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SVC syndrome

















treatment
 RT
 Stroids



TLS











Important clues
 Chemotherapy beyond 1 week
 Mucositis
 Some of them with out neutropenia



 Surgery:if not response to AB,free air in abdomen





Pericardial Effusion and
Cardiac Tamponade

 Malignant pericardial effusions develop through
direct or metastatic involvement of the pericardial
sac.
 Direct extension is most common



Presentation
 asymptomatic,
 Beck triad: hypotension, elevated jugular venous

pressure, and a muffled precordium,however minority
of patients actually demonstrate all 3 signs.
 Most patients complain dyspnea and chest discomfort.
 Tamponade physiology can arise from volumes of as

little as 100 mL if they accumulate rapidly
 hiccup



Diagnosis
 Tachycardia
 pulsus paradoxus
 Chest x-rays may show cardiomegaly and the

classic water bottle’’ cardiac silhouette





Treatment
 Pericardiocentesis
 Not use diuretics



Hyperviscosity
 Hyperviscosity syndrome (HVS) refers to the

clinical sequelae caused by increased blood
viscosity. Increased serum viscosity (SV) is a result
of excess proteins, usually immunoglobulins (Igs),
 When hyperviscosity results from elevated white

blood cells, it is referred to as hyperleukocytosis or
if symptomatic leukostasis.



 The ‘‘classic triad’’ of HVS includes neurologic
abnormalities, visual changes, and bleeding,
although all 3 need not be present to make the
diagnosis.
 headache, altered mental status, nystagmus,

vertigo, ataxia, paresthesias seizures, or even coma.



 Mucosal bleeding and purpura are also common
clinical manifestations of HVS, with proteins
coating the platelets and hindering their function
 CHF, acute tubular necrosis, and pulmonary

edema.





treatment
 plasmaphresis





 respiratory failure, intracranial hemorrhage and
early death.
 risk factors:younger age (with presentation in

infants being most common); ALL with 11q23
rearrangement or the Philadelphia chromosome;
and AML subtypes M3, M4, and M5.



Pathophysiology



Presentation
 dyspnea to severe respiratory distress.
 Arterial blood gases should be interpreted with

caution, especially if the sample is not immediately
placed on ice, because pseudohypoxia with
artifactually low arterial oxygen tension may be
seen secondary to the rapid consumption of plasma
oxygen from the abundant leukocytes.



 headache, dizziness , tinnitus, blurred vision, or visual field
defects Intracranial hemorrhage can present with focal
neurologic deficits.

 myocardial infarction, limb ischemia, renal vein thrombosis,
and disseminated intravascular

 Fever is almost always seen and can be greater than 39C.
 Thrombocytopenia is also usually present and

underestimated because WBC fragments can be counted as
platelets in some automated cell counters.



Diagnosis
 The diagnosis of leukostasis is made by the

combination of patient symptoms and the WBC.



Treatment

 Rapid cytoreduction is the initial treatment in these
patients.
 These patients are at very high riskTO TLS.
 LeukaLeukapheresis
 is usually initiated when the blast count is greater than

100,000/m3 or regardless of blast count in the presence
of symptoms. In patients with ALL leukapheresis is
usually not done unless symptoms develop or the WBC
is greater than 200,000/m



 Hydroxyurea can be given at doses of 1 to 2 g every
6 hours and can reduce the WBC by 50% to 80%
within 24 to 48 hours.
 Pediatric CML,more than 300,0000.
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