
Cell injury mechanisms

Ischemia and hypotoxia mitochondria

Ischemia reperfusion 

ROS

ROS effects

&

Toxins

Misfolded protiens

DNA damage

a
ribosome disruption aprot. Synth

- Nat/K+

pump defective ↑ cell swelf

affect Clipid peroxidation) SbATP
* >

- bATP PROS - membrane disruption re mito . Permiabity transtion pores
= cytocrome a release -> apoptosis

necrosis)

&anaerobic respiration -NLA. acid-a pH -> protien denature

(in sk . muscles and Liver) cenzymatic disfunction)

# -> Crestoration blood supplya
t mithochondria tablic Roscommutativestress because of the high metabolic reactions

after ischemia) making Ros more than cell capacity of antioxidant deffence system)

*
is all cell normally in redox rxns when (8)reduced to (t20)) normal ammount unless ischemia reperfusion (oxidative stress)-

&giggleytemeloprovidfor killingmicrobes and cause inflamation) pathogen cause cell necrosis so leakuysa
accumulate and cause inflamation

& eroxide

-

-> lipid peroxidation (membrane disruptions/protiens denaturation/DNA damage

antioxidant

· ESODY (GSH]
enzymes 9 De [superoxide dismutase)/H202 (Glutathion peroxidase Catalase) moviding vit(E , A ,

C
, B carotea

bind with
in contamised-groupof mprotiubpermbility fchemotheraputic agetmicroorganism tonas* Seaford

- ↳ directDMmeasin serin Liver converted intoradical charmfull effect in Lipids membranes of esprotisuth e faft, live/mitochondrid membrane ebAP) profiens ,A

when
A -> increase ->

berot. Synth, degradation ,Chaperon synth,
-

failure
, proapoptic sension(BHs)-> caspase activation -> apoptosis

deseases, protien defficiency (cystic fibrosis , 2-1 antitrypsen)/Murodegenrative (Parakson, Huntington, Alzehiner , prion , 2-diabetes)

* because
, (mutation, radiation, Ros

,
chem. agent) -> PS3 activate -> stay in 66 or apoptosis

->ps mutation
-> mutation replication -> neoplastic changes


