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Respiratory System Functions :

¢ ATP J) @it 7y oS « d8lall jaias #lisie normal activity J) Jes
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ATP

CO2 J Je o A Wastes J) alki zlisie GlaS GuansSVI JAaY zlinie (o (e Lisl*

s CO2 U e (10 allay s 02 J) Lawad J33 exchange Jexs sl il Sleall dada g 45
ventilation (e Aalasl)

D 7 OB () pall Ji a3V GV S GannSYL i Lo S ) sed) iy oI [
Gl 5 iVl 5 LRI aall (e eV Jiiy ) Laazy (pall s 4300 sl O3lay sl (o exchange
cellular respiration Jasxi jadiy 4,041

dexd Jia AV 5 LIAL (oW Jia 5 5il 2 sl Sleadl physiological function dV 13
CO2 J) ;o palailldalsy oS ¢ cellular respiration

O iy 53 5385 lianad a8 ¢ sl alla s pnsall i e 5l Lsales Lila J 5k CO2 O [
penll (8 giai 3 5 Ll lass & plad sy @2l PH

7.4= physiological PH J p.s

o o=anal s L e Ul ¢ LpSe 48Mall 5 lasa 3 CO2 J) 3S) 55 e i PH Ul pus
W acidosis s A gaddll JAu ez s PH JV 8z UL senn (2 CO2 ) A LS 235
sl Sl i L) Saa

s Lanss 3 Gl ) Gl e ity PH JI45
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RESPIRATORY SYSTEM I 58 Liaway 38 3 (8 oSy 5 ¢ 4o 4830l 5 CO2 J) S 53 -2

OS¢ blood PH @ aSai 7 5 dull sla ¥ adl) 3535 sa sie G 3 058 2 3Y CO2 JIER
goanaal dllay e sl ¢ Laally 81 e e il

s Aaally 98 L& () 5Ss ¢ pans) e 5 le Aaalls e 05S0 Lo Aiinaall (& uaS) s je shay W s
CO2 Al mas)

¢ regulate blood PH Jery (owadtill Sleall casS

J 5 aally Ht 0 313 53 acidosis Alay Jan asdll ey ¢ il Ly PH J) Le cand 5 L 8
Gib oe S PH JVdad ad 5 s CO2 J) A Jand a8l g8 ¢ gm0 ) ketone bodies
(ASe 483l i) WiSa) analls CO2 J) 4peS JyliS

70 QU Al 8 CO2 JI A (e Jlay Jial A pouy iy s Acidosis svie yway padd slo
PH JI @i

JuaY) e (55583 Jarynx voice box J) e s sisn a8l Sleall (e ¢ a1 Vocalization
4 gaall

Ll ik 5 sl LIS nose , pharynx , trachea J cse <l (e ) 55 il Slead) L) B
alveoli protection desy 2 JUlL o)l e dals I ) sell Calass

LAl ATP U1 )y i sl UIA U0 i€V S g sl ol el Al dada 1 4
cellular J) @b oo Lo gilall Jals Lealil aiy Jasd ATP J 5 4 1) Cilegall 5 il 5l
respiration

Gl e Gaelll ¢ 5115 5aelll 505k e external environment J) e as aaaSYI 4
zo s Cum GanSA diffusion sz bass ¢ 583l Gask oo CO2 J) e lenaiia s (S
i 0% A il (358 ) a2 T30 ¢ A gl gy 7y g a1 AL sl Sl sl (pe Jiy

G & 4 aa 55 CO2 JI Leie 33 s 5 AaiD Lpdany 5 (pansSYL

At A A Y Ay gadll Lo V15 il Al ¢ cvs (e i respiratory system JE
OnasSY Jii dage cilisi gy e (s simm aall Slia anll <l oSl rling (e ¢ aglii g o sall (gla

st AU adll sl g e (€Y (50 % 2 G pdll (A s e a ¢l Jha g W SV 45
CaS) 4 Jaa 2al 5 G sle sad IS ¢ Gnsle saned) (15 30 Bk oo Sl
Lo sl Gl i dll ypmy AAD) (ola L pal) 8 5l iy 3l Jie (1S Gass (5Y sl sangl) (i Alla b

JE S e past 5 La il RIS () nsi (e (3505 (5588 G35 5l 08 pally cpsmaS) b
ol 023 I ¢SV

Lsi j pall (I sV 3y Le J sl ¢ reversible s omste saedl (panSYI LS ) pus
gaill VI Jay g 51l aghia 5o Lo gl AnaiV) Joa 5 e and 4 el Jumy 5 G sle sanells
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Airways ‘| | Exchange I:
\ ] atmosphere
,i \ to lung
Alveoli A
of lungs o
COz O,
A Exchange Iz
‘)\:\ lung to blood

?
Transport of

, ) //}

O Exchange I
e

\W - blood to celis
Cells ’/,, respiration ;.—\

ATP

Systemic —{
circulation N

Nutriemts

Lepaniia o uilSaall (gla (s 1) 5 dpa LAl Al o ) 3Ll exchanges Gl il el B
exchange dJs'a (inspiration / expiration ) Breathing / ventilation

el s ¢l om0 5% S8 exchange JIE
At Jaa sy Lo aad (i sle sl 315k e pall 3 CuanSY1 i 23 - Lo [

Jand iad eV 3 5 ) V) il Camy ¢ a1 ) 0 5S4 3 381 exchange JER
Ol L g (a1 CO2 pall ey cellular respiration

(low ' high ) passive diffusion Ji & <l Jas 485k p.s
Respiratory System: Overall process

» Respiration — four distinct processes must happen

Pulmonary ventilation — moving air into and
out of the lungs Inspiration/ Expiration

External respiration (Diffusion) — gas
exchange between the lungs and the blood

Transport (Perfusion)— transport of oxygen
and carbon dioxide between the lungs and tissues

Internal respiration (Diffusion) — gas
exchange between systemic blood vessels and
tissues

Cellular respiration
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upper respiratory system + lower : a U ¢l 3a ) sty Respiratory system )
respiratory system

On AS jile (0S5 ) pharynx ¢ <) e e a8 S nasal cavity o< 058 upper B
il Sleall o) al Gu sy larynx d dea st e 3 jma (a5 il Sleall

atl W ¢l a5 trachea J) o s lower J B
it 5 il Alant) dleal Tan nge (udill Sleall (s ¢ 2 (4 thoracic cavity J14
Ol Alea =y g pleura b U slie Ll aa g o N4

oalil Ly W U diaphragm & oe saa s aal ¢ uiiill dlee 3 dage <Blime 3 S 4L
intercostal muscle + internal intercostal + external intercostal + (& GWS 3% Jaxthy

s ¢ el lae A aeludy g aaludy OOl sla JS abdominal muscle +neck muscles

OV oh b sty I o 5ulSeall ¢ gt gl Aibaiall s 5 7y LedY a1 5 alii¥) Cidlaall

Ju diaphragm I o=bids) juay Ll JUL ¢ 4puSe 483e yolume Jb 5@ I pressure
Jalhy bl J& 7 ) s p JUL pressure J) Ju # JUlb volume J) a5 7 AUl sl

¢ pmidiall aal) ) dlad) Jaall (e Jay o) sel) e L e 7 Al b daiall juays i )
S I (L) Al (e i

Parts of the respiratory system include:

=

« Trachea
Bronchi

Bronchioles
Alveoli

capillaries J) (e xS daxy dalas ) S5 el glveoli J (2 exchange J) Sasy

bronchioles JI <lled 0 z A3 alveoli J)

Done by : Aysha Najajrah



: physiological function J) caus (sl Jleall audi oo

s warm adad S s 45 jiles a6 g ol 98 Gl jee e B ke 5S4 w4 conducting zone ¥
<*sgas exchange Jbale Ll b ( dage ddha s Ll A iy Aulin ey 5 )l a da 0

e

bronchioles J 4l¢ Jasi L sl nose ,nasal cavity,pharynx , trachea : ety

Js» alveolar ducts , alveoli : dexis JU bronchioles JI 4l : respiratory zone %>
gas exchange ped spa

Dbl Agn g A3 ol R0 5 ol ¢ L) 3 W Raniad (e Ll (ypand ) daniia jlul) 455
gm\AﬁjﬁcU&Y\dugycwﬂ\w‘)ﬁ\

cartilage «aklas ysSitrachea J p.s

Larynx(voice box):
S OS5 sz s IS Led AN OIS 2aay AN s dshaidd) (gla 4 A seall JLaY) e (g giad
TIRT OOy s)sn Led

The three functions of the larynx are:
1. To provide a patent airway

2. To act as a switching mechanism to route
air and food into the proper channels

3. To function in voice production

bronchus J a2z, W support Ll Il cartilage Judklas trachea J)osSs
ale i dualy s secondary J primary (e g 8 Gl laea s s dga s (pe dgad andii - A
bronchioles _sail

smooth muscles & 5% ¢ cartilage 4 osS: W bronchioles + alveoli J'p.s
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The Airways:

Conduction of Air from Outside to Alveoli
» Nose, (mouth), trachea, bronchi & bronchioles: Filter, warm & moisten air

» Huge increase in cross sectional area

+ Airways are subdivided into smaller airways: The smaller the less cartilage
in the walls and more smooth muscle & elastic tissue

J ' Trachea o | 522 1 25
Prerary ronchi 1 | 10-15 2
‘ |
Smaser ol <
? {\ bronch : —(‘ L
Conducting / L /AAA ‘
systom s 1-30
AN | [ |
611 1x10*
)  2x10t 100
AN\ Broachions | 2223 051 ' i
2o _ 8x10" $x10°
; R 03 36x10° »w

2 % (alveoli Jsbronchioles J 4lei) exchange surface Jelail Jawdl J e Le JS
Gile Ll dae

58 ) P ) a5 im0 385 o Laans 8 51 L) ¥ s R e Al b (5
Ja s e 2l cile el 2ae g}&ﬂdﬁu&umcwﬁch&\ primarybronchi
£ 5 24 Lo jis 354

sl jay e JS Jand) olail W 3 L S diameter 4o

zosurface area J) iz ¢ @l 3l JS Jand) elaily W 3 L US total sectional area J) 4
(%_b 48N surface area J e i gas diffusion J) e x5

elastic + smooth muscles Jl 2z s cartilage J J& 7 dawdl olaily W 3 L S 45
JiuY) sai Lga 5 L JS & 3 elasticity J) i tissue

filtration + warm+ moisten air Jasi i o il s conducting system J %>

b aSatty bl 5 (i) W jua Ly Jismooth muscles Ju ke 555 alveoli J [
lebia 55 7 ) Gl ) Ay Sy 4 5 W jaaly s s S alveoli J)
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« Flexible and mobile tube extending from the
larynx into the mediastinum

« Composed of three layers

= Mucosa — made up of goblet cells and ciliated
epithelium

« Submucosa — connective tissue deep to the
mucosa

« Adventitia — outermost layer made of C-shaped
rings of hyaline cartilage

e 3 Ll S 1 #lu g1 55 5ad) 4 Gl =5 U mucus Do WA i goblet cells 45
sudiiia U | 5gl)

e A eLuad) el & 5 Jalall Jass il o sl ici = I sl ciliated epithelium J) 4
pharynx J! z jalllslkis mucus Ju

mucociliary W sew cel ( pharynx ) e Y slai L () < LS 5 ciliated epithelium J)
escalator (upward movement)

ol 13 el 38 e Jeats ) lysozomes sl s sise 058 4all 2 U mucus J[E

83 2 90

support k= cartilage Jl 25545
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Conducting Zone: Bronchial Tree

* Tissue walls of bronchi mimic that of the trachea

« As conducting tubes become smaller, structural
changes occur

» Cartilage support structures change

» Epithelium types change

« Amount of smooth muscle increases
« Bronchioles

» Consist of cuboidal epithelium
« Have a complete layer of circular smooth muscle
» Lack cartilage support and mucus-producing cg

Copmght € 300 Pemam £ <

respiratory J & =i A terminal bronchiole 2> bronchioles J)4le &
O gann A GLSY) (e e sana Ld sn agd 335 5 S5 alveolar ducts =i Y bronchioles
gas exchange J & juai 7)) M alveoli s aalsl ouSll 5 alveolar sac

s pulmonary artery J) ¢ 58 pulmonary veins + pulmonary artery J\ e Si%l
J e s low Jhigh e gy 75 M CO2 (22« 055 deoxygenated blood

O JEi8 ) oS A O2 db dszs alveoli JV osSis < alveoli J) ) pulmonary artery
pulmonary vein J ) alveoli J' = sl low I high

0585 moist Wsew thin Y Jlasll oS5 exchange 4@ Jvay A G4l a4 alveoli
cela o s sing asm sall sl ¢ GalSY) 4

JVolaily Laila (555 81 sl surface tension sewl o8l dass z 5 sla 3l elall 250 545
suWdls Licollapse llless alveoli JI asa (aliiy LalS s @l sl ¢ alveoli J) gl center

it oo Luty Bale (318 W ) (e ¢ )5 Lgad g Leaidh aa i cma juay éla s alveoli J) (e o) sedl pllay

JV Jalss 3 e W 330 alveoli ) pssi A surfactant ) A surface tension J!
collapse _wa: 5l ai = surface tention

pall Jom 55 Lo aad (g 508 5 5 dilse <l 3lall 32Y thick Jlasdl 08 Sl ps
exchange Jexi sis capillaries < dblss ¢S5 alveoli JIEE

surface 14384l type 1 alveolar cells agan! LAY (e diida (e 4 e alveoli J (= %95
Sl

capillary J' J alveoli J (e Jais & 5 sy
alveoli J' J capillaries JI (e Jiiy 7 0l & et 55 CO2 I
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JN sl ¢ muaa (Sall5 JSI surfactant @i 75 sea alveoli J) aas oS WS
type 2 WA (e )8 &5 surfactant

W ssay 75 Sl pores 48 5S¢ agilin connection 4 o 58 38 5 alveoli J ondy
S sbuiia agilin pressure J) Jead Jslats el agaia

s>~ ssurface tension spressure J cmA8ke Jou law of laplace sevl o536 L3

(LY hill) dlay sall

I L) ¢ Lim 8 3= Al L () 658 yaaall 5l 3 580 i o) s surface tension JI < Laa

Sslel pressure J osSi o o) A s ¢ (Ganall) 2 =308l Wl =5 peall ¢ G radians
Ul (@u&iﬁ)ﬂ\)pressure d\dﬁ,gcJ)Lﬂ\ Ay Le JS ol o el ala s Y ¢ bpuall S
7o Sulld JLSI Elay sl pressure (oadi jual Jle pressure d) aed Jleall 5l Lo

IV dami a3V (V) 2 aiad Jind ol Ly ) als e g 40Ul 5 alveoli cmexchange J) seas
S pores Jass s sa aeludy cLuiY yac B gpall 95 5Kl piigall & $slia pressure
Jexy gl et U pa le o) A surfactant J) s SG) 59 ¢ pressure d) Jass Ll Jslaty
surface tension J) Jidsi e

& S e 8 ualtype 2 cells ssurfactant J8 Led 0 5S0s_asll alveoli d) i) b ia
sS surfactant e s siat L&Y Jil 3 eall S surface tension J) oSz Sl 3 gl
Cieadl (8 o sluta alhay pressure J YL

collapse isis Gl g SBlaysall o pores Jl 2sa 545
AV g ail de b3l S alveoli d) il 5 collapse s aiay 51 (San I (s

daall b anhll leanal aa s s stretching losas 7 elastic <-- alveoli J o< W
collapse sy 51l Haads sl 5 recoil lepamic

Newborn Respiratory distress syndrome (RDS):
e sa Jd o gy ) JULY) ae yuals sl

L paae oo Ji salgn A G0 ¢ Jaall el Halsh cpind) aie a5l a1 Lealil Gily surfactant J)
sl bl de pun allaty o 3¥ J 528 collapse ppdic jua oSae JUlL surfactant aeaie o5
collapse J) &isas aial s artificial surfactant

Ju iz left ventricle heart failure s s left ventricle J) 8 JSUis Jla dlls 8
pulmonary sz s ECM (8 peadi juai 7)) il sl JUlb hydrostatic pressure
4l s pSall s capillary Malveoli e @l el Lgadasi = 5 M ddlisall 3y 5 - 5 il edema
ol 4 sam aadie pulmonary edema aaie A 33 Shgd ¢ A S el & <l )

paall an i sy 5 a5 L) 3 )08l Lol Sy fine elastic fibers < dkalas oy Sialveoli JI%P
Ll alal

sl (2 a5 bt Jia 339 5e U macrophages e s sisialveoli J) %
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asn 11 an 1) ) sy
- 6 A 2 5 _palaall A i

File 2: Physical aspect of Ventilation
eL il il 8 e aalad J)jaias () & el AS s
¢l ey 1 e e o U A g ¢ Al ye e S Bl ) il dddee o respiration I
daai®™ pall (e
D Odls e e o sSerespiration J)

e L3S sl Ll €Y1 3al ) Ll 53l Ly yiina SN (cany sInternal respiration 45
ATP i ¢ s Alldall juads § Sl S

exchange _wass awall Gl S Jaay W gl Ly ytina 5 ,AT S

Gslall il oa L) ey pime S alana (5]

al Gag adll i N e g i Sl 2 Al (e il 3Rl exchange JI Jisi ; External respiration 4>
Aa S

pulmonary ) s s Gaedl) dlesy 235 1 3 5had (3 JS) JMA (10 external respiration J) al
lungs Jsair o @Il & a9 exchange Wt dexia M) ((ventilation

e

Gl 3l jay adll 5 )l o GG exchange Jsa ) GesnSYL (1) (aT L Laaay
Gl aall e adlay = 5 CO2 5 o) (A G (e @by 7 ) 0aanSY) cdiffusion

el ok e @l 3l transport s 7 Was
dana¥Wlg pdll G yeay 7 A exchange J) dkss Al

internal respiration J) Jess = 5 LAY 5 25D Jaxi Wl

~! pulmonary artery J) sk o= deoxygenated #2 right ventricle J) (e ks =
exchange _x= . capillaries d g8 Wl ((CO2 (e Adlle das o (g sinn (3 5%0) 0t ) Jea g
Al 53855 e Jii = G (A Jle 538 58 05K oS ¢ 400 5ell Dllay sall die

) capillaries J & Ml 538 55 e 83 7, CO2 JIs « ( capillaries a2 ) (adsidl

W5 98% Asmsis Ly 5 (pansSVL aaia (6 il (e by ) pall ¢ i ) (G piadiinall 5 3 53
Jaorta Jventricle J! sy left atrium ' 7 52 Lax s pulmonary vein 3 gl ~

i ad S sl e Sty A eS8 65 ) ) active s dia 5 e aad gl olal
308158 0550 CO2 ity Wi 5 L AL 5 380 55 ()5S Sl IS iy L3Y UL « ATP+CO2
Lt e

Done by : Aysha Najajrah



& ( breathing ) ventilation J)4slec & Ld 35ha Jsl s external respiration Jb
Ol AN e o) sl a3 : inspiration

AL () (e ¢l sell allai : expiration

W A8 ja dlgl o Al @il 5 g i+ CO2 + oannS) oo 3 ke Gl Jas I el 5l
bulk flow (seus &l 3l

CO2 (e ALl A g GaansSY) Wby (a5 yinil) 54 sall dasage e JSIps

JI e s ¢ a4l s Taial) (3 0 e el 3l (il 58 an iy 3 5al) (sled flow )
4uSe 48all 5 resistance

F=AP/R

AN e GaansY) Gl Jani e Wl paddiall laraall ) il (e 0585 7 Gl Slall 4S s Lua
= 1 ATM Lui (o sbi a5 50 48 yad e Le Cul3 2l Atmospheric pressure JI bie o,
Ol Jaly A dall jes 6 W1 Ja A L UL ¢ 760mmHg (at sea level )

J8l oyl 8 dasall Jand 2 3Y i )l 1 sl Jans e Ul 760 z Al 3 ) o e Uia) gl Ly
Gl Sy (addiall baall )z JAl e Jag Jall laaall (e J55 - 5 ) 5618 760 (0

el iz Al e o) o ) 8 sl jaay 2 3Y Al la 8 Gl e sallai Ly Al d Ll
S paddiall bl ) ol Al gla 8 s A ) Jaacall e Jii 5 15l WG 760 (e
CJ\AJ\}A

o e g ging Lo adll 5 a5 5 pall Ji Lo i) ¢ 0 31 (h by a5 JA (n g il
(ool (88 ol AL ) olans cpm g il Jasi (45 0

§ ol Jaby Jarally aSatie oS Lua @b

volume J) & oSaill (33 yk e

‘;M\Lﬂm&y\; 13) ¢ Ao A8all 5 anall g haziiall ( d8le 2a o 4 ULSs Boyle's law e
S (OB Jadl Il e Jaih - 5 o) gell UL (Gl Jand Uy Wl (sla) aaall 35 0 3Y i )

e Gusle saell ¢ CO Jle Gapall e allay 33l pall 3 D o) Al @l e liiin) s 345
Ll )Y daady nsle saed) CO sl (8 0580 W (Ul ¢ sV (e 38 el CO Y affinity
GRS g ga palaz¥) Joan Llle UL aoadl (8 annsSY) 58 55 Ji ) UL ¢ Y o e

Sb) flow i o JUl resistance J) x5 7 Al sel) Slaaill 3 Gui Jua Aa 34
4o A8l Y ((mal ventilation J sas 7))

mmHg at the sea level ) <t &S ressure J s L
760mmH h level ) <ul oS ATM P J g ks
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zoinspiration A i s ATM pressure (s Jil baall jua) Wl : Negative respiratory
Gl dals (A z Sl el Had) S ja ) oSS

expiration J Al & s ATM pressure (» el baall juay L :Positive respiratory
g s il e SIS AS a o Si

at ) @l & et LAl gl 8 ATM pressure  JI s sb sl 3 ezl il s a4
(rest

Ol @l el Ja g e ldie Ual iy : humans are negative pressure breathers 4>
( &M\ Jac La <) gaal) ?.Eu_j o) aie ggl.a ) ATM pressure (= J8) s ) c5-°‘ Lrall Jaxia

Jhay g JLi g Jla Ludilll e Slie Ll ¢ positive pressure Led Jass shaic linl s i %
Ol e Taaall Jasty UL e T a5 e s s ASLe sardiond ity il ol5 s 5l
(low & high )38l

ATM pressure < a¢3 )\t Lal Loy Respiratory pressure

Obiie — s+ slexi a3¥ W ala alveoli JI 8 sl o N Jals o5& W pressure J) e [
OIS Alls 8¢5 _pate 43l OS5 ¢ Intrapulmonary pressure 4es Il 4s )35 ) o) sell Jaas
db@}é*ﬂ\@m dm;SCJdﬁ\ Q\SM\;@ ‘ Q\j&l\d)ﬁcJuATM pressure 3 s sl
at rest s lgiad (S

OsS ¢ intrapleural pressure 4« pleural cavity 8 25 5« S pressure oS G
ATM J) e J81 Laa (358 i) negative Lady sl 4 Cullill S8V G ¢ Al 8 jaaie

4 () 5$ Ly 13V ATM pressure d) e 08 Lals 93 L ¢ at rest = -4 4l o 5o (pressure
transpulmonary Jias 2 g Lila A ¢ [ntrapulmonary pressure d gms sin G4

pressure

sz intrapleural pressure = Intrapulmonary pressure J4ed CilSalls AP.s
(A s & i transpulmonary pressure 4ed o S5) collapse

pressure &l intrapleural pressure s Intrapulmonary pressure i ¢l Ll 13 [
collapse e mas be i )l g e dadlas = 5 I3 68l sla « transpulmonary pressure o sews
2805 Gaedll e yaind il

at rest 4 Lgiad ;5SS
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Inspiration ' Expiration

g : Intrapulmonary

E +2 ‘ pressure

£ : \ i

s O
o3 ' Vi
- | Trans- [ | Y]
H g : pulmonary
55 . . pressure
o< ' '
1 i '
20 -6 . N Intrapleural —= | _ s
§ 8 : pressure 4
aes® ; ¥

pressure related to ATM pressure (e ke y axis J) e

intrapulmonary s A AT rest Als 8 sl 3 760mmHg = S i biall i) UlSs Wl
pressure

L 2 ae Jull negative sy siad J 35 7 intrapulmonary pressure J) el JIA Lua
2 o el JA0a Jarall 6 53 oy 0 ) 2 HWAN e JAn ) sed) Gilu ATM pressure (= BB Jba
OB Gl e adlay 5 ) ged) clia g ATM pressure (o) spass

el ATy 830 8 Tlase srest Ala 3 jia o 5Ss intrapulmonary pressure JI 4>
more negative _sa: Gx-ill YA ¢ intrapleural pressure at rest (negative) =-4 J)lie 45
e B3 s g Jsla a8 51 8 o

I lerhany 75 S elastin lede 5 05 cundl elastic oS I lavasy ) olac I EY
Lpania daa )l (gla ¢ Daaaile 2y aphall gasal as gl 538l Gl sanll dla g3 it 5 elasticity
chest wall+lungs are elastic J! sl 4 Le elastic recoil

.The lung has a tendency to recoil inward and pull away from the chest wall

.The thorax has a tendency to recoil outward, away from the lung

S pleural cavity J) agis 43 9 Jalall olaily (5 )l 5 = A oLl I recoil J) chest wall J!
Luls o clis (liie (Ao 283a1) Ji o ) L Jarall 1L A ) (sled daid 3 50 7 ) Leans

J) a3 75 A surface tension 2 A (recoil) o 68l J s Slati 5 68 3 1 ¢ negative
CinSlaiall recoil J) o 68 4 (3 ) (e pleural
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surface J) (Sae il 8 yzia ‘SJ}‘Y\ B}b\a.d\ g co||ap5e \.@JH il &b)u Lala uglsj\
surfactant J) s& Lda 5l LSs 5 collapse e Jexs tension

surface tension Sy Jalll saladl Il Jung elastic recoil s» collapse Jex (Sae Al LS
sy ol Adlaial e caidy = UL 4uSe thoracic wall recoil J) 4 s Jalall salas)
collapse

LelSa 53 @01 (e Lgunsi/ Ledadii & siae (3 1) (e B 53 ol o) sl/ARSs JS) i S Al 30
intrapleural pressure with J) s sk 7 ) Alall 5l &z JAd) (e 198 a7 ) e Lo 2z
s Transpulmonary pressure J) dad muai = 5 U5 the intrapulmonary pressure

collapse 4l juay 7 JUL jia

Mechanism of Ventilation

23 Lad ¢ laan 33 5 Gk ge ATM pressure (e J3 5S0 b baaall o 3V ¢ (3agd Jend Aa
IV aas 2z Sl Jeu) elaily J s 7 Sl diaphragm J) Aliasl bl juay o 3Y aaall
Lzl Ju -, JUlb thoracic cavity

Lealsdl saa g KSribs J e oS0 ) internal and external intercostals J) (leS Le 8
o4 san i (lie external J) e <iliad dai ey internal J) Rl ¢ gAY e calisa
antagonistic muscle groups

Jusspace J vz Jub diaphragm +external intercostal J o=l juay 7 5 (edd) 8
AN e o) sedl JAx 7 5 ATM pressure (o 8l sy b 3 jaay g aiall

Sl volume J) Jl&E 7 5 A 2 recoil J) g @3lanll sl relaxiation J) ;s 3l Alls L
AN s G ) (e o) sedl Jiiy 7 ) ATM pressure o sle! smay b Jsl s bl 3 5 7

exchange Jba G ¢ Sl G allai = 5 3 511 5 6l 56l (e Je 500 Lot Jai 75 3l 34D
058 by A e VL i 0 oS Jany A e adday A s (e o I Jaay ) o) sgll Jiag
s (e (5 ginall G LSl (s i g8 JUll CO2 (e

¢ glaall gaa 5850 o Gl GleS gladll g 3a b 5S) e g S 4 IS Le s 3 : Inspiration [
motor <=n z ) 3 Inspiratory center (IC) in medulla oblongata stimulated 2>
(costal nerve ) phrenic nerve <au = JWS diaphragm J! & phrenic nerve J neuron
S4b 25 =5 volume J) JUlk contraction aellexd 75 A external intercostal muscle J
Ju 7 b bia J) JU Intrapleural space (IPS) increase J)

Causing the lung to expand-—> Pulmonary volume increase—>intrapulmonary
pressure decrease <760 mmHg)

(u'aés_nd\ ) Jalall (‘;Ju\) GJ&\ e bl Jady Jaty S, ¢l sl &Uh
il (A (VL Jial)elsed) (e Je 500 L Ja 2
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( due to recoil + relaxation ) : Expiration

) L) i ) sl stretch receptor e (ssiah A Laa ¢ 1 Alle 4 sl CBlay sall () S5
Olay sall 5l 4 uiil) 381 el glaall (Stimulation of Afferent vagus (sensory nerve)
Inhibits IC in Brain stem and stimulate Expiratory centers Jasié <l il sl
wnzodasduzyvolume J Jull @zl relaxation sz SUL which inhibit IC
OBl ol e ) sell allay = 5 L ATM pressure o« el sway 75 L2 2a s pressure JI

40 sell Dlay sall e 6l 5l 7 A0 sl aelud = 5 s lungs elastic recoil s i e GleS

internal : J contraction Jexi 7 active expiration (deep expiration) dJes Ly %5
intercostal muscles and the abdominal muscles which are not used during inspiration

J' e innervation Jl xn 7o+ S &lae Jadi 7 deep inspiration Jess Uy J%

Jh e Julb JiSI juas neurotransmitters J 2= Sx external intercostal muscles
<l phrenic nerve Jinnervation J'xj diaphragm J) s « &3ka=ll contraction
LY (=ldiV) v 5 7 JUlb S neurotransmitters )4 &b )

L Ual i &ad very smooth ¢S5 s Geedl) o A8 i1 e Jead gLl 3 581 e 22 0l
e 0SByl Gaaia

Factors Affecting Ventilation

) O e Prbeng) OF o vy

* Airway Resistance
*Diameter

* Broncho-Constriction
* Broncho-Dilation

LAy

* Mucous Blockage

* Alveolar Compliance
* Surfactants
* Surface Tension

* Alveolar Elasticity

resistance @AH«JYL&@BJEA}:‘US‘M\@@)Q\‘;;ga)LdSmMJu\ 35);
<Ll flow d\dsﬁcjgltm_; R <l y 1)«

R 2.z broncho-constriction _ba 13
R Jsi # Broncho-Dilation b= 13

R 2%z Mucous Blockage b= 12}
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(paad) s baauzall (4 483 compliance J) e i35 7 ELASTICITY JI Lias 1)

zovery low 5 high < la 3« normal osSia3Ys compliance Wwacalveoli JI%>
ventilation J e b

6 oS¢ u 3z resistance J) sl g s sl diameter Ji L JS : Airway Resistance [l
J o8 Ju diameter J) mmsa 5 resistance J) JE ) diameter J& e JS ()5S 5 Al
diameter J! ;55 bronchioles J) 53 ( capillaries JI lae (i) 3 53 total sectional area
J8) aedY resistance J) o8I 81 LY

(broncho-dilation) bronchioles J! e s: Epinephrine J'4>
broncho-constriction aslless 0al S Jiiw¥) 45

Lung Compliance (Stretchable) Is a measure of the lung's ability to
stretch and expand:

dagie (e glais 518305 sl ¢ Y normal range Jb 0sSs a Y

Volume

Compliance = _
Change In pressure

& DI e (pra paa a7 Cpre aiia die ¢ paaldl g barall G d8e e 3 le &
D) 3 e OS2 il il Aam e Y o ((onanall qa sl 3 ala) Al el Uy sal
i g el = 9 il Jaral #Uad Jadh (Adpaaa) Lda Huad 7 ()l JUIL emphysema seul

elastic JI #Y )l A et AL ¢ Guedl) 8 A 5 S5 L (high compliance ) Jbll
xS Laie recoll

e fibrosis Uls 8 low compliance Waic 450 sell iy sl i) uSall (5585 SV A
L Lo Aale b 3 43 ()5S high elastic recoil sdie 058 S clia 4 sl Slay sl jlas

The compliance of the lung is determined by 2 factors:
1) Elasticity :

bz high/low ¢S 13 Y WY recoil J e aaiaty L3y
2)Surface tension

Surface tension of the fluid that lines the inside walls of the alveoli
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File 3 : Lung volumes
405k A8 5 Ll (58 g IV aliallys el 3l il 8 e aaied Gl R AS ja i) o jeia
resistance J) ae buse Cauliy @l Jall flow J) 5l <o ymie LS

OSan G sl aS iny ¢ Lumas a8 il W1 15l A€ e i Ll a8y L) ) ggl 4084
Jsla JAY (add (e aliaty allad 5 ) gell daaS laS ¢  SUI adld (e calidsy o )l JAx
J\WOLAS}(;!_}.\H‘ 6.4)5\6.5\}& éb\/gu\d&uéw:j)ﬁh)@nijihvolumes
Uadd (e AT ((Ame 42u) capacity Gl (8 e (A1) (ol JAy oSee AN maximum
(DAY oo Gliah dan saie (35S agal aa JS (AN Iaal g sdic hal el (adld e alias) AY

test for lung Je=: Sl spirometer sesl Jlea Gk e capacity J) gls asis inl
el 5ed) (o oanlall aaaldl allai g G2 dl) A o) sell o (apdall anall 33 5 a8 Ja Casdia s function
233 53 il (Saa AN o) sed) e maximum  J) S s Winw pandiy g i 3l

a5 @l yoidal 8 S galadiind 8Dl Clddival b o seriun e el sl pis

plall g a8 548 )5 (5 ) Jleadl (4 Casdia (LS ¢ o) sl b ZiG ) Al tube e 0sSh Sleadl ala

Ll ¢ il (e ad z 500 Y 5 a0 Jaiy ol 1) ol sed) A ja o aaing ala 5 030 Ol e s S alday &l e
eV olaily iniall aus yd AoV olatly Alill sy - L ) 9 s 5 Sas inspiration Jess

Alall) Jant) olatly Jimiall dans ) 585 7 Al Jaud) olaiy Al J 35 - ) expiration J) dlla i Ll
(A0 b e Wy alall o = 5 1 gl Ji Wl o8 53 SW (65 (LA (Ao e

G000 - Inspiration
ﬂ P A
5000 =
Inspiratory Inspiratory “Wital Total lung
rasaerve capacity capacity capacity
= 4000 - volume
E
ax»
s
= 3000 A o e B 1
-
> L/ \/\J/\U
= R - G - PR
=
= 2000 - Expiratory Functional
resaerve volume residual
capacity
1000 -

Residual

Expiration
volume

Time
lung volumes and capacities : Jleal) (e Lada gl jasy A cila glaall

Qalidy g AY (adid e cilidy lada s Jo 6000 5o 0l Jay oSes ) maximum volume JI
ol SAll e
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Lung volumes :

Je 500 Ly i L adlay 5 4,0 U3y = ) normal inspiration / expiration J Jass L Ll
Lellis JlaS 4l e Ll 5 Al g3l (a5 duzaly ) 5 )31l e | Tidal volume W s dcill (sl
1 GlaS janlly S laad s 5 jee (A Gay GO0 JSAN (e alinty g U Gadld (e AliAT guia
Al () je padlll IS

s o) sell o Apasll gla Jani Jiad gal Flinia il 5358l (w deep inspiration Jess LWAg
inspiratory reserve volume(extra volume of air that can be inspired (i alal)

o iU Slaa) 538 volume o ke b =y ¢ over and above the normal volume)
Je 3000 Lussi siad Sy ) Jany sl ga Jand Uiy

expiratory reserve volume( maximum extra L s deep expiration Jdes: W%
inspiratory J) o« J8 ) 5S5 « volume of air that can be expired by forceful expiration )

) Lelend (a EBliae Lgildie Jadieg 3 ) zUsS 858l allaly sm 5y o4 5 ¢ reserve volume
Je 1100 (s s sied Ly 855 ((internal costal + abdominal muscle

A | sed) et ) ity L deep expiration desi Wl ia ol adall aua gll i ) sl albas Ll
Je 1200 Lt sied 5 Residual volume o sess 2 <l Sl (e A Lgad Jaay Y1 Asally

residual volume JIlae e asaall sla JST 55 508 Sleall pis

Lung capacities

inspiratory J) gs ashll ma sl paia ) sl 2aS & U tidal volume JI aesi W
) Subas deep inspiration J) o s gia 3.0 50 1 5el) 48 2 I reverse volume
Je 3500 Lied L a5 inspiratory capacity J' s

Inspiratory capacity (IC) = VT + IRV (~ 3500 ml)

The maximum amount of gas that can be inspired after normal tidal expiration

maximum in & maximum out without residual = 3,k vital capacity J'%>
volume

Vital capacity= inspiratory capacity + expiratory reserve volume

Orrrrr: vital capacity = expiratory resrve volume + tidal volume +inspiratory
reserve volume

O 3 ke U ea la 53 s sallais Ja 500 Lu i g 1) sed) Gansi mpadal) aa sl 8 Ll
expiratory s 558l gallal 508y ) 5ell (e BpaS L Jimy ) ¢ Vsed) (00 JelSIL i ) Le
residual J) s U sallal )38 L (g ey AV ) sl (e 4aS laS Jiiay g reserve volume
o S el S 0o 3 5ke o ) Functional residual capacity J' se<~) Js» volume
Js 2300-2200 Ly Lind U normal expiration dV e o il Juas

(FRC) = ERV + RV
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residual volume + expiratory reserve volume +tidal volume L %>
total lung capacity ~ sew: ¢S Js% +inspiratory reserve volume

Ja 5800 s s eiaid Ly ji5 5 vital capacity + residual volume oS s sbs 52 5

All pulmonary volumes and capacities are about 20 to 25 % less in women
than in men. They are greater in large and athletic people than in small and
.asthenic people

Lung volumes and capacities

Smaller

Larger volumes o0 4 g
volumes I
males females aal v
taller people shorter people §
non-smokers heavy smokers :
athletes non-athletes -
b N
1

z ¢ Baals 438y sl 3¢l 8 (e 3 e s Maximum Breathing Capacity (MBC) lc %>
Loy dlle aadll & 281 J sl 428 324 maximum in /maximum out s (addl el jall 3l
e (G il Gandll Gl Ulae (g i1l 5 ¢ oade el ala J85 a8l il s ey 7)) gl
iniad Ay gl 3l g3 g Lall ¢ gaie el Hall il Ji5y Canly 7y Ae jun sl Sla (w asthma e

e 4505l ¢S (AS) Ll A raa saie (el gl e Jaty 4y ) 30 Aed il Le JS) (sl
S asthma Jb clad) (i il

Done by : Aysha Najajrah



[ | o | |
Inspiratory
| Reserve
“ Volume
(1RV) Inspiratory
Capacity
3 )
Vital
E CADACITY
37 a ; 4 ’ ~ (ve)
\ \ | J \ Total
[ / \ Tidal Lung 4l
g | | \ volume Capacity
E | f / Worwn (o)
3
—
g Expiratory
Resmrye
volurme
(ERV) Functional
Residual
15 [ Capecity
(FRC)
Residual Residual
Volume Volume
(Rv) (")
i a | |

Lo Lin) gl Jlealls gl oy 53l Cana @ligl i )1 (e | sallal 8 Le s residual volume J14
Lol iy Hod Sleadls el 5l 8L Lal ¢ Tubun W Lgiad Coyai i

& Jm o Wie e o A exchange W Dwans i)l daasi 7 LS (e Jaxi =5 N Je 500
exchange el siass (i )l shasi 7 ) U aa Ja 350 5 e 150 agad daas Ly ) sl

%Dead space: Volume that does not participate in gas exchange
Do)l sia s A sel) el Jams 5 G 6 )l e

I dlee AL e s ) p e il Sleal) (833 5a 50 4ikia 8 1Anatomic dead space [l
%30 4wy i tidal volume JI (» e 150 siad Lu % exchange

e el e 140 sell Blay ) Jua s 1 56l 53 2 alveolar dead space

2 perfusion apaic juasle JUIL ad Lehial 5 050 Lo (gla 4300 sell O3ay il 53Y < exchange
OSae (ST AL (Led A 1 gl) A0aS) Lgiad oanhall masl) & 8 s non functional alveoli i
A pall YA 8y 5

s Anatomic dead space J! g sae e 3ke 4 : physiological dead space
alveolar dead space
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KEY Dead space filled
[ Po; =160 mm Hg with fresh air
[ Po, ~ 100 mm Hg

Atmospheric Exh @
ale 500 mL
e @) End of inspiration O (,,dafvo,um";, 24
The first exhaled
\ { air comes out of
the dead space.

Only 350 mL of Only 350 mL leaves
Dead space fresh air reaches m / -
is filled with alveoli m el
fresh air. Respwatofy
cycle in
The first 150 mL an adult

of air into the
alveoli is stale
air from the
dead space.

2200 mL

Inhalation of 500 mL
{tidal volume)

X
@) Inhale 500 mL m
1

of fresh air

R

(@ At the end of expiration, the
dead space is filled with
*stale" air from alveoli.

Je 500 Jaus 1 sa nal 4005 e Lal ¢ 2l sell (e o 150 A0 5l Ol jaally iy ) 53 LS Lisa
dasiz) Gl da350 JAdaYl (il Ledaiy Gl paall (B A dapaill Ja 150 JI @85 ) B
Ll i) gel) &l yaall (A& daa JAa AU sedl (30 Je 150 el 75« exchange J) Jaxd g o )l
exchange J) <lee A 350 J)s waall ) g6l ae iy A Ja 150 J) addai 5 b 31 Jams

Minute Respiratory Volume: To determine the amount of air we inhale
per minute

Minute Respiratory Volume = tidal volume (~500ml) X respiratory rate(n
breath/min) (~12-20) =500 X12=6000m|/min =6 L/min

JV a2y ) hyper J & oY 4adill ¢ 5 5L # ) hypoventilation + hyperventilation J)
Ju 7, hypo J! & W respiratory rate

44y Hhal linie Lisl eled JalSIL Lgaladinl o Lo Jasiy W Je 500d1 53 ale (S5 Lidaady sla L
W e 3ol
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Alveolar ventilation: the amount of fresh air that reaches the alveoli
.each minute

Alveolar ventilation= ventilation rate x (tidal volume - dead space)=12 x
350=4200ml/min

Je 150 Lu i sied LU dead space JI sd duay 7 U1 1 sed) de 5001 (e 7 ke i

p.s 6 L/min of fresh air enters the respiratory system, only 4.2 L reaches the alveoli

Condition Pulmonary | Alveolar Ventilatio

Ventilation | = Freq. x Vt--dead
=Freq. x Vt | space

A 40 250m!l 10 L/min 4 L/min
B 20 500m! 10 L/min 7 L/min
C 10 1000ml 10 L/min 8.5 L/min

Jax 7 A el ApeS UL ag jos JSEy Gadill 33 50 6 hyperventilation dele sl 4 A
LB G S

normal ventilation J' Jele 23S B

OS) el oa 4eS UL (Baee Ladd 33 g9 S0 2 hypoventilation Jele a3l C

Alveolar JI (i agdl 055 e s Pulmonary Ventilation J) (s agl) 433061 (ala iV s Lua
400 gl O ay gl (Y (0 SV S Jha o =) hypo JV Al & Y Ventilation

oo A sl gaaty ML dead space s dan A ) sl alaadd hyper JI A A Wl
AL S i)l dia st

TABLE 17-6 Normal Ventilation Values
in Pulmonary Medicine

Total pulmonary ventilation 6 L/min

Total alveolar ventilation 4.2 L/min
Maximum voluntary ventilation 125-170 L/min
Respiration rate 12-20 breaths/min
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Maximum voluntary ventilation: which involves breathing as deeply and quickly as
possible, may increase total pulmonary ventilation to as much as 170 L/min

© Orbadll e g5 il Sleally (il el aadie I (alasY) vie 3 53 dead space JI p.s
Asthma

File 4: Gas exchange in the lungs
exchange sz 58 238 5 shall Lua ventilation ) (eald U ja (a5 58l il L

il g ol (e JE5 ) &l 3 gl diffusion J) & ventilation J) o s A Als
GSally s aall ) A 5l g sl

L Qe gra GleS sl G Gie Lasad Jaay AU el g3 LS

Constituent Inhaled Air | Exhaled Air

Qxy gen 20.9% 169%

Carbon dioxide 0.03% 4.09%

Water vapour  Variable Variable but more than in
inhaled air

MNitrogen 78.19% 78.19%

Noble gases 0.949% 0.949%

) e lSa G 0 e daay 81 ST s s 5 Gaa g i) Sl s sl (s se ) S
pdl (A 8 ol Le oYl be 55 Ja Le )

Jido ala g daa o2 IV e ST ApeS g JAn AN €Y (e J8) AaS i (5585 allay =5 A el
exchange b= sl e

Gas laws:

mixture of J 2 aaly 5l s 2l gtmospheric p = 1 ATM=760mmHg J s <o =i
partial pressure s gew 48 Jald baa fll Jle JS U gases

Patm (in dry air) =Pnz + Po2 + Pcoz = 760 mmHg
&) oY partial pressure J) OIS Le JS gadl A Slad) dud < j La JS
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Pgas = PATM x % of gas in atmosphere
E.g: Poz(in dry air) =

760 x 21% = 159 mm Hg
Pco2=760 x 0.03=22.8 mmHg

The atmosphere is mostly oxygen and nitrogen, while alveoli contain more carbon
dioxide and water vapor

Ja gl sall e caling ey ¢ Al S 86 e aliny €02 5 (xS partial p J)
AYRT ) 3 T | - P PP | - B P g [ W VA | Gt TN |

baall 8 5 Al s Gl JBS s partial p (B G 48 05 a0 e
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S (Y 5 (CO2) At sell chomy sall Al (a s (CmniSY1) pall Al sl Blmy sall (g il SUall 38 5a
L = diffusion(From alveoli to pulmonary capillary) J! @b oo J85 s lgeas
G.u‘ Y Jau C\_\;"u

Basic Properties of Gases:
lgie ) Jalse sae o aaiad 2 Ldan Loy Ll el Ul

C02 J J& 5 oamnsSY) &l yuay ~ 5 exchange J : solubility in particular solvent 4>
%2 La i A Taa very poor oS solubility J) ¢3S Sy e i) (e sadiy Liasa
( o) exchange J) JUlbs Jewl S all diffusion J) Jwal solubility dI <l ) Le JS)

%30 A Ly 8 o S sl CO2 U solubility J) W)

70 U o A diffusion OV ASa Gad 7 sl eldl (e Ak Curani s edema b L
CinnSY) sa Leie ) il

insoluble in plasma (> syl

48 a L JS I partial pressure gradient J! ¢S L JS :Partial Pressure of that gas 4>
SIS sl

OS¢ Jamall all 3 CO2 (o et SO (680 ¢ aliasy 300 Adhie (e partial pressure J)
exchange J) sl (lic CO2 J) (et (2au&M paretial pressure J) s o 1) 4
C0O2 J partial pressure J 5% venous blood J! & W« high - low (i« xS allay g
Sy (e el

Temperature (more gas can dissolve in cold water)%

Factors influencing the movement of oxygen and carbon dioxide across the
respiratory membrane

¥>Partial pressure gradients and gas solubility
caal Y diffusion J) oS W JS el Partial pressure gradients J1 3 ) W JS

400l G sl diffusion + transport J) O W JS 3 solubility J) <l ) L JS gl
Adle i€ aall g i )l G Partial pressure gradient  svie 53 Jsin la ae A (pansOU

Jals s partial pressure JI Wl 159mmHg= ATM J! (xS partial pressure )
Gl (G A (e oS Ji & baraall (3,8 cawa (UL ¢ 104mmHg s s )l

J (B OsSh Aadll uss 4l venous blood = 40mmHg J) & s partial pressure J! W
O Jiiy = S el (400 sdl lay sall) i ) A 39 sall (10 JB) 568 pulmonary artery
Jio o e asdaall (V) JWS) e s pulmonary artery d 4l sel) dleay sall apasilly 5 i )
104mmHg J dl & partial pressure J!
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e I i s 40mmHg 43l (pauS3 partial pressure J osSs capillary JV Jds) (&2
Gl 5 406 0,25 A Laxall Al Jea s 5 104mmHgE J Joa s Lo aad oy 3 il 58 aall 446 )
xSl pressure gradient J) s dc il sla

150
100
S Po, 104 mm Hg
o
50
(o)
0 0.25 0.50 0.75
T Time in the f
Startof pulmonary capillary (s) End of
capillary capillary

* CO2 J partial pressure J « pressure gradient 4 058 7 28 CO2 ) il Wl
el S5 venous blood (deoxygenated blood) J! 2 Wl ¢« 40mmHg (s sbun (o )l
L aal) EPAY Uatdial ) L";L,d\ Ll e CO2 J) ety D) g;tm_.‘ ¢ 45mmHg

A8 Y solubility J) oS S (6 eSS (e S pressure gradient J) pasaa Lua
Liny ga 8 Sl ¢ |t is 20 times more soluble in plasma than oxygen (S (e el
Sl b gle

%>Matching of alveolar ventilation and pulmonary blood
perfusion(Ventilation-Perfusion Coupling)

s a2l A8 ja & perfusion J) Wl ¢ Lgalki g anall Ledaas Hadia 53 &l 5lall 4 s ventilation J)
blood supply leluaic Usl il Walies ddhial perfusion Jesi Wl

Ventilation — the amount of gas reaching the alveoli
Perfusion — the blood flow reaching the alveoli

Ote Al Al sell Sy sall il 13 6 ¢ perfusion Jb s K glveolar ventilation J)
Jle S Lehial 5 Ghe A 5el) Elay sall CilS Al 8 Wl ¢ e perfusion Leluas gl zUsd cula
S perfusion lelleas a3k Lo Ul

s S ((ventilation) 4 sel) Say sall a3 = A ) 4SS 4 perfusion J B oSai )
Jash = ) Y receptors J) Y gledll Jas L Jms ¢ local mechanism Jdexd ) Leadi & jlal)
locally ¢sSiz ¢ g sl

LB CO2 I Ay Jle SBlay sall (8 (s das 53l g8 daie ventilation J) s (bie
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Y zlad L ¢la poor ventilation ¢S s Adle 43 CO2 s BB (s G Al i L)
perfusion Jxayg o leba g

2l e 43l sql) Sl sall 8 ab 58 i e Saie lial Ol

05 7 sl Laa excessive perfusion waie ¢S poor ventilation Wi alveoli ¢85 W4b
J e s bslocally slisy 75 UL CO2 JI e dalle Ay GuanlY) (e AL Lo Led

s cha JUlL ((vasoconstriction ) $Y Gawal Jasd 7 A sl A pulmonary arterioles
Reduced alveolar ventilation Jba ¢ha =y Cadl perfusion WSy 44ma ventilation e

reduced perfusion

pulmonary J!vasodilation sz Ol zie ventilation Laic alveoli 48 o585 W W4
perfusion J) cmady 7 5 JAL S 2y dea g 7 JUl arterioles

in alveoli
Reduced alveolar ventilation; Pulmonary arterioles Reduced alveolar ventilation;
excessive perfusion serving these alveoli reduced perfusion
constrict
f Poz
co2
in alveoli
Enhanced alveolar ventilation; Pulmonary arterioles Enhanced alveolar ventilation;
inadequate perfusion serving these alveoli enhanced perfusion
dilate

A (8 et = A gla 8 ¢ GuanSY) A Gl g aall (8 CO2 JI At il ) gl Al 8 L
Jb 2o QU neural effect @n 7 ) gleall 3 L) < s chemoreceptors JI o uscll
hyperventilation Jexi 7z, JV cardiovascular centers e

zo GV plats Al 8 Wl bronchodilation d) jisy 75 @3l 4 CO2 JV byl G ps
constricts pulmonary arterioles _ua:

¥>Structural characteristics of the respiratory membrane
Ll e il &5 48 JIs (gl y el Jll e i age S ddle s

gl UL ¢ e s Sie 1-0.5 Ll (38 Llie 51l s Al sell claysall 8 miall 2V
total surface J) o G, UfS Wlie 51l msaa Lus ¢ exchange Jexd (s Al sl Cililiae alad
xS S A sell CBlaysall 23 6V e e B0 (ssben sl I S IS area
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Gas transport between alveoli and pulmonary capillary has to pass through the
:following tissue

S sla 5 Fluid and surfactant layer el 45k ladie i alveoli dI (8 825 5o <l jlall Lua
fused & iz Wz Alveolar epithelium J dida (8 Waxy ¢ iy 5l 5 Lo 3 jua
Capillary + Epithelial-basement membrane o= 3_ke s A basement membrane
aall & 3Ll Jaa i ¢la 5 Capillary endothelium 44k 231 JA) laae: basement membrane
g

diffusion rate J! 5 J8S Jal se (g 383l eia gy Alalaal) (sla

DR 02= (PO2(Alv.)-PO2 (pul.Cap.) ) X Solubility X Surface Area

Distance(Alv.to capillary) X VMW
DR 02=AP0O2 XS X SA
Distance X VMW

: iy diffusion rate J)

Ll 3 G

(Ledde ainia LI (ia) solubility J) e Lok

surface area J g bajha

omal diffusion JV 058 0 I8 o)) S L JS 63 molecular weight J) g Luse

edema Jl s b 33 oSee sies Sk 1-0.5 Leiad ity Lo 446 gl 5 distance ) e LuSe
Factors affecting diffusion rate of O2 & CO2

1. Blood supply to the lungs
2. Gradient pressure of the gases AP0o2=Pozak) -Poz(Pul.Cap.)

40-45= -5 mmHg

3. Solubility of the Gas (C02220 folds of 02)

4. Surface Area (depend on the number of functional alveoli)
5. Distance between Alv. and blood capillary

6. Molecular weight of the gas
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Inspired air: Expired air:
Po, 160 mm Hg Po, 120 mm Hg
Pco, 0.3 mm Hg Pco, 27 mm Hg

Alveoli of lungs:
Po, 104 mm Hg

o, GO,
o, Co,

External
respiration
Blood leaving
alveolar capillaries:
Po, 104 mm Hg
Pc02 40 mm Hg

B

O, co,

Blood entering
alveolar capillaries:
Po, 40 mm Hg
Pco, 45 mm Hg

O, COo,
Pulmonary
veins (Pg,

100 mm Hg)
Pulmonary

arteries

Systemic
veins

Systemic
arteries

Blood leaving
tissue capillaries:
Po. 40 mm Hg
Pc02 45 mm Hg

Blood entering
tissue capillaries:
Po, 100 mm Hg
Pcoz 40 mm Hg

s =
O, COo,
o, CO
Internal 2 =
respiration

Tissues:
Po, less than 40 mm Hg
Pco, greater than 45 mm Hg

[

o, co,

Ll « 160mmHg Lu)s s I ATM z sl & 1Y partial pressure daad el cpansyI 45
&Y i) L ¢ 0.3mmHg L & I ATM J) 2 Q8 € €02 J partial pressure J)
CO2 i N (e oy g i S A 931 CamnY) de by N ala 5 QB8 CO2 IV S e z AN 4

CO2 J's 104mmHg LuJs s 5 53K 7 Al e Bl 5ansSOU partial pressure J o 445
40 Ly s

shiua 5 Y 5 45 6 sk Ly 8 e €02 J) b (4 5Ss pulmonary artery J 44>
40 Ly s Jil i

Gl\ gjbd\ Ll e Sl lad) Jas o exchange IV a5 4 sell CBliay gal) atal eﬂ\ Ja g1 Lald
Al sel) ol aal) (e CO2 Jiiy = 5 pall 4 sel) Cdlay sall o sV iy - UL JBY)

0585z pulmonary vein J Gk oo QB = 5 5 Gl e adlay = 5 A CpaanSYL alial) ool
systemic JVzs o pdll dla ¢ AL o S5 ,IS 48 CO2 4usi W) 104 = partial pressure ) 44

Laly éligl CO2 ey A8l U8y (pansY) ellgins = 5 M tissues Jl Joa s L 2a] arterioles
el ladie CO2 J) 4w S e S 80 getive Al culs W JS5 el 4wy €02 J baaie o5
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e JB (a8 partial pressure Js el CO2 Js B8 GannsS) (6% ale J<00 5 J81 Y

45 o« 5S) CO2dYs 40

A s 40 L8 ghaaca s AL 4 a1 A 5K allas =5 U 2l exchange J) s Lo ey
venous blood JI & ¢S A dla 5 45 Ly s shia s 4lle CO2 JI

COlay sall JSks W emphysema @ Jis exchange ) sla e i 7 5 I Gl el aay @il g

A 54

430 sell Olay sl lais fibrous tissue JI W! Fibrotic lung

gas exchange J) e iz ) o=l <Y sl Asthma s Pulmonary edema

(a) Normal lung

Po, normal

(b) Emphysema

Destruction of alveall
means less surface
area for gas exchange,

(c) Fibrotic lung disease

Thickened alveclar membrane
slows gas exchange. Loss

of lung compliance may
decrease alveolar ventiation.

(d) Pulmonary edema

Fluid in interstifial space increases
diffusion distance. Arterial PCOQ
may be normal due fo higher

GO, solublity in water,

—Exchange
POE surface
noma ) nomal
Increased
diffusion
distance
Po, low

(¢) Asthma

Increased airway resistance
decreases alveolar
ventiaton,

Bronchioles
constricted

F'O2
ow

Po, low

& ¢ alveolar compliance le i 7 s emphysema or fibrotic lung disease s 13!
o Leddh ~ ) pressure 4sd ow S high compliance Jwa = emphysema J Al

e baal sty o JUll Jow compliance s 7 fibrotic lung disease J! s A Wl

R i

surface J) Jl 7 sla Ul 5 Adia ruad s 450 56l Aliay sal) JSBS - 5 emphysema Jl Al 3[R
( pein AuSe A83all) diffusion rate JI &z JUbs Y area

Jd& 7, s distance J) v ¥z gl sldl (e 40k s pulmonary edema JI Al
Gl = ¢ solubility O) cas CO2 J) e SS) sV e 5l 53 4 s diffusion rate
Sl s o8 il @y
air ways J sl oS ALl ¢ A sell dlay sall 8 AlSAe 4 ()5S e asthma VA A Ll

ventilation JI Ji& #, Miresistance Jl 25z, A ( broncho constricted ) et 055
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File 5: Transport of gases in blood

zo sl e Ul ¢ aall (8 3 LI S solubility J) 53 céle Ul aall daa s L (Y
(52 (3o b 25l LA A3 3 5m 54) RBC'S Jala 5m 50 (A o sle sasel) 0ol le ind
CanS) 4 sy G sle said (a5 30 US (G5l sl

O le gaied) Ba b e JEL i %98 5 pdll (A gl GaanSY) (e %2 13

Pulmonary circulation :

low sdie o5sSs b ol g Lebia s I ) Say low pressure system (o8 Ll 65 J )

95 sie allayala 22l 5l right ventricle J) s ) 25/8 mmHg s L s U pressure
left J) dems b 5 e by a3 Joay 7 ) Lo AU |eft ventricle d) ) 2w (i oY o)yl
ventricle

blood J s (e Lal s clia ca Gk high blood flow sxie oS i pressure J) gesaa
¢ resistance J e LuSe 5 pressure J) g bab caliy flow

i Ll ol 3adll (40 8 5 resistance d) i sl sk oo Ji8 pressure J) sa s flow J) ¢ yie
Pulmonary J) & Al sl Usl G resistance J) 25 7o vessel J) Jsk o)) e S
resistance J8 Ul large total sectional area Ue s short total length e circulation

flow el Julb

gas exchange J!3 )i a5,k Low resistance + high blood flow

Gas transport in the blood : Oxygen

) S ¢ %2 Ay 5 a5 L3O 8 s ) SV oA stie aall GuanSY) Jan e )
4wy a3 RBC'S J) Jaly ety Il loading reaction W sevs sla (msle saell (i 5y Jasi
oxyhemoglobin _ra: (msle sael) %98

I s G sle gaell uanlY) i py e J o) ¢ reversible 058 O sle gl Gaau&Y) bl )
Al LIS SO affinity ) el tissues J) die Jia s e Jgl o ddle 3 1Y affinity
Cste sandl LeS i

blood holds 02 reserve o s ¢ha (lic deoxygenated )l (& (As CuanS) 2l 448 Lal

A single RBC contains about 250 million hemoglobin molecules 4>
Ol sael) e al 2 15 2as pall e Je 100 JS A%

(e e 20 Glo ssing st da 100 IS o e @l o 5Ss J fully oxygenated blood %>
Q:\.a...us‘ﬂ\

Done by : Aysha Najajrah



Total O,
|

100 ~
*+
: O (on\blnl d ithh Hb 13
80 | 2 ed w
| z
4 =
== '4 E:)
e ()01’ ) =
s / S
= # e
= / o S
* 40 / 7’::;
= / 1 >
-~ &
6 &
20 =)
/ Dissolved O,
l 2
o] ¥ " ¥

20 d 40 . 60 h 80 " 100
Po, mmHg

partial pressure J) g 0aneSYL G sl sasgl) ol )l G A8de 22 o
S ke sagll affinity J) e i 7 partial pressure J!
OnSY 5 Gl sael) G affinity J) s HB saturation 4>

40 058 Aty B L) 104 55k oW A 0auS2U partial pressure  J)

(o (8) %98 Ly i) (5 100 & s S partial pressure J WI[RH
O el dand 3 3 - ) L 120 Sl partial pressure J 3 o i S maximum J) o Al
%98

(RasY) 3) %25 L@ aaill (5 0 40 sk partial pressure J) oS Als s W B

Sl 75 L 80d 5190 J B U35 eSO partial pressure JVs s ) & Jla s Alls %0
pely I8 LS L jpemy sl ¢ %98 L s (VL qeiil) 4o Jui 55 HB saturation J)
partial pressure J) Ji 53! chemoreceptors J 5L i 7 5 Al sla 8 60 (e S8
hyper ventilation desy 3alsll juass laall ba 6 = 5 A 60 Ce S

e partial pressure J 0SBy il (G Cnsle sanedl GoanSY) Jag y lie JUl
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Gas Transport in the Blood: Oxygen

[0 Oxygen transport in DICOD without
hemogiobin. Alvecisr PG, = anenal Po,

‘;0; = 100 mm Mg
\ L O, molecute
Aveos y
\,>/ : /‘\\
(> ", \
| o ®'a
\FEaER )
Nl.’.ﬂl\ o . /
plasma 4
\\ _: | ‘/,"O» = 100 mm My
~ —

0O, coment ¢of plasma « 3 ml OA blooa

®) Oxygen Yransport 3t noemal
PO, N DO wilh hamogiobn

PO, = 100 mwm Mg

e CATYG FEW Of TNeT MEx T
CaC of axygen

O; consent of plasma « I ml O Dicoa

(c) Oxygen Transport at reducea Po,
I DICOd wilth hemogiobin .

90; - 28 men Mg

\N| |
5 S
()

\
\\

N

—t 2~ V(}_. 28 munkig
D 1 B
Y 'ﬂ ) ts

L

e
g

Red DIOCT celis carmyng 50% of thew
maximum 0ad of axygen

O, content of plaama » 0.8 miL O biood

0Oy contont of res Oy contens of red O, contant of reat

D] ety =0 Diood Celts » 197 mi O A bioed DiIOCG Gy = 99.5 mi Oy biooa
Tota O, carmyng L OL biooa Tota O; camying 200me. O A oo Toww O; carrying 1003 el O/L Dood
capacity capacky capackty

& sl sa 2 g5 e ventilation + partial pressure d) sSs W 4kl AW o BY
%98 il Apss 0S5 = 5 Jlls 100 (s sben (eanS partial pressure JV sl gl 8 ¢ aall
02 ssolubility d e o i sla e e 3 055 ) 02 content of plasma JI Jalb
O3S (e e 200 Lt Lo i dxniie (55 content of of RBC'S

a2l sle sad 8 La il aall & ASEA) G iie ventilation + partial pressure J) A%>
Ol san (A Le (Y L33 (8 s05d ) (M e 3 I e aaind ) G gl ¢ (oxdall

partial J) ¢ oxulall s33e (8 35a ge a2l ke sasell G Aasie Uie ventilation J) C¥
o S L %50 Aoty a7 sl sanell 38 Ao )l o ¢ 28 Al sla & pressure
el o S/ CpainSY) (e e 100 (5 5k
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asn 11 an 1) ) sy
: 6 42 5 8 palaall 4y i

dﬁ ‘_Al\ E)’a\;nﬂ :‘\A;\)A*
Ofis n O 30ke s Haemoglobin %
globular structure 3l ¥ Globin

4 subunits (polypeptide chains (2 alpha chains &2 beta chains) ) oe s)bke Gusle gl
CpanSYL o 5 sl dla ¢ sl e g iat I heme group e s 5885 agie subunit JS
CaS) Al s 4 @l 7 ) Onsle saidl 0o a5 e IS el lalina

Saturated hemoglobin : ) (sl Lpamia S Gl ja a0 AU dlds G gle sapell (oS5 Ll

o eand AN 51 Gl 5) aal s es i (im OS] e gl e B Alala (sl sasel ()5S L Ll
Partially saturated hemoglobin : Al sl

OaSY) i ¢« deoxyhemoglobin  s» deoxygenated blood ! 3% sl ey 4D
deoxyhemoglobin sesl 58 nsle saedl il ) 0 6S Lo Ll

saturated or unsaturated OIS ¢ 5w reversible s O ole sl e (panSYI Ll ) BSs

Association

(deoxyhemoglobin) Hb + 02 HbO2 (oxyhemoglobin)

Dissociation

s su shift to the left 3.4 shift to the right 0S5 dissociation curve JI & < giia
Gl JAd Le Jg) Ll gliia sla g Adlle S 0 6S03 ja ¢ Gsle gaed) Sl affinity J) (8 il
i s yasgl) o3 A1 e Jom i L Al 3 AL L3 (5005 ey (0l 3) o e
B LY el Lelelis Aal) Jaxt s Al JA55 i (pansSY)

¢ CpanSY olad G sl sasgll el affinity J) wsiy CaS gl

conformational changes or a Ji s L GoauS¥) ol G sle sasell affinity J)saly)
< yhsunstable Y stable oo Jsai 53 jaai A o sle sexell change in the structure

sl s 5 a3 -5 ) conformational changes san sxie suan 7 )5 (eS|
Cmsle saelly

Lal) oilds an) s (0N (B) CpansSVL Jasi 5 i) (sl sased) agdly Il 4 environment I

oo aling Ay aie I e calissy o )l xie environment of blood J) ¢ (aws¥) Jua s
JSiy L 7 ) o s Ls) sla S Bl pall A o /oS 3S) 55/ €02 J) 3815 PH I
Lo dldy =) (Ul sl = 5 e gl ¢ e i g 7 ) (UL GV i ) el (A (i sle sl
PH J) gleS dlle CO2 Ul i s AL (S A () 585 =) Walina active tissue ¢S5 W Sia
dissuasion JI s as Jasiy <l puadll sl ¢ o T )5S0 lasie 5,1 all dajo gleS ALB laxie
Glay g sle ganel suang affinity J) Jib shift to the right slleaiyy usle saed) &G curve
CraasSY)
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Percent O, saturation of hemoglobin

L (S ¢ AV e (55 (i (o L (055 ComnsSY) A ¢ il s (585 G0 (A Ll
J oS Al slers bl da) 3] sllenis Jniall g il 2 5 ML AVl die Lo (€e ()5S lanie
CranSYL ol )3 daad G sle sl 5 Alle affinity

Oxygen dissociation curve
Haemoglobin saturation plotted against PO,

100

80
80
70
&0
50
40
30

20 : :
Veins Arteries,

i
I
T T T T TV
20 40 60 80 100
Resting cell Alveoli

PD? {mm Hg)

10

100 J! 252 partial pressure J) oS arteries J! & + alveoli (lungs) J) (2 5 <o yzia sl
%98 e (panSYL audill das (1S3

415 40 sl partial pressure J) laxie (5 resting cells (tissues) + veins J) &
%75 La i gl
shift to the right or shift to the left 4 jiay (Sas Aaiall Ja

Oe ALl 38 55) Q8 partial pressure 2sa s Alall gl L ¢ shift to the left way W4
Ol saned) e affinity I oSt Al gl 4 de o SV aall 2y & ) (CanSY)
Adle Cpans3U

A paiiy s e partial pressure d zlisie Wliza shift to the right As 8 W4
OO ( sledael e B affinity J) S Allall sla (8 (eI e ddlle 380 55) annsSYL

s Taa e Q8 0 5SS partial pressure J osSe L sl agii s i) e e il
€Y1 I 5 s 4 550 L AL LK (e Y1 olad (s sl ol affinity ) oS
O sle sanelly
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ol sle sael) el affinity J oS ¢ e cuanS3U partial pressure J oS W Ll
patial J) 4 sl @lay sall vie  Bia s (g sle sanglls (s dasi 53l Jgaw UG Ale (annSY)
%98 aiill A () 5Si 5 100 s s L% pressure
partial J'osSsresting cells JVals 2 ¢ Y 5 active <lS 13l adias tissues J) s 4%
S ) @llgiudy o active (working) cells J1 s i Ll « 40 s s Lo pressure
Joa G dalaie J) L ¢ 20 058 Ly s o ) J81 Lals partial pressure J) laie o <y Jilla
olad (i sle saell e affinity J) JWL JW8 partial pressure J) baie & # ) tissues J)
CpanSY) lds tissues ) Adlaia Joa g Lal csle gagd) cligd W8 () oS & 5 CpanSY)

% 30l dusi 5 20 (5 s Lo partial pressure J) o5Ss active cell JV s

%75 axill A5 40 s s Lo partial pressure J) osSs resting cell J) s 8 L)

CO2 JI 4wt (5 555) active sSh Jua¥ls o tissue J) g hyperemia J alhwas e
Y il (S o dle saned) M 7 ses 2 Wl blood flow JV a3 sl locally Joshs (e
ALl s Ll Jand i LAY sled Ja 7 W (€Y a5 ¢ (pan€¥) iy s %30

Loading and unloading rxn depend on the affinity of hemogloblin for 02

Right shift (greater unloading)

Indicates that the SHIOBIOBININASAIISCEASEAIRMININAONOXVEER  This makes it

more difficult for hemoglobin to bind to oxygen (reduce loading in lung), but it
makes it easier to release oxygen bound to it (increase unloading )

Left shift (more 02 loading)
Indicates that fiINEMOBIOBINNAsIaNINCreasealatNIONOXYEER so that
D bl g Caall Lad da) ) gllaig dadal) e Sl 7 AN Sal gl

ATP ikt il 68 glall pe CpannsSOU LSlginl (3 yka (e 48l iy W active tissue Sbie Lie
+ CO2

Jd S L;":' co2 J S 383l )¢ ¢ active & ) Lﬁ\.&s i L,’Js: 5l L}'L“ co2 J 53l )
@b Y partial pressure J) auhll a5l 58 Lua ¢ 33 =) 58 WY partial pressure
20 J dea sy 313 (Saa 5 80 J Joa s (Sas active S Adal) i< 1) L 40

shift the daw 7, ML CO2 U partial pressure Ji 53 =3 CO2 JI 58 5583554
shift to the left saz) 5 S8 CO2 J) B8 13 W« curve to the right

lactic &S 7 s metabolism S Jaxi 7 ) Wlize active S ¢S Ll 4kl ¢ dla e e &b
b)) more acidic s=abs PH JV J8 75 JUIL Ht 055 0 g 235 7 Julb 4 acid
shift to the right Jaxi 7 PH J) J& Wi (7.2 Leaty J8 Wl 7.4 o5<8

D) Jeldl) s el g Jeliy & Alle iy 35350 (058 €02 I W4

e Sl e adiay saladl 5 reversible Jeldl) sla CO2+H20 - H2CO3- & H+ +HCO3-
(b 553 ) olatl) ale¥) sl ey L ST Alelial) of sl 380 5 IS Alla
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DA e el g Jelii Jery 75 €02 J dla LIS CO2 &8 & active tissue Ue sl i@
PHJ JE =, A H+ Sl pmin -

shift to the right Jasiz, CO2 J) 4w sali) & PH J) 4 plaii & H+ 3305%>
shift to the left Jexi 7z CO2 J) 4 (lali & PH J dad 3303 & +H clati %

0 Sl &l s AUl J g A8l (gla (Sea ¢ il i ) Lol LS active 0S5 AR W4
il Al (o mnia (1Sall 5 shift to the right Al gl suan 7 5 JUIL temperature J) x5
shift to the Jax 7 ala s oanhll (0 B8l temperature J) xie o585~ ) active Ui 8l
left

S PH J s s J85 (g 6le ganel) s oSV G affinity J) oS UlSss :Bohr effect
CO2 Jaaiaaly 3 o He O 0l ) camn Cli ) oSy

Y o affinity ) JE £ b CO2 J1 a3 s H O 2585 CO2 I a5 Ll
bohr effect s 2 affinity J e 53 CO2 &H+ J i) Ll sla (sl gaell

A 2, 3 DPG (diphosphoglyceric acid) ses) oS 3o s Siniall e b ja) dile e 4
S el aled Lealiil b 5 = 5 active 0S8 4l Wy « metabolism J) Clilee (e i S yall
shift to the right (ssiall Jasd = 5 g )

active JwaWlL LA & 5 sl sasell s (s affinity ) JIES 7 ) S jall aled Al 380 )
lelee JaS3 al UAN Jiny = ) GoanY) ol 5 (oY) i (gl sanell jaaly ¢ Guanl zliady
LeDleld

ng ¢ Z\:xli.“ Lé metabolism J BJ\TU' B (—\SJA” ala G\i':\ \.@.}5 R YA Le uﬁ

o Lo il g ol panll wdll LA (g S 320 b opsS Lo la sla b o LVl Alla 3
ey slay man s 830 31 S pall dla iy juay awall Al Ly ¢ IS (18 sa
shift to the right aill juais adaptation

J e g s mean ) Mlia b 58 (i g (high altitude) @ladi o e addbi Wl dls 3 0
zo s amall Al (gla 8 LS Gaan) 8 058 Lo saladl iled yall & ¢ adaptation
affinity JI Ji& Jullb s shift to the right dex o G Sl St salil (e 2
LAl Jaxiy G sle sangll e Gl (oS

Sl ¢ metabolism Jb 483e a¢ll J s Thyroid hormones and growth hormones o
CSall M sy 5 )

g"_uba Z_JBJ\ u,—‘"-’.. ¢« Le metabolism J RYRY o RPN QU}AJG_“ Lﬁu’ ’5.)\73)' RPN bﬁ °
i S all 2l L e 2 Y ) (e ¢ S GaalY pliad ) (& MUl more active
Jaxis e saedl e i el 5 affinity J) Ji& JUL s shift to the right e
LAl

Low PH acidosis reduce red cell glycolysis and reduce 2,3-DPG e
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* Bohr Effect: Decreased Ps, (increased affinity)

pH  causes | 0, binding -releasing it ) 1009 | Temperature _ _..-==-czzz=
= 1 Peo, ¢
S 80 123DPG,

«2,3DPG T 0, binding (response to high & T pH /!

altitude) 2 60 - g Increased Ps,

0 ’ (decreased affinity)
£ —
2 T Temperature
[¢]

* Poo, T decreases O, binding-releasingit o 40 1 Peo,
5 12,3-DPG

* (Temperature affects the curve but P

doesn't vary in humans)

| | | |

0 20 40 60 80 100
Oxygen partial pressure (mm Hg)

el affinity ssie oS ¢ A e 3sm ge ) e caliag i) ie ) le el
il Sie o Ul Y e 933 s A adll V) aan€OU jaas gaie Lo il Y ¢ Griall g CuanSO
CranSY L 22 gy oy o L 65!\ e 9_“\ e J8 gaie affinity A

2 L) Cumg V) die B3 g 50 () e GliaS subunits sdie S Gaiall palal) Gasle saedl m
G 33 gy 0y s sie ffinity J)

shift to the right ¢S 22U 5 shift to the left ouiall palal) Jaiall (<5 sl e

100 %
Foetal
Haemoglobin
Adult
5 0% Haemogliobin

% saturation of heamoglobin with oxygen

5 10
partial pressure of Oxygen(kPa)
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Uxygen mL per aL

Ciall Casle e Wl (lw 2+ W 2) 4 subunits (e OsSe 058 adults Jb pal) s sle s
(02y2) 58 w4 subunits OsSy ga

S e Sl 5385 05 W BPG Ul m ¢ Un e J81 BPG J affinity J) laxie Jalal)
shift to the left Crial) (faie Juay ML i 48 i Lo Lladl Wl ¢ shift to the right  Jesiss

it Ao iz oS5 e S duus e il b Bleeding + CO toxicity J) die il Lie
CranSYL (ale saneldl

Sz S RBC'S J) Ji ) JUlb ¢ ad judie Al sle Us) : Bleeding %>

iniall gl JaaSlie sl gla b il ¢ Ji5 281 A gla b onnSY) A (g sle sangl)
i sl 5 il e sl s GaanSVL G sle saell a0l G ¢ shift down S ba

Ol sasel) aaiity (alall S sidll 3 shift down Jseas 7 L (JUlb & s W affinity
CpaSYL

partial d) 8 <oba sl 5 (Y inia) GenSY) 3 55 G AR Gan J Y1 il

(X s2>ie) pressure

J & ba Al il ae (Y Saie) GanSYL G ele ganel) alis G A8l Lidary BN isial)
(X 223<) partial pressure

a
20, Hb15g% a 120+ M\ sl e
Hb7.5g% ‘,— - 2=
{ e~
s > A 80 i .;
o ; o
o 60 4
10 . S ._ a=arterial
i Y 40 [V v=mixed venous
o Shift down
5 v/
b 204
Yy S 10 kPa S 10 kPa
O — 1 L T T 1 T L 0 = T . | 14 1 T 1
0 20 40 60 80 100 0 20 40 60 80 100
Po, mmHg . Po, mmHg

Ol sasell G ¢ usle el A Ji Y 5 RBC'S wediie Le Cilide a1l s CO toxicity %>
Sle) CO IV olad e sapell e affinity JI 53 8 (e Ciaie ) (panSYI J CO b )
el e Jaa ) SV Gy Al (sla (8 (oS (e S L Tl VL oy eligd (S (4
Lol & sty o (%2 Ay

JsYl sid) i shift down s 7 L aall (8 GaaansSY1 A J85 7 a8 A gl b

affinity J) $¥ « J& 7 (S0 affinity J) 5 ¢ shift down  slsa 7 QG Ssiall GleS
Oy el (e el CO J) el
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Gk 3wl L8 Ll (<4 :Carbon dioxide transport
%10 s Ly i U solubility ) e ety Ll Y

Lii ;L) (HDCO2) ose sasells Ledalii ) G sba o0 %30 Lusii Sl dns Jiai (a5 40 48 L))
carbaminohaemoglobin (HbCO3), ( 3! binding site sl ¢S ¢ s Lol )l (1S adiy

bicarbonate JSi Ao ypedll Jeldll a5 DA (e Jii CO2 J) alara o8 5 28N 45y Hlall

delall olai) (558 75 CO2 J) S)ssaly Al 8 CO2 + H20 ¢ H2CO3 ¢ H+ + HCO3 -
Se Jelall aladl )5Sy il sl S0 550 ) Alla b Ll ¢ ol

carbonic anhydrase enzyme found in red 4eu) a3 255 o dainy juay Ja Jelddl) ala
(e)yaall adll LA 5 Jelilll sl Gigan (1S iny ) blood cells

HCO3- JS& e sl b Jiiy ie %70 Luis

VENOUS BLOOD

=~
COo > Dissolved CO5
/7l — (7 26)
/ Red blood cell\
Cellular COs + Hb— > HbeCO» (23%) o
/ \
respiration / \
in ( = —r
peripheral \ COp + HoO -SA HoCO3 HCOg3 IHCOS 7(:;;/
tissues \ H* + Hb Hbﬂ—V plasma ( %)
L = =
- < - A
Transport
to
- A lungs
Dissolved COo [ Dissolved COo
— | —=
/CI_ HbeCOs —— > Hb + COsb \\
= . CA )
HCOg3 \ HCOg3 —l'—> HoCOgz —>H20 + COo /
in )
plasma __HbeH — H* + Hb : Alveoli

(sSleind Jaty 6 ALB 380 5 0 <8 JUL) cpanlY) dllgind = 5 A active tissue be (il
CO2 J) e Allal) doatl) 430 iSs g o(Alle Sy ladie Q_,S'.'\,\‘QS\) CO2 + ATP 4l C_m‘f\;j
Jsaiiy Laie 48l ¢ Jow PH Waie 58 Julls ddle b3Sl 5 o 58 7 ) M He gl gasi 7))

e o< laxie temperature d (JUlL 4l s 43l

partial J 5100 & st 48 5:auS3 partial pressure J) =2 oxygenated blood Ll s Ll
40 s sbw CO2 J 48 pressure

partial J W 40 s st QB8 (auS3U partial pressure J) aie active tissue J) i
45 55 CO2 U pressure

affinity J) LAY aial Jua 55 Ll ¢ 998 Aty (ppanSVL adia s Gl (e sla Lelaa s (AN a0l ala
(PH Jl g CO2 + JV 3345 15 ) bohr effect crws J8 7 5 CpansSY) 5 (usle saigd) o I
RBC'S JI ¢y oy )38y A free oxygen Ue e dligrs ¢ Ssiall shift to the right Jwsass
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e ol 75 s Ml 40=tissues J) 45 100= RBC'S J & s¥ partial pressure J!le Y
free S msle sl s ¢« low(Tissues ) d high(RBC'S)

7o Sl ¢ 40 ssbed pall B 938 g Jel 5l 45 oS tissues JV Jal 5 S) 55 C02 J) Lua
low(blood) I high (tissues) s alky

pll Jaa A (0 % 70 daudy 3 s HCO3- 5 H+ gibs Jelall Janys el dasi o 7 5 aaly jaiay Wl
Jals Sl g sl swarz ) 0w RBC'S JI J3h suang sl juay delall slay JSill sl d Jml )
elA1d s 3sm 5e 05Ky sl Lika Jelail) dla Jaagd saling ) o0 5391 Sial 53 RBC'S )

Cmsle sael st = 5 %30 5 ¢ 4d gz pall daa N e %10

< chloride + bicarbonate J) Jisi =, U (transporter) pump l&le RBC'S J e e ()
I high(RBC'S) e el ) ¢ ddle 381 55 (5585 (Julls Ldals salil 235 Y bicarbonate JI <
Al JAx o 3Y Y (an ot juean o 5008 Al Lald JSG ¢ Cialla Caalla Lal g8 ¢ (2] Lo 330) low
sal s chloride bicarbonate shift sl s chloride Al gl & & 5 Llly 4l
tissues J) ddlaia

J plai aally (8 Gas « RBC'S J) JAtag all 383 92 g0 (o8 98 S He lighg p ol o35 shadll gla 3
W\Qm&hﬁ)})ﬁeﬂh&&)wﬂ\@MPH d\@&é&:l&é\;lic)g#\gh}buffers
(pd 4aslall xie buffer o it )

H+ Jb adalii)) 3k e cmsle sael) o8 9 RBC'S J) JAl2 (25> e buffers S L

partial pressure JI 48 Jbas deoxygenated blood ¢S allay 7 5 Al axl) ala Lua [B
HCO3- (1 4dlle duwi 4 5 5S5 aall s CO2=45 I partial pressure J) 5 40= (eSS

CO2 by gia (LAl H+ @ dasd e Gngle sam 48 RBC'S J) Jala W
Gl 2ial Jaa g Lal ol ala
40= CO2 N partial pressure J) 5 100 = (p>wS2 partial pressure J) Waie ¢ Sy ¢t )l

gkl sl shift to the left iaiall dasi 75 A adle PH JI 54L6 cO2 J) baie (045
Ol saedl e 18 CO2 JI 51 e by

Sl ol e =5 Jelidll a i) LS AL CO2 ) 3S) 53 g Aihai

£ HCO3- J1 ¢ CO2 JI gl sai 4k Jelill jra: CO2 + H20 € H2C03 ¢ H+ + HCO3 -
ki A s chloride J)s RBC'S e JAxi juas

O JEi ) gm0 (panSY) 5 low(lungs) & high(blood) ¢ Jsiti CO2 ) weaty UL
ad il - Jub lle Y affinity Js free cmsle saedl o5 low(blood) ) high(lungs)

058 CO2 JV W) 100= 48 xS partial pressure db osSe o)l e @dla oS A pall eliga
40

05 o8y il die A tissues J) xie J Y1 1 Gaadge (A uals chloride shift J) P.s
Slaall slaiyly
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<eli affinity J) Jéis 53 « bohr effect daadlie la <o) ) CO2 Y AFFINITY J) s e Ll
Sley 5 SV olad (gle sanel)

a s sla 5 CO2 JI olad affinity J) saie 23 (msle sased) oxygen saturation d) Ja Wl Ll
Haldane effect
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asn 11 an 1) ) sy
: 6 dadi 6 8 palaall 4y i

Jid )5 jualaall daal yo*
File 6: Regulation of Respiratory system

Lo Lt gl JS (ay o) il gy o) (anil) 3343 = cardiovascular system o aSadi e e Lial
autonomic J! (= innervation Lla cardiac muscle J) sY cuadl 5 Lead oSati jadia
( sympathetic + parasympathetic ) nervous system

il gla udill JBI/ay 50 5) il ada8l e yoluntary <o sxic respiratory system JI é Ll
Alaall (8 oS3l La g9 (AU JSEY juay 8 g1 Gl g Lo aSaT) 36,

Breathing occurs automatically throughout a person’s life but can also be controlled
voluntarily

Involuntary regulation + voluntary ogeadl Jary )38 58 Jay

O Leaasy < JLEY) 8 smooth + cardiac = Involuntary JI: <Olizasll e gl 5l 3 Le &
sympathetic + parasympathetic J

z s & somatic nervous system J) (e Laadis &I LEY) 6 voluntary OsSh skeletal J) Wl
Lawa & sphincters J) o=l OS5 skeletal muscles 3

Ui gl llal Jaiy i) < gl ity 5 Uiy Lo e atusaal) algy aSai o UDA W ) o3 0@
?}.-.‘3)&\95)

diaphragm + intercostal J) a8 (e85l 8 aeludy Il &Blasll respiratory system JI & be
ped oSadl Hagy M J s 5 skeletal muscle # 5 muscle

autonomic nervous system J) (» &Gl L) 4la s ¢ Involuntary s WS

homeostasis J) e Lailay Jslay s GleS ¢ ansS) Uishany (i aga g (e il Sleall 4D
(7.4) farnhll i 3 PH JI e Lliall aga CO2 J) 0¥ CO2 Jb =il

respiratory system + Renal system : s Oiles Lawa 3 PH J) 8 oSany W4

glodll gan 3335 ga g ladll & 58I ye sl will) GleS g laall b aSad 3S) je g KU L OIS Lo s ¥
<l sl elaa g 3SI 4l sla pons + medulla oblongata : ¢sihis i brain steam

S input sl o A e IS 4 gl - daddie ¢ ddlle GaanSY) dps i sl neurons
ki =5 A motor neurons @kl = Waaxs s respiratory centers J! sensory neurons JSi
ol dlee e 5580 Jary Sis output J) i a5 Sl sl e

¢ sl il Kl jinput shea g (Sae (g (e

C02 J 32k « hypoxia (4all) GaansY) 1 & cpliciall s chemicals J) pars (8 <l s @
Gl sl oo U alkalosis ¢ JiS) 1Y 4 je L (acidosis ) PH J glaii ¢
Al 580 55 aaly JI& jla 131 aed a5 chemoreceptors (54
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gladll z i : pihaia 853 3 50 i) sler a3 =5 U chemoreceptors JI[E
peripheral b sew &ladll = JA 2e8Y J 53 5 gortic+ carotid bodies J!

central a4 sews Jsa 5 ¢leall Jils chemoreceptors 25> s« OS5 « chemoreceptor
chemoreceptors

cranll sie Al s carotid J) W) vagus ilall cuasll g s o5& gorta J)
Sy g e il 3S) el glia gy 7 ) glossopharyngeal nerve sa ) il
PH JlsC0O2 Jis

S dals (e o JUIL medulla oblongata J) cuilss (o e 535S central J) W
sandy Lo Jsw (e medulla oblongata J! &S s 3 LAY Gy sensory neuron

Lo (S gla Wl (PH J) 33403) acidosis deats A CO2 J 8305 | geandy (ar (LAIS
peripheral chemoreceptors J) s e ki hypoxia JI%p>

central or peripheral J (= ¢\ s~ respiratory centers & das M input JI
z0 oS svie (e (el yadd Sie Y stimulation Ll 7 chemoreceptors
hyper ventilation de juw (sdily juay

8l i =) LUl stretch receptors baaie 8 5Ll St Ll 40 sedl <l sl [
R inhibition Jess 7 (e Gaedl) dlee (i 5 ia lally Ul L) il S) 5al
< ) mechanoreceptors J) sl (e & 53 8 stretch receptors J) sla ¢ il
(stretching J & (s (WS pressured) & sill sty

D Jie il S0 5e e i Ll (Sae A0l cOat e 445

(CGM\ QL\%\;) pollens I g @) sk e calia s yuall g syl e daubas gaie Jas A
inhibition Jexi 7 A trigeminal nerve (b oo oa88l S jal 3 L) Gt 5 sla
, ) 1l

upper respiratory system dJl s s ¢ awall 3 4e )50 mechanoreceptors Le
430 gl Bay sl 2ie (4 1) 5 ) lower respiratory system J) (2 2 g0 @iV Jia
Ol @Bl lay sall gl el 3S) el 5 L) cansi = Al stretching receptors 4

e 2ins inhibition lellan (Saas guiiill 3S) )l stimulation Jess (Ses input JI
Sl s (e s

cerebrum J) (= WS hypothalamus ) (e <L) sl )5 s S A
Luads e jﬂh?@JSdJM CJ\ A O 3 Gad S ¢ g Ll &YB‘;‘ cortex
stimulation ¢S (Seay el S) el 3L G = M) hypothalamus J) Gk e
stimuli J) g 53 e 2aia%y 5 orrr inhibition

stimulation S _ell Jeaty g auall 3 ) s A jo 2d 5 Lal 35L8) Gty Il 8 gleS
Sivoluntary J) e all e sl s cerebrum cortex (3L Jua 5 Ll Ll A\
il Sleal)

an o g iz Il Gany e 8 aedY QB S) ey el S) 0 A

8L i 7 ) stretch receptors Waie Jualiall s c3lasll exercise J) D& A
stimulation lellaxiys (udiil) 3S) al
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respiratory dz 55z U output ks ) pediil) <1 el 5 LY clia s L 2yl
diaphragm & intercostal muscles & abdominal & 4iidl s muscles
T Adding shalie (e adlai = ) Clacy) sla IS5 muscle& accessory muscles
=l sd s contraction / relaxation @Slaall gled Jaas

bronchioles J/ e

C1(Atlas)

The s

™Y -~

a e -- 2.

A

i 4

- -

Os sacrum

mechanoreceptors J) ¢! 55l (= Js3 baroreceptors + stretch receptors J! p.s
respiratory J gzl 0583 s somatic W osSz motor output JI¥>

a5 autonomic g5 ow usSe )« skeletal muscles o ke a2 s muscles
bronchoconstriction or dilation Wl el ~ , W bronchioles Jzsxzo S

bronchodilation llex: sympathetic JI e
(el S 1) bronchoconstriction Wl parasympathetic J! s
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Respiratory centers:

medulla oblongata + pons J & 2=ilbs brainstem (8 82 92 9 (o4

1- Medulla oblongata

GDorsaI respiratory group (Inspiratory center) (IC) located in the dorsal portion
of the medulla, which mainly control inspiration

MC)‘;JE\}M\ QMP})?-C)(H“ motor neurons ‘“—"-.‘-’,.C)cgj\ ala
contraction

action J!fairing Jex = s « spontaneous inspiration J) g Jypue 5 a
i et San Y g ety L iy spontaneous JS& potential

QVentraI respiratory group (Expiratory center)(EC) located in the ventrolateral
part of the medulla, which mainly control expiration

Gisb oo mal Adedl sla 0¥ normal expiration db aSad L ala G ¢ [C J) qain (5555 Jla
IC Jinhibition J

forced breathing s deep expiration Jesi L Ll 5815 550 oS EC J Wl
stimulation s inhibition sl s dorsal center 3 L) G 5o

J) 423 WA Led 2 o pre-Botzinger complex  sewl box 4 ) s855S)
Le respiration J gt rhythm JI oo A smdl gla Qlall & Il SA node(pacemaker)

larynx ,pharynx, J!innervation Jexi syl sla motor neuron s allay 7 LS
cediil) dlac M‘;\;wydj@um ¢ tongue

6 The pontine respiratory group (PRG) or Pneumotaxic center located dorsally
in the superior portion of the pons, which mainly controls rate and depth of
breathing

Jadll 88, S sl e gl ¢ pgd aSah ) O S A ¢ aind Ml input oy o e
DRG J! mainly ¢S inhibition ¢S IC J 7 s s sie alkaiy I3 Lay) We

deep inspiration/expiration 0S5z 4, Y sl padill depth J) @ aSat dla GleS
rate of breathing Ju ~Sath Gl

« smooth out breathing(inspiration & expiration ) J«e (4 s« pons center J) Lc
pon Jlsla A5 aein Jualds paie Le expiration Jlinspiration J (e Jai Wl e
e (e Lo 51l e A g5l centers

& motor neurons J<& e inspiratory centers JI ¢ a7, I output JIg>
e pSady g (il O liiarl 7 5 5
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Depth and Rate of Breathing:

sy 7 diaphragm JU « respiratory muscles J! motor neuron sy 1C JI Sie Wl

g2 alla A S cinnervation J) 2 s 5Y deep inspiration Jexi By Als 4 ¢ contraction
IC activity J) 2 » 558 S contraction <baxll juas o 5Y inspiratory depth J) &)
Jhae a0 dla s fairing 2o 2o <ges WY stimulation d) 5 2o Sl

o Sl Sl receptors e b 5z neurotransmitters J) sla s neurotransmitters
inspiratory depth J) 2 3 <la 5 S contraction Jess

how long the < aSatic ¢ Ll A 5aall aSa% Uy la frequency J) 2y Ly Alls 8 W
inspiratory centers is active

shexy I a8 5 spontaneous dS&y ol e (pl g5l aa SA node J 4085 pacemakers 2
EC J (e 4 oSl o3y g3l o =ie rhythm J)s initiates each cycle

o S motor neurons Sy =5 A fairing Jem IC J 58 A a2 pacemakers cells J!
Wl ¢ jnspiration J) jsa <l 5 contraction eellers = 5 M5 respiratory muscles J! Ja s
& s A contraction Js ¢« Jawd J 4 7 JUIL diaphragm JY contraction sy

& 7 bl MGl 3 5 7 s oaall Gadll aaad ¢ el sladl =iy ) intercostal muscles
Sl ATM pressure J) (x J8 Jba intrapulmonary pressure J) il 2 ysas ¢ (ApuSe 483all)
e S s o) sell a0 aiun s inspiration J) dddee sty z AN e olsel) Ja 7

3)L8) Canii 7 U stretch receptors asic 8 CBlay sall Stiai Lali ¢ Ll 45 sel) CiBlay sal)
e s AN innervation J) sy 75 Gl IC Jinhibition Jdem L input J) ala glaall
2o beal by g8 7 ) asall JUIL relaxation s 7 contracted muscles Js
OB ) el = 5 ) sed) clig s ATM pressure ) oe 5S) pan

dalee B el = 5 430 s¢l) D3y il elastic recoil J) « passive _wah expiration J) adae
Jard ity ASAES gla |C inhibition < G3laall relaxation Jba sil gleSy i 5l
passive expiration

o
&)
|

Tidal volume (liters)

e}

B | A

T
|
I
* Inspiration shuts off +

Number of active inspiratory neurons
(5
[
¥

I—i Inspiration 44 Passive expiration Hl—; Inspiration %I.i

2 sec 3 sec 2 sec

Time

During inspiration, the acitvity of inspiratory neurons increases
steadily, apparently through a positive feedback mechanism.
At the end of inspiration, the activity shuts off abruptly and
expiration takes place through recoil of elastic lung tissue.

Gt =5 IC J) &= ¢ inspiration ) 2 2 ¥ 7 number of active neurons (4 (Saidl s
IC J) ey JEIL 3 35 3 ety signal J) slae <Ol contraction Jaxd sl motor neurons
Sy~ contraction J4 ¢ positive feedback loop & J3xh motor neurons JiS) <

inhibition Jas3 stretch receptors Jls 3L St alveoli J) e asd dleall sl yainsig
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zlsic Loy passively JS expiration J ddee yuals ¢ inspiration shuts off sy 7 <la
3u3a cycle 12 W Y neurons

(cerebral cortex—voluntary
control over breathing)

Other receptors (e.g., pain)
and emotional stimuli acting -
through the hypothalamus

Respiratory centers
(medulla and pons)

Peripheral
chemoreceptors

0,1, CO, 1, H'

Stretch receptors
in lungs

Central
chemoreceptors

n CO,p, H™Y

Irritant
receptors

Receptors in
=7 \ muscles and joints

ol S e e il (Sen 28 S Anala 3 seall sla
il S) el inhibition Jexi ) input J) sla il s — 5 L)
ol 3S) el stimulation Jesi z ) input J sl 53l S + 5 L)

rate and depth  aSa% () Sk [imbic system sew) S e hypothalamic JI & 24>
s S Wl temperature J) gleS ¢ il Je i W emotion J) oS ¢« of respiration
respiratory rate Jl 235 ¢ 3\ _all 534 55 hypothalamic J)

Le voluntary control J) e Agsual oo cortex J) 58 camiag
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asn 11 an 1) ) sy
1 6 A 7 5 palaall i

20
~ AN

| PEPVE gﬂ\ CO2 Jsby« ( eﬂ\.} CpansSY) 58] 5 uas.a) hypoxia J @) ?A]‘ a ;.1.:3.&\ oandl a Y
acidosis b low PH Jaxis LY Ht+ pall A lisi gl 30k ) pasdi GlS ¢« hypercapnia

) a8 5 Cne 5 agd) LiSs g chemoreceptors J (& <l gl aty I receptors J)
gleall dala 5368 I central J) Le s gladll z )& 5368 I Jsm 5 peripheral

J ‘;e O e ga (-;g_':\ i U oua (;Jl\ peripheral J A% e.\l\ ‘55 Gl il Lﬁu IS gusy J) ‘_A\ﬂ\_a
aorta + carotid

oo Sligis pll lais receptor (sS85 alide (o 5d Sy gladll (B 3sa 50 (555 central J)
¢ flaall J25 s e g laal) Jom oy ) sl 83 9oy (35S ) s gyl ¢ s gyl 3oLy 39 (pemy
sl Alls b L ¢ HCO3- & H O Jsal ) ) €02 ) Leie (U1 JA sy <l Sl
central J) 4 g 7 Gl ala g acidosis Jam el 5 ligig ull Zll » 0 75 CO2J)

B dlae ye 485k (K15 CO2 JV 83k e OleS 8 UL chemoreceptors

L s I (sla aall 8 i g pal) At 5 i) W oS¢ gladll L3 CO2 O 35 i) Le ks 3
central J) Uis peripheral J) s»

Increased

arterial Pco,
Increased Pco,
decreases pH in
cerebrospinal fluid (CSF)

i S

Central chemoreceptors Peripheral chemoreceptors
in medulla respond to (carotid and aortic bodies)
H* in CSF (mediate 70°%6 (mediate 30 of the CO,
of the CO, response) response)
Afferent
impulses
Medullary ; -
respiratory € 2 :7‘ 7
centers : S

‘ Efferent impulses

Respiratory
muscles

i &

Increased ventilation
(more CO_, exhaled)

4

Arterial Pco_, and pH
return to normal

Key:
1 mnmitial stimulus
1 Physiological response

[ | Result

zocentral J gleSs ¢ aS) peripheral J) 48 s 0 ¢ arterial CO2 J) 1) ¢ Jaall dlgs e
J) el s HCO3- &H+ J Js»k z s blood brain barrier J) (e 3 75 2 Wl 53Y 48 (s
48 Ll =) central
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Jdasi 7 A sensory neurons i = sl 330 310 (a3 Wl peripheral J) Laa

o oW J s respiratory center J) cailas 2 e sl central JI s respiratory center
o S il O3lasl motor neuron s = S respiratory center J! stimulation  slex
hyperventilation Jazs pa3dll juass WY contraction J) Jame 3 3

rate & J' x4l gl 4 hyperventilation osdill <) stimulation d) oe g
A CO2 JI o pall sl 5 &e s hyperventilation J) sl « depth of breathing
hypoxia, hypercapnia & acidosis J s jualb sl 5 sV fllyy Jaxiy

)@V 4 uat s hypoventilation il SI sl inhibtion JI oe i
alkalosis

Jil S partial pressure J) s Ll Y (uanSY) (aily sl ) W chemoreceptors J) 4>
o S 25 Glomus cells sl peripheral chemoreceptors J) 8 WA aa 51 ¢ 60 (e
WA agd usd 7 ) arterial blood J) 2 GaSY) (i Alls i ¢ (hypoxia) OmssSY) (il usl
Jl s dpmpdall AL As gide o <4 M) potassium channels e 553 LA s « glomus J)
L asanli ) ) 58 St ) GuanSY) A Gali jla Alla b ¢ Adlre (S5 calcium channels
< depolarization dex 7 <l 5 + s 2885 Jlagiy 40al) 5 I e 5 Al e a8 g5 gl sl
) 8 yaia lial g AT JAy o gl jua g o guallSl) & 638 2385 ~ 5 depolarization ) gl s Al
e siah W vesicles J) kel exocytosis Jas 7 vesicles L ks ol e Jan a sl L
sensory J) e 3ga 00 A s ol A receptor Jb s n 7 el (e allay Wlé dopamine e
OsSE 7 os OmnSY) Galh Ge Led iy 5 LA ¢leaall Cay ~ 55 action potential Jexs neuron
hyperventilation s 7 s sl

J was Al sl chronic obstructive pulmonary disease (COPD), (< 4oyl Al
il leall 8 JSLae s 60 (o 81 (S partial pressure

OS oty A o8 G e g Aoy palls il 3o s ) peripheral Ji €02 J s i LWl 4b
CO2 J 5S35 a3l & gatiill 3S) e Je 3l 5 U main stimuli J <led ¢ central J)

zs peripheral + central J) s gz 55 CO2 J) S5 w5 7 ) ¢ padd Glua) s A%
7o Lo Ul il e (asdll Al sl ow hyperventilation s Ul response st
< chemoreceptors J) daziss ¢ <V i Lal o slashy agiY 5 jhaiay cled CO2 JI 581 53 Jis
Jl s sresponse J i Jead dhii 5 5 CO2 JI 33l oo il 81 jal il i)

¢ler « CO2 chemical stimuli Jl casiug Jhay 5l dla jal Jia 53 L 2al hyperventilation
main stimuli S S (uanS3U sensitive ey Al

3_)i) Caxdiy chemoreceptors J) L sl 7 (7.4) Ll gind e PH JI J85 W U514
33050 s Lo 06 J8 Wl YA Wdasa g ¢ hyperventilation Jesd 7z ) Gudiill S el
CO2
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Emotions
and voluntary CO,

O and pH
control
¢ H'g'?:' “ Medullary Carotid and aortic
bra chemoreceptors ~hem to
\"\(.: enters cher orfcep rs
¢ Umbic * Afferent sensory
N system' neurons
g 1 S l
_<§-\, y Central pattern generator S,
— \ |
" Medulla oblongata
@ ‘ | Pons Dorsal Ventral
55 NS respiratory respiratory z
| ~ group group
\ >
/ Somatic Somatic
motor neurons motor neurons
/‘C?) {inspiration) (expiration)
i ) —=
Scalene and Externnal l . Internal Abdominal
sternocleidomastoid [ intercostals [ R M) ][ intercostais muscles
muscles

il IS dnal e w1 (sla

i 7 stretch receptors Jls s LIS x40 sgll CBliay sall 53l ik jnspiration dess Ll
expiration J) ssass IC J) badhy s g leall 3 L5

oy Sl el 4l sel) CBlay sall i) uats stretch receptors J) Wl 4 : Hering-Breuer
¢ Lall 5 L)

gleall 5 )La) Gy = @ir ways J) aal Airritants _s=: W 1 Pulmonary irritant reflexes
hypoventilation Jexs

File 7: Respiratory pathophysiology
Respiratory disorders:
anadequate ventilation.

JSLia b (San ) ¢ GUERYI Vs b Stia ) Allad) e jall (55 S (panS) 8 Le sall 6 S
Al 28 pally il Jand i Lo UL claal) ) uiiill S a0

QAbnormaIities of diffusion through the pulmonary membrane.

O3S pall 40 gl CiBlay all e ol Jlal) Jlasil 8 ¢ oS AKE) (S1g 3lias ventilation d) oS o
emphysema sl fibrotic tissue 4 sell <Slay sall Jon 48 5l edema I (e 3 Ak 8 e
diffusion rate J) sl il 7)) dal sl sla S
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6 Abnormal blood transport of gases between the lungs and tissues

Juidglee o iz Ul adll gl s o) LasiWI Sl g3 ol 3ladl J81 53 & Qs Jla Al
A A sedl CBliay eall (e <l Hlad)

Hypoxia : is defined as a decrease in PO2 in arterial blood
lehe Vs Bae B CpanSY) Uiy

i o e sadly €Y 585 (S ¢ Cladi pall & S 53 sadly ) G 8 Slal 55l A
resistance Jl <) Julbs obstruction dale 5l sell @ jeaal L) Jala

Ju 7 Sl s Inhibition of inspiratory center Jasi = 5 (U2adll) anesthetics J) s 2 A
A8 e 0S5 Laghy 5 Ama 3S) 50 0585 a3 5 phad (81 il dlee el ¢ GpanSY)

dlee o 7 ) @lliard) (e saa g JLE jla Sis 5l ¢ Defect in respiratory muscles A

G ddkiall gl Gy i) Alels jschemia J) ¢ Ischemia Jls hypoxia JI cm U8 2 o %
dilaiall (5led 4, el e V) & Obstruction s 4 Llal s (i blood supply J e sty
oaily = LS ¢ SV Gl 7 g (e hypoxia @ daXiz ) aS)ischemia Wba U
ischemia JI & sy U LiY) (e ¢ 3 & hypoxia V13« nutrients Jls Sl

Decrease in diffusion « edema J) e 5l <l &l diffusion I e b oSae e ST A
rate of O2 (decrease surface area, decrease PO2 in alveoli, increase membrane
distance)

hypoxia (i 3 5 aall & eSO partial pressure J) ghais s Jsm (e 3aa 5 sl dags

W) glomus cells J) @2k o= peripheral chemoreceptors J) Jaé agliaulV¥I (adly sy I
Rl 3L Caii =5 A (160 e B8 Y partial pressure J) Jseas Wl Y aau&Y) (ally (ualy
hyperventilation Jexiz b ) Ay gleall & il

- hypoxia JI (s« g5l Lie

e LS €l 48 Lo IS s Y 5 ventilation JI 3 Wl : Hypoxia hypoxia (Anoxia) 4>
&l pa Y1 3 5 gl Ltiaih O K ventilation d) o DS (S A S ¢ A el dliay gl
Al

e

Decrease e sil Jia ¢ pall 8 JSLEL 58 4saw (€Y (i 55 0 Anemic Hypoxia 4>
dﬂ,-.‘c‘)u,-.\-‘)k-jﬂ,-}@j Qe A ‘;\:ﬂb ¢ J8 O}S:!CJ axX| g\)..q;l\ eﬂ\ LA 2ae c_u_q in blood volume
G3nnSY) (g0 Y CO o dasi ) 4 (sl sanel) (o (oradall 23ad) 48 ()5S 5l (S ) ¢

cellular J) & Ja s 7 5 Sl Qi L aS sl 8 o 5S W : Histotoxic Hypoxia 45
Epan ol (e Alg laind 3 508 (e b aiS gblall G AN Jea g (panSY) o ¢ respiration
cyanide toxicity and the use of uncoupling agent : Sl gla

LS sulall & electron transport chain J e 5l Y Hlasil 3 axsiis Sal gl bl
15538l 50 a5 5 (addll v GEAY) s a7 Jally
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J) &isaa s & jla hypoxia J) Al sla A : Stagnant hypoxia (ischemic hypoxia)%
ischemia

Hypoxia, if severe, can cause death of cells throughout the body, but in less severe
:degrees it causes principally

depressed mental activity (coma)
reduced work capacity of the muscles
Sl (ga5ag yabd IS 5 K plaall e Al 5 kY als

shi gy s sy adll i lie €02 J) el s b

~|
)

g B

N W
S
Arterial PCO, (mm Hg)

— PCO-
— Jentilation

Alveolar ventilation (normal = 1)

0 T O

L4 . ) | 1) L) L)
160 140 120 100 80 €60 40 20 O
Arterial PO, (mm Hg)
CO2 J! partial pressure J' s ventilation J (s 48all Lidasy aiall sla

hypoventilation ¢S 1 (e 8 5SS Wl ¢ oank (uditie b 1 &8 2ie normal ventilation J)
(y axis) hyperventilation (5501 (e el 5SSl Wl

100 siad anbll ¢ (anSM partial pressure JI Jisi x axis J) e be
40 s CO2 J 2ubll partial pressure J!

ventilation =2 J) & b 60 (e (2w partial pressure J) J8 1) 3l JaaDlia das )l (e Lua
L Jsl S ventilation )23 7 60 o Cuali Lo JS Jaly g (hyperventilation ) <aaall Jiay
hyperventilation _xas z 60 (o J8) Juasi

ventilation J' le 8 ik 75 100 oo 3 (SN partial pressure JI sil dla b Ll
bl 4aa 5 CO2 U partial pressure J) osSs Wl 6l Sa) dla
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The fall in PCO2 had a depressant effect
on ventilation
CO2 J) (o JhaS s (paaslYL alts sie iy hypoxia & hypocapnia siie paddll sl

€02 JI JB il s hyperventilation das J3i le U5 ¢ ooy s aded Alla 8 Sy sl
Jazy a8 Lo 0 60 (e B Djla gie CpansS) 380 5 L JEal) Jis e e 5 Alla a8
Lt Jao A hypocapnia J) Al glie AW sler hyperventilation

ventilation J) . depression Jax 7 awall B J W1 €CO2 J)

Hypercapnia :

peripheral or J! ¢! s« chemoreceptors J) let swas cligl Liaay & jla 13) 3 j0lad ,5€ 8
central

e A PH Jlded e Sl 7, €02 J) glait ) 535

A U an e s gl (Sen (S ¢ Y lally e 5% Lala Tl (e €02J) 3345
Can occur with or without hypoxia

& CO2 J) 581553k i =5 aSI s hypoventilation Al (& Jas padil) o) Als 4%
hyperventilation Jdex 7z J=8 83 S anall g 2all

GLEAYL eay gl (il 60 oo ) WY partial pressure J) s Al i @

8Us =) O 150-120 dhase Ll ¢ coma 8 Jaa (sl 80 (e I Jladlla 3
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Blood Acid / Base balance:

exhaled

CO, + H,O H,CO; =——> H"'+ HCO;-

Carbonic
Anhydrase

Buffered by Hb
buffers il & 3 s H+ JI Ll HCO3- JS& e €02 JI s ¢ puall b yaay Las Jeladl) sla
acidosis @ day L 51l e Lilai 7 5 A oo le sl (o) 48 cludi =5 I
Sl otV oSy i 131 Ll ¢ ale¥) alaily )5S & e laiall <l 3 131 Jeladl) s
lechatelier's principle
Wl Ll 5381 55 85 = ) hyperventilation Jeat Lal ¢ diill Sleall 8 CO2 J) 3S) % aSath = 5 A
53815 33 ~ ) hypoventilation Jaxs
23 HCO3- J) 385« CO2 gy He Judasi 55 7 pall 8 0 3 HCO3- J) 3S1 5 5 dlla
23z el Lo L Ll Ji = 5 5380 5 aual) (g0 giallal Alla & renal system J Gasb oo Ji5

JI o A8 Ll ¢ 435k A PH &HCO3- J) (g A8l 53l aial 5 iy « PH=[HCO3-]/[CO2]
4pse 28 4 PH & CO2

Henderson Hasselbalch equation: PH = [HCO3-]/[PCO2 X 0.03]

Normal Values:
pH=7.4, pK=6.1, HCO3=24 mEq/L, PCO2=40 mmHg

pH = pK + log [HCO;]

[PCO, x 0.03] PH=7.4  Normal physiological pH
—61+log 24 mEq/L PH>7.4  Alkalosis due to T HCO3  Metabolic Alkalosis
(40 x 0.03) BPCO2  Respiratory Alkalosis
=7.4 PH<7.4 Acidosis due to #HCO3  Metabolic Acidosis
1 Pco2 Respiratory Acidosis

le 4

o<l 313 HCO3- J )y 8 el Alls 8 ualy sla 1 Metabolic acidosis/ alkalosis
acidosis Jexi 5 Gl Ja 8 Wl alkalosis Jesd

Jaxi 75 QB 1Y CO2 JI 5815 (& uadll Al & ey 5la 1 Respiratory acidosis / alkalosis
acidosis Jexi 7 ) @) ) Js A W alkalosis
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Arterial pH

/\

pH < 7.35

Acidosis

/

S

OR

pH > 7.45

Alkalosis

/

S

[HCO;"1 <24 mM

OR

Pco,> 40 mm Hg

[HCO;™]1>24 mM

OR

Pco,< 40 mm Hg

Metabolic Respiratory Metabolic Respiratory

acidosis acidosis alkalosis alkalosis
Respiratory Renal Respiratory Renal
compensation compensation compensation compensation

Y

!

Y

Y

Pco,< 40 mm Hg

[HCO,~]1> 24 mM

Pco,> 40 mm Hg

[HCO;"] <24 mM

S8 el G G jlia (oA S ¢ de g gl 2asd a3 acidosis (s S s PH<7.35 JV W
£ CO2 J 1S3l ) s ¥ 5 HCO3- J)

Ul sle respiratory acidosis ¢sS Al sl & PCO2 >40mmHg J 5 cadl (oS5 Lal Wl
« compensation Jezxis s HCO3- J) 3815 ad p o8l 33k e daphall iadl PH ) a5 6 3Y
S Slead) &b (e compensation J) Jexd Jslaia respiratory (8 e JIad) IS 130 Ll

A cula Lo Ul el 5 aaly 3 48y cligd chyperventilation Alliles 5 (353 sge b

© 2011 Pearson Education, Inc.

C0O2 J) Jlis 5 hyperventilation Jexias ¢pCO2 J) Jliie PH J) a8 i glie
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metabolic acidosis ¢s<i sl [HCO3-1<24 (5<s Lald

Oga Bas o AL sl G iy iams e O g juan L
el Jolan 50 A anal)
€02 J Jlai s compensation Jazs Ly Li&a )




4l retention J) %34 Bicarbonate J) ad i 68 Al Jas LelSal 5 Renal &V 5 sl
renal J! compensation ! lali 53 Juaid normal & g sis PH JI & 5 oliie excretion Jli s
.bicarbonate J) 2 3 5 system

o oy JS auall et A compensation J Wil G hyperventilation des Jstas auall
DAY el (g il

J 8 s crenal J! 7 5 » alkaloids sl acidosis <alee ) o2 Respiration JI & Jla St
.Respiratory system 3 zs_» renal

3 ¢l 3 shad Jan

flgass s il PH J) =2 acidosis 13 physiological PH JI s 8 PH<7.35 )
433yl 4831 PH J) Jii Bicarbonate J) J& 13) 45Y «24 (1« 8 Bicarbonate JI
metabolic acidosis s type Jls acidosis Lzesic all sa s normal s PCO2 JI Wl

Jdua CO2 JIs B bicarbonate JI 43Y <l PH J) 53} =35 acute metabolic acidosis W sews s
.normal

988 1< CO2 U5 bicarbonate Jls PH JI Ll y jad liasi ol (uh

Jary 5 CO2 JV JI&s ) (33 5k e normal O leas s PH J) ad g Jslas aual) 53] Cajmia (g 90
Joe dis «CO2 J Wl y hyperventilation Le iy <Respiratory compensation
.mmHg40

metabolic acidosis with respiratory s LisSa | 58 Bicarbonate Jis CO2 Js PH J) L 13
353 Ll Y chronic W sews s compensation

Summary

.if PH and bicarbonate are low while CO2 is normal this is acute metabolic acidosis

if PH, bicarbonate and CO2 are low this is Respiratory compensation called chronic
.metabolic acidosis

<8 PH JI 45Y acidosis 8 0sS: normal Ja bicarbonate Jis 313 CO2 JVs <l pH JI 1)
.normal = bicarbonate J' 4Y acute ¢sSis <Respiratory e sis
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Respiratory acidosis s _» 3¢ normal J aa il leie 4 slaw <) ) bicarbonate J) 5 cuhb
bicarbonate JI ¥ renal compensation & 43Y chronic Laewie (815 «cual 3 CO2 J) 45Y
.normal & g s PH J) & oliie Alls ad p J gl

falkaloids ¥ s acidosis 0sS & ) 925 ) CO2 JIs bicarbonate J! §
PH J s 20sy

bicarbonate Jls CO2 JI glii)l 45 acidosis 43) <i_yaia s ilad 7.4 ) e S PH J) Sia
.Respiratory 4x=5 compensation Jesd (lie Cadl )
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a1 cyan 1) Al ey
1 6 A 88 pualaall Ao i

dﬁé}‘z‘)ﬂ‘\;ﬂﬂh\f*

P T,
Check)
: .
e — S
—— g pH >7.45
— {alxalemia)
IDOSIS [ALKALOSIS]
@
Not < Increased Increased Docroasod
/ /S
mcrooudr/(/ \\. (>50) (>45) "// '/ {<35)
| Metabolic Respiratory ouboic .w.m
| ACidosis | pDecreased | Acidosis : Alxalosis
Ng""" 7 N \. FPeo, Primary | HC()3 “will be Primary
Oz V4 \_\7 - {<35) cause is |elevated (>29) ‘ cause is
'E.'A - = ; — lhy'p'ovor\b:ahoﬂ | Examples: hypelwenlllatnopi
Metabolic {Compensated) < 5 | vomiting. loss J b
Acidosis Metabolic T Acute | of gastric acéd NS
Acidosis |  Cpneck\Normal | Respiratory — T /Check)
| Recuction due \ NCO = > Acidoses \LHCOS)
\ 10 respiratory J< e Normal \F s
| compensation N \ Examples: or skght / /T \\ Decreasea
increased ( 28) respiratory decrease // N\, (<249)
% | fadure, CNS C < 2]
| damage, [ Acute Chronic ]
!(Cotnponsand) | PReumothorax | Respiratory | (Compensated)
atory
. Acidosis
Normal // \_\\\Increased e meiae Examples Alkatosis
(4 2.7 emphysema. ‘ fever, panic Exampies
Due to loss of “Due to | asthma Bitacks anemia,
HCO, or to generation or CNS damage
ey o ol raanis or
ngeetion | fixed acids
Example Examples: lactic |
diarrhea ] acidosis,
kotoacidosis, |
chronic renal failure|

acidosis svic paddll sla Ul gahll Jaall e Jil il PH J) 53 Al 84K

sl S A Gl Al I3 CO2 J) 3S) 55 pand) ) o Al s laall 45

I S5 890 ) e (Sae AN ¢ CO2 JI 81558005 s8 PH J) gl A cwnd) ey respiratory
Jh e dsls 75 dw, s HCO3- JV o 13 Lua « hypoventilation ) lial Jess 51 f CO2
Aadi ya ey Jlay 53 LI HCO3- J) S) 5 Ll ) Ll 1) Jally ¢ 5580 53830 ) 3 b e PH
respiratory failure / sie s laa S s ) acute respiratory acidosis siie sl <o yia
pdl (8 PH J 3ad Janid 5380 55 a8y 531 HCO3- JI 3ol e day ju JSLE sla CNS damage

Jldad ad pi Jal compensation Jead Jslas ¢ S gla pall A HCO3- JI ol j 58l Al 8 Ll
emphysema / svie p=3illdlls & juals renal compensation d) leesl sl o) & PH
asthma

I s L (S Alal (slen 5 Caymia 5l ) (sl 48 L Jlay 58 S5 CO2 U Liand 13 il 45
acute J Al i« metabolic acidosis i sl 5 la 1S 53 @B ¢l bicarbonate
chronic JV ¥l &Ll ¢ dmpball 5580 54 CO2 J) Wd 58 metabolic acidosis

CO2 & 58 5 s sk e PH JV &d p Jssa 75, CO2 JI 53 e sidie metabolic acidosis
sl b Jis
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Arterial plasma [HCO-3] (mmol/L)

alkalosis Al sl 3 ¢ sSiy xadall Ledara (g o) S PH J) 5ol s 3%

Arterial blood [H+] (nmol/L)

100 9SO 80 70 50 510 ) 410 X 310 s ) ZP )
60 | | l I | | | |
= 120 11101‘00 910 §O ZO 60 ‘:30 C}O

/
52 /// / V1 / /,/ // .
as /// L >(// // 77 /// L // /35
aa //// // />< / Metabolié/ // 30/
: lkalosi /
40 (/ S:srgf:'actory X AV / )
// )g(/ acidosis )( /// Z/ / / A
36 < 4 < 25
v 2 |
32 /?// /& //l‘?V ///4/ ///
>8 /////‘// f:su;ieratory >(, - /// 5 /20/
o4 // | acidosis / Normal //
/ /j, Acute > 15 |
>0 /// ] > respiratory > -
> lkalosi
16 ;,// L ?é — Chrénic\ ‘?<25|S
] i irat 10
12— L7 L dicticais”
g —1 —T1 —+ Metabolic ] 1| 111 Tgcoz fkmmia
://__, ac1d05|§/Z/'//
4
07.0 7.1 7'2 7.3 7.4 7.5 7.6 7.7 7.8

Arterial blood pH

OsSi Lgia e ) oS5 W Wl acidosis ¢S5 7.4 (e 8 S5 PH J) Al W gl (6 jai B pea
alkalosis

24 s s Ly a2l & HCO3- J) 3813 dpnall dedll p s

40 s arterial blood J) 2 CO2 J Sl dmplall 4adll p s

:acidosis Jlgl#Y o

HCO3- J 385 o5 Al slgy 53l o323 b ixy metabolic acidosis L 058 (Sae
24 (e J8) e ()5S0 iy ¢ AL

G5 0SS respiratory acidosis leasl oS adle CO2 I nSI5 5l cund) S s 2 LI G
Jasi Jldie 3 3 e Jag) Db &4 HCO3- J S 5 Al sl acute 0SS (Sae 5¢ 40 J)
VAl i Ll ¢ 24 (5 5 HCO3- ) 35158 Ll 40 (30 o) CO2 ) 56815 0588 Sna(PH J) Aad
0S8 CO2 IV 38 5 JElb PH J) A ad 5 Jslas Aad sl ) HCO3- J) 3S) 5 ¢ 5S5& chronic
24 e el HCO3- JI 5815 0S5 40 o e

:alkalosis J ¢!

bl e o HCO3- JV Wl bl e J81 CO2 JV 381550 Acute
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bl ge B CO2& HCO3- JI xS) i : Chronic

@l Jag s pmall ¢ 23 7 ) aall s g sall 2aeS UL acidosis I 8 Jas sl Sia Lua
zo OSs respiratory system + renal system s A anall G o les padiug - G
buffers J! aaaclu

peripheral J) 2345 chemoreceptors Jl @ik ce acidosis sxie Jba gl e anall
_)Z\'UCJL“;”&uﬂ\éu.ns.\ﬂ‘)S\)Aé&lAJ:u_)SUCJL“;S\eﬂ\@&b}ﬁ)ﬂ\'&d\.}}u»ﬂc)g\

Wl Jullb CO2 J s1 s Jiss Jad hyperventilation  sxie juan z s (i@l @lizme e ) g
J Gk e Jelill Ga i L CO2 J1 a5 CO2 + H20 gl sai sy =y Jelill 5380 5 Jis
s paladll 4 - 5 hyperventilation

NaHCO3 ¢S5 Na+ Jl ge 1o i =, HCO3- Jl e 3303 ps

Dpaly A ¢ HCO3- IV 3805 2 a5 el (8 g5 0l JIsy - s renal system J) Le Lua
ALY dacada o4 5 4l 353 0a 50 LIS 335k e HCO3- JI ginais Cligis ) (g (alass

el e galld = 55 HCO3- Jl paaiz ) slall a2 50 5 CO2 | J) Slaaiac

urine J ge leas A Gk oo Leie paladll &5 - ) b i g sl L

Jamy 3 =) Lo Allall (gla 8 ad jSisa s | sgdl il o 8 31 saic Y (3Eida (i e i il

Sle sallais HCO3- J) gnai L) (A 40N e aa )l galdie) 6% ) Sillé hyperventilation
urine J & <ligig ) e palisi gl

Increased
respiratory
rate lowers

Pco,

\ BICARBONATE RESERVE

‘ H,CO 1 HCO5~ Na* NaHCO
M | 4| Mwbo:?ate ¢:3HC803'<:I (sodium3

i0n) bicarbonate)

/ _ ﬂmeralion of
HCO4
W" ‘: i ' .
buffer o
systems
absorb H*

(a) The response to acidosis KIDNEYS

Done by : Aysha Najajrah



ol b Lgad 53 Jglad i pal
urine J & HCO3- JI (e palddiy <l 5 g plaal jual 7 lidg = ) LIS 50 Laa

z2CO2+H20 J (e paiz ) A alkalosis JV s & Jaidsy 40N 8 daiadic WA Lie

a4l (e HCO3- J) i g8 W transporter J) sl calisadl Lua « HCO3- + H+ Lidaas

s eba surine J s 7 pall allay HCO3- VW Ju Uk urine J) s e A (glen alal
PH J) dad Jamy Jslan g pall allay = 5 U sl elaily (5585 <l 55 nll &l 58 Lal ¢ 5 alidll

W el A e 58S JS) acidosis Ala (g amaldl (580 W dleally o jliny M SR i p s

J A & Jad g 8ddl A LAY gcidosis J) Al A gl s s ¢ alkalosis Ala & awal) (5
acidosis Jl &gasl mg e auall Y ¢ acidosis J) o LS Jaids juat s J T 7 ) alkalosis
alkalosis J! e S

chemoreceptors Jl uai 7 S8 Jsl alkalosis JV Al 8 il Sleadl ) gal il Lua
zos ol Same o il b s I g leall A il S8l s L) e ) AL il
) nd Jeliil) ashy = 5 3 3 L L aall 3 CO2 J) A 11 5 s hypoventilation ey
PH J) dad Jai & 5 (UL Ltnss 2 55 Lad g i g5 5 )

Decreased

respiratory
rate elevates

Removal
of H*

BICARBONATE RESERVE

Na* ——— NaHCO,

HCO5™

H,CO4 =P | H* |+ HCO3™

butf 0
release H* .

of H*

(b) The response to alkalosis KIDNEYS
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Acid—Base Balance Disturbggces

i Stimulation of | et

pensation
| arterial and CSF | | °°l':cr”::d
£ = el respiratory rate I
HOMEOSTASIS [ — y Renal
DISTURBED. | RESPIRATORY | compensation
Hypoventilation i ACIDOSIS H* secretion;
causing L | HCO,™ generation
increased Pgq,
Buffer systems other
than carbonic acid— e :
bicarbonate system Decreased
P T g accept H' ions | qu, !
A \\
/HOMEOSTASIS |
e
\ Normal /
\ "b.""'m"“‘ /  [HomeosTasis
% 7 RESTORED

(a) el

Respiratory Acid—Base Regulation.

z0 s CO2 JI 35S 55 25 7 o hypoventilation  svie (aidl Jial s Lishes
respiratory s geals b sla s acidosis Alas el sla Jan 7 S PH J) &
acidosis

central + peripheral J) e geas CO2 J) 3 5 (A 33030 5 (o ynia m g jhall

&k sl hyperventilation slesy slslsgs (il 3SI el a5 50 75 A chemoreceptors
055 W o respiratory compensation leas! 445kl (sl s CO2 JI (8 834 3 (e el
Ul & oS Any Hhall (gla ) sell Gl jee HSuse (S cu hypoventilation sxie Seal il

W&lsurine JI as Ll jals i sl (e pala Ll Gy (e Allall sl AN e Aldie V) juay
Al e sallisy HCO3- Ul g

b= 5l sl hypercalcemia(cl) /hyperkalemia(k) / hypernatremia(Na) _Jbe s i
hypo

PH Jl e iz e 380 5 caliss W s Cl-/Na+/K+ 1 o Gl s sl
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:GAMBLE'S DIAGRAM JI e &

total J)ea 5:S1A 055 Lasls Aallad) Sl ) 580 55 JS 5 daa sall L sa¥) 580 53 JS LaA 5l g3 Ll
O Gl agiasaa s Alla il 5 4 slie sl sl hemostasis aellers Jslan Lagls auall 63 4 luie
Nz s Al sy <l 51305 Ji 2 Gl Al 153 I

S Ji 7 aals ol pw JE 2 anions I oS ML avall 8 Na+ JI 58 5 J8 Slia Lua
Jizo o JULHCO3- d) 581y caly sl adle 31 deud ansall

S HCO3- J 38 5 day ) sl (8 o s sl BB 2y hyponatremia e sl s 3 e
metabolic acidosis & paiill je a7 s PH JV sz

HCO3- J) sk ¢e PH J) s electrolyte J) ¢ 483e 235313

metabolic alkalosis « g=aaill Jax = ;s HCO3- J) g 5z p s suall 21 ) A A L

I53 mEg/mL 153 mEqg/mL
Cations Anions
¥ 103
142 Na*

Inorganic acids 7
s

Orguanic acds

Proteins 16
-+ E
s = samm—m HCO, v
3 Ca" -
——— Mg
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Al s Auyz) MHCO3-J He demiz )y Jadll guia ppe i W 8 Cl- J) 6l A B
metabolic alkalosis & gasill Jan - 5

2z s adsiie Ualaall 8 K+ J) S 535 S hyperkalemia sie Jua sl 5l dlls
S yaay M eela juay LY 0 metabolic alkalosis (=&l die juay s HCO3- J)
sodium — s cull 5 J& 7 Lilali o 0 peall Kb J) i W sil ¢ (ually Gaant 5 dulaall

53 G pai U pea Uil g ¢ gt geall iy ) sl ll 015130 i e g x5 potassium pump
metabolic acidosis s Jay 75 =il el s HCO3- J) J& ) o s saall 813

J sz, Ml @)y CO2 J) 3815 5l cass ualy respiratory acidosis JI sl o le U e
PH

T o) (3 CO2 ) 585 a5 g0 (s Lianeay sy (I Lol 5 e

J) Sie (55 puealls CO2 U 3855 a5 53 2 Ml 5 il 8 JSLie s hypoventilation &
zie exchange des Y e (a8 Lo JUll 5 JIA Weé alveolar ventilation

OSas JlaS a3l 3l 50 e (55 depression lellele 31 b ¢ zie Jaili ae Lo gl 3S) 0 ()
morphine toxicity J) s

ol 4 maal 5355 7 U5 Injury to respiratory muscles &

Functional disorders of the lungs (emphysema, fibrosis, pulmonary edema) &
LY severity ) s iz Gl Y gl

J8l el s Jaii ae alveoli Jil AUl Increase in physiological dead space &
Alle aall 5 CO2 JV 5SS seai 7 JUlb s exchange

Anaemia (decreased Hb, RBC and blood volume) @&

: Jil respiratory alkalosis J) b L

respiratory <z SV s hyperventilation dass z puiiill 30 e iy s ) sl @
amphetamine J s s alkalosis

J) e 5314 s ) (bronchodilation) 1sell <l s a2 = Epinephrine agonist &
sympathetic

Jama 753 ol € il S Al 8 Ll ¢ ) sl & jae s 53 25 s Ach antagonist @
bronchoconstriction

Small amount of O2 in the air{

Hysteric cases @
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Jaliay cadaill aall juay - il 3l gaie g Jalall A W g3l 8 g ¢ a8l 6l e i) Cyanosis

Jisinflammation Jdexis )l canaly A g é 5l L siSs L S ¢ 5w Pneumonia
Claul dm o juas awall JUlL diffusion rate J) J& 7 Julb J& - total surface area
hypoxia or hypercapnia <

el resistance Jl iy g ML Guai L juay 65l sl G e 8 05 S L3l Asthma
b il Ja ) dgal #lisg juas b Cladll paddll Jull ventilation J) (&2 4 sma s
Aoy

IV e 1R e s ol S Jii) e A bronchoconstriction dests Gl ey
Inhibition of Sympathatic dexiy W (WS « parasympathetic

Decrease adrenergic activity/ decrease adrenaline/ injection of adrenaline
beta-2 receptor antagonist

Histamine like compounds
Leukotriens C4 and D4

Deacrese PCO2

bronchoconstriction Jexis ¢l sla JS

353y () anke (i ol Ll U 1 sgl) (h0 a8l udi Jayy ) asthma @ Claall (=3l 45
Gy 7 de ju oY svie Ju 7 ) MBC test JI Ll ¢ LS

force vital capacity /force expiratory volume Jl s J%i ¢, force J zlisy 3 sl oS
Sz dsm

e p 9 @ Sd N Sl (a8 0SD Pyt 7o b L) 3l dals 3 ) oAl vital capacity J
Al sl & s 7 ) elaiy)

sl sa W residual volume J) e asthma Jb Gluad) padill vie 3 55 ) eLui) Ll
J ok ¢ e o &4 sie functional residual volume J) (JUlL z Al alay Lo g oy i Jay
J s w3 - total lung capacity JI ¢ sl vie 335 I <LaY) (e resistance

3 functional residual volume

OS5 7 A8V S 5 calide il () oS ) e jall Ll at sea level ¢Sl e oS 7,8l S
sihs

) 3L e il s Y Ji s Ji 20 ATM pressure JI gliisy ol L JS
las Qi ATM PO2 J1 sz e 5400 0e SSI gliiY) o5 Wl

OSlagaia s Lo qa 4 e AL () S (V) 48 53 il o 5 AS) lad yall 5 5 5l ansall Lo
Ll il a5 392 ) Diladi all (A (il (a3 5 ey
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U e el Ui hyperventilation das pasil) (il 7 ¢ 3ladl Gl sla 3 a5l 5 53 J
A IS 7 AN 8 Y 58055 5 sa o) 5 pall (sla ¢ i L Al )

S ez ledllall gla G (STl (8 SV s b )1 A s 4 hyperventilation J)
ALB sall (A 5 5S) A JeaVU

OS5 respiratory alkalosis gasill da yie juay = 5 i S Ji 25 CO2 J) 5815 s
Ol (8 il hypoxia saie

shift to the sl dissociation curve J e izl PH Jl gléi)) s CO2 J) i Lua
left

OES OS5 G OS5 e sle sl G s A LU Y 0 5Sh 7 at low atm po2 sl dssie sa Lua
LAY g dad 'Y\Mﬁwdﬁgbjgﬁ

JS) ¢ shift to the right aiall dasy 53 Ga sk o= adaptation dess dslas 7 awadl L
ALY Slelu a2y juay ala 12,3 DPG production by RBC 3L ) sa duleall Jd laebin 7 ) Jdle
HET NP EPEN | IREN P

) O3 n 0 Ll AN sy il yall 8 aa) 5l oy sy Al Sl (panSY) Gl A
5SS galiaie Ul &S\} &) yasl) eﬂ\ WA U e J gl () ga yell Ao Erythropoietin
LA €1 13 8 o 7 s (sl sasel) (355 48 59

Al < ¢l yasll ea]\ LA e s hematocrit

coSQduresistance JV a3 e UL by g adll A g3l e il 7 el jeadl aall LBA 2ae 335
Lol o 5 2 () ol € UL £ Lol sl 55 ) 3L blood flow ) i
syl olie ¢ (cerebral BF)J
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