NMaboyEveila BakTnplakwv AO1HWEEWV

Factors affecting bacterial pathogenicity




NMaboyevela twv Ao1pwEewv-0pLopoi

e Evac HU1kpoopyaviopoc Oewpeitat
o MNadoyovocg
Av gilval 1kavoc va TpoKaA€coel vOoo
O Eukaiplakd maboyovog

Otav mpokaAel vOoo HOVO OE AVOOOKATECTAAUEVO ATOMA N
EVOC ULKPOOPYAVIOUOC TNG ¢uoloAoyilkng xAwpidag mou Oa
Bpebel o€ AAAnN B€on



MOAuvon - Aolpwén

O

O €10BOAN i AMO1KLOMOG armd maboyovouc
L1KPOOPYAV1OHOUC

O N mapouocia €vOC OUYKEKPLUEVOU €1doug
L1KPOOPYOAV1OMOU OE OE£0n TOU OWMATOC OTou
PuoloAoy1kd OEv aveupiloKeTAl

e MOAuUvOn :

O MOAuvon: adopd KAl OVTIKELHEVA, TPOPLpA K.A.TT.

e Nolpwén : epdavidsetal otav n HOAUVON MPOKAAECEL
élatapaxrn tnG vyeiacg




NMaboyEvela twv AolpwEewv -0plopoi

° NMadoyovikétnta-Pathogenicity
e H 1kavétTnTta twv UikpoBiwv va MPOKAAOUV VOOO

e 0 OpOC XPNOlpOMO1leitTAl yla va TmepLypadel i va
ouykpivel €16n

o Aovrpoyovikétnta-Virulence

e O BaBuég tnC mMaboyovikOoTNTAC EVOC U1KPOPYAVIOHOU

°« 0 0pOC Xpnolpomoleital yla va meplypadetl i va
OUYKP1lVEL OTEAEXN €VOC €1doucg




NMNaboyevela twv Ao1pwEewv-0pLopoi

H Aowpoyovikdtnta eivol ToGoTIKOG EIKTNG TNG TAOOYOVIKOTNTOG KO LETPLETAL LE
TOV APLOUO TWV WKPOOPYAVIGULWY TTOV ATTALTEITAL YO VO TTPOKANOEl vOGO(

LD,, - Lethal Dose - Bavatnopog 5oon

O AplOudg Twy Baktnpiwy mov amatteltal yla vo TeOAVEL TO 50% TWY TELPAUATIKA
LOAVCUEVWY (WY

ID,, - infectious dose- Aoloyovog d6on
O ApOUAdg Twy Baktnplwy Tov aratteltal yla va TpokAnBel vocog 0To 50% TwVv
TLELPOAUOATIKA LOAVOUEVWY {WwV
Ol pwkpoopyaviopol pue Wkpotepn LD, elval teplocOTEPO AOLUOYOVOL ETELON
ATTaLTOVVTAL ALlYOTEPOL [UKPOOPYAVIoUOL Yyl va TTPOKANBE( vOT oG

H Aowoyovog doon Twv Baktnplwy e€aptdtal amd Toug AoLoyovoug
TIOPAYOVTEG TOU Baktnpiov



Noluoyovog d0cn Twv PLkpofiwv

MaBoyovo MoAvcuaTtikn doon

Shigella 200 ULKpoopyaviouol

V. cholerae 108

Cambylobacter 108

S. pyogenes 103

B. anthracis 10 oTtdépol

Brucella spp 10-100 ULKpOoopyaviauol
ZEVIOTAG

Salmonella : 105 BaKkTrpla o€ PUGLOAOYLKA ATOUA, AYEG XLALADEG € dTOUA LUE
ovdétepo pH



NMaboyEvela Twv AOTHWEEWV

O

e Ta Baktripla MpokaAouv vOooo e SUO PNXAVIOMOUG
o 1. Mapaywyn to&ivng
=~ Evbéoto&ivec

~ EEwto&ivec
o0 01 Tto&iveg umopouv va MPOKAAECOUV MOVEC TOUC-XwP1lc
TNV mopoucia Tou Paktnpiou- TN CUUMTWUHATOAOyila TNCG

vOoou
o 2. Ei1oBoAn kai ¢Asyuovi
= Muoyovo

o Emikpatouv Tta oudeTepOPH1AQ
=~ KoKK1wpatwdn
o Emikpatouv pakpoddya kal T AgudokuTTapa
» M.tuberculosis




Mati o avOpwrno¢ mpooBAAAeTal amno
Aoipwdn voonuata?

O avOpwmoc¢ vooel amd Aolpwdn voonpata Otav ol
U1KPOOPYaAV1OMO1l UMEPVIKAOOUV TOUG QAUUVTLKOUG HNXAVLIOUOUG

Emopévwg n epdpavion voocov e€aptatar amd :

NMapdyovtec TOU HLKPOOPYAVLIOHOU
O ApP1OHOG MLKPOOPYAVICHWV
O AO1HOYOVOC 1KAVOTNTA ULKPOOPYAVIOUWV

Napayovtec tou &evioti

O ApuvT1KOl pnyaviopoi
duoikn avooia
Eniktntn avooia
O XUHM1KN KAl KUTTAp1KIi

EAaTTWHATLK A€lTOUPYild OMOLOUOAMOTE OTOLXELOU TNG Auuvag
petatonilel tnv 1ooppornia mpog O6psAog tou Baktnpiou



Metadoon tnc Aoipwénc

O

e 01 neploootepec PBakTnplakeG AoltpwEerg petadidovtal amod
eEwtep1kn mnyin
O MeplKEC amd TN ¢uoiloAoyiki XAwpida

e H petadoon yivetatvr:
O Am6é avOpwmo o€ avOpwmno
o Amé €6adog, vepd kai Cwa




Znuavtikoi tpdémol petadoong

060¢ petadoong

Napadsiypa

ZXOAL0

|. ATto avBpwrmo og avbp

wTto

A. Apeon enadn BAevvoppola Ye€ovaAkn emadn

B. Xwpic apeon emadn | Avoevrepia Kompavootopatikr) 060¢

[. Méow tou mMAakouvta | Juyyevrc cUPLAN MUAUVON TOU KUAMATOC LECW
mAakoUvTa

A. Mg to aipa JUDIAN Metayylon aipoatog

Il. NepBaAAov o€ avOpwmo

A. Ano to €dadog

T€tavoc

Ymopol oto £6adog

B. Antd to vepo

Nooog Aeyewvapiwv

Yéatwva agpoAlpota

r. A6 (0o

1. AntevBseiog

NOoo¢ amod apuxn yatog

[paTtooULVLA YATOC

2. Mg évtopo

Nooog Lyme

Anypa kpotwva

3. Me ekkpioelg {wou

OUupPALULKO QLILOAUTLKO
ouvbpopo , Ecoli 0157

Kompava Boogldbwv

A. Mg pkpofrlodopa
UALKQ

2 TPUANOKOKKLKEC
AOLUWEELC

MeTOETEC LOAUOUEVEC




Kadetn petddoon onuaviikwv madoyovwv

AwartAakouvtiakog Treponema pallidum Juyyevnc cUPLAN
Listeria monocytogenes B Mnviyyitda —ongn
Toxoplasma gondii M JUYYEVELC avwHaAieg
Parvo B19 I EuBpuikoc Ldpwmoag
Rubella I Juyyeveic BAaBec
CMV I To¢omAdouwon
Evtog tng Streptococcus agalactiae B ZAPn —unviyyitda
YEVVNTIKAG 0600 E. coli B ZAPN —unviyyitda
Chlamydia trachomatis B Erunedukitido-mvevpovia
Neisseria gonorrhoeae B Eriunedukitida
HSV-2 I Noipwén d€ppatoc —KN2
HBV I Hratitbo B
HIV I ACUUMTWHATLIKA AolpHwen
Candida albicans M Mukntlaolky otopatitida
MnTpKO yaAa Staphylococcus aureus B NOLUWEELC oTOMATOC —
CMV I d€puatog

ACUUMTWHATLIKA Aolpwen




o Aépua

o BAgvvn

» KpooowTto emiOnAlo
» EkKkpioeLg

E1c0060¢C oOTO %g?pénlvo owpa

o A. Na Eemtepdoel TOUC PUGIKOUG PPAYLOUG

» Tl va eykataotaBel oto cwua va faktriplo Oa mpemeL:

° MUKV KEPATLYN OTIPASA VEKPWY KLUTTAPWY

First Lines of Defence

tears
antibacterial
enzymes

enzymes

prevent mucus linings
entry

traps dirt and
microbes

stomach acid
low pH kills
harmful
microbes

" o dl !
bacteria out
compete bad




O1 €MONALOKEC EMLPAVELC QAMOTEAOUV

¢paypo otn Aolpwén

Skin Gut Lungs Eyes/nose
] Epithelial cells joined by tight junctions

Mechanical ;

Longitudinal flow of air or fluid ||| Movement of

mucus by cilia

T— Low pH Salivary

Chemical 45y de= _ eneymes
Enzymes (pepsm)l (lysozyme)
Antibacterial peptides

Microbiological Normal flora

Figure 2-4 part 2 of 2 Immunobiology, 6/e.(© Garland Science 2005)




O1 BAEVVOYOV1EC EMLPAVELEC QAIMOTEAOUV
¢payuo otn Aoilpwgn

Removal of
particles by cilia
in nasopharynx

Lysozyme in tears
and other secretions

Skin surface Mucus lining
(physical barrier), trachea
fatty acids,
normal flora
Stomach (pH 2)
Rapid pH
change

Normal flora

Flushing of
urinary tract

1. BAevvoydvog

2. Agpua

. Mopevteplka




1. BAevvoyovol

A. AVATIVEVGTIKO GUGTN U

Ztayovidia: Eilval OXET1KA MEYAAA KAl
«Bapia» (6 >10 pm), bev petapépovrtal
pakputepa and 1 pétpo. Katakdbovtal kKati
EMTUOAUVOUV T1C EMLPAVELEC

Agpoyevwg: O1 H1Kpoopyaviopol peETaPEpovTAl
HE ALWPOUMEVOUC MUpPRVeEC otayovidiwv (0,1
<6< 5 pum) Ta omoia €xouv eEatpiotel Kat
TMAPAUEVOUV OTOV OEpA yla WPEC. Mmopouv va
napacupbouv amd pevPOTA OAEPO KAl TO
€10MVEVOOUV OAAQ ATopa

*  Kowvo kpuoAdynua
*  Tpimn

 Elomvon] pe tn popwr] otayovidiwy 1 *  O®upartiwon

OLEPOAVUATWV
 H 1o ouyvr TUAN €l6Odov

*  Kokutng

* Mvevpovia

*  ldapa

¢ AuwpBepitida




1. BAevvoyovo1l

O

e B.MaoGTPEVTEPIKO TvocTNUA
e MOAUGCUEVQ TPOWLUA-VEPO

Tongus —— L& Q 7 Parolid {salivary)

o MoAuvouéva xepla

e Ta TEPLOCOTEPA UKPOPLOL KATATTPEWPOVTAL
amnd
» HCL & £év{uua Tou oToudyov
» XoAn kal €v{uua Tov AETTTOU EVTEPOU

Galiblacder

Buodenum
Pancraas

ntasting

Anus




ZUXVOTEpPA voonpata mou petadidovtat pe to G.I. ZvoTnua

* ZaAUOVEAAWON
e Salmonella sp.

© ZLyKEAAwon
« Shigella sp.

» XoA€pa
e Vibrio cholorea

» '‘EAKOC GTOUAYOV
e Helicobacter pylori

Clostridium botulinum




BAEVVOYOVOC OUPOVEVET1KOU - STD’s

Gonorrhea
N.gonorrhoeae
Syphilis
T. pallidum

Chlamydia
C.trachomatis
HIV

Herpes Simplex Virus




BAEVVOYyOVOC EM1NEPUKOTA

O

e Trachoma
O Chlamydia trachomatis

e Gonorrhea

o N.gonorrhoeae

* Herpes Simplex Virus -HSV I




2. @oua
* A€pua- TO LEYAAVTEPO OPYAVO TOU CWHATOC.
O AKEpaLo dEpUA-PPAYUOS Yia Elcodo BakTnpiwy

ALy e & | TIukvi KepATvn oTIBAda vEKPWY
Epidermis—{_ DR/l < o g m ; 7
B L NVATE S 3 VA i KUTTAPWV
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Hypodermis -

Duct of eccrine

PHYSICAL il oy Secretions NVoelg ouveyeiag-€ic0d0g
Prevent approach of = v e S e~ = 6aKTnple
tand c:zny access o BRGSOt || (TSNS "'-}Epithelium ’TUXG.(Q
o pathogens 1R R AN ’. , ,
105 SR *XELPOVPYLKN TOUN

>nuela e.l0o6dov Kabetrpa




EvKatdotao@jfnq Ao1pwENG

ATIOLKLOUOG
MpookdAAnon
Mapaywyn SpacTIKWY Hopiwy

, B 1 ‘.
AN T

Pt AL

oiny delivery, broliferation of i ' and exrracelluiar ae.r.
[ToAamAao1aouog
KA O101(pLYT) TOV

AVOGOAOYIKOU




MMpooKOAANGH

O Ta BakTripla xpnotortolovy el8IKoUg UNXAVIoLOUG TTPOTKOAAN OG-
TIPOGKOAANTIVEG

ZuvdEovTal UE ELOIKOUG UTTOSOYEIS

O OUXVA UE UEYAAN EBIKOTNTA
A€V ATTOUOKPUVOVTAL LLE TN POT] KO ETTOUEVWG DLEVKOAUVOULY TOV
ATTOLKLO WO

O OLTTLO CUYVEG lval OL PIUTTPLEG Kall TA LvidLa

0 ZuVHOWG TPWTELVEG 6TO AKPO TWV WVISiwVY oLV GLUVSEoVTAL UE
OAKXAPA-AEKTIVEG



Oipnpiec kat vidia E. coli

Ta meploodtepa ovportaboyodva oteAexn E. coli tapdyouyv uia tvidlakn
TPWTE(vN TToL AcyeTtal P 1vidio

Autry n MPOooKOAAntTivn ocuvdestal pe unmodoxeic a-D-yaAaKTOGUA-[B-
D-yaAaKtoo16Aaong mou amoTEAOUV MEPOC TNG AVTL1LYOV1IKAC OOUNC
TWV E€M1ONATOKWY KUTTAPWY TOU OUPOTOLNT1KOU

P 1vidia tng E. coli ocuvdéovtal
[ E. cofi ] HE pépla yaAaKTOO1540NC

P ﬁmbriaeﬂ_\

+— a-d-galctopyranosyl-(1-4)--
d-galctopyranoside receptor

[ Renal epithelial cell J




Oipnpileg kat 1vidia

e N. gonorrhoae:

(o}
Q a L ¢ opilus

o } /_o— adhesive
’ 7 o tip
O OL@iumpleg GLUVOEOVTAL LLE @ 5
OALYOGOKXOPLTIKOUG UTTOBOXEIG TWwV o e /‘,:,"c,,mo,
ETONALOKWDOV KUTTEPWY  » A°AB o g
host cell

Salmonella: pe ta wvidla cuvdEeTal Ue Ta KUTTAPA M TOUL

BAevvoydvou TOU TTAXE0G EVTEPOL Kl EVOOUV GE aUTdA

TMPWTEIVEG TTOV SIEYE(POLY TNV KUTTOAPOMAACUATIK o

UeUBpdvn va @épel autd Ta fakTripla 6TO ECWTEPIKS < o
ouoTuaTa EKKPLong Tumov I

Nt
................
Outer 0
membrane (Y "
MOS l shbdssasstsnanes
Cennecter Periplasm
................
Inner "
membrane
g v men
Cytop
Cell-Surface Appendages of a Bacterial Cell




Avleioduon

Mopta Sieicduong (invazins)
O Salmonella, E. coli, Shigella,Listeria

YaAovpoviddon :
O Streptococci, staphylococci, clostridia.

To €vQupuo dlaoTd To GUVOETIKO LOTO UE TTOAVUEPLOUO TOU LAAOVPOVIKOU 0EE0G

Collagenase :
O Clostridium histolyticum, Clostridium perfringens
AlaoTtd TO KOAAAYOVO

Neuraminidase :

o Vibrio cholerae, Shigella dysenteriae.
AtaoTtd To neuraminic acid (sialic acid), Twv emBOnALlaK WY TOL EVTEPOUL



Avleioduon-EvCuua

Kivdaocec- Kinases

e Streptokinase kal staphylokinase

o Evlupa ta omoia Avouv toug Opoppouc
Ta €évlupa NG KLvAong LETATPETOVY TO AdPAVES
TIAAGLYOYOVO 0€ TAacuivn TpoAapfavovtag tnv
Ti€n tov alpatog

o 1. Streptokinase - Streptococci \/’““’“““se r/,ft‘“‘_l' 1
Streptokinase - xpnoipomoilseitatl (”‘3&'2?.? - m»;:'-'__',gmm
OepaneuTt1kd ocav OpouBoAuT1KO % . @@9 @%
o Anoppa&n otedaviaiwv @C @ @CI

O 2. Staphylokinase - Staphylococci Bacteriaproduce  Clot forms Bactaiaiata produce

coagulase kinase, dissolving clot
and releasing bacteria

* AlgukoAuvouv TtTnv €€amAwon Twv Baktnpiwv




Aieiloduon-EvCuua

YaAoupovidacsec-Hyaluronidase

* Alaomouv Tto uaAoupovikd o&U (ouvOeT1KOUC 10TOUC)
* “Spreading Factor”

O Streptococci

O Staphylococci bacteria

hyaluronidase

O Clostridia outside
hyaluronan

O Pneumococc1i M \ \/\‘\
JOOK)

nucleus

inside

@ (b)




AleiGG%%gJEv(upa

KoAAayevaocec-Collagenase

* Alaomouv Tto KOAAayovo(ouvOET1KO 10TO)
O Clostridium perfringens - Gas Gangrene

= EEAmMAwon o0to MUTKO 10T

R
death of tissue in ) _
part of the body

Foul-smelling
discharge

Surface and
subsurface

discoloration Invasive bacteria Bacteria produce Bacteria invade deeper
reach epithelial hyaluronidase and tissues
surface collagenase
*ADAM (a) Extracellular enzymes




Avleioduon-EvCuua

O

NeKpwtT1KOC mapayovtac-Necrotizing Factor

® “Flesh Eating Bacteria” -capkoBdépa Baktrpia

Streptococcus group A
S. aureus -methicillin resistant




Avleioduvon-EvCuua

Aek101vaoec-Lecithinase

e Kataotpédpouv tn Aek1Oivn(phosphatidylcholine) mou eivat
OTO1XE10 TNC KUTTOPOMAACMATIKNAC HEUBPAVNC

o E&amAwon tou maboydvou
Clostridium perfringens



Avleioduvon-Eviuua

e 'Ev{uua ta omoia tpokaAovyv atudéAvon Kat [ AVCT AELKWY ALLOCEALPIWY
O AgoUeVOVTAL 0TI KUTTAPLKEG LEUPPAVES Kal oxnuatiCouy mépoug 1
TIPOKAAOUY EVQUUATIK SLACTIACT TWV PWCQOALTISIWY TN LeEUPPAVNG
Hemolysins- AUouv epuBpd
Leukocidins, Tou tapdyovtal amd oTAPUAOKOKKOUG Kal
streptolysin 1tou tapdyovtal and Toug GTPEMTOKOKKOUG Kol AVOLY
payokutTapa
o Avutd ta dvo eviuua yapaktnpllovtal Kol oav BaKTNPLUKES
e&wTto&iveg
* Phospholipases, mou tapdyovtat and to Clostridium perfringens (i.e., alpha
toxin), VOPOAVOLY PWCWOALTTIOLA OTLG KUTTAPLKES LEUPPAVECS
* Lecithinases, Tov apdyovtat and to Clostridium
perfringens, kataotpepouy tn AekBivn (phosphatidylcholine) Twv

HLeEUBpavwy



AIE'(OGU@-'EVCUMG

e AlpoAuvoivec- Hemolysins

O MpokaAouv Avcon gpubpwv aipoodarpiwv

Streptoco

ASM MicrobeLibfitylot®. Tomalty and Delisle




NevkoKtovivec-leucocidins

MpooBaAAouv Ageukd ailpoodaipia -WBC’s

Current model of leucocidin pore formation.

@ Binding of S @ Recruitment of F @ Dimerization @ Oligomerization @ Pore formation

Chemokine Integrin
receptor

Francis Alonzo Ill, and Victor J. Torres Microbiol. Mol. Biol.
Rev. 2014; doi:10.1128/MMBR.00055-13

Thi tent be subject t ight and li trictions. Microbiology and Molecular
- JournaIS.ASM.Org is content may be subject to copyright and license restrictions gy

Learn more at journals.asm.org/content/permissions Biology Reviews




Aleioduvon-EvCuua

* ITOPUAOKOKKIKI TNKTAoN- coagulase

O H Mnktdon, ov mapdyetat and tov Staphylococcus aureus, s(val €va €viuuo
TLOV UETATPETELTO VWOOYOVO GE LVIKK TTOL TTPOKAAE( TTr&n

H dpdon tng mnktdong cuvodevel Tavta Ta taboydva 6TeEAEXN S. aureus
o H deopevpévn coagulase «peTAN@IE(EL» AVTLYOVIKA TO BAKTHPLO
o Mpocdi(deL avToyn 0TNn PAYOKLTTAPWON ] OTA LOTIKA BakTnploKkTOVa —
Baktripla HEoA 0TNV LVIKA
Fibrinogen Fibrin ( Clot)

e EEwkuttdpla menTIKA Evivua
O Ta etepdtTpo@a Paktnpla tapdyouy pa mokidia eEwkuttaplwy ev(UUwy-
proteases, lipases, glycohydrolases, nucleases, etc.,
[MoAAd amd avtd dleukoAUvouy TNy dleiocduon



2. EKpHETAAAEUON OPEMTIKWV OUCLWV

O

* EkueTAAAELON OPEMTIKWY OVGLWY TOV EEVIOTN
o Mapdyouv sdikéc mpwteiveg (018epo@dpa) tov Seouevovy To a(dnpPo

O AOETOLY ELSIKOVE UTTOSOXEIS VIO GLONPOSEGUEVTIKEG TTPWTELVEG KOl
apoc@atpivn

Y =< o

-(._(0

'i-I‘.k" =g
=©
-© =0

A

o Dbacterial receptors

* siderophores
@® Fe*




3. To&lveg

EEwTto&ivec

 KuttapoAutikd £viupa 1] TPWTIEIVES TTOU CLUVSEOVTAL UE UTTOBOXEIS
OUYKEKPLULEVWY KUTTAPWY KOl TOL KATAOTPEPOLY

« Mapdyovtatl and Gram + Kot Gram — faktripla

« Xwpifovtal o€ 3 KaTNyopieg
A-B to&iveg
To&iveg mou tpocsBaAAovy Tnyv pueuPpdvn

Yrtepavtiyova



e Ta moAvmentidia tng e€wto&ivng elval KAAd avTiyova Kot TTpoOKAAOUY TN
OUVOEGN TTPOCGTATEVTIKWY AVTICWUATWY TA OTtol{ ovoualovTal avTitogiveg
o ‘Otavn e&wtofivn vtootel eme€epyania pe @opuaAdeiodn rj OspudtnTa v
o0 ydAveLtny To&kn TN¢ dpdon Kal dtatneel TNV AVTLyovIKH (KavoTnTa :

ato&ivn N To€oeld<g

Xpnotpomotlovvtal o€ TTOAAA UBOAL

Modification of Toxin to Toxoid

Toxin Toxoid

e o chemical o o
—

L modification Saws?’

' toxin moiety VD antigenic determinants




A-B to&iveg

O

* OLloTol oTOYOL E(ValL KADOPLGUEVOL KAl TTEPLOPLOLEVOL

Nevpoto&iveg
e MpooPdaAAovy to KNX
e MpokaAovv tapdAvon

» EvtepOTO&iveC
e MpooPdAAovy to FEX
« [MpokaAovv EUETOVC Kal dldppola

* Kuttapotogiveg
« MpooBdaAAovv dudpopa KUTTAPA
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Colonization

Heat- [ A Factor Antigens Heat:Stable
abi 2 ) i Nat, (I
Labile Toxin :
l'oxin ) Guanylyl ‘
. | b

\ : f Cyclase
N\ B
Apical R kl - S - /
% \

Membrane

@7/ [\

| | | |
‘ f I
| ‘ ‘ Na',|[Cl || | |
“ | H_}_O | [
\ |
‘ ‘ J
\ / —_— Ve»lde ‘:‘ ) !
’ @ b | A 7 e ‘
Tight —1 \l 237 GTP ——=> cGMP
Juncel A % Protein ’_C |
[ 7 4 Kinase A~ >~— \
‘ / /7~ Golgi cAMP |
Apparatus A
Subunit
v A
ﬁ NAD NUCLEUS
Nicotinamide
N
ADP Ribose ATU
-'Dl) LT.[’ “ \
Adenylyl 7 X
(G —> Cyclase : !
Bmlm-rﬂ/ @ ) @ )

Membrane INTHERSTITIUM

GUT LUMEN

Mnxaviopdg dpdong tng cholera toxin
(CT), heat-labile (LT) kau heat-stable
gevrepotodvwy (STa) tngE. coli

*H CT rj LT decpevetal 6Tov umodoxea
TOu povoovaioyayyAlocidiov GM1
OTNV ETLPAVELA TWV KUTTAPWY Kl
EVOOKUTTAPWVETAL

*H utopovdda A1 petapépetal dla
LEoou Tov cuotripatog Golgi kat Tou
gvVOOTTAQGLATIKOU SIKTVOU Kall
EVEPYOTIOLEL TNV LTTOMOVASa Gsa
TwV G-TIPWTELVWY

*AKkoAovBe( evepyormolnon tng
A8EVULALKIG Kot YOUAVIAIKG KUKAAGNG
ue oxnuationd cAMP kat cGTP, to
omo(o EVEPYOTIOLEL TNV EKKPLON
VOATOG KAl NAEKTPOALTWY ATTO Ta
EVTEPIKA EVO0ONALAKA KUTTAPA

YAAPHZX AIAPPOIA



NooAiuata

oand &evtepoToEivec

O

Cholera toxin

e Vibrio cholerae

e EHEC (Enterohemorrhagic E. coli)




O

Rash of Scarlet Fever- Octpakia
TIPOKAAE(TAL ATtO TNV EPUOPOYOVO To&ivn TOL Streptococcus

pyogenes




NooAuata and OoTtaPUAOKOKKIKEC TOELVEC

O

Scalded Skin Syndrome Toxic Shock Syndrome

AVo s€wTtoéiveg

ErudeppoAutikn toéivn A kat B amo
To&wvoyova atehexn Staphylococcus
aureus



https://dermnetnz.org/topics/staphylococcal-skin-infection/

NooAuata amnd VveupoTto&iveq

O

e AAAavtiacn- Botulism

O Clostridium botulinum
= Gram (+), avagpoflo, otopoydvo Baktriplo
* BploKeTaL 0TO £dAPOG Mechanism of Action
« Apa OTIC VEUPOUUIKEC GUVAWELS of Tetanus Toxin

Continuous
stimulation
by excitatory
transmitter

1

o MapdAvon

* Teravog —
O Clostridium tetani Initory Fosd |
2 4 2 08123115 0rT.v.Rao MD @ Rao's wm /21
= Gram (+), avagpdflo, otopoydvo Baktriplo

= tetanospasmin - “spasms”’




C. tetani - C. botulinum toxins

botulinum toxin
(flaccid paralysis: stops
muscle contraction)

K

>

tetanus toxin
(spastic paralysis:
stops uncontrollable
muscle contraction)

axon terminal

acetylcholine
vesicle

receptor

botulinum toxin
blocks release
of acetylcholine,
stopping muscle
contraction

cytoplasm of muscle cell

cytoplasm of muscle cell

normal mechanism

abnormal mechanism

axon terminal
acetylcholine
vesicle <6

receptor

tetanus toxin
prevents
release of
glycine
and GABA,
which
prevents
relaxation
of muscle_s .
bl

cytoplasm of muscle cell

cytoplasm of muscle cell

normal mechanism

abnormal mechanism




Tetanus (Lock Jaw)
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Toxin Bacteria Effect

Endotoxin Gram-negative Fever and inflammatory cell
lipopolysaccharide stimulation

Exotoxins

Neurotoxins Clostridium tetani Disordered neuromuscular
Clostridium botulinum transmission (tetanus and botulism)

Enterotoxins Vibrio cholera, E. coli Diarrhoea

(infectious diarrhoea)

Bacillus cereus

Enterotoxins
(food poisoning)

Staphylococcus aureus
Bacillus cereus

Diarrhoea and vomiting

Tissue-invasive toxins

Staphylococcus aureus

Streptococcus pyogenes
Clostridium perfringens

Tissue destruction by enzymes

Pyrogenic toxins

Staphylococcus aureus
Streptococcus pyogenes

Toxic shock syndrome
Scarlet fever

Verotoxins

E. coli (O157:H7)

Haemolytic uraemic syndrome

Miscellaneous

Bordetella pertussis
Corynebacterium diphtheria
Clostridium difficile

Whooping cough
Diphtheria (heart and nerve damage)
Pseudomembranous colitis


http://www.unc.edu/courses/2001fall/biol/008/001/day26/infectdis.ppt

Yrnepavtiyova

O

* [MpoKaAoUvv TTOAU €vTOVI 0VOCGOAOYLIKN)
avtidpaon

Helper T cell

(PP st B Al I T T

TUAAY

T-cell
receptor

Groove for
antigen o y
fragment

* Mn £8kn evepyomo(non Twv T AEUPOKVTTAPWY

Superantigen

MHC 11
protein

e Mapaywyr] MEYAAWY TTOGOTATWY KUTTAPOKLVWY

sl

LOLPLELR

Antigen-presenting cell
(macrophage)
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MovokAwvikn/ MoAUKAWV1KA &1éyepon
OA1YOKAWV1KN O1€yEpon

1:10% - 1:10°

1:4 - 1:10




Yrnepavtiyova

O

* Ta vmepavtiyova -superantigen (SAg) evepyomololy ta T
AgppokutTapa

o (a) Ta avtiyovomapovotactika Kuttapa (APC) mtapovatalovy To
eme€epyaoueVo avtydvo Le ta nopta MHC class Il ota T AgppokuTTapa LECW
touv T cell receptor

o (b) Ta SAgs deouevovtal xwpig emegepyacia and ta popta MHC class 11 kat
Xwp(c T necoAdpnon tng variable beta (VB) chain otov T cell receptor.

O Mn eAeyxduevn evepyomoinon twv T AEUPOKLTTAPWY

CaCp

TCR
MHClIg, [,
2 a

. processed antigen




5. ZUOTATLKA TOU KUfTOlleOl') TOLYWUATOG

e Gram Oetika fakTrpla

O MemtidoyAvkdvn Kal Tpoidvta amoddunong tng
O Tewolka Kol ALMOTELOIKA 0&Ea

= MYPETOIONEZ ANTIAPAZEIZX O=EIAZ ®AZHZ

Gram-Positive Bacterial Cell Wall Gram-Negative Bacterial Cell Wall

Lipoteichoic
Acid

Peptidoglycan
Cell Wall




6. Evooto&ivec

O

* O AmomoAvoakyapitng twy Gram- apvnTikwy Baktnpiwy
* To Amidlo A elval vmtevBuvo yla tnv To€IKr dpdon

O-antigen
repeat 40 units

Core polysaccharide

Disaccharide
diphosphate
Lipid A
Fatty acids




6. Evbéoto&ivec

° T CUUTTTWUATA OWEAOVTOL OE EVTOVN ATTAVTNON TNG PUGIKIG AVOoTiag

* AokoUv tn dpdon toug dtav Ta Gram-apvNnTIKA BAKTAPLO KATAGTPAPOUY KAl
eMEADEL AVOT) TOU KUTTAPIKOU TOLXWUATOG

* OAeg oL evdoTogiveg mpokaAovy ta idta cuuntwuata avefdptnta and to (004
Tov Baktnpiov, OxL Ouwg otov idlo faduo
O LPS P. aeruginosa
o LPS B. melitensis



6. Evooto&ivec

* OLevdoTogiveg Twv Gram-apvnNTIKWY (VAL OL TTLO YVWOTEG ALTIEG OCNTTTIKAG
KatamAn&iog

o Kupla attia Bavatov otigc MEO- BvntoTtnTta 30-50%

* H onnukni kKatanAnéia dtapepel amd tnv to&ikn KatanAnéia
O INMTIKA :
Yto alua Pplokovtal Baktnpla

Mmopel va TpoKaAEoeL TO BAvaTto Tou acBevoug akOun Kat av ta
avTIPLOTIKA £xouv poveLoel Ta PBakTrpla ylati ogelAetal o
KutTapokiveg TNF, IL-1, n dpdon Twy omoiwyv cuvex(CeTal Kat LETA
TNV Kataotpon Twy Baktnpiwy

O To&wn

>to aipa Bploketat togivn



BloAoyikeg dpaoelg evdotoiivng

v

- Activates
macrophages
IL-1 TNF Nitric oxide C3a C5a Coailhtion
Lo | S T
Fever Fever + Hypotension Hypotension =~ Neutrophil Disseminated
Hypotension + edema chemotaxis mntravascular
— Inflammation — coagulation
KAwvikd gvprjpata MecoAafnTrg - UNXAVIGUOG
MupeTdg IL-1, IL-6
Yntédtaon-katanAngia TNF, Bpadukivivn
OAgyuovi Evepyomoinon evaAAakTikig 0800
tou C, C5a Kuplwg
MA&n — AETI Evepyomoinon otikoL tapdyovta




BloAoyIkEg dpaoelg evdoTtoiivng

* Mikpeg moootnTteg TNF- w@éAun dpdon:

O QAgyuovni

AyyeodLlaoToAn, av€nuevn ayyelakn dlamepatotnTa,
O MpookOAAnon ovdetTePOWIAwY 0TO VOO0 ALO
O EvioxuuEvn BakTnploKTOVog Spdon TwY oVOETEPOWIAWY
O Evepyomoinon Kal TpookKOAANGN ALLOTETAAIWY
O Avgnuévn ekgpaon poplwy MIC I kadll

* Meyadeg dooelg —PBAantikn Spdon
O INmTKN KatarAngia
Yrtétaon Kat vPnAdg TTUPETOG
Alayvtn evdoayyelakr tién -AEM



Apdon s%iytoﬁivnq

Mechanism of Endotoxin activity

Endotoxln

Endotoxin Hypou\alamus of brain
Procuglandln
Blood
Vacuole vyessel
Bacterium
© A macrophage @ Tebacterium ) The cytokinesare () The cytokines induce
ingests a is degraded in a released into the the hypothalamus to
gram-negative vacuole, releasing bloodstream by produce prostaglandins,
bacterium. endotoxins that the macrophages, which reset the body's
induce the through which “thermostat” to a higher
macrophage to they travel to the temperature, producing

produce cytokines hypothalamus of fever.
IL-1 and TNF-«. the brain.




Endotoxins vs Exotoxins
property | brotoin | Endotoxin

Source

Secreted from Cell
Chemistry
Location of genes
Toxicity

Clinical Effects

Mode of Action
Antigenicity

Vaccines
Heat Stability

Typical diseases

Some Gram + and some
Gram -

Yes

Polypeptide

Plasmid or bacteriophage
High

Various effects

Various

Induces high titer Abs
called antitoxins

Toxoids used as vaccines
Destroyed at 60°C

Tetanus, botulism,
diphtheria

Quter membrane of most Gram
— and Listeria

No
Lipopolysaccharide
Bacterial chromosome
Low

Fever, shock, hypotension,
edema, DIC

Induces TNF and IL-1

Poorly antigenic

No vaccine
Stable at 100°C for 1 hr

Meningococcemia, sepsis by
GNR



ATIOULYY] AVOGOAOYIKWY UNXOVIOULWY

O




1. Anojduyn AVTLOWHATWV

O

* MeTakivion and KUTTAPOo o€ KUTTAPO
LLE TTOAVULEPLOUO AKTIVNG
 Shigella, Listeria species i -

(a) Shigelia or other
bacteria cross the

ermaniion N
through M cells. M cell ‘
/4 /4 e
* Evdokuttapla emiBiwon W%
U
! Bacteria move
v from cell to cell
9 propelled by actin

filaments. — Mucous
membrane

* Avtiyovikn TtoiAAia ¢ 0

o TOVOKOKKOC \—J,_,

Macrophage
(b) Macrophages \  (c) Pathogen (bacteria) released from
o engulf bacteria. macrophage§ enters host cells
by endocytosis.

Tissue Inside Mucous Membrane

* Mapaywyn eviuwy
e IgA pwTtedonN




2. ALLPLYR TNG EVEPYOTOINGNG TOU CLUTTANPWLLATOG

O

e ‘“serum-resistance” N. gonorrhoeae, N. meningitidis

NeuSAc reduces Ab NeuSAc reduces MBL Neu5Ac binds to LNnT & increases binding of FH (20
binding to select targets: binding: results in SCRs strung like beads), results in inhibition by FH, which:
results in less C1q diminished activation of 1. Facilitates Factor | (Fl) cleavage of C3b to iC3b
engagement by bound Ab complement (similar to 2. Accelerates decay of C3BBb to C3b + Bb

effect of decreased

binding of C1q) but no Ab

is involved

NeuSAc
& G 5’
GlcNAC
LNnT 8 Gal O
@ Ge Q
LOS sugars Classical Pathway Lectin Pathway Alternative pathway

Gonococci can add N-acetylneuraminic acid (NeusAc; the form of sialic acid found in humans) to
the terminal Gal of the lacto-N-neotetraose (LNnT) LOS structure




3. Anoduyn $ayoKuTTAPWONC

® Aldomaon tov (5a amd tnv C5a peptidase
* S. pyogenes

® Adpavomoinon tov C3b
® M mpwtelvn Tou Streptococcus pyogenes

AouEg Tou Baktnpiov decuevovy Ta avriowuata pe to Fc
TURua

Streptococcus pyogenes (Protein G)

Staphylococcus aureus (Protein A)



Arnoduyn ¢ayoKuTTAPWONC

Fc reESptors

Copyright © The McGraw-Hill Companies, Inc. Permission required for reproduction or display.

Staphylococcus
Spdermae Staphylococcus
aureus
Epitopes
lgG antibody 1gG antibody |

Fc ponlon/ ‘\_&/

Protein A

Fc portion of
IgG is not
available for
S. aureus is ! receptor
free to begin . s

infecting cells ~/

Fc receptors

(a) (b)




4. Anoduyn avt1OWUHATWV-PAYOKUTTAPWONG

O

* ‘EAutpoO

O AvaoTEAAEL TN payoKvTTAPWGN, TN dtadikaacia tng
£VOOKUTTAPWONG KAL TNV KATAOTPOPN TWVY UKPOoRlwy

= S. pneumoniae
= H. influenzae

= K. pneumoniae
= B. anthracis

~ Y. pestis




5. Evdokuttdpia smifiwon ota dayokuvuttapa

O

* Alauyn @ayoowuatog: AVon Kal TOAAATTAQCLAOUOG OTO
KuTTapOTAdoua :

 Shigella nou Listeria

O Alapelyouy armo to evooowua




5. Evdokuttapia sm@mn ota dayokvtTapa

* Mn oXNUATIOUOG TOV (PAYOAVCOCWUATOG
O Mycobacterium

Normal EE-LE-Lys fusion before

O S a l m O n e l ’ a internalisation of pathogenic mycobacteria

O Legionella .
Internalisation of { C’ .
pathogenic mycobacteria

Blockade of Phago-Lys
and LE-Lys fusion by
mycobacterial lipids.

Blockade of LE-Lys
fusion in neighbour

Infected cell Bystander cell

Endocytosis of released
mycobacterial lipids by neighbour
and induction of NPC phenotype




5. Evoéokuttdpla smifiwon ota ¢ayokutTapa

e Em1Blwon oto ¢ayoowua:
O Coxiella

O Legionella




Nedtepa dedougva yla tTnv madoyovikotnta-
AoLUOYyOVIKOTNTA TWYV PBaKTnpiwy

O

PATHOGENICITY ISLANDS
BIOFILMS

QUORUM SENSING
ANTOXH TON BAKTHPIQN

S~ W N =




Nnoidia maBoyovikotntag-Pathogenicity Islands

Genome evolution

o AAAayn] NG YEVETIKNAG TTAnpowoplag Twy Baktnplwy otn dtdpKeLa TWY
XPOvVWY

Pathogenicity Islands: Oudda petTa@eTwv YEVETIKWY CTOLXEIWY TTOU
dtadpapatiCovyv onuavtiké pdéAo otnyv maboyovo dpdon Twv BakTnpiwv.

G1 — _“““— ------ — Region#l
Region#2
Region#3
2 —HHHH—HHH—IHH — - g o
@ sland region
@ e — - —

o HHH—HH —eoeoceoeoe— -

Region#1 Region#2 Island region Region#3 Region#4




Nnoidia maOoyovikotntag-Pathogenicity Islands

* Ta yovidla Ttou KWALKOTTOLOUY TOAAOUG AOLLOYOVOUG TTAPAYOVTEG
ouvabBpoifovtal o€ vnoideg maboyovikoTnTAG TTAVW OTO BAKTNPELOKO
XPWUOcwUa
O M.x. og TOAAQ Baktrpla Ta yovidla TTov KWOLKOTIOLOVY

TLPOOKOAANTIVEG, LvBaciveg kal e€wTtoéiveg BplokovTal To eva dimAa
O0TO AAAO OTLC VNOIOEG AVTEC

oL vnoideg avuteg amovatdalovv ota un ma@oyova oTeAEXN
O QalveTal OTL Ol LEYAAEG QVTEG TIEPLOYEG LETAPEPONKAY AVTOVGCLEG UE
oU{evEn i petaywyn
O Xg avt(Beon Ue Ta TAaoUdLa KAt TOuG BakTnplo@dyoug, ol vnoldeg
TtaBoyovIKOTNTAG TOAAATIAAGLAOVTOL UE TO PAKTNPLAKO XPWHOC WA



C D

Nonpathogenic
strain of E. coli
_—PAI-A _— PAI-B _— PAI-C
E. coli causing E. coli causing E. coli causing
watery diarrhea urinary tract neonatal meningitis
(Enterotoxigenic infection (K-1 Capsular
strain) (Uropathic strain) strain)

Pathogenicity islands kwOkomoloUv Aotpuoydvoug Tapdyovteg oL ortoiot kaBopifouv
Tov TUTO TNG Ao{uwing.

PAI-A : kwdKoTtoLel o evtepoTOEivn

PAI-B : kwOkoTtoLel piumpleg L TIG OTtO(EG Ta 0TEAEYN dEGUEVOVTAL OTA

KUTTAPO TOV OUPOTIOLNTIKOV

PAI-C : kwdwkomolel €viuua ta omoia cuvOEToLY ToV K-1 ToAvGaK)apiTn
‘Etol €xoupe Tpia draopetikd oteA€xn E. coli ta omola tpokaAoly Tpia dlagopeTikd
voorjuata




Virulence factors encoded by PAI

Major virulence features encoded by pathogenicity islands

Virulence feature

Examples

Adherence factors

Toxins

Iron uptake systems

Invasions. modulins. effectors

Type III secretion systems

Type IV secretion system

Diarrheagenic Escherichia coli
Uropathogenic Escherichia coli
Vibrio cholerae

Listeria spp.

Uropathogenic Escherichia coli
Staphylococcus aureus

Uropathogenic Escherichia coli
Shigella flexneri
Yersinia spp.

Diarrheagenic Escherichia coli
Salmonella spp.

Shigella spp.

Listeria spp.

Diarrheagenic Escherichia coli
Pseudomonas syringae
Erwinia spp.

Yersinia spp.

Salmonella spp.

Shigella spp.

Helicobacter pylori
Agrobacterium tumefaciens




ZUOTHHOTA EKPONG MOU KwoOLKOomolouvtal and ta Pakthipla
Sec-dependent Sec-independent
Type V secretion Type ll secretion . Type IV secretion Type !ll secretion  Type | secretion
o
VirBS
Vir$ o
: @,
° : ; VirB2 v Prgl L
OM 1t ¢ £ ‘( t (i (it (S;v tf L [ Rt (1 ¢ T°lc)‘g?%:!:!:( !EH
\ 7 : | HyD
M m&cﬁe T SecYEG] |1 1) 108 . HR i A Hly8 i
gihs i e 1Y i o Jh : el Al
GspE. N
Tp?: %?s ﬁﬁ O €= , L ATP
AP 40645 @
ADP’P‘
o ATP
A @ aopsp @47
Nature Reviews | Microbiology)




ZUOTAMATA EKPONC TMOU KWOLKOMO1oUvVTal
anod ta Baktnpla

» Bacterial secretion systems e{val TPWTEIVIKA GUUTTAEYLATO 0TI KUTTAPLKEC
HeUBpdveg Twyv Baktnplwy Tov eKKPIVOLY SLAPYOPES OVTIES.
O Elval KutTapikeg doUES Twy TaBoydvwy BakTnpiwy Kal
XpnotpomolovvTal amd ta maboyova BakTripla TNV EKKPLON AOLLOYOVWY
TTAPAYOVTWY yla va SLElcOVGOVY GTO KUTTAPO

e Xta Gram-apvnTIKA, £XOLV TLEPLYPAQE( 6 CUGTAUATO UETAPOPAC, LLE
CECTNUOOUEVN TTOKIAL LETAEV TOUG

e Xto Gram- O€TIKA , UTTAPXEL EVA XAPAKTNPLOTIKO 6VOTNUA, TO CUOTNUA
tomovu VI, kaBw¢ kat kKdmola amd avtd Twyv Gram-apvNnTIKWY



Type IV
secretion
system

Type Il
secretion
system

Type L, Il
secretion
system

Bacterial secretion systems
Ot tolveg TuTIKA ekkplvovTal Ue To cuoTnua TuTov | A 1.
To DNA peta@epetat Lévo He to cvotnua tumov IV




‘ExKplon mpwTteivwy ota gram-apvntikd faktipla

* METAWEPOLV AOLLOYOVOUG TTAPAYOVTEG —TIPWTE(VES EEW ATTO TO KUTTAPO
KO TTOAAEG (POpPEG att’ eVOE(OG 0TO KUTTAPOTTAAC LA EVKAPUVWTLKWYV

KUTTAPWV .

o Elvat pia tpdkAnon yia ta Gram-negative Baktripla va ekkplvouy eEwkuTtdpla
TG TTPWTELWVEG, ylaTi autég Ba pémet va Slaoy(covy 800 1 TPEL

PWOQOATILOIKES UEUPPAVEG

o XapaktnpiCovtatl wg Type | uéxpt Type VI, Kot KAOE GUCTNUA LETAWEPEL

€va £181K0 subset TpwTeivwyv

Type |l Type V

€

Periplasm H \

‘! | [ :
Cytoplasm
Tat Sec

-

lb“

Type |

Host
Membrane

Outer
Membrane

Type VI

Type lll  TypelV



‘EXKpLlon TPWTEIVWY obgram-astlko’l Baktripla

Host
Membrane

Cell Wall

Cell
Membrane

FAE\Y
Tat Sec O Injectosome Cytoplasm




BlopeuBpAavec

O

Ta Bakthpla mou MPOoKaAoUuv AolpwEelc oxnuatidouv PLopepBpavecg

Attachment Growth Detachment |




BlopepuBpavec

O

- \ Ks Bacteria leaving I
; chpgike biofilm

* Mgoa otn Blopeufpadvn, Ta
Baktripla TpooTateLOVTAL
aTto

* PAYOUg

e avtiflotikd

o (payokUTTOP

e avIlowuAaTa

~Mature Biofilm
" o 7 /

. Water Flow

Mwa oAU onuavtiky wdtnta twy Baktnpiwv mou Pplokovtal He TN
wopwr] tou Biofilm elvat OtL ekPpalovy dla@OpPETIKA Yyovidia Kai
gU@AVI{OUV SLAPOPETIKA PALVOTUTIIKA XOPAKTNPLOTIKA TTOU AQOPOUY TO
LETAPOALOUS TOUC Kal KLplwg TNV avtox] Toug oTa avTIPLOTIKA.




ZuotTAuata emikolvwviag Paktnplwv -

Quoru?:§ensing

e AmAo( povokuTTdploL opyaviouol

e AlalpouvTtal e amAr dyotdounon

e Agv avtilappdvovtal to TePPAAAOY Kal eV ETILKOLVWYOUV UETAED
TOUG

o] think that a multiple of bacteria are stronger than a few and thus by
union are able to overcome ohstacles too great for the few

WeSwWpLIUG

Csil m9])

e Smith 1905




ZuotThpata smikovwviag paktnpiwv-
Quorum\sensing

* Ta PAKTAPLA EMLKOLVWVOUV HETAEU TOUC HUE XNHULKA
onuatodotTika poépra: auvtasnaywyeic¢ —-autoinducers

O AmeAgvBepwvouv, avixveuvouv kal avtidpouv pe tov AE

® H aviyYVEUON TOU QUTOEMOYWYEQ EMLTPENEL OTA PaKTnpla
va ovT1AouBAavovTal TNV OUYKEVTPWON TOUC KAl va
EAEYXOUV TNV €kdpacn yovidiwv

* Autn n 61l1ad1kaocia EMLTPENMEL OTO PaAKTHpLA Va
CUUTTEPLPEPOVTAL OOV TMOAUKUTTAPLOC OPYAVIOUOC

O MpoKAPUWT1KOl ] EUKAPLWT1IKOT ULKpoOopyovaviopol



Quorum Sensing (QS)
A density-dependent control

* Mwkpn Baxrnptaxr'] TTUKVOTNTA

O Ta fakTnpla Tapayouv dLagopoug TUTTOVG CTHATODOTIKWY
Lopiwy oto eEwKuTTAPLO TTEPIPAAAOY

Avtosmtaywyeig (autoinducers, Al )

* MeydAn Baktnplakn mukvotnTa:
O Ol AUTOETTAYWYEIS
ELOEPYOVTOL OTO ECWTEPLKO TOU KLUTTAPOU
AvTISPOUY UE EIOIKEG PUOULOTIKEG TTPWTEIVEC
OPALATLKI] EVEPYOTIOINGN EKQPPACNG GUYKEKPLUEVWY
yovidlwv



Quorum Sensing

XapunAn Baktnplaknp mMukvoetnta YPnAf} Baktnplaki
NMUKvVOTntTa
Mikpl €vepyomnoinon

QS-controlled genes Evepyonoinon yovidoiwv

(>600 otnv P.
aeuroginesg)+

NG fot
< -
‘ ‘ N
+++++
~- "~ -




Avtoxn Baktnpiwv

Npo kat pEta-a%ijBIOthﬁ enoxn

Mpo- avtifilotikn €mnoxn , penicilium
e NolpwEelc anmd kKAaooilkda maboyova .’.{

S.pneumoniae, V.cholerae, Y.pestis

W l:~
Bacteria inhibited

Antibiotic golden age

Meta-avtiBloTikg €mMOoxXA
e Epdavion katl €EAmAwon avOeEKT1KWV Baktnpiwv
e Epddavion xpoviwv AolpwEewv mou OUOKOAd

Oepanevovtal
2uvnOwc AolpwEelc amd sukailploka maboyoéva
Baktnpla




Avtoxn Baktnpiwv

O

A1yOTEPA OVT1PBLOTIKA-TIEPTLOOOTEPA AVOEKTLKA BakTnpla

ANTIBIOTIC RESISTANCE
1. Antibiotics kill 2. Development of resistant
bacteria strains of bacteria

1983-1987

1988-1992

1993-1997

shutterstock.com - 326680520

MDRO

1998-2002

ANTIBIOTIC
2003-2007 DEVELOPMENT MultiDrug-Resistant
IS DWINDLING ST

2008-2012

Source: The Epidemic of Antibiotic-Resistant Infections, CID 2008:46 (15 January)
Clin Infect Dis. (201 1) May 52 (suppl 5): $397-5428. doi: 10.1093/cid/cir153 Abbreviations.com




Avtoxn N.gonorrhoeae

O

1990 Azithromycin
1989 13 | Cefixime
1985 Ciprofloxacin

=

2 1981

S

S 1965 Spectinomycin

c

S 1949 3% | Tetracyclines (plasmid mediated)

©

(] >

> 1943 32 | Penicillins (plasmid mediated)
1943 14 | Penicillins (chromosomally mediated)

1935 Sulphonamides
N— |

| | I I | |
1940 1950 1960 1970 1980 1990 2000 2010

Year resistance reported

Nature Reviews | Microbiology




EVOOVOOOKOUETLAKEC AOLUWEETLC -
Hospital acquired infections
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Healthcare Associated Infections: The Unknown Killer

Healthcare Associated Infections (HAIs) affect millions of people and add billions of dollars to healthcare costs
in the U.S. annually. HAls are an unintended consequence of care delivered by healthcare organizations.
Scientific evidence suggests that most HAls are preventable.
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XopaKTNPLOTLKA AO1UWOOUC VOOHUATOC

* JUUTTTWUATO — OVTIKELUEVIKEG EVOELEELG TNG VOOOU TIC OTTO(EG
aloBdavetal o aoOeviig

* TnUEi0l — AVTIKELUEVIKEG EVOEIEELG TNG VOOOU TLG OTTOLEC
ONUELWVEL O TTOPATNPNTNAG

* YUVOpOUO — OUAdA CUUTTTWUATWY N onuelwY TTOU
ouUVOJEVOLY UL EOIKY VOGO
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Common Signs and Sympton{s of Infectious Diseases

Signs Symptoms

Fever Chills

Septicemia Pain, ache, soreness, irritation
Microbes in tissue fluids Nausea

Chest sounds Malaise, fatigue

Skin eruptions Chest tightness
Leukocytosis [tching

Leukopenia Headache

Swollen lymph nodes Nausea

Abscesses Abdominal cramps
Tachycardia (increased heart rate) Anorexia (lack of appetite)
Antibodies in serum Sore throat




Opiopoi

NoooC¢ Kal AOlpwOEC voonua

e« NOOOC

Ormo1adnNmotTe amokA1on and tThnv uyela

e NO1LpWONG VvOOO0(

NOoooc T1ou opselAETAL OTNV Mopoucia n OToV
MTOAAOQMTAQO1OOPUO EVOC ULKPOOPYOV1OUOU



Opiouoi

e OEsi1a Ao1uwEn vs. Xpovia Aoi1uwén

o 0feia AoipwEn

Nolpwén mou xapaktnpiletal amd anmdToun
gvapén, taxeia €E€EA1LEN ka1 ocuxva coPapa
CUUTITTWHOTA

O Xpovia Aoi1uwén

No1lpwén mou xapaktnpildetal amo apyn €vapén
Kalt €&EALEN



Opiouoi
e Mpwtonmabng Aolpwén vs. Agutepomabouc Ao1pwEnc

O Mpwtonad®nc Aoi1uwén

Mia AolpwéEn mou epdavideTal OE €Va UYLEC
ATouOo

O AsutepomaOnc Ao1UWEN

Mia Aolpwén mou eppavidetal 0 €va  ATOUO TO
ormol1o €xel no6n HoAuvBel pe aAAo
U1KPOOPYAV1OUO



Opiaouol

e EVTOMlopEVN VS. ZUOTNMATIKAC Ao1pwéENncg

O Evrtomiouévn Aoi1uwén

Mia AolHWEN n omoila E€XE1 TMEPLOPLOUEVN
EVTOTM10N OE OUYKEKPLUEVN TEPLOXN TOU OCWMATOC

O ZUOTNUAT1KA AO1UWEN

Mia Aolpwén n omoila €&amMAWVETAl O TOAAEC
MEPLOXEC TOU OWHOATOC



Oplotﬁi

o KA1vik Ao1pwén vs. YMOKA1vViKA Ao1pwén

e KA1viKl Aoi1uwén

* M1a Aolpwén pE €pdavry CUPMTWHOTA

e YMOKA1V1KA AO1UWEN

* M1a Aolpwén pe Ailya n KkaBoAovu cupmtTwpaTa




Opiopoi

O

e Metadot1kd voonRuata

O Noonupata Tou petadidovtal amo ATOUO OE ATOMO

e Mn petadoT1KA voonuata

O Noonupata Tou petadidovrtal amo ATOUO OE ATOMO




Opiopoi

O

O NOGOG TTOV (PUGLOAOYLKA UTTAPXEL OE EVOL GUYKEKPLULEVO
0600 TO VOGS TANBLG OV

e EvOnukn vococ

e EmOnukn

0 N6cog n omola epavifetal o€ LEYAAVTEPO TTOGOOGTO EVOG
TtAnBuaouov

e Mavdnuikn

O Mua eTtidnuio TOv APOPA EKTETATEVN YEWYPOAWLKN TTEPLOXN,
ouvNOw¢ TaykOouLa KA{LaKa




