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HMAP : O pyeyaAuTepog adevag Tou ocwpaTog, 2,5% BZ
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Kaywa Tou Glisson : iviodng ouvOETIKOG I0TOG TTEPIEXEI KOAAAYOVO Kal EAAOTIKEG iVEG.
EtrevOueTal 0TO HEYAAUTEPO PEPOG TNG ATTO OTTAQYXVIKO TTEPITOVAIO (OXI OTA ONMEIa
TTPdoPUONG).
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75 % Aiparwon 25%
50-70% OEuyovwon 30-50%

100% aipaTtwong XoAn@opwy atrd NTTATIKI apTnpia

Hemorrhoidal veins
Hemorrhoids
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Splenic
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AJEVEC NENTIKOU CUCTNHATOG
A : AINQVTIKEG, NENTIKEG, ANOPPOPNTIKES, NPOOTATEUTIKEG

EidoG £xkpiong Baoikn EKKPITIKO Tonog dpaong
AsiToupyikn npoiov TOU NPOoiovTOoG
I0TOAOYIKN
Hovada
napaywyng
rnaykpeag Evdokpivng Nnaidio Tou MayKpeaTIKEG anoPakpuoHEVOI
Langerhans OpHOVEC IoTOi
(kukAogopia
aipgaToq)
Nnaykpeag EEwkpIvng Maykpearikn Evepya kai 0wdeKadAKTUAO
adEVOKUWEAN avevepya

naykpeaTika eviuua

'Hnap Evdokpivig HnatokUTTApAQ 25-0OH-Biatapivn D AanouaKpUOHEVOI
T3 (ano T4) I0TOI
IGF (ano6 GH) (kukAo@opia
aipartocg)
‘Hnap EEwkpIviC HnaTtikd AoBIo XOAN dwdekadAKTUAO
>1eAoyovol adeveg EEwkpIvNg EkkpITIKN aiehog OTOMATIKN
(ueiCoveg, adEVOKUWEAN KOIANOTNTa

eANAOOOVEQG) OlEAOYOVWV AdEVWV




PAYEI TIC TTEPICOOTEPES ATTO TIC TTPWTEIVES TTOU

KAO@QOPOUV OTO TTAAC A

0BnNKeUElI APKETEC BITAMIVES Kal OidNPO

0OOUEI PAPUOKA KOl TOCIVEG

4. ZUMBAAAel oTnVv KaTtepyaoia Papéwv HETAAAWV

5. 2ZUMMETEXEI O€ ONUAVTIKA HETABOAIKG pyovoTTaTia

6. Evdokpivikn Acitoupyia : T3, 25-OH-Vit D, GH (IGF-1, GHRH).
lvoouAivn Kal yAukayovn.

7.  ECwkpIvikA AsiToupyia : XoAn

8. AvTigikpoBiakn dpaon (IgA)

9. AlgoTtroinon

—



IK} opyavwon i

[Mapéyxupa : AoBia

2TPWHA OUVOETIKOU I0TOU (OUVEXETAI JE TNV KAWa Tou Glisson-
EAUTpa Tou Glisson) : KUTTOPQ, AIHOPOPA ayyEia, Aeu@oPopa
ayyeia, XoAngopa TpIxocidn, veupa

KoATTo€10n

[MepikoATToE101KOI XWpoI (Disse)
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KOATIOEIAEL H1TaTIKG KOATTOE10N

KYTTAPO KUPFFI KA
ENAOOHAIAKA KYTTAPA ORN
MATIKO ALTEPOEIAEE KY WPAPO Y 2 s

rrapo 1T0) TOZINEL  vTOKINEE

l AIATAPAXH
EZQKYTTAPIOY XQPOY

NEX KOAAATONOY
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ATTOTEAOUV TA TPIXOEION TOU NTTATOG

EvooBnAiakd KUTTapaA hE BUPIOWTO KUTTAPOTTAQOUA Kal HEYAAQ XAouaTa HETAEU QUTWV
Aev €xouv Baoikn pepBpPavn

Auvapiko BIOQIATPO, TTEPVOUV HOKPOUOPIa

Agv TTEPVOUV KUTTAPA TOU QiATOG
Avapign dIkTUoU TTUAaiag QAEBAC PE BIKTUO NTTATIKAG apTnpiag




Hepatocytes

idpoun KaTeuBuvon

PPOPNON — EKKPION) E
€U KOATTOEIB0UC KOl i - “Kupffer cells
NTTATOKUTTAPWV E
5. [poBAaAAouV PIKPEC AKAVOVIOTES .Y e
MIKPOAGXVEG QTTO TNV 4 g
TTAQyIOBACIKA ETTIPAVEID TWV ?E — e Stellate cells

NTTATOKUTTAPWV
6. ZXNMATIOPOG AEPPoU

7. XWwPOG YE vNOidia aIPOTTOINTIKWYV
KUTTAPWYV OTO £UBPUO Kal O€

MEPIKEC TTEPITITWOEIS XPOVIAG
avaipiag oTov eviAika




Kirtrapa Kupffer
(KC)

Mali e TO
KUTTOPO
KOATTOE10N
AlagpopoTroinuéva
(payokuTTapa
[MpoEpxovTal
MOvVOKUTTapA
>50% M® cwpuaTog

>15% KUTTAPWYV NTTATOG
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AoTteposldn KUTTAPA
(Ito cells)

Xwpoc Disse

[Mapayouv/ OVOKUKAWVOUV
eCWKUTTAPIO BepENIa ouaia

ATtT00nKeUoUV BiTapivn A

Evepyotroiouvral atro KC
TToAAaTTAQOIGloVTAl,
dlagpopoTTolouvTal TTPOG
MUOIVOPBAACTEC Kal TTapAayouv
KOAAQyOvo

2UUBAAANOUV OTnVv avayévvnon META
TNV NTTOTEKTOWN

Opwc TTapaywyn
KIPPQ2ZH

KOAAayOvou




HiraTtokUTTOpPO

80% padac nrTarTog
EvOokpIvVEC KUTTAPO
ECwKpPIVEC KUTTOPO
OCeOPINO KUTTAPOTTAQO A
2 NUAVTIKA AvVAYEVVNTIKN IKAVOTNTA (KUPIWG TTEPITTUAQIQ)
[MoAuedpIkO oxNua

6 ETTIPAVEIEC

XOOUATIKEG OUVOECDEIG

ATTOPPOKTIKEC OUVOETEIC

AveTTTUYHEVO adpO EA (ouvBeon TTpwTeivwv) Kai Agcio EA
(a1ToBrKEUON YAUKOYOVOU)

Mot dev ekTiBeTAI O€ TTANPWS 0EUYOVWHEVO aija




Bile canaliculus

- sinusoidal .

(basolateral)
membrane

Space of
Disse

Kupffer cell

1. MAayioBacikn A KOATTOEIBIKE (70%): pIKpoAdxveG, dlakivnon ouciwv (atToppd@non, EKKPIoN)
QVAPECO OTO QA TWV KOATTOEIDWY KAl Ta NTTATOKUTTAPA dId TOU XwpPou Tou Disse

2. Kopu@aia i xoAayyeiakn (15%) : MIKPOAAXVEG, ATTOQPPOAKTIKEG OUVOEOEIC, oXnuaTifel Ta
XOANPOpa TPIXOEION

3. Meookuttdpia (15%) : Ta TTAPAKEIPEVA NTTATOKUTTOPA CUVEXOVTAI PE I0XUPOUC BIOKUTTAPIOUG
0e0oMOUG, AEITOUPYIKA OUCEUEN, HECOKUTTAPIA ETTIKOIVWVIQ




anoPPAaKkTIKEG CUVOECEIC a
avaueca oTic Ouo enipAvel
KUTTApovu, ol OnNoIE&C en
PETIKEC AciToupyieg , diaxwpilouv &
anod dikTuo XOARG

"Simple" polarization Hepatocyte polarization

N .

Fig. 1. A comparative scheme of “simple” epithelial polarization and hepatocyte polarization, Tis (red) represent a barnier between the cell membrane’s ( 3:;-.
apical domain (green) and basolateral domain. BC, bile canaliculus.
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TeAIkO NNATIKO PAERidIO cV
I KEVTPIKN PAERA : doun
MouU oUYKAivel To aipa y, 'I.l.'I.I.I.I.l.l.l.l.‘l.l'l.lll

: =
TWV KOANOEIDWV OO0 0OO0O00ODSO00n0

Sinusoids

Portal tract

Source: Fauci A5, Kasper DL, Braunwald E, Hauser 5L, Longo DL, Jameszon JL, Loscalzo J:
Harrizon's Prindples of Internal Madicine, 17th Edition: http:/fwww acceszmedicine.cam

Copyright @ The McGraw-Hill Companies, Inc All rights reserved,

» Ta nmmartokuTTapa OlaTAcoovTal O€ POVOOTIREG TTAAKES (OTIBAdEG N
OoKideg) dIakAadIOUEVEG KI AAANAOCUVOEOUEVEG E ATTOTEAECUA TNV
dounon Aapupivbou.

» [lapakoAouBouv Ta KOATTOEID Kal OUYKAIVOUV OTNV KEVTPIKA PAERQ.

» To emBAAIO TTAXOUC €VOG KUTTAPOU aTTOTEAEI AEITOUPYIKO @Ppayuo
avapeoa o duo diapepiopara dIAPOPETIKAG cUOTACNG.
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- XoAayyeio
» HnaTikn apTnpia

» NMuAaia pAeBa




Interlobular
(terminal) Portal vein
Portal tract  bile duct branch

Ductule

Bile Canal of
canaliculus  Hering

TTEPIEXEI AKOUN : VEUPA Kal Asupayyeia




opioupE TO NTTATI

ATT : n Baoikn OOMIKNA KAl AEITOUPYIKN
LovAada TOU NTTATOC
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«ZAN ZOOYITAPI». E€aywviké Trpioua
AaBupiveog

. O1 avaoTopoupeveg dokideg nTratokuTTédpwy opifouv Toug KOATTOEIBIKOUC XWPOUG
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veln

AGBI0 : dopikr) povada TTou QIPATWVETAI Kal TTapoxXeTEVETAI O€ 1 TTUAaia T
TRiywvo : KEVTPO TTUAdia TPpIdda, KOPUPES O KEVTPIKES PAERES
Kowve : TTapoxETeuon XoANG TTPog HECOAORIO XoAn@opo TTépo (A=ONAZE)
EN@aon oTIC EEWKPIVEIC AEITOUPYIES ATTATOC




| TOU QiJaTOG EVTOC TWV KOATTOEIdWY dnuioupyei diaBabuio
UYOVO Kal Ta BPETITIKA CUCTATIKA TToU opifovtal wg (wveg |, 1l k

ion oTIg {wveg : O2, HETABOAIKN, EVCUMIKNA

v H dwvn | n mepimruAaia givalr TTAOUCIOTEPN O OEUYOVO Kal OPETTTIKA
OUOTATIKA, €XEI OCEIDWTIKA €vupa. OPwG €ival n TTEPICOOTEPO ETTIPPETING
oc BAGBN atmd TOSIKEG OUCIEG KOl ATTO TIG TOSIKEG EMIOPACEIS TNG
XOAOOTAONG.

v H Il | kevTpoAoBiakr} {wvn (N TTIO ATTOMOKPUOHEVN OTTO TNV APTNPICKN
TTapoxn) e€ival TITwXN O0€ oguyovo Kal BPeTTIKA ouoTatika. Eivalr n
TTEPICTOTEPO ETTIPPETNG 0 BAGRN atrd utrodia - 1IoXaIMia KAl O€ TOSIKN
gvatrobeon Aitroug.




fHTquu(r’] (adevo) kKuwéAn : H Oopik povada TTou AIMOTWVETAI Kal
TTOPOXETEVETAI ATTO TOUG TEAIKOUG KAAOOUG TWV ayYyEiwv TnG TTUAdiag
TP1adaG.

4 KOPUPEG POMPBOU : 2 TTUAAiEG TPIADEG, 2 KEVTPIKA PAERidIa
N MNMoAol (kevrpika @AeBidia) kal lonuePIvog (KaTaveUNTIKOI KAADOI ayyEiwyv)

shor axis

= KaAUTepa Tnv aiparikn diaxuan, Tn HETaBoAikn dpaoTtnpioTnTa, T
d1aBabpion katavoung o§uyovou kai Tnv NaBoAoyikn avaTopiKn TOU
ANATOG

- H k@Be Lwvn &ival o nnaTikog 10TOG nou AapBavel aptnpeiako aipa and
TEAIKOUC KAGJouC NNaTikAG apTnpiag

-Zovn 1,2 kal 3




"Classical” liver
lobule: the unit

50 drained by a central
vein
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o } Space of

disse

Endothelial cell

Quiescent
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Xwpo! Tou Disse (1) kai Tou Mall (2)

flopeia Aép@ou : Disse == Mgl =mmmdp Aeppayyeia

N >

Central Vein 'k

Liver Cells
,// Kupﬁer Cell

Hepatic
< Cellular Plate!

Hepatic : : = . //

Portal Vein
‘ l{
Hepatic S0/ )j
Artery O 1 B 4 ‘

Bile Duct b 1 -

A LIVER LOBULE




pol Tou Disse ka1 M

EPIKOATTOEIOIKOC  Ywpog Tou DISSE diaxwpi
Baoik TTEPIOX) TOU NTTATOKUTTAPOU QTTO TNV
(POopia TOU KOATTOEIOOUC. EQW TrapayeTal n AEPPOC.

- O mepimrulaioc xwpog tou Mall givar ouvéxela Tou XwpPou Tou
Disse, d1a PIKpwV Agppayyeiwv TToUu dIaTPUTTOUV TO APOPIOTIKO
mmETaho. EOpddetal oTo GKPO TOU TTUAQiou dIACTHMATOG, AVAMECO
OTO OTPWHA TOU OUVOETIKOU 1I0TOU KAl OTA ECWTATA NTTATOKUTTAPA.
EKBAAAel Ao oT1a Aep@ika TpIXOEION (Aepgayyeia). 80% AEugpou
TTPOG BWPAKIKO TTOPO.




SPHINCTER
OF ODDI

MODIFICATION OF BILE
Absorption
Secretion

CONCENTRATION
STORAGE
CONTROLLED DELIVERY

REGULATED DELIVERY
OF BILE TO DUODENUM

PREVENTION OF REFLUX




cpp po §d TO
XOANPOPOUC CWANVIOKOUC

1. Agv oxnuartieTal amrd XoAayyeIoKUTTapA

2. 2XNuaTifeTal atro AVTITIOEUEVEC EVTONEC TWV KOPUPAIWV ETTIPAVEILV
TTAPOKEIMEVWY NTTATOKUTTAPWV

3. ECWKUTTAPIOC OWANVOEIDNG XWPOGS

4. ‘ExKpIon XOANG atrd TIG MIKPOAAXVEG TOU NTTATOKUTTAPOU

9. H ékkpion eival ATP-e€apTwuevn (4 TIPWTEIVEC — HETAPOPEIC)

6. loxupEc aTToPPAKTIKEC OUVOETEIC TTPOG ATTOTPOTTN TTAAIVOPOUNONGS




XOAN®Opa TPIXOEIDN (XOANPOPOI CWANVIOKOI)
BpaxEa evdontmatikd cwAnvapia (TTopol r} aywyoi Tou Hering, d1€pXovTal JETAEU TWV

NTTATOKUTTAPWY APOPIOTIKO TTETAAO, €V MEPEI ATTO NTTATOKUTTAPA, £V MEPEI ATTO
XOAQyyEIOKUTTaPA)

MEOOAOBI0I XoANpopoI TTOPOI (MEPOC TNES TTUAQIAC TPIAdAC)
TTEPIAGBIOI XOANPOpOoI TTOPOI (TTANCIoV TTUANG ATTATOC)
OECIOC KAl APIOTEPOC NTTATIKOC TTOPOC

KOIVOG NTTATIKOG TTOPOGC

KOIVOG XOANOOXOG TTOPOC




BILE ACIDS ARE THE MAJOR
SOLID COMPONENTS OF BILE

1 SOLUTES
\/ —~ ) - N . S R . (percent by weight)
A m ~ ™~ [ ~ ~ ~ -
At - : J— ~ bile acids
< so‘ltt:/tes ' 64% ;1)r7tein
3 . N e
N£p0 GALLBLADDER \ gg/u:ubm
XoAnoTepOANn d R
dPwo (pO)\I'ITI'6IG G phospgglipid cgg)/lesterol
4 z 7 > solutes ° °
XoAikd o&€a (XO) NirogIAa 10%

XoAIka aAata (XA) :aAata XO pe Na (udpo@iAa)
2 UCEUYMEVEC EVWOEIC YAOUTOBEIOVNC
['Aukoupovidia TG XoAepuBpivng

HAekTpoAuTeG Na, Cl, K, Mg, HCO3
IxvoaToixeia

PH 7,4 (NTTOP) sy 6,8 (XOANOOXOG KUOTN)
Xpwua : xpuoagi (NTTap) == KITPIVOTTPACIVO (XOANOOXOG KUOTN)
[MoootnTta : 600 Ml ava nuépa (apXIko EKTTAUPA 3 [t)




4.

5.

IToUpYiEg TG XO

pIon XOoANOTEPOANG, QWO@OAITIOIWY, XA, OU
EPUBPIVNC KOl NAEKTPOAUTWV
0pPPOPNON AITTOUG OTOV EVTEPIKO QUAO
Tapopd IgA oTov  eviepPIKO  [PAevvoyovo €
EVTEQPONTTATIKNG KUKAOQPOpPIAG

ATTEKKPION METAPBOAIKWY TTPOIOVTWY KOl QAPUAKWY Kal Twv
BapEwv PETAAWV

AvaoToAl TNGC avatTu¢nG Poaktnpiwv o100 AETITO  EVTEPO
(atrotpotriy SIBO) atrd 1a ouleuyuéva XO




ZYNOEZHZ TQN XOAIKQN O=
IZMOZ EZOYAETEPQZHZ THZ X

Cholesterol

v
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cholic acid
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MikUAAIQ : oxnuaTiovTal oTn XoAndoxo KUOTN, EKKpivovTal oto 12A

>uoowpeuon Hopiwv XO ouleuypevwy WE YAUKIVN/Taupivn

MICELLES
XA : YyaAGKTWUATOMNOINTEC, NEWN Kal anoppo®non AIMidiwv ano To EVTEPO

CHOLIC MIXED MICELLE: MIXED MICELLE WITH
ACID CHOLIC ACID FATTY ACIDS,
MICELLE AND FATTY ACID MONO- AND DI-GLYCERIDES
FATTY VITAMINS AND

CHOLESTEROL
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=

XoAIkd aAata = aAata XO ue Na : yivovral YAATOAIAAYTA.

2. 2UCeuypéva XoAIKA océa = ouleugn XOMKWY 0EEWV UE YAUKivN, Taupivn, Belka
Kal YAUKoupoVIKO : yivovtal Trepliocdtepo YAATOAIAAYTA.

3. Ta TePIooOTEPA XOANIKA OZEQ TTOU EKKPIVEI TO NTTAP OTO EVTEPO [BpioKOVTaAl OTN
MOP® OUCEUYMEVWY TTPWTOYEVWY XOAIKWY AAATWV.

4. 210 1204KTUAO apXIKA OCUNBAAAOUV OTN YOAOKTWUATOTTIOION TOU AITTOUG

(MIKUAAIQ).

AKOAOUBWG :

a) Eite eravappo@wvTtal d1d TNG TTUAQiag wg €xouv, dnA. wg ouleuyuEva
TTPpwWTOYEVI XA, EVEPYNTIKA 1) TTAONTIKA.

B) Eite atmoouleuyvuvTal a1ro YAUKivn, Taupivn o€ eAeuBepa TpwToyevr) XO Kai
ETTAVAPPOPUWVTAI WG XOAIKA GAaTta dIA TNG TTUAQIAG, TTABNTIKA OTO AETTTO EVTEPO I)
KUPIWG, EVEPYNTIKA, JIA HETAPOPED, OTOV TEAIKO EIAED

Y) Eite ammoudpocuAiwvovTal o€ deutepoyevr] XO (de0fUXOAIKO Kal AIBOXOAIKO) uE
TNV €1TidpaAON TNG XAWPIOAG, EK TWV OTTOIWY TO DEOGUXOAIKO ETTAVAPPOPATAI DG ¢
TN TTUAaiac Kai To AIBoYXoAIKO atroBAAAETaI OTa KOTTPAVA W2




Liver

Conjugation ~<\

Primary Secondary —
bile salts bile salts

~500 mg bile
acids lost
daily in feces

A

Portal
circulation

Colon

L:allbladder
Bile J
storage Bile 1
salts Bile
o

/ i l .
Deoxycholic
Free /®—» acid

Conjugated / / ¥ T
bile @ bile ~—W—— Lithocholiy

salts acids acid
Small Terminal Cecum
intestine ileum

FIGURE 27.16 'l*_he enterohepatic circulation of bl!e salfs.
Bile salts are recycled out of the small intestine

in four ways: (1) passive diffusion along the small intestine (plays
a relatively minor role); (2) carrier-mediated active absorption in
the terminal ileum (the most important absorption route); (3) de-
conjugation to primary bile acids before being absorbed either
passively or actively; (4) conversion of primary bile acids to sec-
ondary bile acids with subsequent absorption of deoxycholic acid.
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FIGURE 8-22. Secretion and enterohepatic circulation of bile acids. Filled gray arrows show the path of bile flow; open arrows show
the movement of ions and water. CCK, cholecystokinin.
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FIGURE 1. Bilirubin uptake and processing in the liver cell*
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* Processes that can affect bilirubin disposition

ZYZEYITMENH xoAepufpivn =
XoAepuBpivn ouleuypévn pE yYAukoupovikéd ogu
MetaTpétreTal o€ udATOdIAAUTH




gl Senescent red cells are a
major source of hemeproteins.
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Breakdown of heme to bilirubin
occurs in macrophages of the reticulo-|
endothelial system (tissue macro-

4a : ligandin-SER t. Bilirubin is taken

up via facilitated

m diffusion by the liver
B

g The remainder of the urobilinogen

is transported by the blood to the
kidney, where it is converted to yellow
urobilin and excreted, giving urine its
characteristic color.

and conjugated with
glucuronic acid.

Unconjugated bilirubin
is transported through
the blood (complexed to
albumin) to the liver.

B A portion of this urobilinogen
participates in the enterohepatic
urobilinogen cycle.

coner

Some of the urobilinogen
is reabsorbed from the gut

and enters the portal blood.| VY To urine
‘

a Conjugated bilirubin

is actively secreted
into bile and then
the intestine.

INTESTINE

In the intestine, |

glucuronic acid is =
removed by bacteria. &
The resulting bilirubin 3
is converted to (.
urobilinogen. -

9 Urobilinogen is oxidized
| by intestinal bacteria to
the brown stercobilin.
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XoAndoxo¢ KUOT

. MovooTiBo KUAIVOPIKO €TTIONAIO

. Katraduoeig Rokitansky — Aschoff=ox10u€G Tou BAevvoyOvou, EVOEXOUEVWGS KAI EVTOG TOU
MUIKOU XITwva (JE TV TTApod0o Tou Xpovou). MNMNaboyeveTikh anuacia oe xoAoAIBiaon.

. Ox1 : BAevvoyodvia puiki otoIfada, uttoBAEVVOYOVIOG XITWVAG

. Eicépxetal apaiwpévn, aAkaAikr xoAn (pH=7,4)

. E€€pxeTan ouptrukvwpévn, 6¢ivn xoAry (pH=6,8)

max XwpenTikoTNTa=50 ml, avrioTaOuifeTal aTrdé TN CUMTTUKVWTIKA IKAvoTnTa (X5-20)




Gallbladder Function Alters Bile
Composition and Delivery To Duodenum

| FUNCTION | | RESULT |

ABSORPTIVE
Na*, CI7, H20 CONCENTRATION OF BILE

SECRETORY
H* IONS ACIDIFICATION OF BILE

PROTECTION OF GALL-
MUCIN BLADDER EPITHELIUM

MOTOR
RELAXATION STORAGE OF BILE
CONTRACTION DELIVERY OF BILE




| Bile Remains Isosmotic During Concentration I
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. H wopwTikoTNTAG €€apTaTal Ano Tov ApIOUO TwV
owuaTIdiwv oTo diaAupa

. H ouykevTpwon Twv cwpaTidiwv napagevel otabepn,
eneidn Ta XA evowuaTwvovTal oTd PIKUAAIG

. IoowopwTIKN HE NAQONA




Pressure In The Distal Biliary Tract Represents
A Dynamic Interplay Between Secretion Pressure,
Gallbladder Compliance, & Sphincter of Oddi Resistance

GALLBLADDER
WALL =—»{
COMPLIANCE :

P, BYcCcK

CYSTIC DUCT

ke P, BY CCK
SPHINCTER OF ODDI SPHINCTER
(VARIABLE RESISTANCE) = & RELAXATION

Pz > P2 BILE ENTERS GALLBLADDER
Po > P3 BILE ENTERS DUODENUM
Pz > Py CHOLESTASIS

P, & P53 VARY IN CONCERT:

BILE INTERMITTENTLY ENTERS EITHER GALLBLADDER
OR DUODENUM. GALLBLADDER IS A "BELLOWS".
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Figure 21.10
Jaundiced patient, with the sclerae of his eyes appearing yellow.
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EpwTNOEIG, AIEUKPIVIOEIG, ANOPIEG

E: nmargetis@gmail.com

Eav eniOUUEITE va yivel ppovTioTApPIo (HECA OTO aKadnHAiIko eEaunvo)
ano Tov 310AaoKOoVTAa ava@opiKa HE TOUG EEWKPIVEIC ABEVEGC TOU NENTIKOU,
HMNOPEITE va ouvevvonOeiTe e Tnv Npappareia Tou padnuarog (kK.

Kookiva) oto email: kkoskina@med.uoa.gr




