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The Significance of Pupillary Light Reflex of Patient in Barbiturate Coma Therapy
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Obijective: The aim of this study was to examine the significance of pupillary light reflex (PLR) during barbiturate coma
therapy (BCT) against severe brain swelling. Methods: Between January 2003 and October 2007, 28 patients (traumatic
brain injury: 15) underwent BCT because of maintained severe brain swelling after operation. All the patients maintained
3—6" wave per minute activity on electro-encephalography, and PLR were checked every 2 hours during BCT. The patient’s
performance was checked using Glasgow outcome scale (GOS) at the average 19.6 days (1—60 days) after BCT. Results:
Twenty one patients had PLR at the start of BCT. Among 21 patients, 12 patient’s PLR were vanished during BCT. Nine
of 12 patients were dead (GOS=1), two had severe disability (GOS=2), and one stayed persistent vegetative state (GOS
=3). But other nine patient’s group, who showed prompt PLR continuously during BCT, got more improved GOS, com-
pared with PLR vanished patient’s group; 7 of 9 patients ranked more than GOS score 3. Conclusion: Our clinical data
suggest that the maintaining prompt PLR during BCT is a positive finding to predict good outcome. (J Kor Neurotraumatol

Soc 2008;4:57-61)
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TABLE 1. Classification of diagnosis before barbiturate coma
therapy

Disease Patients (n)
Spontaneous 13
Intracerebral hemorrhage (ICH)
Cerebral Infarction
Subarachnoid hemorrhage d/t aneurysm rupture 9
Trauma 15

Epidural hemorrhage with ICH
Subdural hemorrhage
Contusional hemorrhage
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FIGURE 1. A 33-year-old male
patient, glasgow coma scale (G-
OS)score 7, was admitted due to
traumatic brain injury and opera-
ted. To control increased intra-
cranial pressure, barbiturate co-
ma therapy was done and his
- M final glasgow outcome scale
score was 5. A: Effacement of
ambient cistern and midline shif-
ting is remained after decom-
pressive craniectomy. B: Efface-
ment of ambient cistern and mi-
dline shifting is recovered after
48 hours of barbiturate coma th-
erapy on brain computed tomo-
graphy examination.



FIGURE 2. All the patients ma-
intained 3-6" wave per minute
on electro-encephalography, with
5-7 w©V/mm sensitivity.
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FIGURE 3. Flow chart of patient’s Glasgow outcome scale in bar-
biturate coma therapy.
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Qletar YA 51 B ARG (71.4%) 31330k (Figure 3).
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