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the site where turmeric paste was applied. The MED 
and MPiD were calculated as described earlier and 
compared with the baseline values. Same volunteers 
were recruited 1 month later and were asked to take 2 
g of turmeric powder in 100 ml warm milk once daily 
for a period of 7 days. At the end of 7 days they were 
subjected to MED determination and MPiD evaluation 
as described above and compared with the baseline 
values and with those following topical turmeric.

Among the 30 volunteers, 21 were males and 9 were 
females. The age group ranges from 21 to 67 years, 
with a mean age of 33.83. The mean baseline MED was 
11.03 mj [standard deviation (SD) 2.5661] and mean 
MPiD was 11.86 mj (SD 2.7384). After topical turmeric 
application, the mean MED was 11.66 mj (SD 3.0663) 
and mean MPiD was 13.03 mj (SD 3.0792). There was 
0.63 mj raise in MED after topical turmeric and 1.17 
mj raise in MPiD after topical turmeric. After oral 
turmeric, the mean MED was 11.46 mj (SD 3.1375) and 
mean MPiD was 13.13 mj (SD 2.9912). There was 0.43 
mj raise in MED after oral turmeric and 1.27 mj raise 
in MPiD after oral turmeric. Although there was raise 
in MED and MPiD following topical and oral turmeric, 
this difference was not statistically significant (ANOVA 
test CV 4.9% and 2.28%). Four (13.345%) patients had 
lower MED after topical and oral turmeric.

There are reports of nutritional photoprotection 
with functional foods or supplements such as 
vitamins, beta-carotene, green tea, and lycopene.[1,2] 
In this study, we observed that the MED and MPiD 
increased in 26 (86.66%) patients after oral and 
topical turmeric application, thus suggesting the 
photoprotective action. However, its photosensitizing 
property as described by Kelly et al.[3] was seen in 4 
(13.34%) patients. Photoprotective action was seen 
in more number of patients than the photosensitivity. 
Because turmeric has many chemicals and the 
specific chemical responsible for the photoprotective 
and photosensitizing action has not been isolated, 
further studies with specific components in turmeric 
may help in identifying the chemical responsible for 
photoprotective and photosensitizing action.

We had earlier reported allergic contact dermatitis to 
turmeric[4]; turmeric does not reduce the facial hair 
growth and it does not have any protection against 
acne when applied topically.[5] Indian women apply 
turmeric paste all over the body based on the belief 
that it removes the unwanted hairs, reduces acne, 
and improves the complexion. Our study has shown 

that turmeric as available does not offer significant 
photoprotection nor does it prevent pigmentation 
against BB-UVB.
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Observations in 11 patients 
with leprosy and human 
immunodeficiency virus co-
association

Sir,
Human immunodeficiency virus (HIV)-acquired 
immunodeficiency syndrome, the established 
epidemic, has spread its tentacles in the course of 
many medical conditions. India being an endemic 
region for leprosy and HIV, the interaction between 
HIV and leprosy is a matter of great concern and much 
debate. The association between HIV and tuberculosis 
is well known while that between HIV and leprosy is 
uncertain.
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At the Main Referral Centre of the Bombay Leprosy 
Project in Mumbai, several patients are referred with 
clinical problems including those with leprosy and 
HIV seropositivity. We therefore decided to make 
observations by following them up after being released 
from treatment (RFT) for leprosy on the association 
between these two co-existing illnesses with respect 
to the occurrence of relapses. Relapse was considered 
in those patients who have completed the standard 
course of multidrug therapy (MDT) and rendered 
smear negative and, during follow-up, reported as 
smear positive associated with fresh lesions clinically. 
We report our findings related to 11 patients with a 
combination of HIV–leprosy who presented at our 
center. These cases were seen over a period of two 
decades from 1992 to 2010, with the earliest patient 
registered on 24th December 1992 and the latest on 15th 
January 2010. Of the 11 cases, six were males and five 
were females, with age ranging from 18 to 44 years. All 
patients were confirmed for leprosy on clinical criteria/
smear positivity and/or histopathological examination 
and for HIV by enzyme-linked immunosorbent assay. 
Eight patients were multibacillary (MB) leprosy, 
of which four were smear positive and three were 
paucibacillary (PB) leprosy. 

Of the 11 cases, six (patients 5, 7, 8, 9, 10 and 11) 
had developed leprosy before they were diagnosed 
as being HIV positive. Patient 5 was started on MB-
MDT for leprosy, after which he was diagnosed with 
HIV. He also developed a Type 1 reaction in course of 
therapy and relapsed clinically and bacteriologically 
6 months after RFT. MB-MDT was restarted and the 
patient developed Type 1 reaction again within 6 
months. Patient 8 developed neuritis after 2 years and 
also developed fresh active bacteriological relapse 5 
years and 2 months after becoming smear negative 
and was restarted on MB-MDT. Patient 9 who was 
smear negative initially relapsed bacteriologically 
after RFT within a short period of 1 month; the patient 
also developed neuritis during the course of therapy. 
The patient died 4 years later after relapse. Patient 
11 was treated for leprosy with standard therapy 
but relapsed bacteriologically 3 years after becoming 
smear negative; he also developed Type 2 reaction in 
the course of his illness. Patient 7 did not show any 
evidence of relapse but developed erythema nodosum 
lesions with neuritis. Patient 10 died during therapy.

The other five patients (patients 1, 2, 3, 4 and 6) 
developed leprosy after they were diagnosed as being 

HIV positive. Of the five, two were PB leprosy and three 
were MB leprosy. All received antiretroviral treatment 
(ART) for HIV. Two patients out of the five developed 
Type 1 reaction in the course of their treatment.

Two patients (patients 3 and 6) did not have any 
evidence of reaction or relapse in the course of their 
illness or treatment. Both these patients are under 
follow-up.

It is observed from the above investigation that out of 
11 patients, four (36.4%) were found to have relapsed 
with the disease after an average period of 2 years and 2 
months after smear negativity, indicating that relapses 
might occur earlier. It is observed and documented 
that relapse rates are low and onset of relapse is much 
later (>5 years) in HIV seronegative patients.[1]

It is interesting to note that out of the four patients, 
three were not on ART and one patient relapsed in 
spite of being on ART. Sarno et al. studied the effect 
of Highly Active Anti Retroviral Therapy (HAART) on 
the course of leprosy in a Brazilian cohort, wherein 
they found that the proportion of relapses was higher 
(3.4%) in co-infected patients than in seronegative 
patients (1.0%).[2] A study done by Lienhardt et al. at 
Mali claimed that HIV infection might be associated 
with an increased frequency of relapse.[3] A write-
up about relapses by Ramu stated HIV infection as 
a possible precipitating factor for leprosy relapse.[4] 
Pönnighaus et al. reported a relapse rate of 16.7% in 
HIV-positive patients in their study at Malawi.[5] After 
an extensive search of the available literature, only a 
few of the above-quoted studies were found addressing 
the issue of HIV–leprosy co-infection and relapse, but 
none of the studies commented on the duration and 
onset of relapse.

There have been many studies performed elsewhere 
that have suggested that the course of leprosy is not 
influenced by HIV infection.[6-8] Still conclusive studies 
of the association between HIV and leprosy are lacking. 
It would take long years of detailed randomized 
controlled studies on a larger scale to study the clinical 
aspects, presentations, diagnosis and management 
strategies of HIV–leprosy co-infection and to establish 
a definitive association between these two conditions.
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Social implications of the mass 
hysteria about syphilis in late 19th 
century

Sir,
The late nineteenth century was marked by an 
unprecedented mass social hysteria about syphilis. 
After Ricord’s doctrine of venereal disease, Bassereau’s 

work on clinical diagnosis and the founding of the 
Société Française de dermatologie et de syphiligraphie, 
syphilis was a widely known disease which almost 
rightfully took a central position in the century’s social 
unrest.[1] Many of the era’s major reformations were 
attempted disguised under the face of a hostile disease. 
Possible social phenomena which complicated the 
medical confrontation with syphilis were prostitution’s 
role in society, church’s perceptions on contraception 
and sexual relationships, and the epoch’s other major 
clashes and epidemics.

Prostitution was a quite common profession, 
particularly in Paris of the 19th century. The majority 
of women who walked the streets were impoverished 
and abandoned, in constant danger of assault or 
murder, with syphilis common among them.[2] 
Prostitutes were thought to incite the husband to 
commit adultery, thus attacking the integrity of 
social order and transmitting the allegedly hereditary 
syphilis to honest families, leading to the degeneration 
of the race and symbolizing the demoralization of the 
society by sex.[3] During that time, almost 125,000 filles 
insumises lived in Paris, of the 1.7 million population. 
In order to calm the opposing voices to this regime of 
“pornocracy,” the government saw syphilis, regarded 
as an unavoidable stage in prostitutes’ life, as the 
only reliable intermediate to control prostitution. 
The new regulation included mandatory registration 
and random, questionable, medical tests, going 
beyond public health objectives and allowing arrest 
for any simple reason, regardless of health state. 
That way, between 1871 and 1903, 725,000 women 
were arrested, with prison considered the only way 
to restrain prostitution. The false concept of syphilis 
control aided decisively these measures.[2,3]

On the contemporaneous religious front, the Holy 
Office deflected the blame for syphilis from witchcraft 
to the patient’s attitude, reinforcing the stigma 
attached to the disease, as it was associated with 
immoral behavior.[1,4] Meanwhile, the Catholic Church 
insisted on rejecting the major role of contraception 
in all sexually transmitted diseases, condemning 
condoms as evil and unethical. The final years of 
the 19th century was a period of instability and great 
changes for the power of the Catholic Church which, 
in the middle of the political-doctrine turbulence, had 
to remain stable on its principles in order to preserve 
its unity.[4,5] Medical knowledge and influence 
could not resist against the imposing authority of a 
powerful Catholicism, which, in its attempt to further 
promote the condemnation of condom use, found an 
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