
the hemorrhage is generally resolved to a slitlike cavity lined with a
glial scar and hemosiderin-laden macrophages.

CLINICAL MANIFESTATIONS ICH generally presents as the abrupt
onset of a focal neurologic deficit. Seizures are uncommon. Although
clinical symptoms may be maximal at onset, more commonly, the
focal deficit worsens over 30–90 min and is associated with a
diminishing level of consciousness and signs of increased ICP such
as headache and vomiting.

The putamen is the most common site for hypertensive
hemorrhage, and the adjacent internal capsule is usually damaged
(Fig. 428-1). Contralateral hemiparesis is therefore the sentinel sign.
When mild, the face sags on one side over 5–30 min, speech
becomes slurred, the arm and leg gradually weaken, and the eyes
deviate away from the side of the hemiparesis. The paralysis may
worsen until the affected limbs become flaccid or extend rigidly.
When hemorrhages are large, drowsiness gives way to stupor as
signs of upper brainstem compression appear. Coma ensues,
accompanied by deep, irregular, or intermittent respiration, a dilated
and fixed ipsilateral pupil, and decerebrate rigidity. In milder cases,
edema in adjacent brain tissue may cause progressive deterioration
over 12–72 h.

Thalamic hemorrhages also produce a contralateral hemiplegia
or hemiparesis from pressure on, or dissection into, the adjacent
internal capsule. A prominent sensory deficit involving all modalities
is usually present. Aphasia, often with preserved verbal repetition,
may occur after hemorrhage into the dominant thalamus, and
constructional apraxia or mutism occurs in some cases of
nondominant hemorrhage. There may also be a homonymous visual
field defect. Thalamic hemorrhages cause several typical ocular
disturbances by extension inferiorly into the upper midbrain. These
include deviation of the eyes downward and inward so that they
appear to be looking at the nose, unequal pupils with absence of
light reaction, skew deviation with the eye opposite the hemorrhage
displaced downward and medially, ipsilateral Horner’s syndrome,
absence of convergence, paralysis of vertical gaze, and retraction


