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DIAGNOSIS
Almost any symptom could
conceivably be associated with an
underlying glomerulonephritis, see
table 1, above. 

GPs are often the first contact for
patients with oedema, visible urinary
abnormalities (frothy urine or
haematuria) and constitutional upset
in addition to those with incidentally
discovered hypertension and/or an
eGFR < 60 ml/min/1.73m2.

Identifying those patients with a
primary glomerular problem can be
challenging. Recognition of
glomerulonephritis is often delayed,
especially in cases of multisystem
disease where the natural history is not
clearly known, with detectable renal
involvement occurring only late on.
For example, worsening ankle swelling
may be caused by an underlying
nephrotic syndrome but unless a
dipstick urinalysis (for proteinuria) and
a serum albumin (for hypoalbuminaemia)
are performed then this diagnosis will
be missed. 

Another patient may have chronic
ENT symptoms and a positive ANCA
but normal eGFR. Despite the
reassuring renal function result a
dipstick urinalysis may show haematuria
which, in this context, warrants urgent
nephrology referral, as in this situation
it may only be a matter of time before
renal function declines sharply.

days post infection) or a post-
infectious glomerulonephritis (usually
taking two to three weeks to develop). 

Socioeconomic status and
differential access to healthcare may
be responsible for the lower rates of
post-infectious glomerulonephritis in
developed countries compared with
Sub-Saharan Africa.8

NSAIDs, lithium, penicillamine and
heroin can cause nephrotic syndrome.
Cocaine adulterated with levamisole
can result in an ANCA-like vasculitis. 

An underlying solid organ
malignancy may be responsible for the
onset of membranous nephropathy in
adults, while MCD may be the
presenting feature of Hodgkin’s
lymphoma.9

Table 1

The clinical spectrum of glomerulonephritis presentations

Asymptomatic results 
e.g. abnormal dipstick urinalysis 
(proteinuria ± haematuria) and/or 
reduced renal function (low eGFR)
Hypertension
Visible haematuria
Post-infectious illness

Proteinuria and nephrotic syndrome
Acute kidney injury

Chronic kidney disease

Multisystem disorder

»

Screening programmes, insurance medical exams, blood sampling for unrelated complaints. Positive
serological antibody tests with no obvious renal involvement (may be either false positive or very
early in disease course)

Especially if new onset or severe and associated with proteinuria ± haematuria
Urine may be ‘tea’ or ‘cola’ coloured 
Haematuria, rash, arthralgia; especially viral or streptococcal sore throats; patient may have recurrent
episodes of haematuria following infection
Range from incidental dipstick-positive proteinuria to clinically obvious nephrotic syndrome
Suggests a nephritic process (but can also occur in patients with nephrotic syndrome). Immediate
telephone discussion with nephrologist advised
Long-standing or ‘burnt-out’ glomerulonephritis NB May be impossible to differentiate initially from
AKI if no baseline serum creatinine available
Respiratory: flare of asthma (in Churg-Strauss syndrome), dyspnoea, cavitating lesions on 
chest X-ray, haemoptysis, pleural effusion
Eyes, ears, nose and throat: nasal stuffiness, sinusitis, epistaxis, otitis media, rhinitis, episcleritis
GIT: nausea, heartburn; abdominal pain and weight loss with polyarteritis nodosa; pain and bloody
diarrhoea in Henoch-Schönlein purpura
Neurological: headache, peripheral neuropathies, cranial nerve lesions; seizure and mental status
changes in SLE
Skin: peripheral oedema, purpuric rash, malar rash, peripheral stigmata of bacterial endocarditis
Joint: arthralgias
General: fever, anorexia, night sweats, lethargy, unexplained anaemia, unexplained chronic CRP
elevation

‘Patients
presenting with
nephritic
syndrome tend to
be hypertensive
with dipstick
positive or visible
haematuria’

In order to confirm or refute a
diagnosis of glomerulonephritis we
suggest performing the investigations
in table 2, p16. 

The following findings should
prompt urgent discussion with a
nephrologist:
•Dipstick urinary abnormalities
(proteinuria ± haematuria) in the
setting of acute kidney injury
•A urine ACR > 100
•Uncontrolled hypertension 
•Positive antibody tests

The only definitive way to establish
a diagnosis of glomerulonephritis is by
kidney biopsy. Of all renal biopsies
performed for any indication on adults
in one UK centre, 49% had evidence of
a primary glomerulonephritis with IgA
nephropathy being the most common
glomerulonephritis diagnosis.10

Biopsy confirmation of the subtype
of glomerulonephritis helps inform
best management.

POTENTIAL COMPLICATIONS
Timely diagnosis and treatment of
glomerulonephritis can help to
minimise both the occurrence and
severity of complications. Ongoing
glomerular inflammation triggers the
upregulation of kidney repair
mechanisms that ultimately lead to
fibrosis and distortion of normal
nephron architecture. Worsening
proteinuria and hypertension may


