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Introduction                                                                                                                                 
Herpes genitalis is an acute infection affecting genitalia, and characterized by a group of vesicles 

on a reddish base. It is caused by the DNA virus Herpes simplex type 2. It is a sexually 

transmitted disease, and primarily it may be severe and leads to systemic manifestations. The 

condition may develop frequent recurrent episodes, and interfere with the sexual life of the 

patient. Rarely type 1 Herpes simplex is claimed to cause this condition1.                                           

Herpes genitalis is also recognized among neonates and pregnant women. It has been reported to 

have an association with cervical cancer, and may produce various complications in the liver, 

central nervous system, and the uterus1. 

Virology                                                                                                                                       
The causative agent is a double stranded DNA virus. It is responsible for a wide variety of 

clinical syndromes. Herpes simplex has the property of remaining latent, in a potentially viable 

form, within the cells of the host after primary infection. Latency can persist for long periods of 

time, probably throughout life. It may reactivate from time to time to produce a recurrent 

infection. Herpes simplex virus is a roughly spherical particle with cubic symmetry, and a 

medium size (100) nm. The virus particle is surrounded by a loose envelope of material partially 

derived from the host cell. It has 162 hollow-cored, projecting capsomeres  .                                           

There are two types of Herpes simplex: I and 2 . Either type may cause herpes genitalis. Types 1 

and 2 share antigens in common ( group specific) , however, they possess type - specific antigens 

also. The two types of DNA may be distinguished by enzyme analysis. Viral specified proteins 

of the two types may also be distinguished by differences in their molecular weights2.                             

The organism can grow in tissue cultures giving a cytopathic effect with ballooning and rounding 

of cells. Type 2 may grow on chorio-allantoic membrane of chick embryo with production of 

tiny white pocks. Inoculation of laboratory animals with Herpes simplex virus leads to 

production of encephalitis. The inclusion bodies of both types may be demonstrated in contents 

of skin vesicles by Giemsa stain3. 

Clinical picture                                                                                                                                 
The lesions of herpes genitalis are different forms of vesicles that pass into two episodes2 :                                                                                                                                                   

* First episode, representing the primary infection when the virus is first encountered.                                      

* Recurrent episode, representing recurrent infection due to reactivation of latent virus.                        

Omer, 2021: Vol 6 (4) ajmsc.info 

https://www.nationalgeographic.com/
http://ajmsc./


2 
 

African Journal of Medical Sciences                      http://ajmsc.info 

 

First episode                                                                                                                                     
Most infected patients are symptomless, and 90% of cases develop a sub-clinical infection. 

Usually the incubation period is 1-5 days. Females are often more severely affected than males. 

The patient may complain of skin burning and itching, followed by development of small, 

grouped , rounded vesicles. Each vesicle is surrounded by a narrow zone of erythema and may 

develop in genital mucous membranes. Extensive genital ulceration and viraemia may occur. In 

males the lesions may involve the prepuce, glans penis, penile shaft, and urethra. Local lesions 

may include phimosis, painful ulceration, urethritis, dysuria, and tenesmus. In homosexuals the 

ano-rectum is affected and proctitis will develop with rectal pain and rectal discharge. In females 

the infection may involve the labia majora, labia minora, clitoris, introitus, uterine cervix 

perineum, and vagina. Infection in women is characterized by extensive confluent painful genital 

ulceration, vaginitis, mucopurulent, itchy vaginal discharge, dysuria, and sometimes urinary 

retention2.                                                                                                                                                     

Herpes lesions may spread to the buttocks, groin, thighs, and fingers. In immunocompromized 

patients the infection may spread to internal organs. When the vesicles break down, they leave 

multiple superficial erosions that become confluent and give an aciform outline. The inguinal 

lymph nodes may be tender and enlarged. In severe cases there may be tissue destruction and 

severe pain. Cervicitis and severe necrotic ulceration may follow cervical herpetic infection. 

Usually lesions of herpes genitalis show typical evolution: erythema ,vesicles, ulcers, crusting, 

and re-epithelialisation. Crops of lesions at differing stages of evolution may also occur. First 

episodes of genital herpes are more commonly associated with systemic symptoms including 

fever, myalgias, backache, headache, and malaise. In adults hepatitis may be a serious 

complication. Other complications of first episode may result from autoinoculation leading to 

infection of adjacent skin, cornea, mouth, and fingers. A common complication seen in about 

one-third of women with primary genital herpes is aseptic meningitis, which almost always 

resolves without therapy. Other neurological complications include autonomic nerve 

dysfunction, transverse myelitis, sacral radiculomyelopathy, and meningoencephalitis. The virus 

may pass into latency and may lead later to subsequent recurrences4. 

Recurrent episode                                                                                                             
Female patients may carry virus in cervix uteri without overt signs or symptoms. In first episodes 

healing may be slow ( more than four weeks), however, in recurrent episodes, healing may be 

within ten days. Repeated attacks at short or long intervals may occur. In presence of secondary 

infection, lesions may become crusted, with serum ooze, covered with a white membrane and 

heal with scarring. Induration is uncommon. In recurrent episode of herpes genitalis, only 5-10% 

of patients present with constitutional symptoms. However, most of them experience mild 

prodromal symptoms of itching, tingling, and occasional dysuria and tender lymphadenopathy 

for 24-48 hours. One symptomatic recurrent episode is expected to occur in 80% of cases in the 

first year. Herpes simplex virus remains latent in dorsal root ganglia of sacral nerves. When 

reactivation starts, the virus begins to replicate and spread via peripheral sensory nerves of the 

skin. Recurrent episodes are more localized and shorter lasting - If frequent, the infection may be 

associated 'with severe psychosexual morbidity . Trigger factors to recurrent episodes are  
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pregnancy, physical and mental stress, sexual intercourse, exposure to ultra-violet light from the 

sun, menstruation, and steroid therapy. There are two major theories of how reactivation occurs. 

The first theory postulates that physical trauma or immunological disturbances affect ganglion 

cell-viral interaction. The second theory suggests that herpes virus may be shedding to skin all 

the time, however, a temporary lapse in immunity may allow skin lesions to form5.                            

Severe herpetic infection on the prepuce of males in the presence of secondary infection may 

complicate to phimosis. Some indirect evidence is now available showing an association of type 

2 Herpes simplex infection and carcinoma of the penis, especially in the uncircumcised male in 

whom herpes genitalis is also more common. Neutralizing antibody is usually formed after the 

first episode, but, unfortunately, does not prevent reactivation. This may be because herpes virus 

is protected from this serum antibody as it travels within the axons of sensory nerves to the sites 

of recurrent infection. Reactivation does not stimulate a rise in the titre of herpes antibodies3. 

Table I   Clinical manifestations of herpes genitalis 

Presentations                                   Complications 
First Episode   

Skin: burning, itching               Phimosis       
Erythema   Urinary retention 
Vesicles Proctitis and rectal discharge 
Ulcers         Urethritis and dysuria 
Crusting   Vaginitis and vaginal discharge 
Re-epithelialisation                                 Hepatitis 

  Tender lymphadenopathy                    Cervicitis 
Cervical neoplasms Aseptic meningitis 
Fever, myalgia                                      Autonomic nerve dysfunction 
Backache, headache                              Transverse myelitis 
Malaise    Sacral radiculomyelopathy 
 Meningoencephalitis 
 Penile carcinoma 

Recurrent Episode 
Constitutional symptoms                         Abortion 

Prodromal symptoms  Neonatal morbidity & mortality 
Psychosexual problems  

 

Herpes genitalis in pregnancy                                                                                                  
The first primary episode of herpes genitalis in pregnancy is usually very severe and with a 

higher risk of dissemination. The incidence of severity of recurrent episode infection and 

frequency of asymptomatic viral shedding is no different from that in non-pregnant women. The 

transmission of herpes infection from mother to the fetus or baby is high ( 40% ) in primary first 

episode maternal infection, however it is lower (0-3%) in recurrent episode maternal infection. 

Neonatal mortality from herpes genitalis is high ( 60% ) , and survivors may end with                          
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neurological impairment. All neonates suspected of being exposed to Herpes simplex virus 

should have viral swabs collected from eyes, pharynx and skin lesions. Such suspects must be 

followed- up for localized skin lesions, oral ulcers, ocular signs, or disseminated infection for the 

first month of life. The use of antiviral therapy reduces neonatal mortality but not morbidity. If 

the pregnant woman has an attack of herpes genitalis during labour, and her membranes have 

been ruptured for less than four hours, caesarean section is advised. Newborn infants are usually 

infected when passing through an infected cervix during labour. Infected neonates develop 

visceral complications with serious sequelae. Herpes genitalis affecting women early in 

pregnancy may lead to abortion or congenital malformations . Pregnant women need to be 

screened regularly for herpes genitalis infection. The pregnant lady is seen at 32 weeks to screen 

for sexually transmitted diseases. Then she is followed-up weekly from week 36 until delivery. 

In each visit she is examined for lesions and asymptomatic shedding of virus from vulva and 

cervix. If clinical lesions or asymptomatic shedding are noticed near term, elective lower 

segment caesarean section is advised4.                                                                                                    

Cervical neoplasms may be associated with Herpes simplex virus type 2 infection in 0.04 % of 

cases. In V.S.A. this association was found more common among black races rather than white 

races, especially in the lower socioeconomic classes. Women with herpes genitalis need to be 

screened annually for cervical neoplasms to detect early anaplastic changes. Although current 

evidence does not support a causative role for Herpes simplex virus alone in the 

arteriopathogensis of cervical neoplasia, possible role as a cofactor is reported5. 

Diagnosis                                                                                                                             
Clinically typical medical history and relevant symptoms as well as objective physical signs may 

lead to a provisional diagnosis. The laboratory plays a major role in confirmation of the 

diagnosis. Clinical specimens collected from the patient include: vesicle fluid, skin scrapings and 

ulcer exudate. To isolate the virus, specimens are inoculated in tissue cultures, e.g. BHK 21 

(hamster kidney cell line ) , chorioallantoic membrane of chick embryo, or human embryo lung 

cells.  Herpes simplex virus is identified when a cytopathic effect of rounded cells is observed.                                                                                                                             
Neutralization test with standard monoclonal antibodies may help in establishing the virus type. 

Detection of viral antigen can be helpful when viral cell culture is not available. There are 

several methods including direct fluorescence, indirect immunoperoxidase , enzyme linked 

immunosorbence , and monoclonal antibody techniques that have 80-90 % sensitivity compared 

with culture. Giemsa smear prepared from vesicle contents may show typical inclusion bodies of 

Herpes simplex. The electron microscope is also helpful in confirming the virus particles in 

scrapings collected from herpetic lesions6.                                                                                     
Serological assays such as radioimmoassay and neutralization test are able to detect past 

infection with Herpes simplex type 2 virus. Complement fixation test is useful for diagnosing 

first episode primary infection. The test is difficult to interpret in recurrent episodes because of 

high levels of existing antibody and recurrences usually do not cause a rise in titre. The 

serological tests have more than 80 % sensitivity and they are highly diagnostic in primary 

infections. Serum antibody titres should have a fourfold rise when performed 2-3 weeks apart. 

One serological test conducted once will not provide a supportive evidence of herpes genitalis .  
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On the other hand, cervical cytology may also give a clue in virus identification Genital sores 

must be considered in the differential diagnosis of herpes genitalis . Darkfield examination and 

repeated serological tests need to be carried out to confirm the diagnosis.                                                                                                               

Specific diagnosis:                                                                                                                            
* Medical history  * Relevant symptoms  * Physical signs                                                              

Differential diagnosis:                                                                                                                                                

* Primary syphilis  * Secondary syphilis  * Gummata  * Chancroid  Lymphogranuloma 

venereum  * Typical cytopathic effect  * Tuberculous ulceration  * Behçet's syndrome * Balano-

posthitis  * Scabies  * Carcinoma  * Traumatic lesions * Mixed infections                                               

Laboratory:                                                                                                                                                             

* Tissue culture  * Chick embryo inoculation  * Typing  * Viral antigen detection * Electron 

microscopy  * Serological tests * Cervical cytology.                                                              

Management                                                                                                                               
In mild cases, no treatment is required other than simple hygiene, saline washings and keeping 

lesions dry and clean. A good response may be expected on applying 5% idoxuridine dissolved 

in dimethyl sulphoxide daily for four days. Care should be made to avoid skin erosions. 

Analgesics may be prescribed in cases of pain. In moderate cases, 5% acyclovir cream may be 

applied. In severe cases, vidarabine was used intravenously but it proved not effective. Non-

specific measures are to avoid sexual intercourse while lesions are present. The patient should 

use his own towel, to dress loose clothing ,and must receive counselling and support. Complete 

bed rest and warm baths ( 6-8 times daily) may be helpful in infected women. I % hydrocortisone 

lotion is useful in patients complaining of acute pain and tenderness7.                                             
Patients must be informed that herpes virus may be shed even during asymptomatic intervals. 

Hence condoms are necessary during sexual contact to prevent disease transmission, whether or 

not lesions are present. The topical application of 30/0 adenine arabinoside bas proved 

disappointing. However, the use of photodynamic dyes and topical ether has been claimed to 

give successful results. If syphilis is excluded, a mild antiseptic such as 1 : 200 copper sulphate 

lotion may be applied locally twice daily for one week. If secondary bacterial and candidal 

infection is present, nystatin, chlorhexidine and hydrocortisone cream can be applied to herpetic 

lesions three times daily. In addition, cotrimoxazole may be given by mouth, two tablets twice 

daily for one week. Secondary infection may also be treated by sulphadimidine, 1 gram orally 

four times a day for 5-7 days. Sulphamethoxypyridazine is indicated in severe cases or when 

inguinal lymph nodes are involved. Dosage is 0.5 gram twice daily orally for one week. 

Streptomycin and tetracycline have also been reported to control secondary infection8.     

Anti-Viral Therapy                                                                                                                        
Specific antiviral systemic therapy may be discussed according to the disease episodes:                                                                                                                                                                      

1. First episode:                                                                                                                                                      

The drug of choice is acyclovir given orally, 200 mg five times a day for a total of l0 days. The 

drug has the ability of reducing symptoms and severity of the attack. Intravenous acyclovir is 

indicated in severe cases that require hospitalization. The active form of this drug inhibits herpes 

viral DNA polymerase enzyme formation, and hence prevents viral replication.                                                 
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Table II:       Treatment of Herpes Genitalis 

Non-Specific Severe Cases 
No sexual contact   Acyclovir 
Use of condoms                                              Famcyclovir 
Loose clothing      Valacyclovir 
Counselling and support  
Bed rest and warm baths  

Mild Cases Secondary Infections 
Simple hygiene, cleanliness                          Chlorhexidine 

  Nystatin   Sulphamethoxypyridazine 
Saline washings   Streptomycin 
5% idoxuridine solution                               Tetracycline 
Hydrocortisone cream  
Analgesics                          
Co-trimoxazole  
Copper sulphate lotion                                  
Sulphadimidine  

Moderate Cases Complications 

5% acyclovir cream                                       Carbachol 
Lignocaine Phenoxy-benzamine 
1% hydrocortisone lotion Zinc oxide 
Photodynamic dyes                                        Aluminium acetate 
Ether Hydrocortisone 

 

It is well tolerated, and side-effects ( headache, nausea, vomiting and rash) are relatively 

uncommon. The dosage should be reduced in patients with renal impairment, and avoided in 

pregnancy. Famcyclovir and valacyclovir are related to the same group of acyclovir (nucleoside 

analogues), and may be prescribed orally for treatment of primary herpes genitalis9. Treatment 

should start as early as possible to settle the attack and prevent unpleasant complications ( e.g. 

urinary retention)  .                                                                                                                                                  

2. Recurrent episode:                                                                                                                                           

Prior to treatment, it is important to identify trigger factors leading to recurrence. The patient 

should be interviewed for possible prodromal symptoms, and management depends mainly on 

counselling and symptomatic therapy. Specific treatment consists of intermittent acyclovir either 

orally or topically; specially during the period of active viral replication. Frequent recurrences                       

(10 or more) can be suppressed with continuous oral acyclovir, 800 mg daily for 3 to 6 months. 

This treatment is effective but very expensive. Usually recurrences are of shorter duration and 

milder than first episodes. Valacyclovir and famcyclovir are superior to acyclovir in treatment of 

recurrences, however, none of them can eradicate asymptomatic virus shedding. At the same  
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time, most patients resume their usual pattern of attacks when treatment is withdrawn. Patients 

who are immunosuppressed (due to AIDS) may suffer from painful anogenital herpetic 

infections. Such patients require continuous treatment with acyclovir ( 200 mg 3-5 times daily) . 

However, some patients have no response to acyclovir due to Herpes simplex virus resistance10. 

Treatment in Pregnancy:                                                                                                      
There is no evidence that acyclovir is teratogenic when taken in early pregnancy, however, its 

routine use is not recommended. The clinician is to evaluate the use of acyclovir in the second 

and third trimesters, especially in acute cases of first episodes. Infected infants must be 

hospitalized and treated with intravenous acyclovir. This is highly important to diminish the risk 

of progression of skin lesion, and to prevent central nervous system infection. If treatment of 

neonates started early, there would be reduction in overall morbidity and mortality. However, if 

the infection started to disseminate, the prognosis remains poor, with 50% mortality rate11. 
Urinary retention is usually more common in women, and results from pain on micturition in the 

meatal and vulval region. It may also result from neurological involvement12.                                                 
In severe cases, slow intravenous acyclovir 5 mg /Kg 8- hourly may be prescribed. Also, local 

lignocaine gel is applied to permit pain-free micturition while the patient is sitting in a warm bath 

during micturition. If the urinary retention is due to a neurological involvement, carbachol or 

phenoxy-benzamine may be helpful. Severe pain resulting from herpetic ano-proctitis may lead 

to urinary retention. This is treated by oral or intravenous acyclovir. Rectal suppositories of 

lignocaine, zinc oxide, aluminium acetate, and hydrocortisone, inserted before and after 

defecation, have given immediate relief of pain in this condition13. 

Contact tracing:                                                                                                                   
Patients sexual partners must be encouraged to attend the clinic for assessment, counselling, and 

treatment if necessary. All infected patients should make his or her disease known to her or his 

sexual partner prior to sexual intercourse. At the same time, all sexual contacts, as well as 

patients with herpes genitalis, must be subjected to serological tests for syphilis and HIV 

infection to exclude such serious conditions14. 

Epidemiology                                                                                                                             
Herpes genitalis is usually transmitted by sexual contact. This fact is supported by the absence of 

Herpes simplex type 2 antibodies in healthy individuals prior to sexual maturation. At the same 

time these antibodies can be more detected among promiscuous women compared with others. 

Herpes virus isolation from female sexual partners of infected males is about 10 times more 

frequent than controls15.                                                                                                                           

In U.S.A., the total incidence of herpes genitalis is 16% (19% among women and 13% among 

men). Studies carried out by the American Center for Disease Control ( CDC ) showed the 

highest incidence of herpes infection to be among blacks ( 41 % ) and previously married 

persons ( 35% ) . Genital herpes cases diagnosed serologically are usually symptomatic in less 

than 40% of cases16.                                                                                                                                

Herpes simplex virus is usually not a very infectious virus, and there are no outbreaks of herpes  
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infections in the community. Sources of infection are generally people with herpetic lesions, 

however, carriers of the latent virus from time to time shed the virus in their genital secretions 

without any symptoms; and this may act as a source of infection. Herpes genitalis peak of 

incidence occurs during adolescence when contact with the opposite sex increases. Infection is 

virtually universal in human populations, and in elderly people the incidence of antibody( 

indicating previous infection) is almost 100%. The strong relation between Herpes simplex type 

2 virus and sexual lifestyle suggests that the presence of antibody to the virus may be suitable for 

use as an objective, serological marker of patterns of sexual behaviour in different populations. 

These data show that only a minority of those infected with Herpes simplex type 2 virus have a 

diagnosis of herpes genitalis or express clinical symptoms, making serological determinants of 

infection essential for epidemiological studies16. 

Prophylaxis                                                                                                                                
In frequently recurrent and troublesome herpes genitalis , prophylaxis with oral acyclovir 200 mg 

once to four times daily may be helpful. The increasing incidence of genital herpes has pushed 

research workers to focus attention on the efficacy of vaccination. They developed a purified 

glyco-protein subunit vaccine, free of viral DNA. This vaccine has undergone various trials of 

immunogenicity and genetic engineering to obtain viral antigens that could be employed as a 

vaccine. Vaccination of person at risk of contracting herpes infection from their sexual partners 

has reduced the transmission rate from 34% in unvaccinated subjects to 0.5% . On the other 

hand, vaccination of patients experiencing their first episode of herpes genitalis has resulted in 

significantly fewer recurrences over a follow-up period of 12 months than the unvaccinated 

control group17. 
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