
SYMPOSIUMRENAL MEDICINE
GLOMERULONEPHRITIS

thepractitioner.co.uk

18

February 2020;264(1834):17-20

Nephrotic syndrome 
Nephrotic syndrome is defined by a
triad of features: oedema, nephrotic
range proteinuria (> 3.5 g/24 hr) and

hypoalbuminaemia (< 30 g/L). It is
pathognomonic of glomerular disease.
Urgent referral to a nephrologist is
indicated. In severe cases, patients may
develop significant fluid overload with
pleural effusions and ascites. Nephrotic
syndrome is also associated with a
plethora of metabolic complications
which require specific management, see
table 1, above.

Extra-renal manifestations
Glomerulonephritis may form part of a
multisystem disease where blood
vessels in many organs are inflamed
(vasculitis). In these cases, there may be
extra-renal manifestations, see table 2,
left. If there is suspicion of a multisystem
vasculitis, the presence of blood and
protein on urinalysis can confirm renal
involvement.  

Renal failure
Presentation with renal failure occurs in
two situations: 
• Individuals who have had progressive
glomerulonephritisover many years and
have never sought medical attention.
This is most commonly observed in
young people with IgA nephropathy.
These patients may present with
established hypertension, proteinuria
and renal impairment. 
• Very aggressive and rapidly
progressive glomerulonephritis. 
These patients present with severe
hypertension and uraemic features. 

CAUSES AND RISK FACTORS
There is a wide spectrum of both causes
and risk factors for glomerulonephritis,
see table 3, p19. The most common type
of glomerulonephritis in the UK is IgA
nephropathy, which may be associated
with chronic liver disease. 

Other types of glomerulonephritis are
familial and most are more common in
older patients. Some types of
glomerulonephritis, particularly
membranous glomerulonephritis, 
can occur secondary to an underlying
malignancy.

The definitive investigation for
glomerulonephritis is kidney biopsy.
History, physical examination, urinalysis
and autoantibody testing are also
helpful in the decision making. 

Early referral to nephrology for
evaluation is important, as prompt
diagnosis and timely treatment may
slow, or even prevent, development of
chronic kidney disease (CKD). 

MANAGEMENT
Treatment of glomerulonephritis can be
classified into treatment to prevent
progression and disease specific
therapies.

Preventing CKD progression
Optimisation of blood pressure and
reduction in proteinuria are vital in the
management of glomerulonephritis.
Primary care has a key role in this. 

Hypertension is universal as chronic
glomerulonephritis progresses and is
the key modifiable risk factor in
preserving renal function. The most
recent KDIGO guideline recommends a
BP target below 130/80 mmHg in
proteinuric patients (ACR > 3 mg/mmol),
but the SPRINT trial and other studies
suggest that a systolic blood pressure 
< 120 mmHg may be more effective at
reducing disease progression.3,4

ACE inhibitors and angiotensin
receptor blockers (ARBs) should be the
first-choice therapy because of their
effect on both blood pressure and
proteinuria. It is vital that these drugs are
uptitrated as far as tolerated. 

Lifestyle modification (salt restriction,
weight normalisation, regular exercise
and smoking cessation) should be an
integral part of management. 

Proteinuria is the second key
modifiable risk factor to preserve
glomerular filtration rate in patients with
glomerulonephritis. In patients who are
normotensive, ACE inhibitors or ARBs
should still be initiated as their
renoprotective effects are not confined
to blood pressure control. They should
be increased slowly in order to minimise

Table 2

Extra-renal manifestations of glomerulonephritis

Disease

Churg-Strauss 
syndrome

Granulomatosis 
with polyangiitis

Systemic lupus 
erythematosus 

Anti-glomerular 
basement membrane 
disease

Post-streptococcal 
glomerulonephritis

Henoch-Schönlein 
purpura

IgA nephropathy 

Table 1

Complications of nephrotic syndrome

Oedema

Thrombosis 

Hyperlipidaemia

Cardiovascular disease 

Infection

Management

• Salt restriction
• Fluid restriction
• Loop diuretics

• Avoid immobility 
• Prophylactic LMWH if an inpatient 
with albumin < 30 g/L
• Consider full anticoagulation 
if albumin < 20 g/L

• Statin ±ezetimibe

• Meticulous assessment of traditional
risk factors (weight, BP, cholesterol etc)

• Low index of suspicion
• Immunisation
• Early antibiotics 

Extra-renal manifestations

• Asthma
• Peripheral neuropathy

• Epistaxis
• Haemoptysis
• Ocular signs

• Arthropathy
• Rash
• Seizures
• Myopericarditis

• Pulmonary haemorrhage

• Pharyngitis, impetigo

• Purpuric rash ±abdominal pain

• Frank haematuria after 
a respiratory tract infection

Cause

• Low serum albumin
• Salt retention

• Altered production of clotting
factors
• Urinary loss of clotting factors

• Increased hepatic synthesis of
LDL cholesterol

• Hyperlipidaemia
• Endothelial dysfunction

• Urinary loss of
immunoglobulins


