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INTRODUCTION
Vitiligo is an acquired depigmenting skin 
condition characterized by the development 
of circumscribed white macules (patches) as a 
consequence of the loss of functional melanocytes 
from the epidermis.1 It has an impact on the 
entire body, including the skin, hair, eyes, and 
also other areas such as the inside of the mouth. 
Vitiligo affects patients of all age groups and both 
the sexes.2-3 The most apparent sign or symptom 
of vitiligo is the depigmented macules and 
patches of different shapes and sizes on the skin 
initially occurs as small patches usually enlarged 
over time. The lesions typically and initially 
appear on the face, hand and wrist.4 The Vitiligo 
European Task Force (VETF) defines vitiligo 
vulgaris/ nonsegmental vitiligo as an acquired 
chronic pigmentation disorder characterized by 
white patches, often symmetrical, which usually 
increase in size with time, corresponding to a 
substantial loss of functioning epidermal and 
sometimes hair follicle melanocytes.1 Vitiligo 
affects approximately 0.5%–1% of the world’s 
population. The highest incidence has been 
reported in India, followed by Mexico and 
Japan5 . In India it is found to be 0.25%- 2.5%, 
and states like, Gujarat and Rajasthan have the 
highest prevalence.6,7 The prevalence of vitiligo 
worldwide varies from 0.1% to 8.0%,8 and in 
India it is between 0.46% to 8.8%.9 Vitiligo can 
present at any age but almost half of the cases 
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Background & Objectives

Vitiligo is a common depigmenting skin disorder that impairs 
a patient’s quality of life. Although there is no definitive 
treatment for vitiligo, some formulations have been tried in 
Unani Medicine. This study aimed to compare the efficacy of 
two polyherbal Unani formulations - Dawa-e-Baras and Safuf-
e-Baras in Non-Segmental Vitiligo.

Methods

A randomized-single blinded study, on 28 subjects with vitiligo 
treated with Dawa-e-Baras or Safuf-e-Baras 4.5 gm each once 
a day - orally as Zulal and locally the sediment for 60 days. 
Outcome measures were compared Vitiligo Extent Tensity 
Index score (VETI) and Dermatology Life Quality Index 
score (DLQI) at baseline, 15th, 30th, 45th and 60th days between 
the groups (Test group/Group A-Dawa-e-baras and Control 
group/Group B- safuf-e-baras) using Mann Whitney U test and 
Wilcoxon’s signed rank test.

Results

The Mean ± standard deviation of VETI score at baseline and 
60th day in the Group A was 0.908±0.753, and 0.663±0.668 
(d -0.245), and in Group B 1.019±0.874 and 0.586±0.699(d 
-0.433), and intragroup comparison was found significant 
(p<0.0001). Similarly, DLQI at baseline and 60th day in the 
Group A was 14.86±4.294 and 10.36±3.272 (d -4.5), and in the 
Group B 13.50±4.703 and 7.64±3.319 (d -5.8), and intragroup 
comparison was found significant (p≤0.001). The mean 
intergroup differences after the treatment for VETI and DLQI 
were 0.077 (p= 0.511) and 2.72 (p= 0.044), respectively.

Interpretation & Conclusion

It can be concluded that both formulations Dawa-e-Baras and 
Safuf-e-Baras are equally efficacious for Baras (Vitiligo). 
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Unani Medicine; Vitiligo; Dawa-e-Baras; Safuf-e-Baras, VETI, 
DLQI 

ABSTRACT 

A Randomized Single Blind Non-Inferiority Clinical Trial of Unani 
Polyherbal Formulations on Non-Segmental Vitiligo

Nadeem Ahmad Shah1* , Mohammed Aleemuddin Quamri1 ,Sabba Saltanat2, Mariyam Ahad3

mailto:drnadeemshah72@gmail.com


Bangladesh Journal of Medical Science Volume 25 No. 04 October 2026 ©The Ibn Sina Trust

1170

present before the age of 20 years and about 70%–80% 
before 30 years of age.10 
Pathophysiology of Vitiligo: The skin serves as the 
locus for a multitude of oxidative reactions, which are 
counterbalanced by intricate exogenous or endogenous 
enzymatic and non-enzymatic systems, resulting in a 
complex yet highly efficient equilibrium. The genesis 
of reactive species in this context can be attributed 
primarily to interactions with the environment, a 
characteristic trait of the integumentary system, and 
the distinctive features of its cells, particularly the 
epidermal cells known for their robust metabolic and 
proliferative activity. The emergence of oxidative stress, 
characterized by elevated levels of reactive oxygen 
species (ROS), can initiate a cascade of molecular 
and organelle dysfunction, subsequently eliciting 
an immune response and, ultimately, melanocyte 
demise11. Under conditions of oxidative stress, ROS 
may incite autophagy by activating the Nrf2(nuclear 
factor erythroid 2-related factor 2) antioxidant 
pathway in melanocytes12. Studies have revealed that 
the APE1(Apurinic/apyrimidinic endonuclease1) 
polymorphism (Asp148Glu) exacerbates oxidative 
stress in human melanocytes and increases serum 
8-OHdG(8-hydroxydeoxyguanosine) levels in a 
dose-dependent manner, thereby elevating the risk of 
vitiligo13.Vitiligo is a complex condition influenced 
by multiple factors, both genetic and non-genetic. 
Despite various proposed theories, the exact cause 
remains elusive. Generally, the absence and decline of 
melanocytes, as evidenced by histological examination, 
are attributed to their gradual destruction over time. 
Several theories attempt to explain this destruction:
1.	 Autoimmune mechanisms: Dysfunction of 

the immune system leads to the formation of 
autoantibodies targeting melanocyte antigens, 
potentially inhibiting melanogenesis or causing 
melanocyte destruction48. Conversely, melanocyte 
damage can trigger the release of antigenic 
substances, prompting antibody formation against 
melanocytes or melanin production14. Several 
studies have documented that incidence of vitiligo 
is higher in patients with autoimmune diseases as 
compared to the general population.15-20 

2.	 Intrinsic melanocyte defects: The intrinsic theory 
posits that in vitiligo, there is a depletion of 
melanocytes due to various abnormalities, resulting 
in heightened apoptosis 21 and accelerated cell 

senescence 22 . Previous studies have revealed 
diverse abnormalities in melanocytes, including 
cytoplasmic vacuolization, DNA marginalization, 
dendrite loss, and detachment 23. Supporting 
evidence for increased apoptosis in vitiligo includes 
diminished expression levels of the antiapoptotic 
proteins Bcl-2 and FLIP in vitiliginous skin 
compared to normal skin Conversely, a notable 
upsurge in the expression of proapoptotic factors 
such as Bax and p53, alongside various caspases, 
has also been observed.

3.	 Auto-cytotoxic mechanisms: The anticytotoxic 
theory suggests that heightened melanocyte activity 
can trigger self-destruction. Limited lymphocytic 
infiltration near melanocytes supports this theory24. 
Additionally, inhibition of thioredoxin reductase 
and reduced catalase levels contribute to cell death. 
Certain melanin production molecules may also 
exert harmful effects on melanocytes25.

4.	 Oxidant-antioxidant mechanisms: Oxidative stress 
plays a significant role in vitiligo pathophysiology. 
Accumulation of free radicals, detrimental to 
melanocytes, contributes to their destruction26 .

5.	 Neural mechanisms: Specific compounds released 
at peripheral nerve endings inhibit melanogenesis 
and exert toxic effects on melanocytes according to 
the neural theory. Given the neural crest origin of 
melanocytes, nerve dysfunction likely influences 
their functionality. Anatomical studies demonstrate 
contact between nerve fibers and melanocytes, 
suggesting a crucial role for nerve deterioration in 
vitiligo development27-29 .

Genetics of vitiligo: Its inheritance is complex, 
involving over 50 genetic loci, many shared with 
other autoimmune disorders30. Notably, the HLA-A2 
gene shows a significant association, alongside other 
major histocompatibility complex genes. Other 
implicated genes include CTLA4, PTPN22, NLRP1, 
GZMB, IL2RA, FOXP1, FOXD3, XPB1, MC1R, 
and TYR, highlighting roles of innate and adaptive 
immunity, melanocyte stress, and apoptosis in vitiligo 
development30.
Unani Pathophysiology: Based on the literary review 
of the classic Unani literature, it was observed that the 
majority of Unani physicians characterized the Baraṣ, 
as a white discoloration of the skin that can permeate 
all the way to the bones. Most of the Unani physicians 
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agreed that the disease occur mostly due to Duʻf 
Quwwat Mughayyira, Mushabbihā, and Dafi’a, and 
this weakness might be produced by the accumulation 
of Balgham Ghaleeẓ, which results in Fasāḍ- ud-
Dam and Burūdat- ud-Dam, the digestive faculty 
cannot metabolize the food properly, there is lackness 
of healthy blood formation, which is of cold & moist 
temperament (Phlegmatic temperament) that leads to 
develop Baras 31,32 

The various precipitating factors associated with 
the development of vitiligo include emotional 
stress, sunburn, major illness, surgery, pregnancy, 
contraceptives, vitamin deficiency, parturition and 
physical trauma.33,34

Although the disease may not directly result in bodily 
deterioration, it may have a significant impact on the 
psychological well-being of the subject. The disease 
load comprises of Anxiety, stigmatization, dejection, 
impairment of quality of life, depression, dearth of 
self-confidence, frequent embarrassment. Suicide 
attempts have also been recorded from subjects with 
vitiligo having a poorer QOL and who are always in 
a state of depression as a consequence of the disease. 
The patient’s deplorable condition and its social 
consequences frequently have a negative impact on the 
lives of the patient’s family members.35,36

Although there is no definitive treatment for vitiligo, 
several treatment options have been associated with 
relative satisfactory outcomes. 37 Current treatments 
for vitiligo remain far from ideal, as they are not 
universally effective in all patients, they do not re-
pigment all anatomic locations, and they can be quite 
difficult for patients to use. Furthermore, all current 
treatments provide only short-term benefit, as patients 
relapse and can be both time-consuming and expensive 
to implement. On the other hand, long term use of 
these medications has been linked to various local 
and systemic   side effects. Therefore, it is essential to 
provide an alternative therapy that can provide not only 
effective, safe and economical treatment which also can 
act for a longer duration, improve quality of life and 
should be free from adverse drug reactions (ADRs). 
However, in the classical Unani literature there is a 
vast description on the management of Baraṣ, initially 
with Tanqiya-i -Badan through Mundij and Mushil-
i-Balgham followed by Mushil (Purges) and Tabrīd 
(Cooling agents/drugs).38-40

In classical Unani literature a number of drug 

formulations for oral and topical use are mentioned in 
the management of vitiligo; Dawa-e-baras and safuf-
e-baras are the formulations that have been used  and 
found to be effective in vitiligo/ Baras. In the context 
of vitiligo, antioxidants play a key role in shielding 
melanocytes from the deleterious effects of free radicals 
and reactive oxygen species stemming from skin cellular 
metabolism. Herbs possessing antioxidant properties 
contribute to the safeguarding of melanocytes and the 
continuous production of melanin. It can be postulated 
that these medications expel fasid akhlāṭ (Balgham) 
from the body, particularly at the lesion site, while also 
stimulating melanocyte activity to induce pigmentation 
and camouflage vitiligo.
The constituents of our test drug (Dawa-e-baras) are 
given in table 1. In P. granatum, antioxidant properties 
are attributed to compounds such as ellagic acid, 
hydrolysable tannins, punicalagin, punicic acid, and 
anthocyanins41,42. Another component of Dawa-e-
Baras, sulfur, exhibits antioxidative effects by reducing 
the production of reactive oxygen and nitrogen 
species43. Studies conducted in the field of homeopathic 
medicine have assessed the efficacy of sulfur in the 
treatment of vitiligo, and these studies have reported 
positive results from the use of sulfur during their 
research44,45. References also traced that in various 
skin diseases like Psoriasis, Scabies, vitiligo etc. 
Geru was used as topical medicine46. Reportedly, the 
seeds of P. corylifolia contain psoralen, which serves 
as a pharmacologically active component used in the 
treatment of vitiligo47. Psoralen has been discovered to 
insert itself between DNA strands, creating mono- and 
di-adducts when exposed to long wavelength UV light. 
This property is utilized in treating skin conditions with 
hypo-pigmented lesions, such as vitiligo48. In a specific 
research study, a group of 49 patients received Psoralea 
corylifolia treatment for a duration of 6 months. Among 
these patients, 14% achieved a complete cure, while an 
additional 19% experienced a significant improvement 
in pigmentation, covering at least two-thirds of the 
affected skin49,50

Safuf-e-Baras, a standardized Unani formulation with a 
long history of use in treating vitiligo, has been selected 
as the standard medication. The ingredients of this 
formulation are Babchi (Psoraleacorylifolia), Chaksu 
(Cassia absus), Panwar (Cassia tora )and Anjeer-
khushk (Ficus carica) listed in table 2. The biochemical 
properties of Babchi are already mentioned above.  
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Multiple researches done on Cassia absus(chaksu) 
have documented a notable and statistically significant 
correlation between antioxidant elements such as 
phenols, polyphenols, and tannins, and both the 
reducing power and DPPH radical scavenging ability 
making it a beneficial drug for vitiligo 51. The phenolic 
active component, alaternin and nor-rubrofusarin 
glucoside isolated from extract of Cassia species show a 
potent free radical scavenging activity. The methanolic 
and aqueous extract of the seed shows antioxidant 
effect on peroxidation of linoleic acid 52. Reportedly 
anjeer has shown antioxidant, free radical scavenging 
and immunostimulant properties due to its phenolic 
components53,54.
Hence, it is hypothesized that the intrinsic properties of 
the ingredients of Dawa-e- Baras may be effective in 
vitiligo, though these drugs have been used by Unani 
physicians for long time, but their efficacy has not been 
evaluated scientifically so far. Hence, the present study 
aims to assess the comparative efficacy of Dawa-e-
Baras and Safuf-e- Baras in Baras (Vitiligo)

MATERIALS AND METHODS
Study design
This single blind, randomized, comparative clinical 
study on the efficacy of Dawa-e-Baras and Safuf-e-
Baras in Baras (Vitiligo) has been carried out in the 
Department of Amraze Jild wa Tazeeniyat, National 
Institute of Unani Medicine Hospital, Bangalore 
(NIUM), India between August 2022 to January 
2023. The study was approved by the Institutional 
ethical committee NIUM, Bengaluru under IEC No: 
(NIUM/ IEC/ 2020-21/028/JT/01) and the protocol was 
registered with the clinical trial registry of India with 
CTRI registration number (CTRI/2022/04/041571). 
All the participants were explained about the study 
and given a written informed consent form and after 
getting their signed written informed consent they were 
enrolled in the study. The CONSORT guideline was 
followed and the trial was conducted in accordance 
with the Declaration of Helsinki.
Sampling Method

The sample size was estimated considering the primary 
outcome VETI score. We used the mean and standard 
deviation of a previous similar study as a reference for 
calculating sample size, with α error 1.96 and β error 
of 0.84.55 The formula56 used is N= (r + 1) (Z α/2 +Z 

1-β)2 δ2 / rd2. The sample size calculated was 25, which 
was rounded up to 28 by taking 10% dropout into 
consideration. So, each group consists of 14 subjects. 
Randomization: Randomization was conducted by 
using statistical software. Participants were randomly 
assigned by a computer-generated randomization code 
to test (Group A) and control group (Group B).
Study Population Subjects: The inclusion criteria for 
participation were (1) Subjects with Non-Segmental 
vitiligo (Acrofacial, focal and generalized) of any sex 
(2) Age 18 to 60 years (3) Subjects with Chronicity of 
less than 3 years (4) Subjects with ≤2% Body surface 
Area (BSA) (5) Subjects fulfilling the Vitiligo Extent 
Tensity Index (VETI)57 score up to grade of tensity 
+3 (6) Subjects who have not taken any treatment 
within the last 2 weeks. The Exclusion Criteria were 
(1) Patients aged <18 years or >60 years. (2) Patients 
with Segmental Vitiligo/ Lip-Tip/ Universal Vitiligo/ 
Mucosal Vitiligo. (3) Patients with a history of 
photosensitivity/ photo exaggerated dermatoses and 
Connective   Tissue Diseases. (4) Pregnant or Lactating 
women (5) Known cases of Cardiovascular/Endocrine/ 
Pulmonary/ Hepato-renal Dysfunction. (6) Known 
cases of Immunocompromised states (HIV/ AIDS, 
etc.)/ Malignancies (cutaneous or internal) (7) Patients 
not willing to attend treatment schedule regularly. 
(8) Patients suffering from cutaneous disorders like 
alopecia areata, halo nevus, Pityriasis alba, Malignant 
melanoma and Morphea.
Data collection tools

All the findings were recorded in the Case Report Form 
(CRF), designed for the study. Updated Kuppaswamy’s 
socio-economic scale 2021 was used to assess 
demographic details and socioeconomic status. Patients 
were clinically examined and required hematological 
and biochemical investigations were done. Objective 
Parameters included Vitiligo Extent Tensity Index 
(VETI),57 Dermatological Life Quality Index (DLQI),58   
and change in a photograph of skin lesion.
Monitoring and follow up: Patients fulfilling the 
inclusion criteria were enrolled in the present clinical 
study. The patients were assessed clinically by the 
relevant history taking, general physical examination, 
local dermatological examination, and other required 
parameters. SES was assessed by Kuppaswamy’s 
socioeconomic scale modified for 2021. Assessment 
of Mizaj was done as per the parameters mentioned 
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in the classical Unani literature. All the information 
was recorded in the case record form designed for the 
study. After a thorough evaluation of the patients by 
history and clinical examination, diagnosed patients of 
vitiligo were advised for necessary lab investigations 
and were enrolled in the study after obtaining written 
voluntary informed consent. The treatment period 
was 60 days. Patients were asked to visit the hospital 
on every 15 days for a period of 60 days (Four visits 
after baseline i.e., 15th, 30th, 45th, and 60th day) and 
clinically assessed at every visit during the study. Any 
improvement/changes in objective parameters were 
recorded on every visit and laboratory investigations 
were done at baseline and after treatment. All adverse 
events were recorded at any time they happened, and 
all the patients were followed and clinically assessed 
fortnightly, and any suspicious events were closely 
monitored during the treatment phases of the trial. The 
participants were encouraged to report any symptoms 
and discomfort, even unusual ones. Failure to follow 
protocol therapy, non -compliance, and adverse reaction 
to the intervention were considered to be withdrawal 
criteria. Safety assessment was carried out by clinical 
examination and laboratory investigations.
Intervention: (Table 1 and 2)
These polyherbal Unani formulations were selected from 
Alqarabadeen,59 Haziq60, and Hamdard Pharmacopeia61. 
The ingredients of the Dawa-e- Baras include Gulnar 
(Punica granatum Linn), Babchi (Psoralea corylifolia 
Linn), Geru (Bole rubra), Gandhak (Sulphur), and 
ingredients of the Safuf-e-Baras include Anjir (Ficus 
carica Linn), Chaksu (Cassia absus Linn), Babchi 
(Psoralea corylifolia Linn), and Panwar (Cassia tora 
Linn). The formulations were prepared at institute 
pharmacy as per SOPs (Standard Operating Procedure) 
of Unani Formulary. The drug Dawa-e- Baras and   
Safuf-e-Baras was given to Group A and Group B 
respectively in a dose of 4.5gm orally once a day in 
the form of Zulal (decanted water) before breakfast and 
sediment was applied locally on affected parts in the 
form of paste once a day for 60 days. Participants were 
blinded regarding the assigned group.
Statistical methods for data analysis

The statistical software packages SPSS 28.0, were used 
for analysis of the data. Both Descriptive and inferential 
statistical analysis have been carried out in the present 
study.  Results on continuous measurements were 
presented on Mean ± SD (Min-Max) and results on 

categorical measurements were presented in Number 
(%). Significance was assessed at a 5 % level of 
significance. The normality of the data was assessed 
using Shapiro Wilk Test. Mann Whitney U test has 
been used to find the significance of study parameters 
between two groups (Intergroup analysis). Wilcoxon 
signed-rank test has been used to find the significance 
of study parameters within each group. The Chi-square/ 
Fisher Exact test has been used to find the significance 
of study parameters on a categorical scale between 
two groups. Independent sample t-test and paired 
t-tests have been used to find the significance of safety 
parameters on a continuous scale between two groups 
and within each group. 
Table 1: Ingredients of the Dawa-e- Baras

1. Gulnar Punica granatum Linn 4.5gm

2. Babchi Psoralea corylifolia Linn 4.5gm

3. Geru Bole rubra 4.5gm

4. Gandhak Sulphur 4.5gm

Table 2: Ingredients of Safuf-e-Baras

1. Anjir Ficus carica Linn 100gm

2. Chaksu Cassia absus Linn 100gm

3. Babchi Psoralea corylifolia Linn 100gm

4. Panwar Cassia tora Linn 100gm

Table 3: Demographic Data

Characteristics Group A(Dawa-e-
baras)

Group B (Safuf-e-
baras) P Value

Age      

 Mean ±SD 39.21±13.63  38.21±14.71   0.5473** 

Gender      

F 6(42.9%) 5(35.7%)
 0.699^

 
M  8(57.1%) 9(64.3%)

Occupation      
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Characteristics Group A(Dawa-e-
baras)

Group B (Safuf-e-
baras) P Value

Businessman 1(7.1%) 4(28.6%)

 
 

 0.423**
 
 
 

Clerk  1(7.1%) 0(0.0%)

Housewife 5(35.71%) 3(21.42%)

Labour 4(28.6%) 4(28.6%)

Student 3(21.4%) 2(14.3%)

Teacher  0(0.0%) 1(7.1%)

KSES      

Lower Middle 7(50.0%) 7(50.0%)

 
 0.87**

 
 

Upper 1(7.1%) 0(0.0%)

Upper Lower 5(35.7%) 5(35.7%)

Upper Middle 1(7.1%) 2(14.3%)

Mizaj      

Balghami (BAL) 12(85.7%) 12(85.7%)
 0.419**

 
Damwi (DAM) 2(14.3%) 2(14.3%)

Diet      

Mixed 9(64.3%) 10(71.4%)
 0.686^

 
Vegetarian 5(35.7%) 4(28.6%)

Family History      

Absent 12(85.7%) 12(85.7%)
 0.59**

 
Present 2(14.3%) 2(14.3%)

**Fishers exact test, ^Chi-square test
Table 4.  Effect of Intervention on VETI SCORE 

VETI 
SCORE

Group A
(Dawa-e-
baras)

Group B 
(Safuf-e-baras) Mean 

Difference
P 

value^
Mean ± SD Mean ± SD

Baseline 0.908±0.753 1.019±0.874 -0.003 0.91

15Th day 0.908±0.753 0.992±0.888 -0.084 0.982

VETI 
SCORE

Group A
(Dawa-e-
baras)

Group B 
(Safuf-e-baras) Mean 

Difference
P 

value^
Mean ± SD Mean ± SD

30th day 0.872±0.753 0.902±0.816 -0.003 0.946

45th day 0.713±0.671 0.768±0.738 -0.055 1

60th day 0.663±0.668 0.586±0.699  0.077 0.511

Mean difference from baseline to 15Th day

  0 0.002    

P value# 1 0.317    

Mean difference from baseline to 30th day

        0.036         0.117    

P value# 0.027* 0.012*    

Mean difference from baseline to 45th day

        0.195         0.251    

P value# 0.008* 0.006*    

Mean difference from baseline to 60th day

  0.245 0.433   0.031*

P value# <0.0001* <0.0001* --- ---

         

  ^Mann Whitney U test applied between the group 
comparisons 

  #Wilcoxons signed rank test applied within the group 
for pre and post comparisons.

Table 5.  Effect of Intervention on DLQI SCORE 

DLQI Group A
(Dawa-e-baras)

Group B
(Safuf-e-
baras)

Mean 
Difference P value^

  Mean ± SD Mean ± SD    

DLQI BT 14.86±4.294 13.50±4.703 1.36 0.511

DLQI AT 10.36±3.272 7.64±3.319 2.72   0.044*

Mean 
Difference 4.5 5.8 --- 0.164

P value# 0.001* <0.001* --- ---

^Mann Whitney U test applied between the group 
comparisons and   
#Wilcoxons signed rank test applied within the group 
for pre and post comparisons.
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Table 6. Statistical analysis of Safety Parameters

Assessment 
Variables

Group A
(Dawa-e-baras) 

(n=14)

Group B
(Safuf-e-baras) 

(n=14)
P* Value

SGOT(IU/L)

Before Treatment 24.36±7.438 27.29±10.550 0.404

After Treatment 24.93±10.065 31.29±11.276 0.128

Difference -0.571 -4  

P^ Value 0.825 0.113  

SGPT(IU/L)

Before Treatment 21.00±10.160 31.50±18.007 0.069

After Treatment 25.00±10.038 34.93±21.302 0.127

Difference -4 -3.43  

P^ Value 0.043 0.47  

Sr. Creatinine(mg/dl)

Before Treatment 1.671±3.264 0.807±0.194 0.332

After Treatment 2.136±4.856 0.900±0.196 0.35

Difference -0.464 -0.09  

P^ Value 0.296 0.084  

Blood Urea(mg/dl)

Before Treatment 17.750±6.429 20.857±6.237 0.206

After Treatment 18.900±7.013 21.071±3.970 0.323

Difference -1.15 -0.21  

P^ Value 0.081 0.873  

  *Independent sample t test (intergroup analysis), 

  ^Paired sample t test (Intragroup analysis)

Ethical clearence

The study was approved by the Institutional ethical 
committee NIUM, Bengaluru under IEC No: (NIUM/ 
IEC/ 2020-21/028/JT/01) and the protocol was 
registered with the clinical trial registry of India with 
CTRI registration number (CTRI/2022/04/041571).   

RESULTS
A total of 50 patients were screened, out of them 22 
did not meet the inclusion criteria and the remaining 28 
were randomly allocated in a ratio of 1: 1 i.e., 14 each in 
Group A (Dawa-e-baras) and Group B (safuf-e-baras).  
Finally, 27 patients completed the course of treatment. 
Statistical analysis was carried out on Intention to 
Treat (ITT) basis on participants that received at least 
one dose of Dawa-e-baras or Safuf-e-baras and that 
underwent at least one assessment post baseline (Fig 
No. 1). 
The study participants were similar in both groups in 
respect to baseline characteristics (Table 3). In Group 
A the mean VETI score before intervention was 0.908 
± 0.753(Mean ± SD) and after intervention it was 
reduced to 0.663± 0.668 with a mean difference 0.245. 
In Group B the mean VETI score before intervention 
was 1.019 ± 0.874(Mean ± SD) and after intervention 
it was reduced to 0.586 ± 0.699 respectively with mean 
difference 0.433. These findings show that both Group 
A and Group B show a highly significant reduction 
(p<0.0001) in VETI score from baseline to 60th day 
by using the Wilcoxon signed rank test.  Intergroup 
analysis showed that there was no significant difference 
in mean VETI score between the Group A and Group 
B before (p=0.910) and after (p=0.511) the treatment. 
On the analysis of data, it was found that the Group 
B had greater reduction than the Group A in mean 
difference from baseline after 60 days (control 0.433 v/s 
test 0.245) (P=0.031) which was statistically significant 
using Mann Whitney U test. (Table 4)
In Group A the mean DLQI score before intervention 
was 14.86 ± 4.294 (Mean ± SD) and after intervention 
it was reduced to 10.36 ± 3.272 with the mean 
difference 4.5. In Group B the mean DLQI score before 
intervention was 13.50 ± 4.703 (Mean ± SD) and after 
intervention it was reduced to 7.64 ± 3.319 respectively 
with mean difference 5.8.  These findings show that, in 
the Group A and Group B, a highly significant reduction 
((p<0.001) was observed in DLQI score from baseline 
to 60th day by using Wilcoxon signed rank test.  On 
the analysis of data, it was also found that the Group 
B had greater reduction than the Group A in mean 
difference (control 5.8 v/s test 4.5) from baseline to 
after 60 days which was not statistically significant 
(p=0.164). In the present study, there was no significant 
difference in mean DLQI score between the Group A 
and Group B before treatment (P=0.511) and there was 
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a significant difference in mean DLQI score after the 
treatment(P=0.044). (table 5)
The safety profile of both polyherbal Unani formulations 
were assessed before starting and after completion 
of treatment, with Hb%, TLC, DLC, SGOT(AST), 
SGPT(ALT), Blood Urea and Serum Creatinine. 
This study evidences that all safety parameters were 
found within the normal range and there was no 
significant difference in pre and post data (Table no.6). 
This indicates that the oral administration of both 
interventions is safe without recognizable adverse 
effects. Figure 2 and Figure 3 depict images illustrating 
the progression or changes observed in patients before 
and after undergoing treatment.

Figure 2: Photograph of patient showing a vitiligo 
lesion on the leg before and 60 days after treatment, 
showing repigmentation. 

DISCUSSION
Our study assessed the efficacy of Dawa-e-Baras and 
Safuf-e-Baras in vitiligo patients. Results revealed 
significant improvements in VETI scores and DLQI 
from baseline to the 60th day within both groups 
(p<0.0001). Intergroup analysis showed a significant 
difference in DLQI (p= 0.044) but not in VETI (p= 
0.511). On the analysis of data, it was found that 
Group B had greater reduction than Group A in mean 
difference from baseline after 60 days. These findings 
suggest a potential benefit of the treatments, particularly 
in enhancing patients’ quality of life. Safety parameters 

Figure 3: Photograph of patient showing a vitiligo lesion 
on the forearm near elbow before and after treatment, 
showing significant results.

remained within normal range for both groups, 
indicating the safety of the interventions. The Unani 
medicine has a collection of remedies known for their 
antioxidant properties, which assume a crucial role in 
addressing vitiligo, believed to be driven by oxidative 
stress.
One notable Unani remedy widely employed in 
the treatment of vitiligo is Dawa-e-Baras, which 
is provided in powdered form and was evaluated 
for its effectiveness in our clinical study. Safuf-e-
Baras, a standardized medication utilized by Unani 
practitioners for vitiligo treatment, served as the control 
in our study. The  constituents of dawa-e-baras, namely 
Gulnar (Punica granatum Linn), Babchi(Psoralea 
corylifolia Linn), Geru (Bole rubra), and Gandhak 
(Sulphur), contribute to its pharmacological activities. 
The significant effect of the interventions can be 
comprehended to the pharmacological action of the 
ingredients of Gandhak amla sar (blood purifying, 
anti-inflammatory, diuretic,62 Mujaffif, Jali, Muhallil, 
Jadhib- i- rutubat),63,64 Geeru (Qabid),65 Gulnar (anti-
inflammatory, antioxidant, diuretic,66,67 Qabid, Mujaffif, 
Radi).64,65 Babchi (Immunomodulator, Antioxidant, 
anti-inflammatory, hepatoprotective,68 anti-leucodermic 
activity,69 Musaffi-i-dam, Mohammir-i-jild , Amrad-e 
-fasad- i -khoon).63,64,70 The benefits of these drugs 
in vitiligo may be due to their antioxidant property. 
Remarkably, many drugs used in vitiligo treatment 
possess antioxidant properties arising from the presence 
of polyphenols and flavonoids in them, likely operated 
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by donating electrons to neutralize free radicals71.

As previously mentioned, oxidative stress may serve 
as a catalyst for autoimmune destruction, ultimately 
leading to apoptosis, damage, and antigen exposure 
in melanocytes, thereby triggering vitiligo. So, recent 
research has placed greater emphasis on unraveling the 
mechanisms through which natural products combat 
oxidative stress in melanocytes. Through extensive 
exploration of targeted antioxidant therapy with Unani 
herbs, we predict a good approach to vitiligo treatment. 
While plants hold immense potential for skin care, 
additional research trials and clinical evidence are 
imperative, as the efficacy of many such extracts remains 
unverified. A cross-sectional study among pharmacy 
students showed strong belief and reliance on traditional 
medicine, indicating high acceptability of herbal 
therapies within future healthcare practice 72.   Reviews 
on the role of vitamins in dermatological conditions 
highlight that micronutrients such as vitamins A, C, 
D, E, B12 and folate influence melanocyte function, 
oxidative stress, and immune regulation mechanisms 
central to vitiligo, thereby supporting the biological 
plausibility of antioxidant- and immunomodulatory-
rich Unani formulations73. Experimental work on 
plant extracts, including studies demonstrating anti-
inflammatory and wound-healing effects, further 
reinforces the therapeutic potential of botanicals 
similar to those used in Unani medicine 74. Additionally, 
reviews on herb–drug interactions emphasize the need 
for rigorous scientific evaluation and standardization of 
traditional therapies, underscoring the significance of 
conducting controlled trials such as the present study 
75. Collectively, these findings align with and strengthen 
the rationale behind assessing Unani polyherbal 
interventions as safe, acceptable, and potentially 
effective options for managing non-segmental vitiligo.
This study aimed to compare the effectiveness of two 
traditional Unani medicines, namely Dawa-e-Baras 
and Safuf-e-Baras, in treating Baras (Vitiligo). Due to 
ethical reasons, placebo was not included in the study. 
The hypothesis is that the ingredients of Dawa-e-Baras 
may possess intrinsic properties that can prove to be 

effective in treating Vitiligo. However, the results of the 
study suggest that both therapies are equally effective in 
reducing VETI scores and improving the quality of life 
of vitiligo patients.
The current study has certain constraints, such as a 
limited sample size, a relatively short study duration, and 
a restricted range of assessment parameters. Therefore, 
it is advisable for future clinical trials to consider 
larger sample sizes, extended study durations, and 
the incorporation of more comprehensive assessment 
scales.

CONCLUSION
The present findings shows that the Dawa-e-Baras was 
equally effective as Safuf-e-Baras in reducing VETI 
score in vitiligo patients and also improved the quality 
of life of these patients. It has also been observed that 
the safety parameters remained unchanged before 
and after the trial in both the Group A and Group B. 
Further studies are imperative to validate the outcome 
of this study and also to generate more evidences on the 
effectiveness of the interventions.
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