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CONDUCTIVE DEAFNESS FOLLOWING HEAD INJURY: REPAIR OF A DISLOCATED
INCUDOSTAPEDIAL JOINT BY WIRING*

ERICH KUSCHKE, M.B., CH.B. (PRET.), D. MID. C.O. & G. (S.A.), M.Mw. (OTOL.) (CAPE TOWN), Department of
Otolaryngology, University of Cape Town and Groote Schuur Hospital

DIAGNOSIS

0,1% energy penetrates liquid
Fig. 1. Loss of 30 db. in transfer of sound energy from air
to liquid medium.

of 1 G under experimental conditions. Transposed to man,
this would represent a substantial force and would be
directed against the smallest, the finest and most delicate
joint of the human body.

Does and Bottema' state that during the trauma the
skull, including the middle ear, is most likely distorted in
such a way as to displace the incus.
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History
Severe cranial trauma, often with bleeding from the ear,

is foHowed by persistent conductive deafness. Conductive
deafness due to haemotympanum or a tear of the tympanic
membrane is temporary, unless infection supervenes. The
trauma may have occurred very long ago and may be al­
most forgotten. Tborburn' successfully operated on a pa­
tient who had had a head injury 15 years previously, and
Freeman" successfully repositioned an incus dislocated 16
years earlier at cortical mastoidectomy when the patient
had been 5 months old. There was an immediate gain in
air-conduction hearing of 60 db.

Otoscopy may show the tympanic membrane to be
intact but may show cicatrization of the posterior superior
quadrant.

Audiometry
There is a severe conductive hearing loss with a Rinne­

negative response, and the Weber sign lateralizes to the
affected ear. The air-conduction and bone-conduction
curves are parallel, and Carharts notch is absent.' Interrup­
tion of the ossicular chain causes a near-60 db. conductive
hearing loss. This extensive loss can be explained as
follows:

(a) The middle-ear transformer mechanism is lost,
which otherwise overcomes the loss incurred when air­
borne sound energy is transferred to the denser medium
of fluid (Fig. 1).

'Date received: I March 1968.

The mechanism and nature of injury to the ossicular
chain have been studied and understood only comparatively
recently. With the operating microscope it has become
possible to verify a diagnosis of disruption of the ossicu­
lar chain and to treat the condition. The diagnosis is more
frequently made because of (a) increased awareness of the
entity by otologists and neurosurgeons, and (b) the in­
crease in traffic accidents.

It is of obvious medico-Iegal importance.

ANATOMY AND MECHANISM

Congenital interruption of the chain occurs, but is rare.
This is rather surprising when one considers that the
malleus and incus develop from the first visceral arch
and the stapes and stapedius muscle from the second arch.

Inflammatory causes for incudostapedial separation are
common.

Accidental interruption of the ossicular chain during
surgical procedures, e.g. stapes mobilization or cortical
mastoidectomy, is well known. This paper is concerned
with the interruption of the chain due to head injuries.

Considering the anatomy of the ossicular chain, it is
easy to see where the locus minoris resistentia is located.
The malleus is firmly attached to the anterior and posterior
malleolar ligaments and to the eardrum. The footplate of
the stapes is enclosed by the annular ligament, but the in­
cus, apart from a few strands of connective tissue in the
fossa incudis, lacks anchorage by firm ligaments. Its loose
suspension predisposes to dislocation. Out of 13 cases
subjected to operation by Does and Bottema,' 9 involved
various degrees of incudal displacement and the other 4
had fractures of the stapes crura.

Ballantyne' considered traumatic disruption an event
worth reporting and presented a case of incudostapedial
separation treated by him. Gisselsson' reported a case of
bilateral incudostapedial separation.

The malleus, though not immune to injury, is rarely
displaced, and Hammond' reported a case following head
injury, in which the malleus was found lying on the pro­
montory embedded in a few strands of fibrous tissue. Sade'
reported a case in which the footplate of the stapes was
shattered.

Most of these traumatic lesions follow severe head
injuries.

Hough" proposed three possible mechanisms for the pro­
duction of incudostapedial disruption:

(a) Due to a severe impact a vibratory reaction is set
up, causing momentary weakening and separation of tis­
sues. This sounds very nebulous. He also refers to an 'ex­
plosion' among the cells.

(b) Newton's law of motion related to inertia.
(c) Sudden tetanic contraction of the intratympanic

muscles. The stapedius muscle of the cat exerted a pressure
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Fig. 2. Audiogram showing the pre- and postoperative
hearing levels and the gain in air-conduction hearing.
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tioning resulted in prompt redisplacement of the lenticular
process. A length of Schuknecht silver wire was fashioned
as a double hook, and was hooked between the crura of
the stapes and around the long process of the incus, thus
re-establishing continuity of the chain (Fig. 3). A round­
window reflex was obtained by tapping the incus.

Fig. 3. The dislocated incudostapedial joint repaired by
wiring.

SUMMARY

Conductive deafness after head injury is mostly due to haemo­
tympanum or traumatic perforation, and usually recovers com­
pletely. Disruption of the ossicular chain should be su pected
if hearing does not recover after healing of the drumhead. The
hearing loss is commonly severe and in the order of 60 db.
Air conduction parallels bone conduction, and Carharts notch
is absent. Tympanotomy is imperative under the e circum­
stances. Dislocation of the incudostapedial joint i by far the
most common lesion. lncus repositioning is the preferred
method of repair. A case is reported where ucce ful repair
was effected by wiring with silver wire.

A postoperative audiogram showed almost complete
closure of the air-bone gap (Fig. 2). This has been main­
tained up to the time of writing, 10 months later.

The transformer action is made up of: (i) the large
surface area of the tympanic membrane which collects
vibratory energy, which is concentrated on the small area
of the stapedial footplate-this represents a gain of a
ratio of 28: I ; and (ii) the mechanical-lever advantage of
the ossicles which adds another 2 db.

(b) Not only is the transforming action of 30 db. lost
in the event of incudostapedial separation, but the intact
tympanic membrane shields the oval and round windows.
The very much reduced sound energy reaches the windows
in nearly equal force and phase.

Impedance Studies
The stapedius reflex is usually elicited by a sound stimu­

lus of 70 - 90 db. The resulting increased impedance can
be measured by the electro-acoustic impedance meter.
Inconstant results were obtained by Does and Bottema. '

Tomography
Gross ossicular displacement may be shown by tomo­

graphy.'"
Usually the diagnosis cannot be made with certainty,

but it is confirmed by exploratory tympanotomy.

TREATMENT

Treatment is always operative. The exact method will de­
pend upon the findings at operation. Different authors
have used the following methods:

Ballantyne,' in his case of incudostapedial separation,
interposed a polythene tube between the lenticular process
of the incus and the head of the stapes. This was initially
successful, and then deteriorated. At re-tympanotomy he
found that the polythene tube had moved off the stapes.
He then proceeded with a stapedectomy and inserted a
Schuknecht fat-wire prosthesis.

Hough' uses myringostapediopexy or repositioning of the
lenticular process of the incus on the head of the stapes or
an autogenous bone graft for the repair of the incudo­
stapedial separation.

Does and Bottema' prefer incus repositioning or amputa­
tion of the malleolar head and myringo-incudopexy or re­
moval of the incus and infraction of the malleus head,
interposing it between the head of the stapes and the tym­
panic membrane, or interposition of a polythene strut
between the malleolar neck and the stapes head. For
fractured stapes crura they advocate interpositioning of a
pellet of connective tissue or a teflon prosthesis interposed
between the malleolar neck and the stapes footplate.

Ankleseria" performs the ossiculoplasty of Hall and
Rytzner. 12

•
13 He extracts the incus, trims the long process

and replaces it so that the short process abuts against the
stapedial head, and the body supports the tympanic mem­
brane.

A CASE REPORT AND METHOD OF REPAIR

Three months before being seen, a 7-year-old boy sustained
head injuries and a right haemotympanum after falling
from a bus. He presented with a normal, intact, mobile
tympanic membrane but a severe conductive deafness,
the hearing loss averaging 60 db. (Fig. 2).

Exploration was undertaken via a postaural approach.
The incudostapedial joint was widely separated. Reposi-
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I wish to thank Dr. J. L. Marais, Acting Head of the Depart­
ment of Otolaryngology, for help and advice, and Dr. J. G.
Burger, Medical Superintendent, for permission to publish this
case.

ADDENDUM

A!1 adult male was referred from the neurosurgical department
Wlt~ ~acial paralysis following a head injury. He was found, in
additIOn, t~ have a pro~oun.d .conductive deafness. At tympano­
tomy the l.n7udostapedlal .Jomt was found to be widely dis­
rupted. Wmng, as descnbed above, resulted in a similar
dramatic hearing improvement when tested audiometrically 1
week postoperatively.
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TRANSUMBILICAL PORTAL DECOMPRESSION*
P. D. SEAWARD, M.B., B.CH. (RAND), F.C.S. (S.A.) AND C. D. W. MORRIS, M.B., B.CH. (RAND), From the Depart­

ments of Medicine and Surgery, University of the Witwatersrand and Johannesburg Hospital

Massive gastro-intestinal haemorrhage resulting from
portal hypertension is a serious condition associated with
a high mortality and morbidity, particularly following the
usual methods of emergency portal-systemic shunt surgery.
Such patients are frequently submitted to surgery when
conservative methods have failed to control the bleeding,
and have to face a lengthy intra-abdominal procedure in.
the presence of a low or falling haemoglobin level, often
with grossly impaired liver function, a low prothrombin
time and low plasma proteins. It is therefore not
surprising that the success rate of such procedures leaves
much to be desired. Therefore, many patients with bleed­
ing varices due to alcoholic cirrhosis are regarded by
many surgeons as not worth an attempt at salvage by
operative means.

Following upon an article by Piccone et al.,' who
demonstrated the feasibility of transumbilical portal-sys­
temic shunting from experimental work on cadavers and
clinical material, we were prompted to employ this
method in a female patient, who presented with massive
gastro-intestinal haemorrhage, ascites and advanced liver
damage as a result of alcoholic cirrhosis of the liver.

CASE REPORT

The patient, a 45-year-old housewife, and a known alco­
holic, presented on 13 January 1968 with a haematemesis
of 24 hours' duration. She had passed 3 large melaena
stools just before admission.

On examination, she was mentally well orientated. She
had a hepatomegaly extending 2 in. below the umbilicus.
The liver was firm, non-tender and smooth. There was a
3-finger firm splenomegaly. Minimal ascites was present.
She was mildly jaundiced, and had palmar erythema,
normal hair growth and no spider naevi. Her blood
pressure was 110/60 mm.Hg, and her pulse rate 120/min.

The relevant investigations at this stage showed haemo­
globin of 10·1 G/IOO m!.; WBC 4,900/cu.mm.; prothrom­
bin index 73%; urea 58 mg.jIOO m!.; K 3'2, Na 143, CO,
28 and Cl 92 mEq./litre; bilirubin 2'4 mg./IOO m!., total
protein 6·6 G/lOO ml., albumin 3·87 G/IOO ml. A barium
sw~llow demonstrated the presence of marked oesophageal
vances.

She was transfused with 6 pints of blood. Despite this,
her haemoglobin remained at 10 G /100 m!' and she con­
tinued to vomit fresh blood over the next 24 hours. It

'Date received: 20 March 1968.

was decided that, in view of the fact that she was con­
tinuing to bleed, a portal decompression procedure should
be attempted in order to control the haemorrhage, and
pOSSibly thereafter a permanent umbilical-vein-to-saphe­
nous-vein shunt should be constructed.

Operative Procedure
The patient was submitted to operation on the night of

13 January 1968. Under a light general anaesthetic, using
a short supra-umbilical midline incision, the obliterated
umbilical vein was identified extraperitoneally, lying in the
free margin of the ligamentum teres. With very little diffi­
culty, it was possible to identify the obliterated lumen and
to serially dilate this with Bakes dilators up to a size 9.
As pointed out by Piccone et al.,' a definite resistance
was encountered where the umbilical vein met the
left portal vein, similar to that encountered in traversing
the sphincter of Oddi. Dilation was followed by a gush of
blood under high pressure. Portal pressure readings were
taken via a soft rubber catheter inserted along the umbili­
cal vein. The maximum pressure recorded immediately
after cannulation of the vein was 21·33 mm.Hg (290 mm.
H,O). It was possible, using the same catheter, to perform
a portogram via the umbilical vein, thus verifying the
anatomical patency of the vein and its wide communi­
cation with the left branch of the portal vein.

The right long saphenous vein was carefully dissected
from its bed in the subcutaneous tissues of the thigh via
an incision centred over the fossa ovalis, and extending as
far distally as the lower one-third of the thigh. All com­
municating branches were carefully ligated and the system
tested for leaks with heparinized saline. A subcutaneous
tunnel was created in the anterior abdominal wall and the
liberated saphenous vein brought up through it, still at­
tached distally to the right femoral vein. Unfortunately in­
sufficient length of vein had been mobilized due to under­
estimation of the distance from the fossa ovalis to the
umbilicus. Allowance had not been made for the curva­
ture of the anterior abdominal wall as a result of the
gross hepatomegaly. To overcome this problem, the left
long saphenous vein had to be partially mobilized, re­
moved and anastomosed, with its proximal end attached
to the distal end of the already inverted right long saphe­
nous vein. The final anastomosis was performed by join­
ing the distal (now proximal) end of the left saphenous
segment to the dilated umbilical vein. Both anastomoses
were made with a 60 Tevdek continuous everting suture.


