1) 750 genera +loos &F

species +sub-

2) ubiquitous (soil,waler, vegetable

+intestinal flora of humans +animal)

3) non-gspore forming

W gram -ve rod

s)focullative anaerobes

6) moderate <ized

F)opecien +Sub: ghare common AG
enterobacterial comnton AG

8)itcanbe 3

1)endolorin—slipid A of LPS ; released ak

cell lysis

2) capsule—hydrophili AG—vepel phobic phagocyhiccells
but Ankicapswar Ankbiohts diminish the cagsule rule

3) Antigenic phase variakion Calkernalely erpressed of no)s

u) Type 3 oecretion oystem
5)coufiiecact ifon sequestralion by produciag fheir own
Siderophares ot {fon Chelaking compound

or (rom Tron re\ensed fom lysed cells
6)resistance bo Serum Killings Ankimicrobial recichance

1) resist Ankbiokic esp B-lactam lype

2) increasingly dominaked by the mobilizalion
of continuously evpresced single genes Wik
encode efficient drug molifyng enzymes
3) there's shifl of e natwrak resichance

to modern paradigm of

hat lranemit resistance between bactena
U) corbapenem resistent enterobaderiae ((RE)S

depend on §
1) biochemical properhies
2) AG shructure
) molecular analysis of genome
u) protein composikion by mass

opeckromehy

Cmoderale —Sevece)

5) CRE can KW V2 of patient who get blosdstream

6) main fisk factor fo CRE agquisilion in VSA incinding



1Imost extensively studied lype 1) Commensal simins innocuously

2) Mmosk common + imp- member colonize ke colon of healthy Wost:
of e genus estherichia
3) can be bolh$ )one of mesF common cause 1) Heak sfable$
with peneivaling abdominak krauma. of baclerial diatrheal disease
2)207- of hrawelers diarrhea
2) Diarthoeagenic sivins —sdiarrhoea 3) acquired Hvough fecnlly 2) Heak labile3
Syndrome syndrome thak 1A Cliniesd confaminated water or food
presenlakion+ pabhogenesis ¥) person o person—s X
5) 1-2 days (ncubolion period
3)extvainteskinal palhogenic E. coli CExPEC) + persiehs for 3-6 days Nole?
offen ianocuously colonize fee human quk- 6) symploms 3 it can be fakal in undernourished
bub they have aunigue abilily bo enter + padienk

survive withih Normolly dierile €.fatesinal

body sile —»cause disease Fhere . Cless common)



1) mos}h infechon — comeumplion of undercooked meak

producks+waker +unpaskeurized milk or Fuil juices

+unceoked vegetoble + Gruils

2) ingeshion of <<loo bacleria —» d'sease

3) person Jo person —» 0CCUY'S

W) 3-Y days of incubakion wikkn 2 days ob onsel-

U) diveasein 20-657. of polieal progresses mho
wik bloody diarrhes wilk Severe abdominak pain

S)complete vesolation of Symploms Fypiaally occurs
ofter Y-lo daye Mok unlvenbed pobient

AYMild uncomplicated diarrhen o hemorrhagie colikis with
severe abdominod pain+ bloody diarrhea

B) cevere —» associated wilh STEC

c)Hus—acube venal failure , Ihrombocylopenia +

Microangiopakhic hemolyHc anemia sie
in S7. bo loJ- of infeched Children younger Yuan loy
1 R OUDLY SERVIR

NUT LS mosk —ve vod Thak produce UTT orrginake in the colon
yoonkaminate the urelhea ; ascend o (ke bladder + may migrate
lo the kidney or proslate

2) women mareaflchel UTT (€. 0oli 2807 of aes)

2)rven are afffeckel by cysh s , lese (repuently

u) 3 E- Coli + aroup & Slveplococc( cause
the majorily of CNS infeckions i mfank << ane monik
5) 8 bypically cauced by gram -ve rods (6-Goli)

Mosk commenly orfgiake Grom wfecion in brinary + GT



1) colonize vithuolly ald animols Nakock o the mucosa of the Asymptomodic. colonizakion )

esp poudlry srall inkestine +invade inte %3\/ U sketchymic

2) sevohypes M cells locoked in T
peyer pakches + ialo eplerocyle :

3) source of infecon: 2 backeria rematn faendocylic 2) sokmonella byphi infeckions % S Typhi — Pebrile iliness called hyphoid Fever
vacuoles —sreplicate hhere mild form — pacakyphoid fever by & paratyphi
3) badleria ranspocked across ¥ enkeric fever 8
cyloplasm —vblood of lymphakic Back. — pase Vhrough the celis+ enguifed by Macvophage

U)large inoculum C1é1cM) is winflam. response confines Me 3) Gastroenleritis +replicoke before feaching liver, spleen +bone marrow

required Cor symplomalic infection o the GT hack, mediakes 10-WD afler ingeshon —»* Pever, malaise, myalgios

release of PG-—>TcAMP + ackive spontaneous +anorexia + nonspecific complainks of headache
Pluid secrekun Wsephcemia s-hreated with flucroquinolones
5) depend on polhogenic fslond on infeckon with TypWi+ poralyphi —>mace Corvnon :

the baclerial Chramosome -



Dayesteriae , Plexneri, baydir; corner (Sh.)
after ONA analysis —» U species are aclually
blogroup wikhin Spedes ob E.coli-

2) cause diseose by invading + replicaling in
cells linfng colon-

3)alruckural gene protein medioke Fhe adherence
of Phe orgonisms bo e cells + el ¢ ivvosion
inbraceliwlar veplicakion + cell fo cell spread

1) Humans are Hhe only reservoit

1shiga boxin —» dysenteriae

3) Asib of shiga —sCleaves
—yprevent binding of amincacyl-+ENA +distruphing

prokein oynthesis

3) primary manifesiabion of totia ackvily~s damage bo
Hhe intesinal epithelium.
of palients —»damaage to e qomerular endoheliol cells

—> cenal Failure CHUS)

i Smoll sub sek

ehigellosist

Shigella passes the epithelial cell (EC) barrier

by transcytosis through M cells and encounters
resident macrophages. The bacteria evade
degradation in macrophages by inducing an
apoptosis-like cell death, which is accompanied
by proinflammatory signaling. Free

bacteria invade the EC from the basolateral
side, move into the cytoplasm by actin
polymerization, and spread to adjacent

cells. Proinflammatory signaling by
macrophages and EC further activates the
innate immune response and attracts PMN. The
influx of PMN disintegrates the EC lining, which
initially exacerbates the infection and tissue
destruction by facilitating the invasion of more
bacteria. Ultimately, PMN phagocytose and

kill Shigella, thus contributing to the resolution
of the infection.
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