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Abbreviations : &Ll

AGE: Agarose gel electrophoresis.

AIF: Apoptosis inducing factor.

APAF: Apoptotic protease activation factor.
APO-1: Apoptosis antigen-1.

APP: Amyloid precursor protein.

Atg: AuTophaGy.

ATM: Ataxia telangiectasia mutated.

ATR: Ataxia—telangiectasia and Rad3 related.
Bad: Bcl-2-associated death.

Bak: Bcl-2 antagonist killer-1.

Bax: Bcl-2 associated X.

Bcl-2: B cell lymphoma-2.

Bcel-xL: B-cell lymphomaextra large.

BHT: Butylated hydroxytoluene.

Bid: Bcl-2 interacting-domain.

Bim: Bcl-2 interacting mediator of cell death.
Clq: Complement factor-1q.

CAD: Caspase-Activated DNase.

CARD: Caspases recruit domain.

Caspase: Cysteine Dependent Aspartate-Specific Proteases.
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CD40: Cluster of Differentiation-40.
Cdks: Cyclin dependent kinases.

CHOP: CCAAT homologous protein.
CMA: Chaperone-mediated autophagy.
c-myc: Avian myelocytomatosis virus oncogene cellular homolog.
Cox-2: Cyclooxygenase-2.

CPP32: Cysteine protease P32.

CRT: Calreticulin.

DAB: Diaminobenzidine.

DcR1: Decoy receptors-1.

DD: Death domains.

DEDs: Death effector domains.

DEL-1: Developmental endothelial locus-1.
DISC: Death-inducing signaling complex.
DNA: Deoxyribonucleic acid.

DR: Death receptor.

dRpase: Deoxyribophosphodiesterase.
DSBs: Double-strand DNA breaks.

dsDBs: Double-strand DNA breaks.
dsDNA: Double strand DNA.

dUTP: Deoxyuridine Triphosphate.

ECM: Extra cellular matrix.

EMS: Ethyl MethaneSulfonate.

FACS: Fluorescence-activated cell sorting.
FADD: Fas-associated death domain.

FC: Free cholesterol.

FITC: Fluorescein Isothiocyanate.

GGR: Global genomic repair.
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GM: Granulocytes-Macrophages.

GP1: Glycosylphosphatidylinositol.

GSH: Glutathione reductase.

HATSs:Acetyl transferases.

Hb: Hemoglobin.

HMTs: Histone methyltransferases.

HRR: Homologous recombination repair.
IAP: Inhibitors of Apoptosis Proteins.
ICE: Intrlukin-1f converting enzyme.
IL-1p: Interleukin-1p.

IRE-1: Inositol-requiring enzyme-1.

JNK: Jun N-terminal kinase.

LGLs: Large granular lymphocytes.

LPC: Lysophosphatidylcholine.

MAPK: Mitogen-activated protein kinases.
MAPs: Microtubule-associated proteins.
Mcl-1: Myeloid cell leukemia-1.
MCP:1Monocyte chemoattractant protein-1.
MEFs: Mouse embryonic fibroblasts.
MFG-ES8: Milk-fat-globule-EGF-Factor-8.
MMP: Mitochondria membranes permeability.
MMS: Methyl MethaneSulfonate.

MPF: Mitosis -promoting factor.

MTT:3-(4,5-dimethylthiazol-2-yl)-2,5-diphenyltetrazolium bromide.
NADPH: Nicotinamide adenine dinucleotide phosphate.

NG: Nitroosogaunidine.
NGF: Nerve Growth Factor.
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NHEJR: Non-homologous end joining repair.
OD: Optical density.
Omi/HtrA2: Omi/HtrA2Mitochondrial apoptotic serine protease.

PARP:Poly(ADP-ribose) polymerase

P%*: Tumor suppressor protein.

PI: Propidium lodide.

PI3K: Phosphatidylinositol-3-Kinase.

PS: Phosphatidylserine.

PT: Permeability Transition.

Rac: Ras-related C3.

RNA: Ribonucleic acid.

ROS: Reactive oxygen species.

rRNA: Ribosomal RNA.

SAP: Serum amyloid-P.

SCGE: Single cell gel electrophoresis assay.
SMAC: Second mitochondria-derived activator of caspase.
SMCT1: Structural Maintenance of Chromosomes.
SOD: Superoxide dismutase.

SRA: Steroid receptor RNA activator.

ssDBs: Single-strand breaks.

ssDNA: Single strand DNA.

SSP: Single-strand DNA-binding protein.

tBid: Truncated Bid.

TC-NER: Transcription-coupled - nucleotide excision repair.
TdT: Terminal deoxynucleotidyl transferase.
TGF-$: Transforming growth factor beta.

TLR4: Toll-like receptor-4.

TNF: Tumor necrosis factor.
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TOR: Rapamycin.

TOR: Target of rapamycin.

TRADD: Tumor necrosis factor receptor type-1 associated death domain protein.
TRAIL: TNF-related apoptosis-inducing ligand.

TUNEL: Terminal deoxynucleotidyl transferase mediated dUTP nick end labeling.
B2GPI B2 glycoprotein-1.
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Oxidative stress

Oxygen reactive species (ROS)

Parkinson disease
Pathogens
Pathology
Peritoneal
Permeability Transition (PT)
Permeabilization
Peroxisomes
Peroxyl radical
Pesticides
Phagocytes
Phagocytes vacuole
Phagocytosis
Phenotypic effects
Phospholipids
Phosphorylation
Phosphotidylserine
Photolyase
Photoreactivation
Platform

Polymerization
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Pores

Preclinical studies
Procaspase
Prokaryotic
Promoter
Proofreading function
Pro-oncogene
Pro-oxidants

Protein complexes
Protein folding
Proteins localization
Proteolysis pathways
Pseudopod

Psoriasis

Radicals scavenger
Recruitment
Recycling system
Re-generable
Regulatory genes
Replication fork
Reverse genetics

Rheumatoid arthritis
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Ribonucleic acid (RNA)

Salmonella
Selenium
Self-destruction

Sensors
Single-strand DNA-binding protein
(SSP)

Sinusoid
Sinusoidal endothelial cells
Sister chromatids
Slippage

Smooth muscle
Sodium pumps
Sphingosine
Spindle fibres
Stellate cells
Steroid Hormones
Stroke

Structural chromosomal aberrations

Structural Maintenance of
Chromosomes (SMC1)

Substrate

Superoxide
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Superoxide dismutase (SOD)
Survival signals

Synapse

T-cells

Template

The death receptors pathways
Thymine (T)

Thymocytes

TNF-related apoptosis-inducing ligand

(TRAIL)

Trans lesion DNA synthesis
Transcription

Transcription factors
Transcription-coupled - nucleotide
excision repair (TC-NER)
Translation

Translocation

Trimming

Tumor necrosis factor

Tumor suppressors

Ubiquitination

UV light
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Verotoxin

Webs

Wild

X-rays

Zinc-Fingers Domains
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