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a considerable subset of patients  (47.22%) to be tested by 
the current standard for ALK detection. Both, the overall 
incidence  (3.9%) and the incidence in the subset of patients 
using FISH  (2.19%), as found in our study, is at par with any 
published literature. However, the 5.88% incidence of ALK 
mutation as detected by IHC is lower than the IHC‑based 
incidences reported worldwide  (6.24%–10.66%).[7‑10]

Conclusion
This is the first regional reporting of the incidence of ALK 
positive NSCLC from the eastern India, and, also one of 
the earliest reporting based on IHC in a substantial subset 
of patients. The overall incidence of ALK mutation positive 
NSCLC in Kolkata is 3.9%. The incidence by IHC is 5.88% 
and by FISH is 2.19%, in the subset of patients tested by these 
two modalities respectively. This study was not planned to 
identify any concordance or statistical differences between the 
two detection methods, and therefore not reported. The study, 
though, is limited by its retrospective nature and the lack of 
demographic, clinical and survival data.
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Letter to the Editor
Cutaneous Hodgkin’s lymphoma
DOI: 10.4103/sajc.sajc_195_17
Dear Editor,
Cutaneous involvement by Hodgkin’s disease  (HD) is very rare 
and seen in only 0.5%–3.5% of cases.[1] It is characterized by 
the presence of Reed–Sternberg  (RS) and Hodgkin’s cells in a 
characteristic milieu of lymphocytes, plasma cells, eosinophils, 
and few histiocytes.
We present the case of an 80‑year‑old male patient   who 
presented with a history of multiple ulcers over the left 
thigh which varied in sizes from 0.5  cm to 2.0  cm. He took 
anti‑tubercular treatment for 6  months but failed to find any 
relief. On further examination, he was found to have inguinal 
and pelvic lymphadenopathy. Hence, fine‑needle aspiration 
cytology of inguinal node was performed, which hinted toward 
the presence of a neoplasm; however, no definite diagnosis was 
offered. For some mysterious reasons, this was not followed up 
by a biopsy of the lymph node; rather, the patient underwent 
biopsy of skin ulcer.
A paraffin block of excised skin ulcer was received for 
opinion. Histology revealed ulcerated skin with large‑sized 
tumor cells set against a background of lymphocytes, plasma 
cells, and eosinophils  [Figure  1a]. An exhaustive list of 
morphologically similar entities such as lymphomatoid 

(Continue on page 175...)

papulosis, granulomatous skin lymphoma, anaplastic large cell 
lymphoma, and regressing atypical histiocytosis were considered 
as differential diagnoses. This warranted an extensive 
panel of immunohistochemical markers. Tumor cells were 
immunoreactive for CD 20.  [Figure  1d], CD30  [Figure  1b], 
CD15  [Figure  1c], and paired box  (PAX‑5)  [Figure  1f] and 
were negative for CD3  [Figure  2a], CD4  [Figure  2b], CD5, 
CD7, CD8  [Figure 2d], CD43  [Figure 2c],   CD4  [Figure 2b] 5, 
CD 45 [Figure 1e] EMA [Figure 2e], and anaplastic lymphoma 
kinase‑1  [Figure  2f]. Morphological assessment of tumor in 
conjunction with results of the immunohistochemistry panel 
helped us conclude that this was a case of cutaneous Hodgkin’s 
lymphoma  (HL). Bone marrow biopsy done subsequently was 
clean. After confirmation of HD, the patient received  ABVD 
chemotherapy and is doing well.
The first description of specific cutaneous lesions of 
HD was given by Grosz in 1906.[2]  Bluefarb categorized 
the specific lesions of Hodgkins disease as follows:  (1) 
papules; (2) infiltrations or plaques;  (3) nodules or tumors; 
(4) ulcerative lesions; (5) various combinations of these 
lesions; and (6) erythroderma.[3] The enigma surrounding the 
diagnosis of primary cutaneous HL was resolved when  Sioutos 
et  al.   published the first verifiable series of cases with a 
diagnosis based on immunohistochemistry and modern imaging 
techniques.[2] Our case presented to us with an ulcerative lesion 
over the skin where tumor cells in addition to the classical
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pattern of immunoexpression also showed positivity for CD20. 
Tzankov et  al. in their study found 20% of the classic HL 
cases expressing CD20 and have discussed that expression 
can range from 5% to 80%.[4] PAX5 is a member of the 
highly conserved PAX domain family of transcription factors, 
located on chromosome 9p13, and it is expressed in all the 
developmental stages of the B‑cells, but not in the plasma cells 
or the T‑cells.[5] It is generally known to have faint nuclear 
staining of Hodgkin’s and RS cells as concurred by Desouki 
et  al. in their study.[6] Johri et  al. in their study found that in 
classical HL, the staining intensity varies from weak to moderate 
and is rarely strong compared with the normal reactive small 
lymphocytes.[5] Our case showed strong immunoexpression 
for PAX5. We feel that as this is a rare finding, it needs to be 
validated further. The conundrum of whether this represents a 
true blue case of primary cutaneous HL remains to be resolved, 
as this patient did not have his lymph node biopsied.
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Figure 1: (a) H and E, ×200, (b) CD30 ×200, (c) CD15 ×200, (d) CD20 ×200, 
(e) CD45 ×200, (f) PAX5 ×200
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Figure  2: (a) CD3 ×200, (b) CD4 ×200, (c) CD43 ×200, (d) CD8 ×200, 
(e) EMA ×200 (f) ALK 1 ×200
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