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MONITORING AND FOLLOW-UP
It is not possible to predict the course
of glomerulonephritis accurately in
any individual. Some will achieve
spontaneous remission without any
specific therapy while others will need
to be maintained on some form of
long-term immunosuppression to
avoid relapse.

Careful monitoring and nephrology
follow-up aims to identify those
patients in whom treatment can be
safely tapered. During the active
treatment phase patients will be
reviewed initially weekly or fortnightly,
with those on cyclophosphamide and
azathioprine having weekly monitoring
of blood counts, electrolyte profile and
liver function tests for the first month.
Cyclophosphamide or azathioprine
should be stopped if the white cell
count is < 4,000 and patients are
encouraged to phone the nephrology
unit if they develop a fever or become
unwell as they are at risk of neutropenic
sepsis. General advice should be given
to avoid people with active infections. 

Patients taking tacrolimus or
ciclosporin may develop elevated drug
levels, through cytochrome P450
enzyme inhibition, when co-prescribed
clarithromycin or certain azole
antifungals. 

Women of child-bearing age should
be advised to use contraception until
at least six months after stable
remission and/or the last dose of
cyclophosphamide. Drugs that should
be discontinued or substituted in
pregnancy are mycophenolate,
cyclophosphamide, ACEi and ARBs.
Tacrolimus, ciclosporin, azathioprine,
hydroxychloroquine and steroids are
considered relatively safe in pregnancy.15

All patients with glomerulonephritis
should be managed according to
chronic kidney disease (CKD) guidelines
with CKD stage-appropriate
measurement of renal function, blood
pressure, and proteinuria.16, 17

See also Improving early detection of
chronic kidney disease, p19
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Glomerulonephritis is an important cause of kidney 
disease and, in the UK, the most common diagnosis in
patients receiving chronic dialysis or waiting for kidney
transplantation. A key feature is the presence of urinary
abnormalities (proteinuria ± haematuria).

Patients with nephrotic syndrome typically present
with peripheral oedema, massive urinary protein loss and
associated low serum albumin levels. Blood pressure and
renal function, as measured by eGFR, are usually normal
initially.  Patients presenting with nephritic syndrome tend
to be hypertensive with dipstick-positive or visible
haematuria. There may be rapidly progressive renal
dysfunction and fall in eGFR.  

Many patients will have a background genetic 
susceptibility to glomerulonephritis which may be
triggered by environmental, infective or autoimmune
factors. IgA nephropathy may result from environmental
factors, such as alcohol abuse, interacting with genetic
and autoimmune mechanisms leading to abnormal
glycosylation of IgA molecules. Autoimmunity, in
combination with genetic factors, is responsible for 
a significant proportion of cases of glomerulonephritis.
Infective agents such as viruses can precipitate minimal
change disease. NSAIDs, lithium, penicillamine and
heroin can cause nephrotic syndrome.

Dipstick urinary abnormalities such as proteinuria ±
haematuria in the setting of acute kidney injury, a urine
ACR > 100, uncontrolled hypertension or positive
antibody tests should prompt urgent discussion with 
a nephrologist. Timely diagnosis and treatment of
glomerulonephritis can help to minimise both the
occurrence and severity of complications.

Uncontrolled hypertension and prolonged acute kidney 
injury increases the risk of chronic kidney disease (CKD),
cardiovascular disease and heart failure. Those with
nephrotic syndrome are prone to acute kidney injury
from accompanying intravascular volume depletion.

General management of those with nephrotic syndrome 
includes loop diuretics along with a low-salt diet, fluid
restriction and daily weight monitoring. Blood pressure
control will help retard underlying progression of renal
disease. The best evidenced approach for induction of
remission in patients who present with a predominantly
nephritic syndrome and rapidly declining kidney
function is the use of high-dose glucocorticoids along
with an immunosuppressive agent. All patients with
glomerulonephritis should be managed according to
CKD guidelines with CKD stage-appropriate measurement
of renal function, blood pressure, and proteinuria.

‘Vigilance and
early phone
consultation with 
a nephrologist can
improve renal and
patient survival’

Useful information 

Edinburgh Renal Unit
Clear and well illustrated presentations
for non-specialists which reinforce and
expand on the points in this article
www.edrep.org/pages/resources/glom
erulonephritis.php 

NICE 
Guidance on chronic kidney disease
www.nice.org.uk/Guidance/CG182

KDIGO
Guidelines on the management of
glomerulonephritis. Useful summaries of
treatment options are on pages 143-153
www.kdigo.org/clinical_practice_guide
lines/pdf/KDIGO-GN-Guideline.pdf 


