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Infiltration and obstruction of superficial lymphatics by breast cancer may
cause edema of the overlying skin; the characteristic finely pitted
appearance of the skin of the affected breast is called peau d'orange
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the parasitic infection filariasis can cause massive edema of the
lower extremity and external genitalia so called elephantiasis.
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Major Components of Hemostasis
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Role of platelets
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gelatinous & because of red cell settling they have a dark red
dependent portion & a yellow “chicken fat” upper portion;
they also are usually not attached to the underlying vessel
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firm, focally attached to vessel, & they
contain gray strands of deposite d fibrin
(lines of Zahn).
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Between
contractions,
amniotic fluld

can enter veins
through
"microtears’
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entry of amniotic fluid (and its contents) into the
maternal circulation via tears in the placental
membranes and/or uterine vein rupture.
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