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Serum C3 levels in acute
glomerulonephritis

Sir,
The article entitled 'Serum C3 levels in acute glomeru-

lonephritis and postnephritic children' by M. Popovic-
Rolovi6 (Archives, 48, 622, 1973) was read with interest
and, while accepting this paper as a valuable contribution
to our knowledge of the subject, we would like to make
several comments about the interpretations.
One of the difficulties in evaluating long-term data in

patients with suspected poststreptococcal acute glomeru-
lonephritis (AGN) is to establish irrefutably the diagnosis
at onset. Using similar criteria for the clinical diagnosis
ofAGN, Travis et al. (1973) entered 60 children into a
prospective study. On renal biopsy, however, 10% of
the children were discovered to have histological findings
other than those of AGN, i.e. exacerbation of chronic
glomerulonephritis in 5 patients and focal glomerulone-
phritis in the other patient. In each incident the acute
exacerbation of clinical nephritis occurred after a
streptococcal infection. A similar incidence of
previously undetected chronic renal disease has been
noted in other studies (Edelmann, Greifer, and Barnett,
1964; Vernier et al., 1959). It is therefore apparent that
clinical and laboratory criteria alone are often insufficient
for documentation of AGN.
Without histological confirmation it is difficult to

interpret the findings of this study: that a larger pro-
portion of children than usual (20%) have persistent
hypocomplementaemia of up to 6 months' duration.
Levels ofC3 inAGN have recently been shown to return
to normal in as short a time as 5 weeks (West, 1973).
Hence, it is tempting to entertain the possibility that
some of these children belong to one of the other types of
hypocomplementaemic nephritis. In this context it is
perhaps not without significance to note that the average
age of children in the authors's postnephritic, hypo-
complementaemic group is 11 7 years, an age of onset
that is unusually high for AGN and where a diagnosis of
membranoproliferative glomerulonephritis should be
considered. In lieu of renal histological confirnation
this possibility could be investigated by measurement of
serum complement profiles (West, 1973) in which levels
of Cl, C4, and C2 are found to be normal.

E. H. SMITH, L. B. TRAVIS,
W. B. LORENTZ, JR., H. F. CARVAJAL,

and M. BERGER
Division of Nephrology,

University of Texas
Medical Branch,

Galveston, Texas 77550,
U.S.A.

REFENCES

Edelmann, C. M., Jr., Greifer, I., and Barnett, H. L. (1964). The
nature of kidney disease in children who fail to recover from
apparent acute glomerulonephritis. Journal of Pediatrics, 64,
879.

Travis, L. B., Dodge, W. F., Beathard, G. A., Spargo, B. H.,
Lorentz, W. B., Carvajal, H. F., and Berger, M. (1973). Acute
glomerulonephritis in children. A review of the natural history
with emphasis on prognosis. Clinical Nephrology, 1, 169.

Vernier, R. L., Worthen, H. G., Wannamaker, L. W., and Good,
R. A. (1959). Renal biopsy studies of the acute exacerbation in
glomerulonephritis. American Journal of Diseases of Children,
98, 653.

West, C. D. (1973). Hypocomplementemic glomerulonephritis.
Kidney, 6, 1.

Dr. Popovic-Rolovic comments as follows:
I agree that it is sometimes difficult to ascertain the

diagnosis of acute poststreptococcal glomerulonephritis
(AGN) without renal biopsy. However, even if renal
biopsy is done the diagnosis may still be uncertain
without further clinical and laboratory data, since it has
been shown that other types of postinfective glomeru-
lonephritis may have similar histological, immuno-
histological, and ultrastructural features (Black,
Challacombe, and Ockenden, 1965; Gutman et al., 1972;
Stickler et al., 1968; Tu, Sheam, and Lee, 1969). This
is why I would like to substantiate the diagnosis ofAGN
in my patients with some supplementary clinical and
laboratory data.

Since other authors have also reported that C3
concentration may be reduced during the first 8 to 12
weeks (Derrick, Reeves, and Dillon, 1970; Cameron et
al., 1973), I shall refer here only to 8 patients, the 4 ofour
series who had reduced values in the 4th month and the 4
with reduced values in the 5th and 6th months (Tables I
and II in the Archives article).

All these patients had symptoms typical ofAGN at the
onset of the disease, but their initial proteinuria never
exceeded 1000 mg/24 hr. They all lost their oedema
and the blood pressure returned to normal within 2 to 3
weeks. Haematuria disappeared in all within 6 to
24 weeks. In 6 patients proteinuria lasted from 6 to 16
weeks; in 1 patient proteinuria decreased to 133 mg/24 hr
in the 8th week and was intermittent during the next 3
years, never exceeding 147 mg/24 hr; and in 1 patient was
180 mg/24 hr in the 8th week of the disease, 208 mg/24 hr
after 6 months, and normal after 1 year. All the patients
are now (3 to 4 years since the onset of the disease)
without clinical and laboratory symptoms and have
normal urinary findings.

I think that the only other two types of glomerulone-
phritis, apart from AGN, in which a similar course of the
disease can be found are idiopathic focal glomerulo-
nephritis, and hypocomplementaemic 'silent' persistent
nephritis (Northway et al., 1969). The former can
easily be ruled out because the patients had hypo-
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