rosis

‘Apopto IS



Difterent Type

W%

a

! 9 |
~ e

Apoptosis

puoyss




VECROSIS

orphologic changes
ath in living tissue

- Increased eosinophilia
Myelin figures
Nuclear changes



jncredased eosinophilia



=LIN FIGURES

aced by large

yid masses



ar Changes

basophilia of chromatin fades
of DNA

is : Nuclear s
ilia

age and increased

hexis : fragmentation of the nucleus












2ANCII1S O Necrosis In Tissues






-~
l& o/
¥

-

{ﬁ"‘-"




ROSTTN T

L'\

»
-













“dtterns of Necrosis In Tissues

rosis: the dead cells
on and affected tissue is

ples: focus of bacterial infections,
- cerebral infarction.






UNIT | /@ General Pathology

— s Bl .v

R A S N ]

oS CRARN 55‘“55&“’”' -
SICAVGN
-uw;‘ :{.';,: ‘.:‘" g 4 \ A
A ﬁ“/{;ﬁ,? A R 58, M 2

vy

e

:

-

o

™
}mr«ww‘.

% B
N

.
% i
X 4 )
N “'}‘ B

FIGURE 1-19 Coagulative and liquefactive necrosis. A, Kidney infarct exhibiting coagulative necrosis, with loss of nuclei and clump-
ing of cytoplasm but with preservation of basic outlines of glomerular and tubular architecture. B, A focus of liquefactive necrosis in
the kidney caused by fungal infection. The focus is filled with white cells and cellular debris, creating a renal abscess that obliterates
the normal architecture.
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FIGURE 1-21 Foci of fat necrosis with saponification in the
mesentery. The areas of white chalky deposits represent calcium
soap formation at sites of lipid breakdown.
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ed by dedicated gene products.
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Figure 5-10 Examples of apoptosis: (A) separation of webbed fingers and toes in embryo, (B) development of
neural-appropriate connections, (C) removal of cells from intestinal villa, and (D) removal of senescent blood cells.
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Table 12-2 Two main pathways of apoptosis
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