CHstetotH & HRf 2| TS X] : Vol 16, No. 4, 1994

LR B R R

213

=151
=R=]

o

rH

h
o
1o
00
o
b
M
>
omn

CLINICAL STUDY OF FACIAL NERVE
INJURY AFTER TMJ SURGERY

Hyung-Gon Kim, Kwang-Ho Park, Eui-Wung Lee,
Joon-Bae Kim, Jae-Dong Joo

Dept. of Oral & Maxillofacial Surgery, College of Dentistry, Yonsei University

Authors have studied retrospectively the facial nerve injury after TMJ surgery through the
preauricular approach routine. The study material used was 4 patients of all 113 patients who
were diagnosed as internal derangement and have been operated from March 1989 to February
1991 in Youngdong severance hospital, and were induced postoperatived facial nerve in-
Jury.

The patient group who had the postoperative injured facial nerve was recognized degree of
injury using the diagnostic method, Electromyography(EMG) and Nerve conduction test(NCT)
which are used widely at present and was treated as conservative care and we identified the
recovery lime as the same method.

The results as follows -

1. The meticulous care and precious surgical technique are needed in both operation and postope-
ration. During the TMJ surgery, the excessive rvetraction of the flap and frequent use of
nerve stimulator and electvic surgical knife should be avoided as possible and postoperative
hematoma and swelling should be minimirzed.

2. The 4 patients were experienced with the postoperative facial nerve injury of all 133 patients
who had been operated the TMJ surgery through the routine preauricular approach on our
hospital. And the incidence of postoperative facial nerve injury happened was about 0.3%
and its incidence was relatively low comparing with any other previous reports.

3. EMG and NCT were considered as useful methods which can diagnose the nerve injury
objectively and identified the effect of treatment and recovery time.

4. The faical nerve-injured patients who were induced postoperatively after TMJ surgery, were
diagnosed as second-degree neve injury through the EMG and NCT. And the patient group
was treated well as conservative physical theveapy for about 2 to 4 months.
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31 Neuropathology and spontaneous recovery correlated with degree of injury to the

facial nerve.
EMG Clinical Spontaneous recovery
Degree Pathology Response % Recovery begins One year after injury
1 Compression 100 1-3 weeks Group I
(Neuropraxis) Complete recovery
2 Compression persists 25 3 weeks to  Group II
2months Fair recovery
3 Intraneural pressure 0-10 2-4months Group III-IV
increases(neurotmesis) Moderate-poor recovery
4 Partial transection 0 18months Group V
Profound weakness
5 Complete transection 0 None Group VI
No recovery
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