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A) Aoun kai Asiroupyia Twv TTVEULOVWV



[ evIKO

d Aewroupyiec nvevudvwv: F :
- AvtaAloyn aeplwv
- AmoBnkec aipatog

- MetoBoAlopoc dStadpopwv CUCTATIKWY

- ATopAakpuvon ToéLkwv OUCLWV OO TNV
KUKAodopla
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Figure 1-4. Idealization of the human airways according to Weibel. Note that the first
16 generations (£) make up the conducting airways, and the last 7, the respiratory zone

(or the transitional and respiratory zones).

Tpoxela

AE+AP kUplol Bpoyyol

AoBLaiot Bpoyyol

Tunuoatwkol Bpoyxot

TeAwka BpoyxLloAla

(+ku P eAidec)

AVOTTVEVUOTLKO Bpoy)LOALa
KupeAbikol mopot ko

OQKOL

KOKKIVO: Zwvn agpaywywVv 1 AVOTOULKOG VEKPOC Xwpog (150 ml)
Mauvpo: Avarnvevotikn {wvn (2500-3000 ml)

MéExpL ta TeAKA BpoyxLoALa, o agpac GTAVEL LEOW TNG LAlKAC PONC.
Ao kel koL tépa AIAXYZH.
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KYYEAIAIKO EINIOGHAIO

IINEYMONOKYTTAPA TYIIOY 1 ANTAAAATH AEPIQN
IINEYMONOKYTTAPA TYIIOY 11 EITIOANEIOAPAXTIKOX ITAPATONTAY/
ANAT'ENNHXH TYIIOY 1

IINEYMONOKYTTAPA TYIIOY 111 MAKPO®ATA
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Ta alyopopa ayyeia Kal N aigaTwon Twv TTVEUUOVWY

* 2 kukhodopieg:
- NMveupovikn
- Bpoyxuwkn

* Bpoyxikin o¢AEBa+aptnpio+Bpoyxol pall pEXpPL To TEAKO PpoyxLOALO
(ueta n pAgBa dlaywpiletort)

e [vevpovikn kukAodopia: XapnAwyv ovIloTACEWV/TILECEWV

* 0,75 SeutepoOAemta: 0 XpOVOC ToU XPeLAleTal To £pubpokUTTAPO VA
Slavuoel to TPLYOEWOIKO Oiktuo oe npepia — XPONOZ ANTAAAATHZ
AEPIQN



B) Agpiouoc
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Fligure 2-1. Diagram of a lung showing typlcal volumes and fows. Then 15
considerabie vanation around These vakes,



TI yTTOPOUE VO JETPNOOUMPE UE TO OTTIPOUETPO
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XwpnNTIKOTNTA

e Ta auTeC TIC 2 petaBAnTEC:

- Xpnon tou adlaAutou oto aipa nAtou (KAELoTO KUKAWMAL)
- 'ExkmAvon pe alwto (avolxto KUKAwpa)

- Xpnon tou cwpatkol mAnBuopoypadou (Nopog Boyle)
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Table 28-5. PULMONARY FUNCTION TESTS IN RESTRICTIVE AND OBSTRUCTIVE
LUNG DISEASE
Value Restrictive Disease Obstructive Disease
Proportional decreases in all lung Small airway obstruction to expiratory
Definition volumes flow
FVC Vv Normal or slightly T
FEV, W {Normal or slightly
FEV1/FVC< Normal Qw
FEF, .. |Normal W
FRC A Normal or T if gas trapping
TLC Sl Normal or T if gas trapping

W, 111 = large decrease or increase, respectively; ¥, T = smallimoderate decrease

or increase, respectively.




* 150 ml

*E¢aptatadt:
-TUTO avarvong
-2 WHLOTOTUTIO
-©€on avOpwrou

*YTTOAOYLOMOC:
MeBobdoc Fowler
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Figure 2-6. Fowler's method of measuring the anatomic dead space with a rapid N,
analyzer. A shows that following a test inspiration of 100% O,. the N, concentration rises
during expiration to an almost level “plateau” representing pure alveolar gas. In (B), N,

concentration is plotted against expired volume, and the dead space is the volume up to
the vertical dashed line, which makes the areas A and B equal.



[) Aiayuon



Nopor Fick (Nouor Aiaxuong)

O pubuoc dlaxuong evog

aeplov péoa amd  éva =
P, VEIHE'I-‘-T-'D'{P1-P2]

OTPWUA LOTOU:
Sol
/ 'ﬂlre.a /CDE b I\,‘m-'

1°¢: Elvailt avaAoyoc tpo¢ To F"}\
eufadov tnc emdpavelag, -
! Thickness

QAA(I OLVTLOTpOCI) (L)(; Figure 3-1. Diffusion through a tissue sheet. The amount of gas transferred is

| 4 proportional to the area (A), a diffusion constant (D), and the difference in partial pressure
av a)\ovoc T[poq 10 T[(IXOC (P, = P,), and is inversely proportional to the thickness (T). The constant is proportional

TOoU to the gas solubility (Sol) but inversely proportional to the square root of its molecular
‘ weight (MW).

2°¢: Eival avaioyoc mpoc tn dtadopd tNC HEPLKNC TilLeonc Tou aepiou

eKATEPWOEV TNC pEpBpavnc.

3°¢: Elvat availoyoc mpoc tn SLoAUTOTNTOA TOU aEPIioU Kol avTLoTPOPwWC
aVAAOYOC TIPOC TNV TETPAYWVLIKA pila Tou popLakol Bapouc tou.



[lepiopiopol Aoyw Aiaxuoncg n Aoyw AlNaTtwaong

0O, (Abnormal)

Partial pressure

T T |

0 25 50 75
Time in capillary (sec)

Figure 3-2. Uptake of carbon monoxide, nitrous oxide, and O, along the pulmonary
capillary. Note that the blood partial pressure of nitrous oxide virtually reaches that of
alveolar gas very early in the capillary, so the transter of this gas is perfusion limited. By
contrast, the partial pressure of carbon monoxide in the blood is almost unchanged, so its
transfer is diffusion limited. O, transfer can be perfusion limited or partly diffusion limited,
depending on the conditions.

N,O: e§aptdtal povo oo TNV opATWon
CO,: efaptatal LOVo Ao TNV ALLATWAN
CO: ggaptdtal uovo amo tn dlaxuon <——
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Figure 3-3. Uxygen time courses in the puimonary capillary when diffusion is nomal
and abnormal (2.g., because of thickening of the blood-gas bamier by disease). A shows
irme coursas whan the alvealar Fu, i nonmal. B shows slowear cgygenation whan the

ahveolar Pu_ iz abnommally low. Note that in both cases, sovere exercize reduces the time

available for ocxygenation.

0,: eaptatal avahoya TG cuVOnRKeG amnod tnv
agatwon n tn dtaxvon

7

H SltaxuTikn tkavotnta Tou veuova
netpeital pe ewonveopevo CO.




A) Aiuatrwon & MeraBoAICUOC TwV TTVEUUOVWYV



AlgaTtwaon

*[TveulOVIKA apTnpia

L MH OzYTONQMENO AIMA
\

*KAddoL pEXPL Ta TEALKA BpoyxLOALa

MH O=YTONQMENO AIMA

\2
*TPLYOELS LKA ayyeLlakr koltn (toww-

notol KuPpeAidbwv)

\’
MUKPEG TIVEULOVLKEC PAEPEC

\’
4 UeEYAAEC TIVEULOVIKEC DAEREC

g

Pleura
Mediastinum
Lobar bronchus
Right main artery
Interlobar artery

Lobar artery
Lobar vein

Segmental artery
Segmental vein

Subsegmental arteries
Intralobular arteries

Subsegmental veins g
Interlobular veins

Diaphragm - 3

Oth rib -

8th rib M
Abdominal wall -

Pulmonary Circuit

Right pulmonary artery

Right pulmonary veins

Right atrium

Right ventricle

Heart muscle

Left pulmonary artery

Left pulmonary veins
Left atrium

Left ventricle




[TIECEIC/AVTIOTACEIC OTO EOWTEPIKO TWV TTVEUUOV. AYYEIWV

2Y2THMA XAMHAQN MIEZEQN

- Aemtd toywpota Twv aptnplwv: OAEBeC
- APrniveup.=15-5=10
- APovuot.=100-2=98

2Y2THMA XAMHAQN ANTIZTAZEQN

- MeydAn euxEpeLa Lo TIEPALTEPW HELWON:

i)  “Emotpdtevon tpixostdwv’’ (Recruitment)
i)  AUEnon evpouc TpLyoEldwv

- Abénon otnv aocknon

- Abénon otoug xapunAou¢ kot uPNAOUC MIVEUOVLKOUG OYKOUG

- Abénon otnv kuPeAtdikn vmoéia

- Oappaka:

AuU&non: oepotovivn, Lotapivn, vopemvedpivn
Melwon: akeTUAOXOALVN, LOOTIPOTEPEVOAN

Figure 4-1. Comparison of prassunes (mm Hg) in the pulmonary and systamic
circulations. Hydrostatic differances modify thasa.

iIl'P'I.'I.t pressure — Cll.'l'l.'F'IlT pressure

Vascular resistance =

blood flow

_>Z

—

Recruitment % Distension

= =

Figure 4-5. Recruitment

{opening of previously closed vessels) and distension

(increase in caliber of vessels). These are the two mechanisms for the decrease in pulmo-

nary vascular resistance that

occurs as vascular pressures are raised.



TABLE 1 Factors That Increase Pulmonary Vascular Resistance

(PVR)
Chemical Stimuli Pathologic Factors
Decreased alveolar oxygenation Vascular blockage
(alveolar hypoxia) Pulmonary emboli
Decreased pH (acidemia) Air bubble
Increased Pco, (hypercapnia) Tumor mass
Pharmacologic Agents Vascular wall disease
Epinephrine Sclerosis
MNorepinephrine Endarteritis
Dobutamine Polyarteritis
Dopamine Scleroderma
Phenylephrine
Vascular destruction
Hyperinflation of Lungs Emphysema
Mechanical ventilation Pulmonary interstitial fibrosis
Continuous Positive Airway Pressure (CPAFP)
Positive End-Expiratory Pressure (PEEFP) Vascular compression
Pneumothorax
Hemothorax
Tumor

Humoral Substances
Histamine

Angiotensin
Fibrinopeptides
Prostaglandin F5,
Serotonin



T!BLE 15—’ Factors That Decrease Pulmonary Vascular Resistance

v (PVR)
PHARMACOLOGIC AGENTS HUMORAL SUBSTANCES
Oxygen Acetylcholine
Isoproterenol Bradykinin
Aminophyliine Prostaglandin E

Calcium-channel blocking agents Prostacyclin (prostaglandin |,)




[liEo€IC yUpW ATTO TA TTVEUMOVIKQ ayyeEia

e To TIVEUUOVLKA TPLYoeLdn TeptBaAlovtal amo agpa
 3eibn:

1) Kupehdika ayyeio — ALATOLXWLLOTLKE TilEon

2) E€wkupehdika ayyeio — MVEUOVLKO TTOPEYXU A

3) Meyala ayyeia otic muAec — EvooBwpaklkn mieon

Alveolus Alveolar vessels
N

Y

1 I A

v |

Figure 4-2. "Alveolar” and “extra-alveolar” vessels. The first are mainly the capillaries
and are exposed to alveolar pressure. The second are pulled open by the radial traction

of the surrounding lung parenchyma, and the effective pressure around them is theraefore
lower than alveolar pressure.

=— Extra-alveoclar
vessels

«||> «A||—r
|| «A||l—>»



KaTtavoun algatwong OTOUG TTVEUUOVEC

Xpnon =évou dtaAhupevo os NaCl
Entnpeadletol ano:
TLIC HETABOAEC TNC OTAONC TOU CWHOTOC
Tn nuikn dpaotnplotnta

H ovopoloyevig KOTavoun otnv
alatwon  €ényeltat  amod  TLg
Stadopec ™G  USPOOTATIKAG
TILEONC OTOL TIVEULOVLKA OlYYEL

Ppa = PA

------ Pov = PA

Zone 3
' Ppa > Ppv > PaA

- A S S S S e e e e e e e -
CANAY S TR ok TOTES A iR

Zone 4
Ppz > Piss > Ppv > Pa

Blood fiow —»



YTTOCIKN TTVEUMOVIKN AYYEIOOUCTIOON

2 NUOVTLKOG LNXOVLIOMOC i :
TIPOCAPHOYNC TNC ALUATWOEWC OTOV T
TLEPLOXLKO OLEPLOMO.

Y€ OUVONKEC YEVIKEUMEVNC UTTOELAL,
ol YNMO2 au&AdvouV TLG TIVEUOVLKEC

QYYELAKEC OVTLOTAOELC, Vasoconsericton (Hs; omeatang vertiston i 3 e e

example of regional HPV. HPV in the hypoxic atelectatic lung
causes redistribution of blood flow away from the hypoxic lung

MPOKAAWVTAG, £T0L, O&Eial o GRS hat o occu Throom the i o 1oh iiion
T[VEU p,OVLKﬁ UT[E'p'EOLO'r] . flow through t?le hypoxic lung, thcereaév; Z"ecreeai?.?;’“p';i)jf o
Ot urokeipevol unxaviopoti dev

£YOoUuV akopn SltaAeukavOetL.

Vs e
nh/b;ﬁo" of HPV

H kupeAdikni vmoéia mpokaAel olomoon TWV ULKPWY TIVEULLOVIKWY apTnpt
(apeon enidbpaon tnc xapunAng PO2 otic Asieg Luikee (vec).

Oeparmevtikn 6paon: KateuBuvel Tn pon TOU OLHOTOC LOKPLA OTTO TLEPLOXEC
naBoAoyLko vevpova.



MeTaBoAIKEC AEITOUPYIEC TTVEUUOVWYV

Hentidia

Fate

Nemridin
AyyeioTaoivn |

MeTaTpeeTon oe ayyaioTaoivy 1l

Ayyeiotaaivn [l
AVTIBIODPNTIKY) OPHOVI

Aev emnpeddeTal
Agv snpeddeTa

Bpadukiviv AbpavoTmoleitor pexpr ko §0%.
P n p HEXP
AUIVES
Tepotovivy AtopakpiveTon oyedov TEAElWS
Nopemiveppivn Amopakpuvon pexp 30%
[oTapvN Afv emnpeaLETal
NTomapivn Aev gmnpeadeTan

MeTapoditeg apayidbovikot ofog
Mpooraylavdives E, kail F,,
MpooToylavdivy A,
[NpooTtakvkAivn PGI,
AgvKoTpIEVIO

Amopakpivovtal oxeddv TeAeing
Aev emnpedleTa
Aev emnpeadeTal
AtropakplivovTal oxedov TeAeing




E) 2xeoeic AEpiouou-Aluarwong



MeTagpopa o0cuyovou aTTO TOV AEPA OTOUC I0TOUC

e H Po2 tou atpoodalplkol aEpa
avtutpoowrevel To 20.93% tng OAWKNG
Tileon¢ Tou Enpou aEpa.

e Ewova 5.1 — H PO2 tou kueAdikou
agpa kaBopiletol SUVOULKA HUETAED:

1) tng amopakpuvong tou 02 pe tO

TIVEULOVLKO TPLYOELOLKO aipa

2) TNC ouvexoUG AVOVEWONC TOU HE TOV

KUPEALOLKO alEPLOO

* TEooepelg altiec umotuyovalpiac:

- Ynmooeplopog

- Alatapaxeg dtaxuong

- KukAodoptkn mapakapdn

- AlaTapaxEG AEPLOUOU-OULUATWONG

150
Aépag
Mvedpovag kat aipa \g_
£ 100 - ! >
E 13avikr
S e 5 GRRETELEEEEEE TR
50 Yroaeplopdg
lotol
0
Atpdopalpa > Mitoxovdpla

Ixapa 5.1. AiGypappua Twv pePIK®V MEoEwY O2 ammd TOV ATHOGPAIPIKS
aépa pEXPI TOUG 10TO0S. H OULVEXG ypouur] GvapEpPeTal 08 DTTOBETIKG TE-
AEIEG OLVONKES KO 1) SIQKEKOUUEVT) YPOUMI] Of CUVORKES LTTOQEPIONOL. Xn-
HEIDOTE, OTI O LTTONEPIOPOS HEIDVET TNV Ph, 0TOV KUWEAMBIKG Gépa Kal KATG
OLVETTEIX OTOUSG 10TOUG.



1. YIMNOAEPIZMOZX

= PYOMOZ A[TIOMAKPYNZHZ O=YI'ONOY
= KYWEANIAIKOZ AEPIZMOZ

P

| KYWEAIAIKOZ AEPIZEMOZX

/
* | KYWEAIAIKH PO2 ~,

« 1 PCO2 > YINOAEPIXMOZX

KYWEAIAIKH PO2



1. YIOAEPIZMOZ

AITIA YITIOAEPIZMOY

= KATAZTANTIKA KN2

= BAABEZ OOPAKIKOY TOIXOMATOZ

= [TAPAAYZH ANATINEYZTIKON MYQN

= AY=HMENH ANTI2TAZ2H 2TH AIAKINHZH AEPA




MEIQZH PaO2 AOI'Q AIAXYZHE KAI
APTHPIOPAEBIKHZ TAPAKAMYWHZ

Agpag — l

l
{

KuqJFMESQ

TplXOSL- ADTW
dEQ / p(dio

Aldaxuon Mapdakapyn

O L
ATpoogailpa > MitoxovdpLa

Ixnpa 5.2. AIYPXPPS HE I(X([)()[)(Xk, O2 x1T6 TOV qu()(r(poupu«) XEPX PEXP!

TOUG 1I0TOUG, TTOL BEIXVEI TN HEIWON TNG apTnpiakig Pg 2 AOyw diGxvong Kai
APTNPIOMPAE BIKAG TTAPGKAPPNS.




KYKAOPOPIKH NMAPAKAMYH

= BPOI'XIKH APTHPIA— TINEYMONIKEZ PAEBEZ

= 2TEPANIAIO ¢. AIMA— OEBEZIANEZ PAEBEZ
—> API2TEPH KOIAIA

= ANATOMIKO EAAEIMA METAZY AE=ION KAI
APIZTEPON KAPAIAKQON KOINOTHTQN




APTHPIOPAEBIKH TAPAKAMYH

> AA IA KATAPIrHzZHZ YIIO=AIMI
OPHI'HZH 100% O2

> MIKPH AY=H2H PaO2, (AIAAYMENO 02)

» AEN AY=ANETAI PCO2 AOIr'Q AY=H2HZ AEPIZMOY
O XHMEIOYITOAOXEIx




2 T) H uerapopa twv agpiwv aiuaro¢ oToug I0TOUC

Z) Mnxavikn tn¢ avarvorc

H) H puBuion Tou agpiouou TwV TTVEULUOVWYV




2 1) H uerapopa twv aspiwyv aiuaro¢ oTtouc I0ToUC



METAD®OPA O=ZYTONOY 2TO AIMA

1. Asopsupévo ano alpoodatpivn (> 97%)
2. AlaAupévo oto mAdopa (< 3%)

10 T H
Blood (Hgb=7 gm/dl)

8 .--.20-
— 4 E??'
3 ” 18 4 §
= 6} =144 O
E : S c
- i ART p0,=600 torr =124 5
<] : o o
() i VEN p0,=45 torr 0 104 &
® 4F] o Q
[~ 3 —
5] : o 84
o : Plasma+PFCE £ 54 3
~ $
o $ - c

2H o 44 9

s =
| | 52
: : 0 T T T T |
0 1 1 1 L 1 j

0 100 200 300 400 500 600 0 20 40 60 80 100 120 140
PO, (mmHg) Pressure of oxygen in blood (PO,) (mm Hg)



Algoogaipivn

Aopun Alpoodatpivng

CH, CH=CH,

- AvtaAAayn oeplwv

Hﬁ—\u —= CH

CH; \ ): - CH,
N #N
-ooc—cuz—cnz——“ 7—— L_CH =CH,

HC / —=CH

- AmoBnkKec aipatog

-00C—CH;~CH,  CH,

(a) (b)

(Principles of Human Physiology 3% Edition)

- MetoBoAlopoc dStadpopwv CUCTATIKWY

- Amopakpuvon ToéLkwv OUCLWV OO TNV
KUKAodopla



KauUTTUAN KOpEOHOU aloo@alIpiving
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502 (%)

Aplotepa kAion
(ab€non ouyyévelag)
1 Bepuokpaocioag
1 2,3-DPG
T pH

1 2.3DPG

2nN1rTikKé shock ﬁ
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H petagopa Tou CO, OTO aiya

MeTapEpeTatl 6TO opa e 3 LOPPEC:
- AloAvpévo
- Meg ) popoen orttavOpaKiKmv

- 2ZVVOEOEUEVO UE TPMTEIVES, OCYNUATICOVTOG
KOPPOLUIVIKEC EVOGELC



daivéuevo Haldane

H Hb petagépet tavtoypova O, ko CO,, aAld M
TOPOVGTO TOV EVOC 0LEPIOV UEIMVEL T1 OVVOLN
GUVOEGTC LE TO GAAO.

H* + HbO, [=] H* - Hb + O,

AnAadn n avaxBeioca aipoo@aipivn £Xel Tnv Tdon ocuvdeong pe CO,,
EVW OTNV OSUYOVWHEVN pOoPPN TNG OIEUKOAUVETAI N aTTEAEUBEPWOT

Tou CO.,.



daivouevo Bohr

DvG10A0YIKO PUIVOUEVO, OTTOV Ol LETAUPOAEC GTO
CO, xat 6t TPOTOVIA 00N YOOV GE GTPOPT] TNG
KOUTOANC OLLLOGOULPIVIE TPOC TA, OECIA/ OPIGTEPAQL.

[Teprpepwoi wotol TH*, 1PCO, —> right shift {yw o w0 PO, |SpO,}

[Tvevpovikd tpry. |H*, |[PCO, —> left shift {yia to 1610 PO, 1SpO,}

AnAadn To paivouevo Bohr utrootnpidel 6T1 n ouyyévela tng Hb pe

10 O, €ival avTIOTPOPWG avaAoyn HE TNV oguTnTa.



Z) Mnxavikn tn¢ avarrvor)¢



Muec avaTtTrvong

d Ewnvon

Alappayua (ppeviko v. A3-5)

Eéw ueoomAeupiot

Erttkouptkol (okaAnvol, KM XI,A1-3)

d  Eknvon
KotAtakoi (opSol, eow/eéw Aool, eykapatot)
Eow ueoomAeupiot

: Qpimﬁnn
Diaphragm -}
Expiration I

Abdominal
muscles

e — o

——» Active
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EAQOTIKEC 1I010TATEC TWV TTVEUUOVWV

 Ivec eAaotivne kat koAAaydvou ota Volume ()
TOYWUOTO TwV KUY EAIbwV — Ocwplia ¢ 1.0
VEWUETPLKNG emtavadLataéng

d Yotépnon
0.5+

J Awataowuotnta: KAlon kaurnuAnc (AV/AP)

- MeyaAn kAion: evevdotoc nveuuovoc

- Meiwon: avénon MO, oibnua, ; e T

ateAeKTaO(, ULKPOL OYKOL

- Avénon: npoodo nAikiac, epupuonua,

aocduo

Pressure around lung (cm water)

J Empavelakn taon — entpavelodpaotikoc napayovrac (DPPC)
- EAattwon epyou ekmtuénc

- 2ravepotnta kuPeAidbwy

- Atatnpnon kuYeAidbwv eAsuBepwv vypou
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EAQOTIKEC 1010TNTEC TOU BWPAKIKOU TOIXWHATOC

100

J Ot eAaoTIKEC LOIOTNTEC TWV MVEUUO-
VWV Kol Tou GwpakikoU TOLYWUKTOC
uali kaGopilouv Tov arto Kowvou

OYKO TOUC.

J Ot 2 avtidetec €Aéeic aAAnAoséou-
detepwvovrtal oto eninedo tn¢ tedo-
EKTIVEUOTLKNC Loopportiac (FRC)

Vital capacity %

J To Swpakiko tolywua teivel va oo
EKTITUOCETOL QUTOUATA EWC TTEPLTTOU [~ o - VOlme

to /5% tnc¢ VC. ' L

—20 —-10 (1] +10 +20

Airway pressure (cm water)

J Je tipuéc oykou mavw aro to 75% tnc¢ VC to Swpakiko tolywua
TE(VEL yLa eKTTvon,.

100

75

20

Total lung capacity %

25
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H KUpla EVTOTTION TNG AVTIOTAONC TWV AEPOPOPWYV OOWV
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Figure 7-14. Location of the chief site of airway resistance. Note that the intermediate-
sized bronchi contribute most of the resistance and that relatively little is located in the
vary small airways.



H) H puBuion Tou agpiouou TwV TTVEULOVWYV



KevTpa eAcyxou avaTrvong (1)

Central controller

Pons, medulla,
Input other parts of brain Dutput

sensnrs ———————————————————————————— El‘l'ectors

Chemoreceptors, Respiratory muscles
lung and other receptors

Figure 8-1. Basic elements of the respiratory control system. Information from various
sensors is fed to the central controller, the output of which goes to the respiratory mus-
cles. By changing ventilation, the respiratory muscles reduce perturbations of the sensors
(negative feedback).

» Kevtplkog €Aeyyoc:

-[ToOUNKIKO OVATIVEUOTLKO KEVIPO OTO OLKTUWTO OXNUOTIOUO TOU OTEAEXOUC
(paytaila-kotAtoki opada)

-ATTVEUOTIKO KEVTPO OTO KATWTEPO TUAMA TNC YEDUpAC (ekrtvon)

-[Mvevuotaéiko KEVTPO OTO OVWTEPO TUNHA TNE YEDUpPAC (avaoToAn ELOTIVONC)



KevTpa eAcyxou avatrvong (1)

Central controller

Pons, medulla,
Input other parts of brain Dutput

———————————————————————————— El‘l'ectors

Chemoreceptors, Respiratory muscles

lung an rreceptors

Figure 8-1. Basic elements of the respiratory control system. Information from various
sensors is fed to the central controller, the output of which goes to the respiratory mus-
cles. By changing ventilation, the respiratory muscles reduce perturbations of the sensors
(negative feedback).

e XNUeELOUTIOSOXELC

-Kevtpikoi: Kowktaky emupdvela mpopnkouc (€€odoc 9IS kot 10" ouluylag)-
avtdpouv og petaforec ota H+ (ENY) kat tou Pco?2 CNS

-Mepipepikoi: KApWTLOKA CWUATIA-AOPTIKA CWUATLOL

AN
pH






TocikotnTa Tou Ocuyovou

Symptoms of
Oxygwg:\o?;:mty

Central
- Seizures

Eyes
- Visual field loss ¢
- Near-sightedness
- Cataract formation
- Bleeding
- Fibrosis

Respiratory

- Jerky breathing

, - Irritation

- Coughing

- Pain

- Shortness of breath
- Tracheobronchitis

- Acute respiratory

\ distress syndrome

Muscular o,
- Twitching

Elomtvon uPnAng ouyksvrpwonq O, ya apketn wpa: NMveuu. BAABn
100% yia 48 wpec: NMVEUUOVLKO ouSr]ua, AOYWw Tto.BoAoyOoaVOTOULKWY
aAAOLWOEWV OoTA EVO0BNALAKA KUTTOPO OTO TIVEULOVLKA TPLXOELON
100% yiat 24 wpec: OmoBooTEPVIKO AAYOC

100% o€ veoyva: TUPAwon amo ontoBodakikr womlacia
MoBoducloloyia: AteAektaoio ano anoppodnon

YUUITTWHOTO: VaUTia, EUPBOEC, CUOTIAOELS TPOOWTIOU, OTIAO oL (AOYW
arnepyomnoinong evUULKWY cuoTnpatwy tou KN2)






