


HOMEOSTASIS

Introduction

----- Active space ---—-

00:00:48

Homeostasis is the concept of constomcg.
Central theme for bodilg function. -

Disturbance in homeostasis.
khaniﬁan0392@gma1.com

Disease.
Claude Bermard : i
Coined the term miliew interior (intemal environment).

Walter Cannon :
Coined the term homeostasis.

Control systems of homeostasis

00:05:48

mMmechonisms of the bodg o maintain homeostasis.

Control sHSJcems
|

g J

Negodive feedbock Positive feedback Feed forward

Meaaﬁ\/e feedback :
1 in stimulus — | parameters

T/\/\/\ - ¢/\/\/\

Stimulus - Response
ok ‘
. Baroreflex : ohange in &P
1 during exercise | after exercise.

a. endocrine hormone regulation (o). '
2. Gostric acid secretion.
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Components of ~ve Feedbock :

Stimulus TeP

|

Acts on recep’cors earoreceptors

Aterents Aerents
Centre mMedulla.
‘ SNS (=)
eferents eferent
7 e (O iR g e
Response 6P

SN : Sympathetic nervous system.
PNS * Parasympathetic nervous system.

Assessment of effective of —ve feedbock :
Correction by the System ©

&ain =
&rror remaining ®

Infinite feedback gain': | ‘ :
. kidneys .
when error becomes zero & =_CQ;_= 0o /\ £ o
s l‘ ity | 9
N = INHN! | N
. )
28 H

h’\dnegs odwaﬂs correct blood pressure back o normal.
In HTN — hidneﬂs are afSected — BP never comes back to rormal.

Positive feedback :
* 1 in initioing stimulus — Further { in response.
NN = NNN ;’
1 stimulus T Response ‘ ‘ |
* Amplification/ coscade of reactions.
* AKA vicious cycle (Destabilizes our system.

sanciRo A0S NRRIONIC).
o) Coagulation cascade.

b) Lm surge * Only exception Sor true feedback in endocrine horméne regqulation.
© Action potential. ’
& Parturition (Normal delivery :

AKA Ferguson reflex.
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Homeostasis - 3

Fetal head

{

Pressure on uterine cervix <——

i %de
Oxgkoc\n release —_— ’Mﬂ\}j i
i de\iverg ot fetus
uterine contraction
),
Pushes fetal head further down

e Shock
Hemorrhagic shock (8g : RTA) — Irreversible shock — Death (+ve feedback).

Feedforward control $3s{em :
Core theme : nnhc\pa’cor5 control sgskem
eody responds anticipating o stimulus (No ac\?uod stimulus).
eg° , B
o) Anticipatory tachycardia § tachypnea. : 1RR and THR before exercise.
b Anticipatory motor control. '
* Centre: Cerebellum
®* Person dri\/ing ono h'\ghwog — Apphes breaks on see‘mg o cow
(Anticipotes danSer).
) Anticipatory reguladion of core body temperoture :
SKin ’cempero@\re — Shell Jcerr\peroecuure.
6od5 organ ’cemperoecure — Core ’cempera’cure.

cold environment.

:

| shell temperoture.

Hypothalamus anticipates | core temperature.

Corrective measures.

|

Maintanance of core temperodure.

648c85cfee3b03a74e182fab
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Properties of Homeostasis - 00:28:04

D5nam'\c cor\s’cancﬂ :
AKA dynamic equilibrium.
Homeostadic control systems maintain a. "range of values”
€9 ¢ Normal HR = loo—lodbpm.
Normal RR = 18-18bpm.

upper limit,
’ M} Tolerance range
STRTIC 1

Lower limit

|

Prioritization ot pamhwekers : .
* Priority of order of correction of parameters : .’
. PH 7 8P > Temperature.
* pH changes are gjven more priority : As ’ch33 ofect the activity of enzymes
—» Death.

khanirfan0392@gmail.com
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CELLULAR PHYSIOLOGY . NEtiE s =

cell is the fundoamental unit of all living organisms.

Mitochondria

Inlermodtalo
Plasma

r‘nombruno
Rough endoplasmic

. \
\ Microtubule
reticulum
Nucleus / o Cenlrosome

\ / Microfitament
0

' Lysosome

Nucleolus

Chmmath——- 3 \.x

// Smooth endoplasmic

/ . \ \ reticulum
Seqretory vesicle
Golgi vesicle \ | Peroxisome o B
Cytoplasm ‘ Vacu‘ole‘ ‘
8u1<.ar5o’cic Human Cell
Cell Membrane ' , 00:01:13

AKA plasma membrane.

FUNCTION : ,
it is o outer barrier with se\ecﬁye penneab‘\\'\’% in cell,

STRUCTURE : ‘
Fluid mosaic Model of cell membrane. Proposed b5 Singer and Nicolson.

COMPOSITION :
mMacromolecules. ‘ }
. Proteins (S%) : Arranged. in mosaic pattern in cell membrane.
a. L.\p\ds (40% : Responsible $or S&\uud;’cg of cell membrane.
3. Carbohydrotes (5%).

Carbohydrates

X e |
(,,:\“un W IV G /mrm)\ A \l\uu“,
)y IYRTAYL R STV YNVRY VRV "4. Vi .H/lf uml\n,,‘

SRS N n0392@gmail.com

Cholesterol (Critical lipids)

Proteins

cell membrane
Physiology * v1.0 + Marrow 8.0 - 2024 Page 1/5
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General Physiology

Lipids 00:04:40

INTRODUCTION :
Structure :
* @iloyer : Outer and Inner lipids.
. ns5mme’cr3 Arranged spec\%cod\g either on inner or outer side.

Types : ‘
* Phospholipids (PO - Sroup)
* &lycolipids (Ctxrboh\ujdroﬁce side chair.
* cholesterol (Critical I\pth

PHOSPHOLIPIDS :
Maojor lipid.
Types Site Siqni“ean@e
Phosphatidyl choline | Lungs : Surfactant | ® Prevent alveolar collapse.
(PO AKA lecithin | * major lipid in surfactant.
Sphingomyelin .—; Qewg Q,e“ rpembmne. minor lipid in surfactant
* Surfactant. , -
Phosphodidylinositol éﬁdoérine i == [ Port o¥-second messenger system
(P2 imi i (P2 —> DAG — Co™)
Inner. ‘sur%cé o‘éce\ : \¥’e’xpre‘s§§d on outer surface.
membrane in all cells |- m
. : , ‘ — gat Me Signal
sphahdﬁlser\ne “ H ” H H
G : . ; ‘
Apoptosis (Programmed cell deatty.
Ps * Detected by Annexin V : Binds § forms
~_complex with Ps. (Annexin V staining.
Cordiolipin (L) Heaurt : mitochondrio. ISypalts: el a{\ﬁ‘& mﬁbéd5 + Getected Lo
VDRL test)
Note : :
L (Lecithin) e * To assess fetal lung madurity,
s (Sphingomijel'\r\) * Mature lung: = a.
GLYCOLIPIDS : |
Tupes | Site _Significarce
Cerebrosides | CNS ; -
Gangliosides | &IT | @I gangliosides : Receptors for cholera. toxin-Fragment .

[J Feedback
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C ‘ Cellular Physiology -

CHOLESTEROL :
Site : Cell membrane o%’-‘slﬁ'\n.

Sisni%cance :
* Precursor of VitD.

. 'I—dehgdrocho\esterol M Vit.D
ki _
° Flwd'rtg buffer : Maintains membrane Sé\u'\d‘\’ci,j in optimal range.

MEMBRANE FLUIDITY :
Lubricotive proper’cg of lipid — Maintain Q\u\d\kﬂ o¥ membmne — n\\ows mob\h’cg

Characteristics of Fluidity :

Increased Fluidity Decreased Fluidity

eflect on health ) ood | &od
Type of fatty acids Unsaturated (ssentioD. Soturated (Trans)

* Linoleic acid, " ' * Stearic acid.

* Linolenic acid. g s ® Polmitic acid,
* Arochidonic agid. | (oundant in junk $ood)
examples * Omega-3 fotty acids : Qbundan’c '\nr fish. ES mm ‘

Proteins i N 00:24:00
Classification based on location in cell membrane : s S e
l. Transmembrone pro’(ems/ m’tegrod membrane pro‘ce\n Presen’c Lipid
3
throughoudt. , Lo Ry % - ) Anchored
a. Peripheral proteins : Present penpheml\g . \ ). ,
3. Lipid—anchored proteins : Requires \\Pld for attachment. W
Transm‘e’mbranev ‘ @ E,Peripheral

TRANSMEMBRANE PROTEINS (INTEG\QF\L MEMBRANE PQOTE\N) ' i

most importont. 6480850fee3b03a74e182fab
1 |
Hormone recep’cors (m/ c) _ gPCR (&-protein coupled receptors).
Pump channels - | No'-K" ATPase
S | * ¢ charnel (CFTR).
) g lon channels (%s’cic Sibrosis transmembrane conductance resula’cor.) ‘
A=A ® In cystic Rbrosis — CFTR mutation (5.
(&}
L
D Physiology * v1.0 » Marrow 8.0 * 2024
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8 - General Physiology

Résidus

CI_ |, |gucidiques

----- Active space -----
| embrane
cellulaire
Milieu intracellulaire
Transmembrane pro’ce‘m : Per'spherod pro’cein
¢l channel (CFTR)
PERIPHERAL PROTEINS
Functions :
. Support shape of cell :
cell Protein g Diseases due +o mutations
RBC Spectrin | glliptocytosis
(Biconcave dise) Ankyrin Spherocytosis

o Duch'enne‘muscluar Dystrophy ®mMm.

| ® mMuscular weakness. T}jpicod presentadion. .
muscl h
Skeletal e Dystrophin | Gower's sign : Climb on own bod5 to stand up (knee — Hip —> Stand).

® Respiratory paralysis (Weakness of diaphragm) —> Death.
3. Cell surface receptors.
LIPID ANCHORED PROTEINS :
In RBC :
* Pi&A (Phosphatidyinositol &lycan—M gene
sidnkhesises proteins :
* Coss (Decay accelerating facton).
* €Ds9 (Membrane inhibitor of reactive lusis).
* C8 binding protein.
* Proteins bind 1o lipid. : Phosphatidylinositol Rl e R
* Significance : |
* Normal gene : Prevent hemoBsis.
* Mutoted gene Pamxgsrnal Noctuwrnal Hemoglobinurio. -

648c85cfee3b03a74e182fab

Parox5$mal Nocturnal Hemoslob'\nur‘\a
Pa@chologg : Mutoted or absent PiGA gene.

v
During sleep (Night)
' ol
Activodes complement proteins : CS-C9 (Membrane attack complex),

Attocks RAC membrane

Hemolysis (Hemoglob'\nurioo.

[J Feedback
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Cellular Physiology 9

“Treadment ¢
* Anti CS monocional an’dbodg * Supportive.
* gculizumab.
* Ravulizumab (Long acting).
* Hemodopoietic stem cell transplant : De%n‘rﬁye.

Carbohydrates ‘ - 00:41:30

CLASSIFICATIONS ——Glycoprotein Glycolipids

l. e\\gcoprokein : fttached to pro’ceins.
a. €\|5<:o|ipids : Attached to lipids.

SIGNIFICANCE :
Gal}jco\ipids on R&C membrane : Determine blood groups.

Blood Type

Red Blood
Cell Type

Note :
* mMembrane with highest protein : Inner mitochondriol membrane.
* In nerve cell membrane (Mueliny : Lipid (8o : Protein (A0%.
* Repair of damaged cell membrane is by resealing of lipid bilayer.
' Des?\c‘\encﬂ of lecithin in pre—term boby : Hyaline Membrane disease.

Physiology * v1.0 * Marrow 8.0 + 2024 Page 5/5
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10 - General Physiology ?

----- Active space ----- . ‘ CELL ORGAN ELLES
|
'Endoplasmic Reticulum 00:00:30
T}jpes
|
v » v
Rough endoplasmic reticulum ; o Smooth endoplasmic

ReR)
* granular surface d/t
presence of ribosomes.
* AA granular gr.

SER reticulum (SE«Q)
pep * Smooth surface d/k
oabsence of ribosomes.

i b .
E:ndoplasm\c reticulum

ROUGH ENDOPLASMIC RETICULUM :

‘khanirfan0392@gmail.com
Functions : 1 , e
I Prokein synthesis/ranslaion. AR
~ & Folding of proteins : Using chaperones/heat shock proteins (HSP.
3. Desmdoec\on of mis Folded proteins § quality control of pro’cems b5 unfolded
protein response or €R stress rest'se
1 tmisfolded pro’ce\ns —> &R —> . Halts protein sgn’dne&s

a. zndoplasmnc reticulum associoted
degradation (erAD).
ERAD ¢

misfolded proteins are tagged to ubiquitin (kiss of déo&h)

Protein-ubiguitin complex

~ Moves 4o proteasome }G\réxVegard of the celd
| Desm}:la’don
- Applied aspect : misfolded protein diseases. |

. Alzheimer’s disease : More common. ' ‘ |
* Due to accumulation of misfolded A8 amyloid protein.

a. Prion disease : ‘ oo
* PrPe (Normal protein in CNS) — PrPse (Prion protein : misfolded).
* €9+ Creutzfeldt Jakob disease (very Saka). |

Physiology * v1.0 « Marrow 8,0 - 2024 = Page 1/6

Cell Organelles - 11

Il g 0 <

] Feedback




' SMOOTH ENDOPLASMIC RETICULUM :
Functions :
l. 55nthes'\s { steroid hormones :

* €9 Adrenal cortex Aldosterone, cortisol.

* Testis : Testosterone,

N O\/o.r5 : i‘:s’(rogem
a. S’corage of Ca®":

|
|

* ceR of skeletal muscle stores Co* (Sarcoplasm\c reticulum).
3. D““‘S detoxification (xmmﬁbgi@gmail.com

' mqjor site : Liver SeR.

* eneyme : Cytochrome P4SO (CY¥P4SO).

Golgi Apparatus

Cell Organelles - 1

----- Active space -----

00:14:20

Locadion : Close to ReR.

Functions :
I. Post translodional modificotions:
Proteins sgn&hesised b5 RER
Cis end ot &olgi apparatus (6R)

&lycosylation (C,arboh}jdro&e side side chain is
odded to the prokeir\)

&lyeoprotein (} s‘iabil'rtg ot protein)

Stored in vesicles
{ stimulus
Released from trans end

&A are obundont in secre’cor\tj cells.
g9+ F\nﬁbodg secre’dna plasm cells,
goblet cells of g troct.

a. sorhng o% proteins :

Receiving end«—j[a

Releasing end<——_|

* gA determines where o protein is dehvered.

* &g Protein __Phosphotransterase

[ Feedback
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moves to lgsosome

Desmded

Physlology « v1.0 « Marrow 8.0 < 2024

Golgi—
apparatus

» Protein + mnnose—(o—phospho&e

e\olgi appamh;s
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----- Active space ----- aPPhed QSPGC* :

‘ | cell disease :
Absence of phosPhokmns%‘—emse
mannose-k-phosphate not odded
Lysosomal function affected
Proteins not degmded

Inclusion bodies accumulote in cells
Lysosomes ‘ " ' 00:23:30
Qecgde bin of the cell.

L

Functions : oo
Acid medioted destruction.
- * WATPase acid hydrolase. T BN L i

* fcid hgdr053lase enzyme.
Note : Acid in the lysosome can destrog iteelf : chtdod bass/reS\dual bodies.

F\u’copha% e s

Destruction ot cel\’s own par’c
J Lote stoges o&‘—ﬁstar»\/od:ion :
Lysosomes enguif mitochondria.
“ Proteins released $rom mitochondria
Underso me’cdbolism
: energy for survival
Clinical application: '

Neutrophil : High content of lysosomes.
cHel ser\e—t‘jgg-w——‘> LYST (Lgsosomxl ’cmnsi»or’r prote\n)
¢ mitodion |
Chediok Hisashn sgndrome '

Potient is more prone to bacterial infections

Physiology * v1.0 + Marrow 8.0 * 2024 Page 3/6
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Cell Organelles - 13

Peroxisomes 00:31:55

Peroxisomes/microbodies

Function :
1. Oxidadion of Very long chain ¥o¢+5 ocids (VLCFA'D).
* generate H.0, (Free radica).
3. Degradodion of H.0_ : &y cotalase. |
. Pseudoca’calase Commercial/drug $orm of catalase.
* Used to treat $ree radical mediated disorders. e+ Vitiligo.

enzymes produced b5 peroxisomes *
I Plasminogens : Abundont in mﬂel'\n sheadh of nerve fbres:
a.Luciferase : Responsible for glow in firefles.

Peroxisomal storage disorders :
2ellweger sgndrome :
* PEX gene muctodion.
* Pex codes for peroxins (Proteins for peroxisome synthesis).

* Feotures: ’ 7
- ‘ )
Reusirdation o VIICERS. } Neurological impairment
- | plasmologens. | |
Refsum’s disease ;,
* PAHX gene muctadion. Adreno\eul«odgstrophg :
* Defect in phytany| CoA O Defect in transport proteins.
hydroxylase. omn VLCFA's — Neurological impairment.
* Defective oxidation of phytanic acid,
X
O
@©
Q
B,
D
b}
i
1 .

Physiology * v1.0 « Marrow 8.0 - 2024 ' Page 4/6
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Mitochondria ‘ 00:40:06

Intermembranous space

Inner membrane
Outer membrane

Cristoe : Contains enzymes Sor
oxidodive phosphorg\a&ion

mitochondria/power house of the cell ATP sythnesis
mitochondrial DNA :

* mitochondria has its own DA (Endosymbiotic theoryp.

* Source : Ovum — Inheritance is odwags moaderal.

** ds DNA with LS00 base paiirs.

* 10 fimes more prone for mutation than nuclear DNA.

- Repair of mutations in mitochondrial DNA is inetfective.
* Cannot function without nudlear DNA (To produce enzymes for ATP synthesis).

648c85cfee3b03a74e182fab

mitochondrial disorders : Mnemonic : MELAS,
AfSects organs with high metabolic requirements : mitochondrio.
Features : 'ancephalopo&h\tj.

* Skeletal muscles : Contraction § reloxation is afected,  Lactic Acidosis.

* CNS: Stroke like symptoms, Stroke.

&l fract is afSected.
1 susceptibility to infection.
* Lactic acidosis is.common.

Nucleus | 00:48:13

Endoplasmic
reticulum

Contains RNA § ribosomes Nucleolus
Chromatin
Nucleoplasm
Nuclear pore
Nuclear envelope

Nucleus
Physiology * v1.0 * Marrow 8.0 + 2024 Page 5/6
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Cell Organelles - 15

Feotures :

* Controls all cellular functions.
* Contain DNA (Chromosomes).
- DNA + histones — Chromadin.
- Structural repeoting unit of chromadtin : Nucleosome.

° &n’«B/ exit of substances into the nucleus i§ regma’ced b5 Nucleor pore complex

(NPC).

- Substances expressing nuclear localizotion sequence (NLS) can move
aeross NPC. |

Nuclear pore comp\ex pro’ce'ms

|
¢ T
exporting Importins
b | /

Move substances out of nucleus  Move substances into nucleus

Marker Enzymes : 00:52:30

Helps iden’c% cell organel\es.

[ Feedback

_ Cell organelle : : Marker enzyme '
Na' -K'-ATPase
nden51}j| cﬂdase

cell membrane

endoplasmic reticulum Glucose~b-phosphotase
. aolsa apparatus G\odactos&jl transtferose
Lgsoéoﬁwes Acid phosphatase
) Cotolase
e fpabonges Urate oxidose
ATP s\ljrﬂ:hase
mitochondria.

Creotine Kinase

RNA po\}jmerase

r_duucleus Histone deace’cglase

Physiology * v1.0 - Marrow 8.0 + 2024
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General Physiology

CYTOSKELETAL FILAMENTS AND CELLULAR
JUNCTIONS

Cytoskeletal Filaments 00:00:19

INTRODUCTION :

Cﬁ’co : Cell, Skeleton : &one.
Support system : Movement of cells (Gives strengthy.
Types:

Based on size diometer),

SRXXRXRS

* microtubules : Big. microflaments  Microtubules  Intermediote Nlaments

* microflaments : Small.
* Intermediote flaments : Most abundont.

Cytoskeletal Qlaments

l. MICROTUBULES :

|
Proteins :

I, Kinesin. ‘
C A D5min.

2. Tubulin.
Functions :

I Axonal transport C1pE
: i Forwardﬂ'l‘

TransPor’c
direction

cell bod}j ‘o synapse (nnkerograde/ g S}japse ‘o cell bod5
antegrade)

Protein Kinesin ‘ dynein

Speed of . Fast: 400 mm/day

transport ~ Slow : 05-10 mm/doy RIEERaRT )

Invasion of mieroorganism :
& | | ® Rabies virus.
¢ Tetanus toxin : Tetanospasmin.

Clinical
signi%cance

a. Cilior 5 mo’c\lrtg ; khanirfan0392@gmail.com

\ Phgsiolog'\cal cilio mo’c'\li’tlj :
~ In lung : Clearing sputum (Protective).
- During embrgolosicod development : Rotation of interal Organs.

Physiology * v1.0 + Marrow 8.0 « 2024 Page 1/6
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Cytoskeletal Filaments & Cellular Junctions - 17

----- Active space -----

* Cilio structure :
- 9+a microtubule arrangement.
- dynein (Arm-like structure) : Cilia, sperm, Follopion tube motility,
* Clinical significance :
Immotile cilia. syndrome (artagener syndrome) : Absent dynein.
- eronchiectasis ¢ Absent cilio motility — Sputum occumuloted —> \n¥echons.
- Infertility : Absent sperm § follopian tube motility,

- Situs inversus : Absent rotation of organs.
khanirfan0392@gmail.com

3, Chromosomal movement during cell division ¢
* Protein : Tubulin (n micrictubule organising centre : mTOC).

. Sisni%cance : movement of chromosomes into daugh’cer cells during mitosis
(For cell survivad.

* Applied aspect : Microtubule inhibitor drugs.
~ Anti cancer drugs : Vinca alikaloids (Vineristine, Vinblastine), Taxanes
L ' motile cilium
(PoclitoxeD. ' .

- Anti Sowc dmgs : Colchicine. o ' —

Microtubule organlzing
center (MTOC)

a. MICROFILAMENTS :

Astral microtubules
Proteins :
. Actin.
a. mBOS'lﬂ. Kinetochore microtubul
| microtubules durins mitosis
o T | éHele’cal muscle
Functions : _
. Skeletol muscle contraction § relaxation : Sliding flament theory,
a.Cell motility * Aetin polymerizodion — gnhances motility,
Clinical significance : |
| 8 @ InlA I r_
Inl8 !
¢
W =)
é o :IC:’:EC @; :
2 - 4
e Y\
L fAction of Listeria.
D Physiology * v1.0 « Marrow 8.0 + 2024 . ~ Page2/6
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Internaling (/)

Listerio. —> gnters into cell

----- Active space -----

‘éngul?ed into vacuole (To contain s spreowD
Listeriolysin-0 Lo
greakdown vacuole

Act-A
Actin po\gmerizaﬁon
Ccomet tail paktern (Polymerized actin)
Tumbling motility
Infect nearby cells

3. INTERMEDIATE FILAMENTS :
cell specific : Used as tumor markers.

& T : =
' Protein |  Location . Clinical significance
e Tumor marker in squamous cell
coycinomo.
Kerodin
gpithelial cells * mallory Denk bodies : Pathological
(%’coheroedn) e s
deposition in liver in alcoholic liver
, disease.
| Tumor markers in sarcoma
Desmin muscle
(Rhabdomyosarcoma)
o Connective tissues | Markers $or tumors of mesenchymal
vimentin -
: 6dsEa0 RG240 182¢ab __origin
&liol Fibrillary Acidic | - Astrocytes (star | Tumor markers in gliomo (Astrocytoma,
Protein (6FAP) | shaped glial cells) glioblastoma. multiforme)
o e i Progerio. : Disorder of premature ageing
‘ (Werner syndrome)
|
Cellular Junctions . 00:27:34
‘ Types
‘ \ l i
Y ‘ v
Cell-cell junction Cel\-basal lamina junction

. I [

. ! } I 3

Tight junction Cell adhesive junctions Gap junctions Hemidesmosomes Focal adhesions
Zonulo adherens,‘

Desmosomes)

Physlology * v1.0 « Marrow 8.0 « 2024 Page 3/6
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Cytoskeletal Filaments & Cellular Junctions - 19
----- Active space -----
x > Tiskrtjunc&ion

. 2onulo. adherens
L — Desmosomes
[ —> G@R446RNSP03a74e182fab
L » Hemidesmosomes
Cellular junctions e
CeLL ADHESIVE JUNCTIONS @
uges cell adhesive molecules (CAMS) : |
e codherins. Primarﬂ pro’cein
e Inte Sﬁ - Linker protein
* Selectin.
Structure :
* Primary protein. Cutoskeletal Rlaments
* Linker protein. A
cell adhesive junction
. cﬁfoslse\e’ml Sloments. ' '
i _ & o ' * Desmoglein.
(lnp! | —-cadl erin
ol : * Desmocolin.
Linker protein B-Cotenin - - S Desmoplakin
Cytoskeletal Rlament pctin~ ~ | TonoRlaments (intermediate Mament
nmoleculoy hjjachins : | * Abundant in structures with
Internaling (n Listerio) mechanical stress (Heart, skin §
| uterine cervi. ’
Recognizes g-cadherin ' Pemph‘\SUS disorders (Skin blis’cér\ng
Vo disorder).
Invade cells. * Autoantibodies against desmogein.
Clinical significance B—c«mm& Desmoglein  Desmoplakin
L
o 1
©
b ,
k5
@ e~cadherin Actin Desmocolin  Tenoflaments
| [ Physiology + v1.0 - Marrow 8.0 2024 Page 4/6
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