
Quiz
1) Fibrodysplasia ossificans progressiva is characterized by

which one of the following condition?

A. Constriction bands in wrist and ankle

B. Short valgus great toe

C. Blue sclera

D. Down-pointing umbilicus

2) In trigger finger the level of tendon sheath constriction is

found at the level of:

A. Middle phalanx

B. Proximal interphalangeal joint

C. Proximal phalanx

D. Metacarpophalangeal joint

3) In limb replantation, last to be repaired is:

A. Artery

B. Vein

C. Nerve

D. Extensor tendon

4) Identify the structure marked with arrow in Fig. 1:

5) Schaeffer's test is used for

A. Testing DRUJ stability

B. Diagnosing fracture of ulnar styloid

C. Confirming the presence of Palmaris Longus

D. Diagnosis of carpal tunnel syndrome

Answers and explanations

Answer 1): B. Short valgus great toe

Fibrodysplasia ossificans progressiva (FOP) is a very rare

autosomal dominant genetic disorder with a prevalence of

one case in 2 million individuals. FOP is caused by a recurrent

activating mutation in the gene encoding activin receptor 1A/

activin-like kinase 2. The name myositis ossificans progres-

sive was assigned to the condition by von Dusch in 1868.

Heterotopic ossification (HO) typically begins to form dur-

ing the first decade of life preceded by painful soft tissue

swellings (flare-ups). These swellings are sometimes

mistaken for aggressive fibromatosis or musculoskeletal tu-

mors. These formations of heterotopic bone usually span over

joints and lead to ankylosis and progressive immobility. The

HO usually follows a specific anatomic pattern. They begin in

the neck, shoulders, back and then progress to trunks and

limbs.

Malformations of great toes, such as hallux valgus,

deformed proximal phalanges and shortened first metatarsal

bones are pre-osseous features of FOP. The malformation of

great toes can vary from a fibular deviation of the great toes to

their complete absence.

Many patients develop sever scoliosis and thoracic insuf-

ficiency. Other spinal abnormalities seen are large posterior

elements, tall narrow vertebral bodies and fusion of facet

joints in cervical spine. Patients with FOP also have abnor-

malities in the rest of the skeleton like clinodactyly, short

broad femoral necks, and osteochondromas.
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Answer 2): D. Metacarpophalangeal joint

Stenosing tenosynovitis (trigger finger) is usually seen in

individuals older than 45 years of age. It can have various

causes like rheumatoid, infectious, tumors of synovial sheath,

hormonal and mechanical factors. Patients may note a lump

or knot in the palm that can be palpated by the examiner's
fingertip andmoveswith the tendon. Local tendernessmay be

present. Triggering is accentuated by pressure. This nodule is

usually at the level of the metacarpophalangeal joint at the

entry of the tendon into the proximal annulus. The first

annular pulley (A1) is by far the most often affected pulley,

though cases of triggering at second and third annular pulleys

have also been reported. The lumpmay be the thickened area

in the first annular part of the flexor sheath or a nodule or

fusiform swelling of the flexor tendon just distal to it. Pressure

accentuates the snapping or triggering of the distal joints.

When associated with a collagen disease, the long and ring

fingers are most commonly involved. In rheumatoid arthritis,

the nodule might be distal to the metacarpophalangeal joint

and is not always be relieved by sectioning the A1 pulley

alone. Occasionally, a partially lacerated flexor tendon at this

level heals with a nodule sufficiently large to cause triggering.

Treatment of trigger finger is usually nonoperative by

measures like stretching, night splinting, and combinations of

heat and ice. A single corticosteroid injection has a 60% suc-

cess rate. A percutaneous release using a fine needle can lead

to incomplete release and damage to flexor tendons and
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digital nerves. Surgical release reliably relieves the problem

for most patients.

References

1. Wang J, Zhao J, Liang C. Percutaneous release, open sur-

gery, or corticosteroid injection, which is the best treat-

ment method for trigger digits. Clin Orthop Relat Res.

2013;471(6):1879e1886.

2. Makkouk AH, Oetgen ME, Swigart CR, Dodds SD. Trigger

finger: etiology, evaluation, and treatment. Curr Rev Mus-

culoskelet Med. 2008;1(2):92e96.

Answer 3): C. Nerve

Replantation is replacement of tissue or a structure (digit)

in the site from which it was previously lost or removed. For

replantation; at the trauma scene, collect and preserve all

amputated parts. Even parts that are crushed and not thought

to be suitable for replantation can provide tendons or bone.

The amputated part must be cooled to 4 �C to preserve it.

An hour of warm ischemia is equivalent to approximately 6 h

of cold ischemia. Hence, cooling can prolong the window of

opportunity for replantation. Wrap the part in saline-soaked

gauze or towel and then place it in a dry plastic bag. Place

this bag on ice in an icebox/cooler, or in a second bag filled

with ice and water, as soon as possible. This 2-layer approach

avoids submersion of the part in ice water, which causes

freezing of the tissues and cell destruction.

If possible, bleeding from proximal vessels should be

controlled with pressure, and ligature control should be

avoided. Bone, tendon and skin can tolerate approximately

8e12 h of warm ischemia and as long as 24 h of cold ischemia.

However, muscle necrosis after 6 h of warm ischemia or 12 h

of cold ischemia. In general, amputated digits may tolerate

12 h of warm ischemia and 24 h of cold ischemia. Other major

amputations tolerate 6 h of warm ischemia and 12 h of cold

ischemia because of their larger muscle content.

The normal sequence of replantation is as follows:

1. Debridement

2. Identification and/or tagging of vital structures

3. Skeletal stabilization

4. Extensor tenorrhaphy

5. Venous repair

6. Artery repair

7. Repair of flexor tendon

8. Neurorrhaphy

9. Skin closure

10. Dressing

The amount of bone shortening necessary is dictated by

the extent of comminution. Shortening to facilitate vascular

repairs is not necessary because vein grafting is adequate.

Following appropriate shortening, the bonemay be stabilized.

Following bone and/or joint stabilization, the extensor tendon

mechanism is repaired to improve stability. Veins are repaired

prior to arterial anastomosis. This approach minimizes blood

loss and prevents a bloody surgical field. In situations of pro-

longed ischemia arteries are repaired after repair of just one

vein. Flexor tendons may be repaired prior to or following

neurovascular anastomosis. In digital amputations it is

preferred to add stability by repairing flexor tendons prior to

arterial and digital nerve repair. For more proximal amputa-

tions, muscles and tendons are reconnected after performing

the arterial repair. The nerve is the last structure to be

repaired.
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Answer 4): Omovertebral bar in Sprengel shoulder

Sprengel deformity, or congenital elevation of scapula, is a

congenital deformity of the shoulder named after Otto Ger-

hard Karl Sprengel (1852e1915), a German surgeon who

described four such cases in 1891.

Sprengel deformity is usually noticed at birth, elevated

scapula being visually noticeable and is associated with

restricted movements of the scapula and shoulder. Failure of

caudal migration of the scapula during early fetal develop-

ment is implicated to result the deformity. It usually coexists

with other congenital abnormalities of vertebrae and ribs.

Omovertebral bar (fibrous, cartilaginous and/or osseous

connection between scapula and cervical spine) is often pre-

sent. It is also commonly associated with hypoplasia or atro-

phy of regional muscles, and these associated features can

cause further misshaping of the shoulder and limitation of

shoulder movements.

Patients with Sprengel deformity often have other abnor-

malities like Klippel-Feil syndrome, spina bifida, kyphosco-

liosis, torticollis and underdevelopment of clavicle or

humerus which should looked for in any patient presenting

with Sprengel deformity.

Cavendish classification is commonly used for grading of

this condition. Grade I cases have mild deformity and the

deformity is almost invisible when the part is coverted with

clothes. Grade II deformity is still mild but appears as bump

Fig. 1 e Clinical photograph of the child's neck from

behind.
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