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may not be present simultaneously; the presence of yellow nails 
may solve the diagnostic dilemma in such cases.
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medication for tuberculous pleural effusion with category III 
revised national tuberculosis control program.[6]

The basic abnormality of YNS is hypoplasia of the lymphatics, 
which is responsible for lymphedema, pleural effusion, and 
nail changes. In the majority of cases, lymphangiography 
demonstrates hypoplastic, defi cient, and sclerotic lymphatic 
vessels; yellow nail occurs due to altered arterial circulation 
and Raynaud’s disease. Hypoalbuminemia and protein losing 
enteropathy are due to lymphatic leakage of protein and it is 
also associated with increased capillary permeability of the 
walls of villi.[5]

Onycholysis, yellowish green, thickened, and excessively 
curved nails are found in most cases of YNS. Oral and topical 
vitamin E and clarithromycin are useful in the management of 
nail abnormality. Intralesional steroid is also effective. Primary 
lymphedema affects the lower extremity. Pleural effusion is 
exudative, lymphocytic predominant, bilateral and recurrent in 
the majority of cases.

In this case, diagnosis of YNS was obvious due to the presence 
of triad namely yellowish thickened nails, primary lymphedema 
and recurrent bilateral pleural effusion. Sometimes all features 

Table 1: Pleural fluid findings over time
Pleural fluid 25 Oct 06 25 May 09 24 Aug 09

Glucose (mg/dl) 146 102 98

Protein (gm/dl) 2.4 2.4 2.2

Cholesterol (mg/dl) 31 39 33

Triglyceride (mg/dl) 20 30 09

LDH (IU/L) 330 306 344

ADA (U/L) 13.7 15.8 16.6

Cell count (cells/Cumm.) 20 14 8

Cell type L*-80% L*-70% L*-75%

PMN†-20% PMN†-30% PMN†-25%

L*: Lymphocytes, PMN†: Polymorphonuclear leucocytes
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Pathophysiology, 
clinical assessment, and 
investigations involving leg 
ulcers
Sir,
The article venous leg ulcers: Pathophysiology and 
classification by B Vasudevan[1] was interesting, and 
the author has dealt very eloquently with the subject of 
pathophysiology, classifi cation, clinical assessment and 

investigatory approach to the patient with a leg ulcer. 
There are many causes for leg ulceration. However, the 
majority (>90%) of chronic leg ulcers have a vascular 
etiology, with chronic venous hypertension thought to be the 
primary cause of around 70% and a signifi cant contributory 
factor in a further 15% that has mixed arterial and venous 
etiological factors. Approximately, 5% occur due to arterial 
insuffi ciency. The rest may be due to diabetes, vasculitis, 
malignancy, hematological disorders, rheumatoid arthritis, 
pressure and other trauma.[2]

The pathophysiology of venous ulceration, including the 
clinical, etiologic, anatomical and pathophysiological (CEAP) 
classification, so important for clinical assessment and 

rohinipc
Rectangle



Letters to the editor

532 Indian Dermatology Online Journal - October-December 2014 - Volume 5 - Issue 4

management, has been discussed in detail by the authors. 
A brief mention of pathophysiology of other common ulcers 
needs to be made. Arterial leg ulcers occur as a result of 
reduced arterial blood fl ow and subsequent tissue perfusion. 
Three mechanisms involved in the pathophysiology are (a) 
extramural strangulation, (b) mural thickening or accretion, 
and (c) intramural restriction of blood fl ow.

Diabetic foot ulcers are common and estimated to affect 15% 
of all diabetic individuals during their lifetime. The etiology of 
diabetic foot ulcers usually has many components. Peripheral 
neuropathy has been demonstrated to be the single most 
common contributing cause of foot ulceration. Ulceration 
can be attributed to a triad of peripheral neuropathy, 
biomechanical deformity, and superimposed minor trauma.[3] 
In general, lack of sensation from neuropathy is responsible 
for unrecognized repetitive trauma and loading that leads to 
skin and soft tissue breakdown, creating an entry point for 
infection. Therefore, understanding the cause, presentation, 
and treatment of diabetic peripheral neuropathy is paramount 
for prevention of diabetic lower extremity ulcerative disease 
and amputation. To add to the woes, an inflammatory 
environment contributes to diabetic microangiopathy, 
worsening local ischemia.[4] Other factors in ulceration are 
trauma, deformity, callus formation, and edema.[5]

Pressure ulcers are as their name implies, caused primarily by 
unrelieved pressure. They usually occur over bony prominences 
such as the sacrum, trochanter or the heel but can occur on any 
part of the body subjected to pressure. They develop due to the 
compression and localized damage of skin and the underlying 
tissue between a bony prominence and an external surface.

A detailed history may provide clues to the etiology of the 
ulcer and should be confi rmed by physical examination and 
appropriate investigations. Venous ulcers most commonly 
occur above the medial or lateral malleoli. Arterial ulcers 
often affect the toes or shin or occur over pressure points. 
Neuropathic ulcers tend to occur on the sole of the foot or over 
pressure points.

Ankle brachial pressure index is of immense value, as has 
been aptly brought out by the authors. The newer modalities 
of investigations include color duplex ultrasound scanning 
which has become the gold standard for evaluation of venous 
obstruction, but is also used to assess the location and extent 
of refl ux in venous ulcers. A lot of stress is often laid on wound 
swab cultures and immediate initiation of “appropriate” systemic 
antibiotics. The clinician should desist from such deleterious 
actions. Antibiotics are to be started only if the patient is febrile 
and exhibits overt signs of sepsis that may include leukocytosis 
and in the peri-operative period to cover against a bacteremia 
following debridement. A quantitative bacterial culture is more 
specifi c and should be performed once wound infection is 

suspected.[6] This is performed by curetting or biopsying the 
bed of the ulcer. The quantitative biopsy is the current favorite 
for assessing microbial pathogens within the wound.[6,7] 
Quantitative biopsies containing <105 organisms/g of tissue 
are considered signifi cant, and systemic antibiotic therapy 
should be then considered. Future applications in investigating 
the patient may include gene variant analysis in patients with 
venous leg ulcers. This implies that the high-risk minority of 
patients could be identifi ed in advance by means of a simple 
blood test that could act as a genetic screening device.[8]

An ideal management plan for patients with leg ulcers 
should involve an early strategic and coordinated approach 
to delivering the correct treatment option for each individual 
patient, based on the accurate assessment of the underlying 
pathophysiology.
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