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Defining Shingles 

Shingles is caused by a reactivation of the varicella-zoster virus 
(VZV). Chicken pox is the clinical manifestation of primary 
infection with VZV. After recovery from primary infection, VZV is 
not eliminated from the body but rather, the virus lies dormant in 
the sensory nervous system. When latent infection reactivates, the 
result is an episode of shingles, which is characterised by localised 
rash and pain along a dermatomal distribution.

This can involve any dermatome, including the lower sacral 
dermatome. However, as lower sacral dermatomal zoster is much 
less common than genital herpes, so-called "recurrent zoster" is 
usually recurrent HSV infection.
 
Prodromal neurological symptoms of herpes zoster comprise pain 
rather than the typical paraesthesiae of recurrent herpes simplex. 
The rash of zoster is often intensely pruritic and spreads 
throughout the dermatome, evolving through papular, vesicular 
and crusting stages (Figure 1). It usually lasts two to four weeks. 
The most troubling symptom is usually pain, which ranges from 
mild to severe, and from burning to lancinating. Paraesthesiae, 
or anaesthesia and allodynia (pain induced by touch, often 
from trivial stimuli), can accompany severe pain. The pain 
may be self-limited or persist beyond the rash for up to a year 
("post herpetic neuralgia").1,2

 
Another relatively common complication is zoster ophthalmicus 
(2%-4%), which follows involvement of the first division of the 
fifth cranial (trigeminal) nerve. It ranges from keratitis to the 
more severe iritis.3

 
In about 1% of immunocompromised people with herpes 
zoster, the virus spreads to the eye, brain or liver. Prolonged 
pain is uncommon. People with AIDS may have recurrent or 
prolonged zoster or multiple dermatomal involvement, and 
zoster in a person at risk of HIV may be an indicator of 
unrecognised HIV infection.4 Herpes zoster during pregnancy 
is not associated with intrauterine infection.2 

Managing Herpes Zoster

Early and adequate antiviral treatment of shingles pain will help 
to reduce its severity and duration 
The principal challenge in the management of shingles is the rapid 
resolution of pain. Prompt management with antiviral agents is 
clearly beneficial. 

Three factors independently increase the risk of persistent shingles pain 
(post herpetic neuralgia). They are: 
• Advancing age (particularly in patients over 50 years) 

• Severe or moderately severe pain (in the patients' estimation) at the time 
 the rash appears 

• Pain before the rash appears (prodromal pain) 

Pain, particularly persistent pain, is thought to be largely the result of virus-induced 
damage (and scaring) to the affected sensory nerve ganglion, nerve and nerve root. 
The rationale behind the use of antiviral agents is simple: by stopping virus 
replication as quickly as possible, nerve damage is minimised. Three antiviral 
compounds, namely aciclovir, famciclovir and valaciclovir, have been assessed for 
their ability to speed the resolution of shingles pain when administered within 72 
hours of rash onset. All are available in Australia. Immunosuppression, per se, is not 
a risk factor for the development of post-herpetic neuralgia.

The role of antiviral drugs can be summarised as follows: 
• Failure to obtain adequate antiviral treatment using either aciclovir, famciclovir 
 or valaciclovir within 72 hours of rash onset increases the likelihood of 
 persistent pain

• The total duration of zoster-associated pain is reduced by aciclovir 

• Valaciclovir speeds pain resolution significantly faster than aciclovir 
• Control trials have shown no difference between famciclovir and valaciclovir 
 in resolution of pain

Recommendations on Antiviral Therapy in Shingles 

Based on the above information, the recommendations for treatment are: 
• Antiviral therapy is appropriate for all patients presenting with shingles within 
 72 hours of rash onset (and maybe useful beyond this point as new lesions are 
 continuing to appear

• On current evidence, valaciclovir and famciclovir are probably the most effective 
 agents available. 

• Both famciclovir and valaciclovir offer more convenient dosing than aciclovir

Opthalimic Zoster

Opthalmic Zoster potentially involving the eye should be referred to an 
opthalmic specialist.

Managing Pain 

Severe pain during the early stages of shingles is associated with the development 
of persistent pain, by permanently sensitising the nerves to even the mildest 
stimulation. Therefore it is important that severe acute pain is managed aggressively 
from the outset with appropriate analgesic agents in addition to an antiviral 
compound. Early referal to pain specialist should be considered.
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Figure 1, Herpes Zoster, Typical papulovesicular 
rash of herpes zoster affecting thoracic dermatomes.

Figure 2, Shingles Lesions.
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Is there a role for oral corticosteroids? 
Studies with small numbers of patients suggested that treatment of acute herpes zoster 
with steroids such as prednisolone or triamcinolone might decrease the incidence of 
post-herpetic neuralgia. More recently, a study involving over 400 patients, compared 
aciclovir treatment with aciclovir plus steroids5,6. Addition of steroids conferred a slight 
benefit in reducing the incidence and severity of acute pain but provided no additional 
benefit for long-term pain over aciclovir alone. 

A further trial comparing aciclovir with or without prednisolone and measuring quality 
of life endpoints has been completed7. It concluded that aciclovir plus a steroid does 
not alter the course of long-term zoster associated pain, but it may have a quality of 
life benefit. 

Due to this effect on quality of life, which may be important to the patient, that it 
could be appropriate to consider using a combination of antiviral treatment and a 
steroid in individuals over the age of 50 in whom steroids are not contraindicated. 
However, in general, the complications of steroid therapy tend to outweigh the benefits.

Table 1: Guide to assessing severity of acute zoster pain and neurological dysfunction

Symptom/sign in affected or surrounding dermatomes Bedside test*

Pain Use numeric rating scale (0–10) 
 or visual analogue scale to score 
 background and exacerbations 
 of pain

Primary sensory loss or attenuation  Map and record sensory deficit
(cool, warm, light touch, pinprick, vibration) 

Evoked pain and dysaesthesia† 

Allodynia (pain due to a stimulus that does  Use cotton wool to brush the 
not normally provoke pain, eg, light touch9) skin and map out any abnormal  
 sensation

Hyperalgesia (an increased response to a 
stimulus which is normally painful9) Apply firm (static) pressure with 
 thumb and/or apply punctate 
 pressure with toothpick and/or 
 apply heated/cooled metal object

Hyperpathia (an abnormally painful  Apply toothpick repetitively 
reaction to a stimulus which is normally  for 30 seconds and monitor 
painful; often a repetitive stimulus9) for increased spread and severity
 of pain

* Also assess level of disability (impact on sleep, mood and activities of daily living) caused by pain and/or neurological 
dysfunction. † Dysaesthesia is an unpleasant abnormal sensation that can be spontaneous or evoked. Special cases of 
dysaesthesia include hyperalgesia and allodynia.9
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Disclaimer

The AHMF have made considerable efforts to ensure the information upon which this guideline is based reproduces the evidence as accurately as possible. Users of this 

guideline are strongly recommended to confirm that the information contained within it, especially drug indications, is correct by way of independent sources, as this guideline 

does not indicate an exclusive course of action or serve as a standard of medical care. The AHMF accepts no responsibility for any inaccuracies, information perceived as 

misleading, or success of any treatment regime detailed in this guideline. 

Preventing Herpes Zoster

Vaccine
A recent study of shingles prevention trialed a live attenuated varicella (Zostavax) 
in 38,000 people ≥60 years of age.  The results of this study showed a 51% reduction 
in herpes zoster and a 61%reduction in post-herpetic neuralgia. The vaccine is now 
licensed for prescription to individuals >50 years of age in Australia9.

In Summary 

• Quick antiviral treatment is the key to effective management for herpes zoster;

• Severe acute pain should be managed aggressively from the outset with appropriate  
 analgesic agents because research suggests it reduces the risk of severe long-term pain;

• Oral corticosteroids should be considered as an adjunct to antiviral  therapy only 
 in individuals over the age of 50 in whom steroids are not contraindicated.
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Post-herpetic Neuralgia 

The most common and widely feared complication is persistent pain in the affected 
area of the body after the rash has healed in approximately 10% of cases over 50 
years. This is usually called post-herpetic neuralgia, which may be very severe and 
prolonged, particularly in older patients (> 55 years). Unfortunately it can be very 
resistant to treatment but, by treating shingles with an antiviral agent within 72 
hours of the rash appearing, it may be possible either to reduce the likelihood of 
developing prolonged pain or, put another way, reduce the overall duration of pain 
associated with the condition8.

Persistent pain should be managed by low dose amitriptyline in the first instance 
and referred to a pain clinic if still resistant. 40% of pain is resistant to all treatment, 
which highlights the need for timely antiviral therapy in zoster. 
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Table 2: An algorithm for the pharmacological management of established postherpetic 
neuralgia (PHN)*†

• Trial the medications outlined below in a stepwise fashion.
• Trial combination therapy where appropriate.
• Consider early referral to a pain specialist.

Step Therapy Comments

1 Non-opioid (simple analgesics) +/- weak opioids • Use non-opioids first. Consider adding
 a. Paracetamol    or substituting weak opioid analgesics
 b. Paracetamol + codeine 30 mg     if pain is unresponsive.
 (treat constipation prophylactically) • Test tolerance to tramadol with an initial trial 
 c. Tramadol    of 50 mg oral, then switch to slow-release
     100–200mg oral twice daily. Use lower doses
     in older people.
  • Note: while NSAIDs may be useful in managing
     acute zoster pain, there is no evidence to
     support their use in PHN.

2 Tricyclic antidepressant or anti-epileptic drugs • Increase TCA dose by 10 mg every 2–3 days, as
 Above options and/or:    tolerated, to a maximum of 75 mg/day; trial at
 Nortriptyline or amitriptyline, initially 10 mg oral     this dose for 3 weeks to assess efficacy. Use lower
 at night or    doses in older people (max. 25–50 mg/day).
 Pregabalin, initially 75 mg oral at night • Increase pregabalin by 75 mg every 2–3 days, as 
     tolerated, to 300 mg twice daily; trial at this dose 
     for 2 weeks to assess efficacy.

3 Strong opioids • Test tolerance with an initial trial 
 Above options and/or:    (eg, oxycodone 2.5 mg oral), then switch to
 Oxycodone or    slow-release oxycodone or morphine 10 mg 
     twice Morphin daily; maximum dose rarely 
     exceeds 60 mg/day. Use lower doses in 
     older people.
  • Refer to existing Australian guidelines  
     on the use of opioid medications in 
     non-malignant pain.

4 Alternative therapies‡ • Trial alternative tricyclic antidepressants and 
 Imipramine, desipramine    anti-epileptic drugs. Consider other adjuvant
 Gabapentin    therapies listed.
 Topical capsaicin • Topical lignocaine patch effective if allodynia
 Lignocaine    present but not currently available in Australia.
 Transcutaneous electrical nerve stimulator

* Defined as pain persisting 90 days after onset of pain or rash. † Drug doses cited assume normal renal and hepatic function. ‡ Medications lacking 
evidence and not recommended in the treatment of PHN include NSAIDs, oral steroids, carbamazepine, phenytoin, sodium valproate, selective 
serotonin reuptake inhibitors and N-methyl-D-aspartate antagonists.
NSAID = non-steroidal anti-inflammatory drug. Algorithm adapted from: Neurology Expert Group. Postherpetic neuralgia.9


