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The normal pH of the vagina is 3.8-4.2, but, in 
the presence of trichomoniasis, it is greater than 
5.0, which is crucial in the pathogenesis of 
trichomoniasis. The production of cell‑detaching 
factors released by the parasite is found to decrease 
in the presence of estrogen. This is thought to be the 
reason for aggravation of the disease at the time of 
menses, when the estrogen levels are lowest.[4] During 
the postmenopausal period, the estrogen levels are 
lower and the vagina becomes more alkaline, favoring 
the growth of trichomoniasis. Survey reports of a 
team of researchers of the John Hopkins University 
were presented at the 19th  Biennial Conference of 
the International Society for Sexually Transmitted 
Diseases Research. Charlotte Gaydos, the study 
investigator, said that women aged 50 years and older 
had the highest trichomonas infection rate in their 
study.[5] It was inferred that women of the older age 
group are never tested or diagnosed for trichomonas, 
and majority of the patients go untreated.

In conclusion, there are reports to support 
nonvenereal transmission of trichomonas. But, 
further large‑scale epidemiologic studies are 
needed to confirm this fact. This should be 
borne in mind when sexually inactive older 
women present with vaginal discharge. Older 
postmenopausal women are prone to the 
trichomonas organism because of the change in 
their vaginal acidity and estrogen deficiency. 
Trichomonas should be ruled out as a possible 
cause of abnormal vaginal discharge among 
nonsexually active older women who are 
considered low risk. Testing for trichomonas 
should be considered in conjunction with other 
tests for bacterial vaginosis, candidiasis, etc.

Subitha Kandamuthan, Renu Thambi,  
Jyotsna Yeshodharan

Department of Pathology, Government Medical College, 
Kottayam, Kerala, India

Address for correspondence: 

Dr. Subitha Kandamuthan,  

Deepu Nivas, PO ‑ SH Mount, Nagampadom,  

Kottayam ‑ 6, Kerala, India.  

E‑mail: subitha@rediffmail.com

REFERENCES
1.	 Crucitti T, Jespers V, Mulenga C, Khondowe S, Vandepitte J, Buvé 

A. Non‑sexual transmission of trichomonas vaginalis in adolescent 
girls attending school in Ndola, Zambia. PLoS One 2011;6:e16310.

2.	 Meyer  EA. Other intestinal protozoa and trichomonas vaginalis. 
In: Baron  S, editor. Medical Microbiology. 4th  ed. Chapter  80. 
Galveston (TX): University of Texas Medical Branch at Galveston; 
1996.

3.	 Adu‑Sarkodie  Y. Trichomonas vaginalis transmission in a family. 
Genitourin Med 1995;71:199‑200.

4.	 Sood S,  Kapil A. An update on trichomonas vaginalis. Indian J Sex 
Transm Dis 2008;29:7‑14.

5.	 Ginocchio CC, Chapin K, Smith JS, Aslanzadeh J, Snook J, Hill CS, 
et  al. Prevalence of trichomonas vaginalis and coinfection with 
Chlamydia trachomatis and Neisseria gonorrhoea in the United 
States as determined by the aptima trichomonas vaginalis nucleic 
acid amplification assay. J Clin Microbiol 2012;50:2601‑8.

Access this article online
Quick Response Code: Website: 

www.ijstd.org

DOI: 

10.4103/0253-7184.142422

Sequential development 
of psoriasis, alopecia 

universalis, and vitiligo 
vulgaris in a human 

immunodeficiency virus 
seropositive patient: 
A unique case report

Sir,
We report a Person living with human 
immunodeficiency virus  (HIV)/AIDS developing 

psoriasis, vitiligo vulgaris, and alopecia universalis 
in a sequential manner. Although, psoriasis and 
psoriatic arthritis have been classically associated 
with HIV, its association with, vitiligo vulgaris and 
alopecia is rare. Vitiligo and alopecia areata  (AA) 
are considered to be T‑cell mediated autoimmune 
disorders their paradoxical coexistence in the setting 
of immunocompromised host is intriguing.

A 60‑year‑old male patient was diagnosed HIV positive 
in April 2010, while screening as a preoperative 
work up for hernia surgery. All the relevant baseline 
investigations such as complete blood count, liver 
function test, renal function test, lipid profile, and 
urine routine were within normal range.

Base line CD4 count was done and 561  cells/cmm. 
As the patient was asymptomatic and CD4 count 
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Figure 1: Photograph of patient at the time of detection of human 
immunodeficiency virus

Figure 2: Vitiligo and alopecia of scalp, eyebrow, beard, moustache 
region

Figure 3: Vitiligo and alopecia of scalp

was 561,  [Figure 1] antiretroviral therapy  (ART) was 
not started.

Patient developed early skin lesions in January 2010. 
Initially, patient had scalp scaling for few months, 
which was followed by typical annular scaly patches 
with silvery white scales over back, sacroiliac region, 
and extensor aspects of limbs. Patient was diagnosed 
as psoriasis vulgaris in July 2010.

In the month of November 2010  patient developed 
patches of AA on the temporal scalp which spread 
rapidly to involve entire scalp, eyebrows, eyelashes, 
axillary, pubic hair were lost rapidly and within a 
period of 10 days part landed in alopecia universalis 
[Figures  2 and 3]. Patient also had trachyonychia or 
rough nails.

Within few months in January 2011  patient 
developed vitiligo vulgaris over dorsum of 
hand and face, which spread rapidly to involve 
scalp, face trunk, upper limb, and lower limb 
[Figure  4]. Patient landed in generalized vitiligo by  
March 2011.

Subsequent CD4 counts of the patient were 392/cmm 
on 7/1/12 and 611/cmm on 14/7/11. Patient is on 
regular follow‑upuntil date and has not developed 

Figure 4: Vitiligo and alopecia affecting trunk

any other dermatological or systemic illness, still 
ART naive.

The cutaneous presentations of HIV can be 
infections, noninfectious, inflammatory and 
neoplasms. In noninfectious manifestations 
seborrheic dermatitis, psoriasis vulgaris, Reiter’s 
syndrome, xerosis and acquired ichthyosis, papular 
pruritic eruption of HIV, etc., are seen frequently.

Other dermatologic manifestations have been 
associated primarily with HIV‑1 infection. 
Photodermatitis,[1] vitiligo and other pigmentary 
alterations of the skin,[2] porphyria cutanea tarda,[3] 
granuloma anulare,[4] pityriasis rubra pilaris,[5] 
pemphigus vulgaris and many other autoimmune 
reactions[6] have been reported, but a clear 
association between the pathogenesis of each of 
these disorders and the retrovirus has not yet been 
established.

It has been well‑established that psoriasis, psoriatic 
arthritis, and Reiter’s syndrome can occur in 
patients with HIV infection. These arthocutaneous 
diseases tend to occur in temporal proximity to the 
development of AIDS and AIDS related complex, 
and their clinical manifestations are unusually 
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severe. The appearance or exacerbation of psoriasis, 
arthritis, or Reiter’s syndrome in a high‑risk person 
should alert the clinician to possible underlying HIV 
infection.[7]

In fact, in patients with known risk for HIV 
exposure, new onset of psoriasis may sometimes be 
a marker of HIV infection.[8]

Persistent viral infections have been postulated 
to be trigger factors for the development 
of autoimmune disease. There have been 
reports of development of vitiligo in patients 
with HIV.[9] Vitiligo may be an example of an 
autoimmune disease triggered by viral infection in 
a genetically predisposed host.

Alopecia areata is thought to be a tissue‑specific 
autoimmune disease, which occurs most probably, 
following a breakdown of the hair follicles immune 
privilege. Genetic susceptibility, role of human 
leukocyte antigen, autoimmune associations, 
endocrine and psychogenic factors, role of cytokines 
including tumor necrosis factor‑α, interferon‑γ have 
been implicated in the pathogenesis of AA.[7] Role 
of infectious agents including viruses have been 
proposed but not proven.[9] The most consistent 
histological feature of AA is a perifollicular 
lymphocytic infiltrate comprised primarily of 
CD4 +  cells associated with a CD8 +  intrafollicular 
infiltrate, as well as a T‑helper 1 cytokine 
profile.[10,11]

Human immunodeficiency virus induced immune 
dysregulation and altered CD4/CD8 ratio appears to 
be most plausible explanation for occurrence of AA, 
vitiligo and psoriasis in HIV.

All the primary dermatologic complications 
in HIV infected patients are also seen in 
immunocompetent patients. Conditions such 
as atopic dermatitis, psoriasis, and seborrheic 
dermatitis, AA, vitiligo are extremely common 
dermatologic problems expressed in the general 
population and are seen in HIV seropositive 
individuals in extensive and unusual forms. 
However, the direct role of the HIV virus in the 
pathogenesis of these manifestations is still to 
be discovered. Better animal models, which may 
include humanized rodents, might represent 
a more suitable approach for the study of the 

pathogenesis of HIV related disorders and the 
development of more effective forms of treatment.
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