg/kg/day) for 6 to 36 months. Diagnosis of
the renal lesion, by biopsy, included lupus glomerulitis (1),
moderately severe glomerulonephritis (4) and severe glomerulo-
nephritis (12). Seven cases with severe nephritis had the nephrotic
syndrome and 9/17 were less than age 16 at onset. In one patient
proteinuria increased after 24 months of therapy and another with
severe renal failure at onset failed to respond. In the remaining 15
cases GFR either returned to normal (3) or remained normal (12).
There was a significant reduction in proteinuria in every case, in-
cluding a remission in 6 patients with the nephrotic syndrome.
There was no evidence of progression of the renal lesion, by biopsy,
in 9 patients reexamined, including the patient with uremia at on-
set. In 8 a striking decrease in severity was found, characterized by
a relative absence of proliferation and reduction in deposition of
electron-dense material. After 24 to 36 months of treatment in 5
patients with severe glomerulonephritis initially there were
prominent membranous changes, by electronmicroscopy, which
were indistinguishable from membranous nephropathy. This
study demonstrates improvement in clinical and histological
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