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A forgotten cause of bilateral 
wrist drop

Sir,
A 49‑year‑old, nondiabetic and normotensive gentleman 
presented to the hospital with progressive distal weakness of 
both the upper limbs. This started in the right upper limb for over 
a year at the time of presentation to the hospital and extended 
to the left hand after approximately 2–3 months [Figure 1].

The patient had a past history of abdominal colic approximately 
2 years prior to the present illness, for which he underwent an 
exploratory laparotomy. However, no pathology could be found.

Lead (Pb) has a wide range of use in the industry because of its 
properties such as ease of casting and fabrication, resistance 
to corrosion, opacity to X‑rays, and a low melting point.[1,2] It 
is gradually being replaced by other materials.

Pb is absorbed in the body from any route, that is, respiratory tract 
and gastrointestinal tract (elemental and inorganic lead) and even 
skin (organic lead). It is distributed all over the body, especially 
in erythrocytes. A prolonged elimination half‑life  (30 days in 
the blood and 27 years in the bone) results in an increase in its 
concentration in the body over time. The distribution is present 

in 3 pools—blood and soft tissue (exchangeable pool and thus 
most important toxicologically), soft tissues, and the skeletal 
system. It is excreted in the urine and feces (unabsorbed) as 
well as from the bile. Small amounts of Pb are also eliminated 
in other fluids e.g., saliva, sweat, breast milk, etc.[2]

Robert Kehoe suggested that the blood Pb concentrations 
of less than 80 µg/dl may not cause clinical Pb poisoning. 
Maximum blood concentration considered safe was, therefore, 
reduced to 80 µg/dl. At present, the safe levels are considered 
to be  <10 µg/dl. Nephrotoxicity  (seen as proteinuria 
and low glomerular filtration rate) occurs with blood Pb 
concentrations of >50 µg/dl. Sperm abnormalities occur at 
concentrations >40 µg/dl. Endocrinal effects are evident at 
concentrations >60 µg/dl.[2] Delayed puberty occurs in girls.[3]

The International Agency for Research on Cancer determined 
that inorganic Pb compounds are carcinogenic to humans 
(group 2A) and that organic Pb compounds are not classifiable 
as carcinogenic to humans (group 3).[4]

Pb accumulates till a critical body burden is reached, following 
which, sudden onset, rapidly progressive symptoms develop. 
However, subclinical presentations may often occur early [Figure 2].

Figure 1: Patient had bilateral wrist drop

Figure 2: Non-neurological manifestations of lead poisoning. PCT: Proximal 
convoluted tubule
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Pb may affect the central, peripheral, and autonomic nervous 
systems. Mild symptoms are characterized by fatigue and 
lethargy that can disturb the routine activities. Severe 
conditions such as encephalopathy, impaired consciousness, 
and bizarre neurological signs are unusual in adults but are 
frequent in children due to the occurrence of pica.[5] The 
severity of symptoms range from confusion and disorientation 
to repeated resistant seizures, coma, and death. Lateralizing 
signs such as focal seizures, hemiparesis, and Babinski 
sign on one side may also be seen.[6] Encephalopathy with 
headaches, excess salivation, vomiting, irritability, insomnia, 
delusions, and hallucinations may be seen.[7] Chronic exposure 
to Pb causes psychiatric symptoms and mild cognitive 
impairment.[5]

Neuropathy is usually asymmetrical and predominantly 
motor, but rarely sensory. The weakness is more common 
in the upper limbs than in the lower limbs, affecting finger 
extensors followed by wrist extensors leading to “wrist drop.” 
Weakness may also be seen in other muscles and even in more 
proximal muscles. Similar weakness in lower limbs, causing 
a “foot drop,” may be seen in children.[5]

Our patient was a factory worker in a battery manufacturing 
unit and had been exposed to Pb plates. The patient had held 
the job for the past 6–7 years. Nerve conduction velocity 
showed changes in the bilateral radial and medial nerves with 
involvement of both the lower limbs [Figure 3]. Laboratory 
investigations showed basophilic granules suggestive of 
Pb poisoning  [Figure  4]. Biochemical measurements for 
Pb estimation were available, and the levels were found 
to be high (104.7 pg/dl; acceptable range upto 10 pg/l). Pb 
poisoning is not a common condition any more. The usual 
presentation is a unilateral wrist drop. Our patient showed 
bilateral wrist drop. Sensory involvement, usually rare, was 
also seen in both the lower limbs. Pb should, therefore, be 
considered as an implicating condition in a patient presenting 
with bilateral wrist drop.
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Clear cell sarcoma of the 
paraspinal ligament – A rare 
tumor at an unusual location: 
A review

Sir,
Clear cell sarcoma (CCS) was first described by Enzinger in 
1965.[1] It is a rare, aggressive soft‑tissue tumor comprising 
approximately 1% of all soft tissue sarcomas. Due to its close 
clinical and histological similarity with a malignant melanoma, 
Chung and Enzinger proposed the name “malignant 
melanoma of soft parts.”[2] It is mostly seen in young adults 
with the median age of presentation around 30 years. This 
tumor typically arises in the deep soft tissues of the distal 
extremities particularly the foot and ankle, although cases 
presenting in the kidney, trunk, penis, gastrointestinal tract, 
and head and neck have also been reported.[3] We report a 
CCS located extradurally at the thoracic spine (D3/D4) level in 
a 19‑year‑old female patient who presented with progressive 
paraparesis. On reviewing the literature, we found our case 
to be the second case of CCS in the paraspinal ligament and 
the fourth case of CCS of the thoracic region.

A 19‑year‑old female patient presented with complaints 
of backache over the upper thoracic region, and tingling 
and numbness in both lower limbs for 4 months. She also 
complained of weakness in bilateral lower limbs for the 
past 4 months, which was progressive in nature. She had no 
complaints in both the upper limbs. No bowel and bladder 
complaints were present. On neurological examination, 
power was 3/5 in both lower limbs. Light touch and pinprick 
sensations were present but other sensations were grossly 
absent. Deep tendon reflexes were exaggerated in both the 
lower limbs with ankle clonus. No cutaneous melanotic lesions, 
subcutaneous nodules around large joints, or abdominal 
mass (especially mass lesions in the kidneys) were found.

Plain and contrast magnetic resonance imaging  (MRI) 
revealed a well‑defined extradural mass lesion measuring 
3.2 cm × 1.7 cm × 1.3 cm posterior to the thoracic spinal cord 
at D3–D4 level with a small right neural foraminal extension 
at the same level. The mass showed an isointense signal 
intensity on T1‑weighted images and iso‑ to hypo‑intensity on 
T2‑weighted images, which on post‑gadolinium study, showed 
a moderate, nonhomogenous enhancement [Figure 1]. There 
was associated mass effect leading to compressive thoracic 
myelopathy. Ultrasonography of abdomen, and X‑ray chest 
and dorsolumbar spine were normal. There was no history 
of melanoma or other skin lesions.

Elective neurosurgical intervention was planned and 
D3–D4 laminectomy with complete excision of the mass 
lesion was done. Intraoperatively, the mass lesion was 
firm, well‑circumscribed, and grayish‑white in color. The 
mass was extradural and showed a small right neural 
foraminal extension at the D3–D4 level. The excised mass 
on histopathological examination  (HPE) was reported 
to be a tumor with tightly packed nested and fascicular 
arrangement infiltrating adjacent fibrocollagenous tissue. 
Nested tumor cells were large, polygonal, having a vesicular 
nuclei with a single prominent nucleolus and clear cytoplasm, 
with transition to spindle‑shaped cells with a brisk mitotic 
activity and no neural differentiation. Tumor cells revealed 
melanin pigment at places. On cytohistochemistry, it 
showed a strong positivity for vimentin, S‑100, and human 
melanoma black‑45 (HMB‑45) and was negative for actin and 
desmin [Figure 2]. Based on these findings, the patient was 
diagnosed as a case of a primary CCS of spinal ligament at 
the D3–D4 level. The postoperative period was uneventful 
and the patient was referred to the Radiotherapy Department 
for adjunctive radiotherapy.

CCS is a rare tumor, accounting for approximately 1% of all 
soft tissue sarcomas. It mainly affects young adults in the 
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