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toring of arterial and central venous pressures; it is best to infuse
pressors through a central venous line as well. Volume expansion
helps prevent hypotension and augments cardiac output.
If symptomatic vasospasm persists despite optimal medical
therapy, intraarterial vasodilators and percutaneous transluminal
angioplasty are considered. Vasodilatation by direct angioplasty
appears to be permanent, allowing hypertensive therapy to be
tapered sooner. The pharmacologic vasodilators (verapamil and
nicardipine) do not last more than about 24 h, and therefore multiple treatments may be required until the subarachnoid blood is
reabsorbed. Although intraarterial papaverine is an effective vasodilator, there is evidence that papaverine may be neurotoxic, so its use
should generally be avoided.
Acute hydrocephalus can cause stupor or coma. It may clear
spontaneously or require temporary ventricular drainage. When
chronic hydrocephalus develops, ventricular shunting is the treatment of choice.
Free-water restriction is contraindicated in patients with SAH
at risk for vasospasm because hypovolemia and hypotension may
occur and precipitate cerebral ischemia. Many patients continue to
experience a decline in serum sodium despite receiving parenteral
fluids containing normal saline. Frequently, supplemental oral salt
coupled with normal saline will mitigate hyponatremia, but often
patients also require intravenous hypertonic saline. Care must be
taken not to correct serum sodium too quickly in patients with
marked hyponatremia of several days’ duration, as central pontine
myelinolysis may occur.
All patients should have pneumatic compression stockings
applied to prevent pulmonary embolism. Unfractionated heparin
administered subcutaneously for DVT prophylaxis can be initiated
immediately following endovascular treatment and within days following craniotomy with surgical clipping and is a useful adjunct to
pneumatic compression stockings. Treatment of pulmonary embolus
depends on whether the aneurysm has been treated and whether or
not the patient has had a craniotomy. Systemic anticoagulation with
heparin is contraindicated in patients with ruptured and untreated
aneurysms. It is a relative contraindication following craniotomy for
several days, and it may delay thrombosis of a coiled aneurysm. If
DVT or PE occurs within the first days following craniotomy, use of
an inferior vena cava filter may be considered to prevent additional
pulmonary emboli, whereas systemic anticoagulation with heparin is
preferred following successful endovascular treatment.
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Prior to definitive treatment of the ruptured aneurysm, care is
required to maintain adequate cerebral perfusion pressure while
avoiding excessive elevation of arterial pressure. If the patient is
alert, it is reasonable to lower the systolic blood pressure to below
160 mmHg using nicardipine, labetalol, or esmolol. If the patient has
a depressed level of consciousness, ICP should be measured and the
cerebral perfusion pressure targeted to 60–70 mmHg. If headache
or neck pain is severe, mild sedation and analgesia are prescribed.
Extreme sedation is avoided if possible because it can obscure the
ability to clinically detect changes in neurologic status. Adequate
hydration is necessary to avoid a decrease in blood volume predisposing to brain ischemia.
Seizures are uncommon at the onset of aneurysmal rupture. The
quivering, jerking, and extensor posturing that often accompany
loss of consciousness with SAH are probably related to the sharp rise
in ICP rather than seizures. However, anticonvulsants are sometimes
given as prophylactic therapy because a seizure could theoretically
promote rebleeding.
Glucocorticoids may help reduce the head and neck ache caused
by the irritative effect of the subarachnoid blood. There is no good
evidence that they reduce cerebral edema, are neuroprotective,
or reduce vascular injury, and their routine use therefore is not
recommended.
Antifibrinolytic agents are not routinely prescribed but may be
considered in patients in whom aneurysm treatment cannot proceed immediately. They are associated with a reduced incidence
of aneurysmal rerupture but may also increase the risk of delayed
cerebral infarction and deep vein thrombosis (DVT). Several recent
studies suggest that a shorter duration of use (until the aneurysm is
secured or for the first 3 days) may decrease rerupture and be safer
than found in earlier studies of longer duration treatment.
Vasospasm remains the leading cause of morbidity and mortality following aneurysmal SAH. Treatment with the calcium channel
antagonist nimodipine (60 mg PO every 4 h) improves outcome,
perhaps by preventing ischemic injury rather than reducing the
risk of vasospasm. Nimodipine can cause significant hypotension in
some patients, which may worsen cerebral ischemia in patients with
vasospasm. Symptomatic cerebral vasospasm can also be treated by
increasing the cerebral perfusion pressure by raising mean arterial
pressure through plasma volume expansion and the judicious use
of IV vasopressor agents, usually phenylephrine or norepinephrine. Raised perfusion pressure has been associated with clinical
improvement in many patients, but high arterial pressure may
promote rebleeding in unprotected aneurysms. Treatment with
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Emergencies in patients with cancer may be classified into three
groups: pressure or obstruction caused by a space-occupying lesion,
metabolic or hormonal problems (paraneoplastic syndromes, Chap.
121), and treatment-related complications.

STRUCTURAL-OBSTRUCTIVE ONCOLOGIC EMERGENCIES
SUPERIOR VENA CAVA SYNDROME
Superior vena cava syndrome (SVCS) is the clinical manifestation
of superior vena cava (SVC) obstruction, with severe reduction in
venous return from the head, neck, and upper extremities. Malignant
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tumors, such as lung cancer, lymphoma, and metastatic tumors, are
responsible for the majority of SVCS cases. With the expanding use of
intravascular devices (e.g., permanent central venous access catheters,
pacemaker/defibrillator leads), the prevalence of benign causes of
SVCS is increasing now, accounting for at least 40% of cases. Lung cancer, particularly of small-cell and squamous cell histologies, accounts
for approximately 85% of all cases of malignant origin. In young
adults, malignant lymphoma is a leading cause of SVCS. Hodgkin’s
lymphoma involves the mediastinum more commonly than other lymphomas but rarely causes SVCS. When SVCS is noted in a young man
with a mediastinal mass, the differential diagnosis is lymphoma versus
primary mediastinal germ cell tumor. Metastatic cancers to the mediastinal lymph nodes, such as testicular and breast carcinomas, account
for a small proportion of cases. Other causes include benign tumors,
aortic aneurysm, thyromegaly, thrombosis, and fibrosing mediastinitis
from prior irradiation, histoplasmosis, or Behçet’s syndrome. SVCS as

2/9/15 3:34 PM

