
CUTANEOUS LEISHMANIASIS:

Maelle Saliba, AwssChalhoub and Ibrahim Khalifeh

Department of Pathology and Laboratory Medicine,
American University of Beirut Medical Center, Beirut, Lebanon

Standardization Of An Evolving Disease With Ancient Roots



INTRODUCTION: AUBMC Archives







Delay in diagnosis?

Ç Lebanon is non-endemic for Cutaneous Leishmaniasis.

Ç Lack of exposure.

Ç Low index of suspicion.

Ç Broad clinical and microscopic spectrum.

Ç Known mimicker.
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ÅProtozoandisease

ÅTransmitted by the female sandfly, 
phlebotomusgenus

ÅPromastigotes(Blood) Ą amastigotes
(Macrophages)

ÅThree forms of disease:

1. CutaneousLeishmaniasis (CL)

2. MucocutaneousLeishmaniasis
3. VisceralLeishmaniasis
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epidemiology



Year-wise trend of CL cases
(from Salam et al 2014)

Migration patterns of refugees 
with  cutaneous  leishmaniasis  

identified in Lebanon
(from Saroufim et al 2012)



OBJECTIVES

1. Resurgence of Old World CL in endemic and nonendemic regions.

2. High index of suspicion.

3. Ability to produce extensive, mutilating chronic lesions.

4. To challenge traditional information.

5. Standardized and revisited understanding of the disease.



RESEARCH METHODS AND DESIGN

ÅN= 396.

ÅData collection:
üDemographic information:
ÅAge, gender, geographic 

origin.

üClinical history:
ÅInsect bite.

ÅDuration, size, anatomic 
location and number of 
lesions. 



CLINICAL 
STAGE

Inflammatory Proliferative/reorganizing Healed

LESION 
TYPE

Papule Plaque/nodule Ulcer Scar

ERUPTION 
TYPE

Wet Dry Both

RESEARCH METHODS AND DESIGN
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ÅFacial disfigurement

ÅThreatening sensory organs 
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EXTENSIVE DISEASE
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IDENTIFICATION OF ORGANISMS

PARASITIC INDEX AND CORRESPONDING CATEGORY

Amastigotes 

per standard 

section

PI PI category

1 or more 1+ Low

10 or more 2+ Low

100 or more 3+ Intermediate

1000 or more 4+ Intermediate

10,000 or more 5+ High

100,000 or more 6+ High

RESEARCH METHODS AND DESIGN



EPIDERMAL FEATURES

ωEpidermal status

ωStatus of the stratum corneum

ωUlceration

ωSerum crust

ωFollicular plugging

ωSpongiosis

ωBasal cell hydropic degeneration

ωInterface dermatitis.

HOST INFLAMMATORY RESPONSE

ωNeutrophils

ωLymphocytes

ωPlasmocytes

ωEosinophils

ωHistiocytes

ωGranulomas

ωGiant cells

ωPanniculitis

ωPerineural inflammation

ωNecrosis

RESEARCH METHODS AND DESIGN



RESEARCH METHODS AND DESIGN

Confirmation by polymerase chain 
reaction analysis.

Speciation by restriction fragment 
length polymorphism analysis.
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ResultsRESULTS: Patient Demographics and Clinical History 

ÅEqual gender based 
distribution.

ÅAge range: 1 to 92 years 
(mean 27.6).

ÅPediatric population: 
41.4%.

ÅHead and neck: 47.2%.

ÅInsect bite in 52.5 % .



Duration of lesion (mean, SD) 7.3 months (±9.8)

Number of lesions (mean, range) 2.3 (1-23)

Lesion size (mean, SD) 4.1 cm (±2.4)

CLINICAL 
STAGE

Inflammatory Proliferative/reorganizing Healed

RESULTS: Clinical Presentation

29.2% 55.8% 14.4%

LESION 
TYPE

Papule Plaque/nodule Ulcer Scar

3.8% 52% 42.7% 1.5%



RESULTS: Eruption type

79.9%

7.6%

12.5%

Dry Wet Mixed

Leishmania 
Tropica

Dry: 
77.2%

Wet: 
7.4%

Mixed: 
15.4%

Leishmania 
Major

Dry



Disease was extensive in 71.8% of cases

57.6 % 38.6 %

12.4 % 15.7 %8.2 %





RESULTS: Microscopic Examination

11%

25.1%

28.3%

35.6%

Epidermal status

Atrophy

Normal

Hyperplastic

PEH

49.3%

8.8%

41.8%

Stratum corneum status

Unremarkable

Hyperkeratosis

Parakeratosis
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CD1a 



90.3%

75.3% 72.7%

61.4%
58.2%

37.5%
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CUMULATIVE PRESENCE

INFLAMMATORY INFILTRATE

Histiocytic Lymphocytic Plasmocytic Eosinophilic Neutrophilic



82.5

14.5

1.5 1.5

Tuberculoid
Caseating
Suppurative
Sarcoidal

Present
55%

Absent
45%

GRANULOMATOUS INFLAMMATION AND SUBTYPE
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TRADITIONAL CLASSIFICATIONS VERSUS LESION AGE 
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CONCLUSION
Resurgence of Old World CL.

High index of suspicion.

Extensive, mutilating chronic lesions.

Challenge traditional information.

Revisit understanding.


