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Table 1: Histologic features assessed in granuloma annulare
Feature

Total: 21 cases

Mucin obvious on H and E
Elastophagocytosis
Neutrophils

13
6 (5 in sun-exposed regions)
7

Eosinophils

8

Giant cells

12

Karyorrhectic debris

6

Small-vessel vasculitis

2

study of 38 cases, where 33 (86%) biopsies showed
vasculitis on histology/ immunofluorescence.[4] In this
series, elastophagocytosis [Figure 1e] was frequently
observed in lesions over sun-exposed areas, adding
credence to the idea that actinic granuloma is merely
GA occurring in sun-exposed areas.[5]
The pathologist should be well versed with all the
morphologic variations of GA in order to make a
confident and reliable diagnosis.
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Table 2: Clinicopathologic correlation in granuloma annulare
Clinical
Location in
presentation dermis

Histomorphologic pattern

Annular

Variable

Interstitial-7,
Complete palisading-2, Sarcoidal-1

Nodule

Deep

Complete palisading-2

Papules

Variable

Interstitial-7,
Complete palisading-1

Crusted
pustule

Entire dermis
was involved

Complete palisading with
transepidermal elimination of
collagen (perforating variant)-1

On follow-up, the lesions resolved in all except 1
case. This patient had perforating GA, with repeated
recurrences.
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Herpes zoster motor neuropathy:
A clinical and electrophysiological
study
Sir,
Neurological complications of herpes zoster include
post-herpetic
neuralgia,
meningoencephalitis,
transverse
myelitis,
Gullian-Barre
syndrome,
peripheral nerve palsy, cranial nerve palsies and
deafness.[1] Among these complications of herpes
zoster, involvement of motor neurons is uncommon
and segmental motor paralysis of the limbs is seen in
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only 5% of these cases.[2] We observed three cases of
limb paralysis following herpes zoster out of 100 cases
of herpes zoster in a 6-month period from May 2004 to
October 2004.
Our first case was a 49-year-old male who presented
with weakness in the left lower limb and foot drop
of 10 days duration. On enquiry, the patient gave
a history of painful vesicular eruption over the left
lower leg 3 weeks ago and, on examination, discrete
hyperpigmented macules were seen in the L5-S1
dermatome on the medial aspect of the left lower limb
and foot, suggestive of healed lesions of herpes zoster.
The second case was a 65-year-old male diabetic who
presented with right wrist drop of 3 days duration.
Three weeks ago, he had painful grouped vesicular
lesions over the medial side of the right arm. There
were grouped hypopigmented macules over the medial
aspect of the right arm, extending from the axilla to
the elbow joint (C8-T1 dermatome), suggestive of
healed herpes zoster. The third case was a 49-yearold male who presented with inability to completely
abduct the right shoulder and flattening of the deltoid
contour on the right arm since 5 days. Two weeks
ago, the patient had painful vesicular rash over the
posterolateral aspects of the right shoulder and there
were grouped hypopigmented and hyperpigmented
macules over the lateral and posterior aspects of the
right shoulder, suggestive of healed lesions of herpes
zoster (C5-C6 dermatome). In all the three cases, there
was no history of prior trauma. In all the three cases,
motor neuropathy developed 2–3 weeks after the onset
of skin lesions of zoster and the patients did not take
specific treatment with acyclovir for herpes zoster.
In all the three cases, power of the involved group
of muscles was markedly decreased compared to
other groups of muscles. Complete neurological
examination revealed no other abnormality. In all
the cases, there were no hypopigmented anesthetic
patches, all the peripheral nerves were normal in
consistency, were not thickened and there was no
clinical evidence of Hansen’s disease. Hence, skin
smear and skin biopsy were not performed. Routine
hematological and biochemical tests were within
normal limits and serological tests for syphilis and
human immunodeficiency virus screening tests were
negative in all the three cases. Varicella zoster virus
(VZV)-IgG antibody titers were markedly raised in all
the three cases – 440 U/ml, 97.41U/ml and 156.64 U/
ml in the first, second and third cases, respectively
(normal range: <9 U/ml, negative; >11U/ml, positive).
In all the cases, magnetic resonance imaging of the
570

spine revealed early degenerative changes with no
evidence of nerve root compression. Nerve conduction
studies were carried out in all these cases, which
showed involvement of the left common peroneal and
posterior tibial nerves in the first case, right radial
and ulnar nerves in the second case and right axillary
nerve in the third case [Table 1]. All these cases were
managed with physiotherapy and complete recovery
was observed after 6–12 weeks.
Pathogenesis of motor paralysis following herpes zoster
may involve viral invasion and inflammation of the
motor neurons of the anterior horn cells by the VZV
at the same time and site as the cutaneous eruption.[3]
Nerve conduction studies in all our three cases showed
decreased nerve conduction velocity and decreased
amplitude of action potential of involved nerves,
suggestive of significant axonal involvement. Similar
findings in electrophysiological studies conducted in
herpes zoster limb paralysis were reported in previous
studies.[4] The latency period between the onset of
vesicular eruption and the development of limb
weakness may vary from 1 day to 4 months.[2] In all
our three cases, limb paralysis developed 2–3 weeks
after the onset of skin lesions of zoster. The prognosis
for zoster segmental weakness is generally good, with
complete recovery in 55–75% of the cases in <1 year.[2]
Previous literature suggests that systemic steroids
along with acyclovir are beneficial in cases of Ramsay
Hunt Syndrome for recovery of facial nerve paralysis
but are not indicated in limb paralysis. Recovery from
paralysis was uniformly good in all our three cases
within 6–12 weeks with physiotherapy.
Limb paralysis following herpes zoster has been
reported infrequently in India[5] and in other parts of
the world.[2-4] In endemic areas, leprosy is the most
common cause for all peripheral limb paralysis,

Table 1: Nerve conduction studies
Case
no.

Nerve
involved

Left

Right

Velocity

Amplitude

Velocity

Amplitude

Case-1 Common
peroneal

31.13 m/s

1.78 mv

48.53 m/s

11.8 mv

Posterior
tibial

34.57 m/s

6.7 mv

46.49 m/s

19.4 mv

55.21 m/s

20.82 mv 31.36 m/s

4.50 mv

44.4 m/s

39.87 mv 30.03 m/s

5.04 mv

32.25 mv

12.11 mv

Case-2 Radial
Ulnar
Case-3 Axillary

-

Bold values are deranged values in the cases
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like foot drop and wrist drop, but VZV can also
rarely produce limb paralysis. In view of the high
prevalence of herpes zoster in recent times, this
uncommon complication of herpes zoster should
also be considered in all peripheral limb paralysis
cases. The purpose of this report is to create
awareness about this uncommon complication of
herpes zoster among dermatologists, physicians and
general practitioners.
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Scarification practice and
scar complications among the
Nigerian Yorubas
Sir,
Scarification involves cutting or making an incision
into the skin and then allowing the wound to heal,
leaving a permanent scar. The incision is usually
accompanied by rubbing of some herbal concoction,
which is expected to mix with the blood and serve the
purpose for which the scarification is made. The wound
often heals leaving tiny hyperpigmented marks. Many
ailments and diseases are claimed to be cured through
this practice. Several complications, including keloids
and hypertrophic scars have been observed following

these procedures in Black Africans.
A set of semi-structured questionnaires were
administered to 143 adult Nigerians to study the practice
and scar complications of scarification in Nigerians.
Respondents included 44 (30.8%) males and 99
(69.2%) females with a mean age of 21.4 years.
Majority 104 (72.7%) of the respondents had tertiary
education, whereas only 6 (4.2%) had no formal
education at all. One hundred and seventeen (81.8%)
of the respondents knew about scarification. Seventythree (51.0%) had scarification at one time or another.
Consent was given by only 20 (14.0%) before they
were given scarifications. Scarifications were given by
native/traditional doctors in 23 (16.1%), 25 (17.5%) by
subjects’ fathers, 12 (8.4%) by mothers, and 9 (6.3%)
by uncles.
A razor blade was the most commonly used
instrument for scarification in 60 (42.0%) of the
respondents, whereas knife was used in 13 (9.1%) of
them. Thirty-three (23.1%) of the respondents used
a single instrument, whereas 30 (21.0%) had shared
the instruments with 2 or more others. Religion and
education did not appear to affect the scarification
practice. The reasons given for scarifications included
protection from evil, 30 (41.1%), treatment of febrile
convulsion, 6 (8.2%), and treatment of epilepsy, 3
(4.1%) [Table 1].
Only 15 (10.5%) would still accept scarification/tribal
marks if offered again. The face was the commonest
site of scarification in 22 (30.1%) followed by the
head, 19 (26.0%), the forearm. 7 (9.6%), and the hand,
6 (8.2%). Others are as shown in Table 2.
Twenty-six (35.6%) of the respondents who had
scarifications, had the scarification marks becoming
hypertrophied/keloidal. The marks on the chest gave
most of this problem with 10 (13.7%), head 5 (6.8%),
neck 2 (2.7%), face 7 (9.6%), whereas the shoulder
and abdomen have 1 (1.4%) hypertrophic scar/keloids
each [Table 3].
Tribal scarification is common in West Africa.[1]
Ritual scarification is the culturally sanctioned
process of incising the skin to achieve patterned scars.
Scarification was practiced widely by traditional
societies, but increasingly becoming uncommon.[2]
This practice is deleterious, diversionary, and causes
complications.
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