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Blood components

— Plasma (55%):
* 90-95% H20

* Protein, Sugars E

* Electrolytes, Waste

* Coagulation factors M
— Solids (45%): ¢ WBCs & platelets
* RBCs (40-44%)
— Hb 95% of RBC RBCs
* WBCs (1%)
* Platelets
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Components of Plasma

Blood plasma Consists of:
+ Water 90%
* Plasma Proteins 6-8 %
* Electrolytes (Nar&ci) 1%

and platelets (<1%)

Red blood cells (45%)

Other components:
* Nutrients (e.g. Glucose and amino acids)
* Hormones (e.g. Cortisol, thyroxine)
* Wastes (e.g. Urea)
* Blood gases (e.g. CO,, O,)

#FADAM.
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Major families of cell-adhesion molecules

Major Families of Cell Adhesion Receptors (CAMs) and adhesion receptors.

Ig-superfamily Integrins
CAMs (NCAM) (aVB3)

” ———m
Selectins Integnns Glycoprotein
: Ig Superfamil : _p Typell
Sl el QG @ odomsn © fisnein @ i

Qasyoun Private University DR. W.Alhalkie



Homeostasis ¢ s cliil) sApoptosis 4 sldd) ailainy) O

LA (iS5 g (oal Jilly elld &ida g ¢ Apoptosis geassall g sl &igall (8 JAdE panl) 130 (ol Ladie g (e pa8 4ygad 08 Jdd m
Al (13S0 Alany Bagan 4y 5an

LS5 <Homeostasis (5.9l Glifiad) &5 dilany dagail) dakaaial) LA g ASEiall LAY G L (5 9 0155 o Bblas il =
Adlaina Jal oo Ugal Gl gal Jal oo Ligal

: Homeostasis <Lyl (O

.destruction cell WA a8 = production cell WA ZzU) o Jay =

Jby gliall) ) ghai g adl) ) 65 8 raeadl) el o Bliall Aalh g (g ola)) el Aalile dilas Ay m

LA JS A agase sy cqasmall o olall Cigall JNA (pa b alyg Jladal) Lagily el 8 SO gl g a5 &l 13) Sa Gl iy S

POVEN

, , (slan 43 £ 10500-4000 s s 9l Glady) sl 3 go-

Al o8 Lilals g Baly Alaia) A QI8 Eigan Jla & o<t (Gl cly S andal) sfanil) 13a Jo Adadlaal) 8 dals 407 Alaiad) it -

Ll Gl ol o usadiin

Slia ¢y jall Aall) Gl b diany LS il 8 JA Gigan sie dllig ol o) g LAY Cigan B aly g0 Lot Dlain) of ilied-

R 98 (g gbewy LAY ) (598 ¢ 98 L83 LaS QLTI (p53 &) sally JIS quaey gl 138 by g Ldalll LAY jas 203y Gus

BE

Qasyoun Private University DR. W.Alhalkie




healthy cell

f 0 ) ﬁ/
4 Membrane starts blebbing\\
% \ g Organelles disintegrate
The cell shrinks N
Chromatin condenses \\ ﬂ)
@ (’:]/'\.p : s
Sl necrosis apoptosis
QJQ =
Apoptosis il o
Nucleus and organelies collapse
Membrane continues to bleb
’

Macrophages phagocytose
apoptotic bodies

- cell shrinkage
- plasma membrane blebbing

- formation of apoptotic bodies

- increase in cell volume
- loss of plasma membrane integrity

Apoptotic bodies form
- leakage of cellular contents
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Homeostasis does not involve keeping conditions static
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Imbalance physiological tolerance limits
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Pernicious anemia
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Red Blood Cells
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White Blood Cells White Blood Cells
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ESR measures the rate at which RBC settle in one hour 1
at the bottom of a tube that contains a blood sample ¢

The faster the blood cells sink, the more inflammation you have in your body

Viral infections
Pregnancy
Cancer

Clumps of Red Blood Cells

Erythrocyte Sedimentation Rate Test

m High ESR can be seen in:
e Inflammatory disease
- . , Infections
- The distance, in mm, the SN :
: RBC fall in 1 hour Autoimmune diseases
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