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Vulvovaginal candidosis (VVC)

• Infection of the vulva and vagina caused by 
Candida species.

• The clinical features of acute VVC include vulval
itching & soreness, vaginal discharge, vulval
erythema, fissuring & oedema. 

• These signs and symptoms are non-specific; a 
number of other infectious or non-infectious 
conditions can present similarly. 



Causes of vaginal discharge: 
• physiological 
• infective (BV, VVC, 

trichomoniasis, chlamydia 
and gonorrhoea) 

• non-infective (foreign 
bodies, cervical ectopy and 
genital tract malignancy) 

BV and VVC are the most 
common causes

Vaginal discharge



Vulvovaginal 
Candidiasis

Lichen Sclerosus Vulvo- / 
vestibulodynia

Contact 
Dermatitis/Eczema

Chronic Lichen 
Simplex/Chronic Eczema

Vulval itch Yes Yes, severe No Yes Yes

Vulval soreness Yes – but not always; 
‘prickling’

Yes, severe Burning is 
predominant 
symptom

Yes Possible

Discharge Yes - odourless, typically 
‘curdy’ but may be thin 
or absent (absence does 
notexclude diagnosis)

No+ No+ Possible, but this is 
exudate from 
inflamed skin, not a 
true discharge

No+

Superficial 
Dyspareunia

Possible Yes (especially if loss 
of vulval 
architecture)

Yes – point 
penetration pain

Possible Possible 

Superficial 
dysuria

Possible Possible Not usually Possible Not usually

Swelling Possible No No Possible Possible (secondary to 
lichenification – thickening 
of skin from chronic 
scratching)

Response to 
topical steroid 

Improvement/no 
change/worse

Improvement but 
requires high 
potency

No Improvement Improvement

• Bacterial vaginosis is not a differential diagnosis as it presents very differently but 
some patients can have RBV alternating with RVVC. 

• VVC (or RVVC) does not present with deep pain.

Symptoms of VVC and common differential diagnoses  

BASHH 2019 VVC guidelines – under consultation



VV Candidiasis Lichen Sclerosus Vulvodynia Contact Dermatitis Chronic Lichen 
Simplex

Erythema Yes Yes but usually in 
conjunction with other 
features 

Possible Yes Possible

Fissuring Possible Possible No Possible Possible

Discharge Yes - odourless, 
typically ‘curdy’ but 
may be thin or absent
(absence does not 
exclude diagnosis)

No No Possible, but this is 
exudate from 
inflamed skin, not a 
true discharge

No

Oedema Possible No No Possible Possible

Other features Satellite lesions Pallor, atrophy, loss of vulval 
architecture, areas of 
haemorrhage, introital 
narrowing

Cotton tip provoked 
tenderness

Erythema, exudate Lichenification, 
(thickening of 
affected skin 
caused by long 
term scratching)

Excoriations 
(scratch marks)

Possible Possible No Often Often

Signs of VVC and common differential diagnoses  

BASHH 2019 VVC guidelines – under consultation



• In the absence of clinical response to appropriate 
treatment it is important to consider revision of 
the diagnosis as asymptomatic carriage is 
common (up to 20% of women in childbearing 
age and up to 40% in pregnancy). 

• Caused by endogenous Candida spp:  Candida 
albicans in 80-89% other Candida species or 
yeasts such as C. glabrata, C. tropicalis, C. krusei, 
C. parapsilosis, and Saccharomyces cerevisiae

Vulvovaginal candidosis



Acute VVC 
• First or single isolated presentation of vulvovaginal 

candidiasis (VVC)
• Patients typically present with signs and symptoms of 

acute vulvovaginitis and are usually microscopy and 
culture positive for a Candida sp.

Recurrent VVC (RVVC)
• At least 4 episodes in 12 months with 2 confirmed 

episodes (culture ± microscopy when symptomatic).
• Two types with implications for diagnosis and 

management:
– good or complete response to therapy and asymptomatic 

between episodes, or 
– poor or partial response to therapy with persistence of 

symptoms between treatments.

Definitions

BASHH 2019 VVC guidelines – under consultation



• Hormonally driven:
• oestrogen > lactobacilli > pH
• adherence, colonisation

• Host responses contribute:  
• allergic processes may be involved 
• complex immune interactions locally
• neutrophils: proteolytic enzymes

• Source of infection is own colonisation.

Single attack does not require predisposing factors but 
recurrent disease may be associated with diabetes, MBL 
and other immunological deficiencies and dysregulation.

Pathogenesis



Casadevall A, Pirofski LA. The damage-response framework of microbial pathogenesis.
Nat Rev Microbiol. 2003;1:17-24.

Weak Strong

hyper-
sensitivity



In most cases, no specific risk factors can be 
identified.
Risk factors can include:

• persistent colonization with Candida sp
• poorly controlled diabetes
• immunosuppression
• endogenous and exogenous oestrogen (including 

pregnancy, HRT and possibly the combined oral 
contraceptive pill) 

• atopy, eczema and dry skin
• recent (up to three months) antibiotic use causing 

a disturbance in the vaginal flora. 
• ?Iron or vitamin D deficiency

Host factors for RVVC



Dear Riina,

I hope that you are keeping well.

I am contacting you for some advice.

I have a 17/40 week pregnant lady with thrush for many 
months who has received topical Canesten / Canesten 
pessaries on multiple occasions with no improvement.

We have grown Candida sp. which we will ID and perform 
sens on.

In the meantime, is there anything that you could suggest 
that we give her please?

Many thanks

How to manage RVVC?



• Builds on full medical history but also including 
hormone therapies and hygiene routines and exact 
responses to OTC treatments.

• Culture is not necessarily needed in the setting of acute 
VVC

• In RVVC, culture is helpful with appropriate speciation 
and sensitivity testing. Timing is crucial! 

• Standard break points for azoles do not apply in acidic 
environment and an elevated MIC often predicts 
indicate clinical resistance.

• RVVC should not be treated without clinical 
examination due to the risk of missing other/additional 
vulval pathologies

Diagnosis



• No additional investigations are routinely needed in 
patients presenting with acute VVC unless clinically 
indicated. 

• In RVVC screening for the following conditions may be 
considered particularly if there are additional 
indicators:
– diabetes with urinalysis, random blood glucose or HbA1c
– iron-deficiency anaemia with a full blood count or serum 

ferritin, vitamin D levels 
– mannose binding lectin deficiency
– VVC is not a sexually transmitted infection (STI) or a marker 

for STIs. The offer of STI screening should be based on a risk 
assessment and consideration that some of the clinical 
features of VVC are similar to those of STIs.  

– ?HIV screen

Further investigations



• All patients should also be provided with information about the 
importance of good skin care: 
– avoiding the use of local irritants such as perfumed soaps or wipes

– the use an emollient cream for personal hygiene as a soap substitute, as 
a moisturiser and a barrier cream

• In patients with RVVC, careful review of daily hygiene routine is 
important to identify potential local irritants or excessive 
cleaning (incl douching). 

• Sex does not need to be avoided as VVC is not and STI. Women 
may wish to avoid sex until symptoms have improved 
particularly if there is fissuring of the skin. Advise use of a 
gentle water-based lubricant. 

• advise to avoid tight clothing made from non-breathable fabric 
or daily panty liners 

General management



Vulvovaginal candidiasis treatment options

Preferred Alternative

Acute VVC 

Non-pregnant women Fluconazole 150mg PO stat (1B)

If oral therapy is contraindicated:
Clotrimazole 500mg PV stat (1B)

Clotrimazole vaginal cream (10%) 5g stat** (1B)

Clotrimazole pessary 200mg nocte for 3 days or 100mg nocte for

6 days** (1C)

Econazole pessary 150mg stat or 150mg nocte for 3 days** (1B)

Fenticonazole pessary 600mg stat or 200mg nocte for 3 nights**

(1B)

Itraconazole 200mg bd for 1 day PO* (1B)

Miconazole pessary 100mg nocte for 14 nights** (1B)
Pregnancy Clotrimazole pessary 500mg PV nocte for 7 days (1B) Clotrimazole vaginal cream (10%) 5g nocte for 7 days** (1C)

Clotrimazole pessary 200mg or 100mg nocte for 7 days** (1C)

Econazole pessary 150mg nocte for 7 days** (1C)

Fenticonazole pessary 600mg stat or 200mg nocte for 7 days**

(1C)

Miconazole pessary 100mg nocte for 14 nights** (1C)

NAC sp & azole resistance Nystatin pessaries 100,000units nocte for 14 days (1B) Boric acid suppositories 600mg daily for 14 days* (1B)

Amphotericin B vaginal suppositories 50mg once a day for 14 

days (2C)

Flucytosine 5g cream or 1g pessary +/- amphotericin daily for 14

days (2C)

Recurrent VVC

Non-pregnant women Induction: fluconazole 150mg every 72 hours x 3 doses* (1A)
Maintenance: fluconazole 150mg once a week for 6 months* (1A)

Induction: topical imidazole therapy can be increased to 10-14 
days according to symptomatic response (Grade 2C)
Maintenance for 6 months: Clotrimazole pessary 500mg once a 
week (1B) or Itraconazole 50-100mg daily*(2C)

Pregnancy Induction: topical imidazole therapy can be increased to 10-14 days according to symptomatic response (Grade 2C)
Maintenance: Clotrimazole pessary 500mg weekly (1C)

NAC sp & azole resistance Nystatin pessaries 100,000units nocte for 14 days/month for 6 months 

(2C)

Consider 14 days per month for 6 month of the alternative 

regimens (2D)
Severe VVC Fluconazole 150mg on day 1 and 4 (1B) Clotrimazole 500mg tablet or pessary on day 1 and 4 (1B)

Miconazole nitrate vaginal suppository 1200mg on day 1 and 4 

(1B)

Breast feeding Treatment regimens using topical imidazoles only should be as per the recommendations listed above for non-pregnant women with acute, recurrent VVC.

BASHH 2019 VVC guidelines – under consultation



• Azoles first line

• Oral azoles must be avoided in pregnancy, risk of 
pregnancy and breast feeding

• Non-azole therapies only available off licence and 
need to be reserved for azole resistance and non-
albicans Candida species

• Various unlicensed brands of (100,000IU) nystatin 
and boric acid (600mg) pessaries are available.

• Boric acid is a broad spectrum disinfectant with 
anti-biofilm activity. 

Treatment



• Suppressive therapy can be used in RVVC

• 1st line: Once weekly 150mg fluconazole until 
asymptomatic for 6 months. Then, slowly reduce (once 
fortnightly, once in three weeks etc). If flares, need to 
go back to minimum effective dose.

• 2nd line: Once weekly 500mg clotrimazole pessaries as 
above

• Avoid antifungal creams, particularly those containing 
hydrocortisone

• Consider antihistamines

• Skin care!!!

• If complete control of symptoms cannot be achieved 
consider secondary diagnoses

Suppression





• HRT is associated with an increased risk of VVC

• Some evidence that combined oral contraceptive users 
may have an increased risk of VVC

• There is no evidence to support the treatment of 
asymptomatic male sexual partners in acute or recurrent 
VVC.

• No evidence of benefit for yoghurt and honey mixes, diet, 
oral garlic

• Insufficient or no evidence of benefit for probiotics, tea 
tree and other esssential oils, breathable underwear

Further interventions
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• PubMed, Embase, and Web of Science databases were 
searched for population-based studies published 
between 1985 and 2016 that reported on the 
prevalence of RVVC. 

• “(vulvovaginal candidiasis, vaginal candidosis, vaginal 
candida)”, combined with “(epidemiology OR 
prevalence)”. In addition, we searched Embase with 
the term “exp vagina candidiasis/ep”. 

• Inclusion criteria were population-based studies 
reporting the prevalence of RVVC (defined as ≥4 
episodes per year) in a defined population with either 
a confirmed microbiological diagnosis or self-diagnosis 
(using treatment as a proxy). 

Methods



• Exclusion criteria were selected populations (eg, 
sexually transmitted disease clinics), covered 
colonisation or sporadic vulvovaginal candidiasis only, 
or that were not available online or through the 
library. 

• 489 unique articles were identified, of which 8 were 
included, consisting of 17365 patients from 11 
countries. 

• Estimates of annual global prevalence, estimated 
lifetime incidence and economic loss due to recurrent 
vulvovaginal candidiasis were generated, and the 
number of women at risk to 2030 predicted. 

Methods





Modified GRADE criteria were 
used and papers with a 
GRADE score of 1 or lower 
were discarded.



• Worldwide, RVVC affects about 138 million women 
annually (range 103–172 million), with a global 
annual prevalence of 3871 per 100 000 women; 372 
million women are affected by RVVC over their 
lifetime. 

• The 25–34 year age group has the highest 
prevalence (9%). 

• By 2030, the population of women with RVVC each 
year is estimated to increase to 158 million, resulting 
in 20,240,664 extra cases in parallel with an 
estimated growth in females from 3·34 billion to 
4·181 billion. 

Results and estimates







• In high-income countries, the economic burden from 
lost productivity could be up to US$14·39 billion 
annually. 

• The high prevalence, substantial morbidity, and 
economic losses of recurrent vulvovaginal 
candidiasis require better solutions and improved 
quality of care for affected women. 

Results and estimates



Dear Riina,

I hope that you are keeping well.

I am contacting you for some advice.

I have a 17/40 week pregnant lady with thrush for many 
months who has received topical Canesten / Canesten 
pessaries on multiple occasions with no improvement.

We have grown Candida sp. which we will ID and perform 
sens on.

In the meantime, is there anything that you could suggest 
that we give her please?

Many thanks

What is RVVC?



What is RVVC?

Hi, 
 
Good to hear from you! 
 
It would be highly unusual for any Candida species to be so resistant to Clotrimazole that a 500mg pessary would not touch it. 
As you know, even the most resistant isolates often finally respond to very high doses. 
The concentration in the 500mg pessaries is around 500 mg/1mL (=500,000 µg/mL) and the cream is 2% (= 20,000 µg/mL). 
Therefore, clinical resistance to topical agents is less of an issue. Although, I agree, it does occur. 
 
I am not sure what the benefit and clinical relevance of standard MIC testing for clotrimazole is with the concentrations being up to >1000x of the highest 
concentration of your MIC test. Instead, cultures taken on the last day of a treatment course (with 100mg od), or 1-2days after the stat 500mg pessary, tell a 
lot. If you can see microbiological clearance of infection whilst on therapy but clinically the patient does not respond, the symptoms are probably due to 
another or secondary cause. Colonisation with Candida is common. 
 
The symptoms of VVC are completely non-specific and shared with a number of conditions ranging from eczema and dermatological conditions to dry skin. Also, 
many women with RVVC become sensitised to the pessaries and creams, and they actually make their symptoms worse. It is not rare that the itch and burn 
labelled as RVVC are due to chemical irritation or eczema. Independent of the irritation caused by these products, eczema is common and so is dry skin which 
is always itchy. Therefore, the first advise to all patients with RVVC is to stop using any hygiene products including soap and to use an emollient cream such 
as doublebase gel as a soap substitute, moisturiser and a barrier cream. A proper dollop of it from front to back twice daily. Most women with a chronic 
problem say that this relieves their symptoms significantly. And it helps them to tolerate the antifungal pessaries better when they need them.  
 
On the other hand, if the HVS is positive at the end of treatment, that is very informative. Then, speciation and MIC for fluconazole can be useful (as a 
marker of azole resistance, mechanisms are shared). At the same time colonisation with Candida is common particularly during pregnancy so a positive swab is 
not a diagnosis.  
 
All in all, my advice is to press on improving the skin care and prescribing them doublebase gel. I primarily prescribe pessaries instead of cream as they 
have fewer irritating excipients (for example, Canesten cream contains alcohol which burns and dries the skin). Canesten HC (with hydrocortisone) is better 
tolerated but for a wrong reason (the steroid settles the irritation caused by the product and thins the already thin skin and mucosa making it vulnerable to 
fissures and sores). If the colonising Candida is resistant to fluconazole and does not microbiologically respond to treatment (sample taken just at the end 
of course) there are Nystatin pessaries available off licence. Your pharmacy can contact our pharmacist to help where to get them from if needed. However, 
using off-licence treatment would be my last option as RVVC itself has been associated with slightly increased risk for preterm labour and any such adverse 
outcomes would be difficult to explain to the patient. This requires a good discussion with the patient. However, I know Nystatin pessaries are routinely used 
in some countries as the main OTC treatment. 
 
Finally, it is important to separate short-lived response from lack of response. Many patients say that the treatment made no difference but with further 
enquiry they say that they were actually much better whilst on treatment but the symptoms returned quickly. In this situation, the patient may just need once 
weekly suppression. 
 
Sorry for the long reply but RVVC is more complicated than you might immediately think. 
 
Happy to continue over the phone if needed. 
 
Best, 
 


