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Corpus Callosal Injury in Head Trauma
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Objective: Corpus calosum is one of the common sites of brain lesion, whose involvement is an indicator of a more severe
prognosis, produced by traumatic shearing stresses resulting in diffuse axond injury. We andyzed the relationship between
clinical parameters and outcome of traumatic brain injury with corpus calosa injury (CCI). Methods: From January, 1989
to June, 2006, 58 patients with contusion on corpus calosum, detected by computed tomography or magnetic resonance
imaging, were selected among patients with head injury who were admitted to our hospital. Clinical records and radiol og-
ical studies of al patients were reviewed and evaluated retrospectively. Results: CCl was most frequently observed in
cases with impact to the frontal and parietal region. Fifty three patients (91.4%) had the lesion within the body and sple-
nium of corpus callosum. The combined lesions with CCI were contusional hemorrhage (59.9%) , subarachnoid hemor-
rhage (34.5%), skull fracture (31.0%), intraventricular hemorrhage (22.4%) in order. The good glasgow outcome score
(GOS) group (good recovery & moderate disability) at discharge was revealed in 69.0% of total population. There was no
definite statistical significance between GOS and impact site, combined lesions. Conclusion: More than haf of the patients
with CCI have severe head injury, but this type of injury also occursin nonfatal head injury. In our study, the 65% of pa-
tients with CCl showed a good outcome. The splenium was the frequent CCl site in patient with low initid glasgow coma
scale (GCS). The poor outcome was associated with low initial GCS score, splenium lesion and brainstem lesion. (J Kor

Neurotraumatol Soc 2007;3:43-47)
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TABLE 1. Demographic and clinical features in 58 patients with
CcCl

Feature Value %
Sex
Male 41 70.6
Female 17 29.4
Age (yrs) 35.0+17"
GCS score
3-8 34 58.6
8—12 13 22.4
13—-15 11 19.0
Mode of injury
Traffic accident 50 86.2
In car accident 22 37.9
Pedestrian 19 32.7
Motorcycle 15.6
Falling 13.8
Combined intracranial lesions*
Contusional hemorrhage 35 59.9
Traumatic SAH 20 34.5
Skull fracture 18 31.0
Traumatic IVH 13 22.4
Subdural hemorrhage 9 15.5
Epidural hemorrhage 5 8.6

xcumulative, Tvalues are presented as means=*SD. CCl: cor-
pus callosal injury, GCS: glasgow coma scale, SAH: suba-
rachnoid hemorrhage, IVH: intraventricular hemorrhage

TABLE 2. Relationship between Impact site and location of CCl, outcome

Impact site
Cranium Total p value
- — Face
Frontal Parietal Temporal Occipital

Rostrum, Genu 0 0 1 0 1 4 5

Location of Bod 5 7 2 0 14 9 23 NS*
o]
ccl Y (p=0.295)

Splenium 9 7 6 1 23 7 30

Poor outcome 5 6 3 1 15 3 18 NS*
Outcome

Good outcome 9 8 6 0 23 17 40 (p=0.222)

Total 14 14 9 1 38 20 58

*no significant. CCI: corpus callosal injury
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TABLE 3. Relationship between location of CCl and GCS, out-
come

Location of CClI

P

GCS
3-8 14 20 34
9-12 5 8 13 p<0.05
13—-15 9 2 11
Outcome
Poor outcome 5 13 18
Good outcome 23 17 40 pe0.05

Total 28 30 58

CCI: corpus callosal injury, GCS: glasgow coma scale
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TABLE 5. Relationship between Adams’ stage and outcome*

Outcome
Total
Poor Good
Adams’ stageT
| 0 0 0
Il 4 11 15
1] 9 5 14
Total 13 16 29

*p<0.05, TAdams’ stage in DAI, according to the location of
lesion. Stage |: parasagittal region of frontal, periventricular
temporal region, Stage II: corpus callosum in addition to sta-
ge |, Stage llI: brainstem addition to stage Il. DAI: diffuse ax-
onal injury

TABLE 4. Relationship between combined intracranical lesions and location of CCl, outcome

T

Location of CCI* Outcome !
Rostrum, Genu, Body Splenium Poor Good Total
Combined lesions

Fx - 21 19 13 27 40
+ 7 11 5 13 18
EDH - 27 26 16 37 53
+ 1 4 2 3 5
SDH - 26 23 14 35 49
+ 2 7 4 5 9
SAH - 21 17 11 27 38
+ 7 13 7 13 20
IVH - 23 22 12 33 45
+ 5 8 6 7 13
Supratentorial contusion - 15 12 6 21 27
+ 13 18 12 19 31
Brainstem contusion - 21 17 8 30 38
+ 7 13 10 10 20
Total 28 30 18 40 58

+all statistically not significant, tonly brainstem contusion has statistical significance (p<0.05). CCI: corpus callosal injury, Fx:
faracture, EDH: epidural hemorrhage, SDH: subdural hemorrhage, SAH: subarachnoid hemorrhage, IVH: intraventricular hemor-

rhage
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