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RESUMEN

H Qostridiunmdifficille, unbaci | oanaer dbi co, descritoconesecalificativo“dficil” en1935,
por ser suai slamentoy cul ti voconpl i cadohat onado unagrani nportanci aenl os Ul ti nos
afios, por ser un cont am nant e nosocomal comin enpaci entes oenguarderias. Seleha
i dentificadoconohabitantedel afl orabact eri ananornal en1%del apobl aci 6nsal udabl e
y en 20%de | as per sonas que vi ven en guar der i as o casas de r eposo.

Su pat ogeni ci dad est ar el aci onada a ci ert os f act or es en el huésped.

Laentidadcl asicapor laqueel C difficilehasidongjoridentificadoeslacolitis
seudonenbr anosa; un procesoi nfl anat ori o del col on enel quedi arreaconnoco e
i ncl usi ve sangr e apar ece en paci ent es que han est ado consuni endo ant i bi 6ti cos de
anpl i o espectro.

La pat ogeni ci daddel C difficil eestarel aci onado al a producci 6nde 2t 6xi nas que
destruyenel citoesquel etodel osenterocitosy bal onanestas cél ul as. Latoxi naA una
enterotoxina, ylatoxina B, unacitotoxinal, 000veces nas potentequel atéxi naA
encul tivos cel ul ares, peroquenoes enterot 6xi ca.

El tratanientode paci entes conantibi 6ticos de anplioespectroesel factor
desencadenant e de est ai nf ecci 6n; si nenbargo, ni el ninerode anti bi 6ti cos
utilizados, ni | aduraci éndel aterapi a, fuerondetermnantesparael desarrollodel a
i nfecci 6n. Se cree que conponentes del afloranornal, conoel Lactobacilli ylos
Bact er oi des, suprinenel crecinientoocol onizaci 6ndel C difficile; aspectoque
suprimdopor el usodel osantibi6ticos, predi sponeel desarrol | odel cuadroclinico.
Las seudonenbr anas son pr act i canent e di agnost i cas de | a enf er nedad, perosol o
sevenenel 50%del os casos. B col oni zqui erdo es el nas af ect ado, peronohay que
ol vi dar que el rect osi gnoi des puede est ar r espet ado.

Lasi nt onat ol ogi aes nuy vari abl e, desde nol esti as | eves hast ai nf ecci ones sever as
condi arreas acuosas pr of usas y sangui nol ent as, retortijones, fiebre, deshi drat aci 6n,
| eucoci t osi s e hi poal bum nen a.

B exanenquesi guesi endoel “estandar deoro’, enel di agnésticodelacolitispor C difficile
es | adet erninaci éndeci t ot 6xi naenheces; conunasensi bi | i dad de 94% yuna especi fi c¢i dad
de99% H cul tivodeC difficil eennedi oconcicl oserina, cefoxitinayfructosaessensihbl e,
per o poco especi fi co, desde que hay cepasdeC difficil enotoxi géni cas.

Lat erapi ade hi drat aci 6ny suspender | os anti bi 6t i cos, nej oraa30%de | os paci ent es.
En| os mas t 6xi cos o nor espondedor es el tratam ent o con net roni dazol ovancom ci ha
sol uci onar a el probl ema en 95%de | os paci ent es, | uego de 10 di as de trat am ent o.
Enel casodel aapari ci 6nde negacol ont 0xi co cono conpl i caci 6ndel C difficile, la
col ectom atotal puedeser sal vadora.

Lanortalidadactual por C difficileal canzael 3-4%del os casos.
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SUMMARY

Qostridiumdifficile, agrampositiveanaerobicbacillusdubbedasthedifficult
clostridi umbecauseit resistedearlyattenptsof isolationandcul tura. After sone
decades i nt he dakness, it becanef anmous, whenin1978, acytotoxinof theC difficile
was f oundt he r esponsabl e of t he pseudonenbr anous col i tis. Vérevi ewi nthi s paper
aspect s of the epi dem ol ogy of theC difficileinhealthanddi sease. Alsothe
i nportance of C difficileasacauseof nosocom al infections. revi ewt he
caracheri stics of thetoxi ns Aand B produced by t he pat hogeni cs strai ns of C
difficile. Fnally, clinical aspectsof infectionwithC difficileinspecial inthe
pseudonenbr anosacol i ti s. The di agnosi s, medi cal t herapy, conpl i cati ons and
surgical indicationsarebrieflydescri bed.

KEY WIRDS: d ostridiumdifficille, Pseudonenbranosacolitis

| NTRODUCTI ON

tridiundifficile(C difficile)infectionhas

beeni denti fi ed as a conmon pat hogen and

has becone anosocom al threat i nrecent

years?. Thi s gram positive anaerobi c

beci | | usvas duboed«¢t hed ffi cu t o ostri d um

in1935, becauseit resi stedear| yattenpts

at isolationandgrewsl owyinculture?. Thebacteriavere

initiallyconsi deredaharnhess commensal , si ncei nf ect ed

i nfantsshowednosi gnsof il lness. C difficil esubsequently

passedi ntoobscurity. 1n1978, C difficil ereappearedasthe

sour ceof thecytotoxi ninthestool sof patientsw th

pseudonentr anous col i tis¥. C difficilefornssporesthat

persi st i ntheenvi ronnent for nont hs or years. |ngested

oral |y, thesespores survivetheaci denvi ronnent of the

stonachandconvert toveget ati veform nthecol on. Patients

wthnl ddi arrheanayrequi reonl yd sconti nuati onof anti biotic

therapy®. Thi sstudywasrevi enedt oaccesst hei nci denceand
inplicaionof Cdfficilecditis.

EPI DEM OL OGY

Cdfficilecditishesincreasedexporenti d | yduri ngt hepest
10years9. Thecarriagerateof C difficil ewasashi ghas50%
70%nsevera | ongi tud nal stud esdf hedl thyi nfant sl esst hanone
year of age®. Newbornsacqui reC difficilefronthehospital
envi roment. MinyinfantscarryingC difficil ehavehi ghtiters
of toxi ninthestool sbhut areconpl etel yasynptonatic. This
suggest sthat host fact orsrequ redf or pat hogenesi sarel acki ngin
thefirst year of life StesspecifictoC dffidletox nsareasent
i nthenewbornrabbit i ntesti neandareonl y expressedafter
veani ng . Thus one possi bl eexpl anati oni sthat thei nf ant
i ntesti nel acksspeci fi crecept orsfor t heset oxi ns, whi chdevel op
laterinlife. Becauseserumantibodiesarefoundi n60%of
childrer®, itisa sobdievedthet i nfantsarepratectedfronthe
toxi nshynat ernal anti bodi es.

C dfficileisananeerod checi | | usthet hasbeencu t uredas
aconponent of thenornal i ntestinal florai n2%3%of heal t hy
adul t subj ects?. Thepreval encedf asynpt onati ccarri agevari es
w del y dependi ngonsetting; rat esof 1% nheal t hy subj ectsto
over 20% nal ong-t er ncar ef aci | i t y have been docunent ed .

Treat nent of asynptonaticcarrierswthantibioticsisnot
reconmended, si nceit does not per nanent| yreducet herat e of

carriage?.

BACTERI OL OGY

Pat hogeni cstrai nsof C difficil eproducetwotoxins:
t oxi nAwhi chi s a308kDaenterotoxi n, andtoxi n B, whi ch
i sa250-270kDacyt ot oxi n2. Toxi nAcauses fl ui dsecretion,
nucosal danmage, andi ntestinal i nfl ammati onwheni nj ect ed
intotherodent i ntestine'. Toxi nBi sapproxi nat el y 1000
ti nes norepot ent thant oxi nAasacyt ot oxi ni nti ssuecul ture,
but i snot enterotoxi ci nani na s; Bothtoxins(1) arel ethal
wheni nj ectedparentera | yi naninal s; (2) stinul at erel easeof
cyt oki nessuchasinterl eukin(1L) 1, I L-6andt unor necrosi s
factor *9; (3) act onnast cel | storel easehi st ani ne and nay
af fect | eucocyteendot hel i al cel | sandpl at el et i nteracti ons
t hroughupregul ati onof adhesi onnol ecul es'®; and(4) act as
enzynestogl ucosyl at eat hreoni neresi due on GIP- bi ndi ng
rho protei ns®,

Toxi nAi sachenvattractant for neutrophils®. A
speci fi cgl ycoprot el nreceptor for t oxi nAhavebeeni denti fi ed
onent er ocyt e nenor anes, andthi stoxi nAreceptor islinked
toaguani nenucl ecti deregul atoryprotei ni nrabbits'®, Ater
bi ndi ngtoitsreceptor, toxi nAi nducest hed saggregati onof
actinfilanents, cd | apsedf t hecyt oskel eton, andcel | roundi ng
19, Toxi nBcausesani denti cal roundi ngof cul turedcelIs. C
d fficilestra nshavebeencl assi fi edbythei r becterid prote ns,
but thesedl assi fi cati onshavel ittledincd uilityexcept totrack
hospi tal out breaks®.

PATHOGENESI S

Ther apy wi t h br oad- spect rumant i bi oti csi st hekey
precipitatingfactor forinfection. C dfficilecditishasbeen
showntodevel opinpatientstaki ngantibi otics; hownever,
nei t her t he nunfber of anti bi oti csnor thedurationof therapy
vasaf act or i npredi sposi ngpati entstoi nfecti on®. Infection
occursvi athefecal -oral route. Thesporesresi st stonachaci d
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anddevel opi ntoavegetati veformnthecolon. C difficile
toxi nshi ndt ospeci fi creceptorstosti nol at ef| ui dsecreti onand
necrosi s of t he nucosa associ atedw thani nfl ammat ory
irfiltrae

C dfficilefornshest-resi stant sporesthat naypersistin
theenvi ronnment f or nont hs or evenyear s, and spores of t he
organi smareresi stant toal | hospital disinfectantsexcept
al kal i negl ut aral dehyde. Spor es have beeni sol at edfrom
furniture, sinks, toilets, floors, beddi ng, nops, bedpans and
ot her surfaces, particu arly, i nhospi tal sandl ong-terncare
fadlities?3.

C difficilecancol oni zethebovel after adi st urbance of
theecd ogy of theintestinal flora®. Theoral i nocul ati onof
hanst erswthsnal | dosesof C difficil eissufficient tocause
colitisaftertreatnent wthantibioti cs?®. Thi sfact suggests
that certai norgani snsinthenornal fl oraprevent col oni zation
by C difficile. Presunably, soneconponents of thenornal
intestinal flora, suchasl actobacilli andbact eroi des, suppress
thegrow hor prevent thecol oni zati onof C difficile, and
anti bi oticsconfer apredi spositiontodi seasebyi nhi biting
t hese conpet i ng or gani sns.

Pseudonenbr anous colitis

Pseudonentor anous col i ti s (PMD wasfirst recogni zedas
aclinical entityinthel950s. Theadvent of br oad- spect rum
antibioticsinthel1960s| edtoanarkedrisei nt henuner s of
P\Cpatients. It soonbecanecl ear that C difficil ecoul dbe
i sol at edfromt hest ool sof PMCpati ents. PMCi st hecl assi cal
anddranati cnani festationof C difficileinfection Itisnow
acogptedthat Cdfficileisresposidefarvirtuddlyd | atibiaic
associ atedaditis.

Thehi stol ogi cf eat ures of pseudonenioranouscolitisare
dividedintothreetypes®. Typel, theearliest lesion, is
characteri zedby pat chy epi thel i al necrosi s acconpani edby an
exudat i onof fibrinandneutrophilsintothecol oni clunen.
The type |l | esi on has anore prom nent exudat et hat
erupt s as a «vol cano» or «summi t » | esi onfromaf ocus of
epithelial ul ceration; thesurroundi ng nucosarenai ns
intact. Thetypelll lesionischaracterizedbya
pseudonentor ane consi sti ng of nuci n, fibrin, | eukocyt es,
andcel | Ul ar debris.

The pr esence of pseudorenbr anes at endoscopy i s
di agnosti ¢, but such presence canonl y be det ect edi nabout
50%0of cases?. Thel eft col oni snost conmonl y af f ect ed, but
therect osi gnoi di s sparedi n60%of cases andi n 10% he
di seasei sconfinedtotheright col on. Qhsi gnoi doscopi ¢
i nspect i on, pseudonentr anes appear asyel | owor of f-whi te
rai sed pl aques of 2-20 nmi ndi anet er scatteredover a
hyper enic i nt er veni ng nucosa. Exposur e of t he hunan col on
toC difficiletoxinsisfa | onedbysheddi ngof cel | sfronthe
basenent nenbraneintothel unenl eavi ngashal | owul cer.
The serunprot ei n, nucus andi nf | anmat ory cel | sf| owout vard
frontheul cer, creati ngthetypi cal col oni c pseudonentor ane.
The spew ngforthof theinfl ammat ory exudat e fromt he
nuicosal ul cerati ons producest het ypi cal «vol cano»or «sunmit »
lesiosd Cdfficlecditis.

CLI NI CAL PRESENTATI ON

Mini festationsof C difficilecaolitiscanvaryfrom
asynpt onat i c col oni zati ontoal i fe-threat eni ngi nfecti on®.
Prof usewat ery or bl oody di arrhea, cranpi ngabdoninal pai n,
fever, | eukocyt osi s, dehydrati on, and hypoal bunineniaare
theha Inarksof C dfficilecditis®. InmldfomC dfficile
pr oduces abdoni nal di sconfiort andpresentsjust ascolitis
wi t hout a pseudonenbr ane.

PatientswthC difficileoccasional | ypresent wthan
acut e abdonenand f ul ninant colitis. Gl oni c nuscul ar tone
nay bel ost, resul tingintoxicdilatati onor negacol on. The
devel opnent of aparal yticileusandcol onicdilatati oncan
resul t i naparadoxi cal decreaseind arrhea. Suchpatientsare
acutelyill, wthhypovol em c shock, t oxi c negacol on and
perforati onandt hecondi ti oncanbel et hal despiteaggressi ve
nedi cal or surgi cal treat nent 2%,

DI AGNOSI S

The gol d st andardfor t hel abor at ory di agnosi s of C
difficileinfectionisthestod-cytatoxi ntest. Thisisatissue
cul tureassay basedonthei nducti onof cel | roundi ngby C
difficiletoxinsinstool filtrate. Afewpicogransof toxi nBis
sufficient toi nducet heroundi ngof cul turedcel | s, andt he
speci ficitydf theassayi sestad i shedbytheadd ti onof speci fic
neutralizingantiserund. Thistest i shothextrenal ysensitive
(94% andspeci fi c(99% 2. Inaddition, enzynei nmunoassays
have recent | y beeni nt r oduced and det ect t oxi nw t h good
sensi tivity (85%95% andspeci ficity (99% 3. 9 ncethey
arequi cker andsi npl er t operform t heenzynei nmunoassays
areagoodal ternati vetothestod -cytotoxintest. C difficile
strai ns canbe cat egori zed as | ow, nedi umand hi ghtoxin
producers, but di seaseseveritydoesnot appear tocorrel ate
wththeconcentrationof toxi ninthestool s,

Cdifficileisreadilyculturedonagar nedi acontai ning
cycl osering, cefoxitin, andfructose®. Gl oniesof C difficile
exhi bit acharacteristicyell owgreenfl uorescence under
ultraviolet light. Qilturesarethenost sensitivenet hodof
detectingC difficile, whereascytotoxi nassayisthenost
specific®. Sod cutuefor Cdfficileisal essspeci fi cnet hod
for establ i shingad agnosi s, sincesonestrainsof C difficile
arenor-toxi geni c.

Therei softensubst anti al nucosal edenaof t hecol on,
vhi chnay | eavet hunibpri nt appear ance onabdom nal fi | N9,
Gonput ed t onogr aphy nay reveal «cl over | eaf » or «accor di on»
si gns, thel atter t hought t obe pat hognononi c of PMG i nl ess
t han20%of cases. Bowel wval | thi ckeni ng, peri col i cstreaki ng
andascitesarenotedinover hal f thepati ents*. These
appear ances cannat bedi sti ngui shedf r ot hoseof obstructi on
or i schema.

Thed fferentia di agnosi sshoul di ncl ude G ohn' sdi sease,
ul cerativecd itisandinfectionswthintestina pat hogenssuch
as A nonel | a, Shi gdl | a, Entanoebahi stad yti ca, Ganpyl obacter,
Yersi ni a, Srongyl o des, andS aphyl ococcus. Gyt onegal ovi rus
(AW) i nfecti oni sal soi ncl udedi nthedi fferential di agnosi sof
PMG especi al | yi ni nmunoconpr oni sed pat i ents. Beaugeri e
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reportedfi vecases of t oxi ¢ negacol oni npati ent sw t hhunan
i nmunodef i ci ency vi rusi nfecti on; twocaseswererel atedtoC
difficileinfectionandthreetoQW*. Thel atter were
nacr oscopi cal | yandhi st ogi cal | yi ndi sti ngui shabl efronthe
forner.

TREATMENT

Initial Managenent

Initial treatnent of C difficilecolitisincludes
di sconti nuati onof theanti bi otictherapyandt herepl acenent
of | ost fluid. About 30%0f pati entsinprovew thi naf ewdays
af ter theseneasures®®. Etericiso ati onprecauti onsshoul d
betaken. |f thepatientshavenot been, t heyshoul dbetreat ed
w thspecifi cantincrobi a therapy.

Athoughtherapywthantiperistal ticor antidiarrheal
agent s nay appear t oreduce di arrhea, such agents are
generd lycontrai ndicatedinC difficilecditis, becausethey
nay | eadtointestinal stasis, retentionof toxins, andt he
devel opnent of conpl i cations*.

Anti bi oti c Therapy

Cdfficilerareyinvadesthecd oni cnucosa, andt herapy
exertsitsheneficial effectsw thinthel unenof thecol onby
st oppi ng productionof thetoxins. Pronpt therapywth
net roni dazad eor vanconyci nnaycontrad thecditis. Smptonatic
i nprovenent can be expectedw thin3-4days, andcolitis
resol ves conpl et el yi nnoret han 95%of pati entsafter 10days
of treat nent. Thedi arrheaandfever, however, cant akenore
thananadd ti onal weektoresad ve, probabl ybecausei nfl anmat i on
nay per si st af t er t oxi nproduct i oni sst opped.

Mt roni dazol ei sl ess expensi vet hanvanconyci n, andi s
thedrugof first choi ce. Vanconyci nisreservedfor patients
w thseveredi seaseor for thosewhofail torespondto
net roni dazol e. Arandoni zed prospecti vetria conpari ngthe
twodrugs showedt hentobeequal | y ef fecti ve. Vanconycin
hadt hesaneef fi cacy whet her gi venat ahi ghor | owdose*.
@a vanconyci nisideal forthetreatnent of C difficilecditis,
si ncet hedrugi snot appr eci abl y absor bedor net abol | zed but
i s excret ed unchangedi nt he stool 4©. However, vanconyci n
nay accunul at ei nsi gni fi cant anountsinpatientswthrenal
i npai r nent 47.

Internsof i ntravenousadnini strati on, onl ynetroni dazol e
appearstobeeffective, sinceitisexcretedinthebileand
exudes f romt he col on*®. Pati ent swhocannot tol erateoral
nedi cation, suchasthosew thileus, canbetreatedwth
i nt ravenous net roni dazol e. Mkt roni dazol e songt i nes causes
nauseaandaneta | i ctaste, andi nconjuncti onwthal cohal it
cancauseadisul firamlikeeffect. Therehaveal sobeen
reportsof di arrheainduced by netroni dazole. Anditis
i nportant tonot et hat net roni dazol e-resi stant strainsof C
d fficil ehavebeeni sd at ed.

The absence of si gni fi cant i nprovenent aft er 48- 72
hour s of anti bi oti ct herapy nay i ndi cat e a nor e seri ous
infection Itisinportant torealizethat nedcal therapyisnot
alvayseffective, andsurg cal i nterventi oncanbel i fesavi ngin
advancedor refract ory cases®.

| mmunogl obul i n

Rapi d i npr overrent has been reportedfol | owi ng
i nmunogl obul i nadnini strati onfor patientswthC difficile
colitis®, Intravenousimunogl obul i ntreatnent for
unresponsi veC difficilecditisnaybejustifiedfor patients
w thcoexi sti ngnedi cal probl ens. A thoughsurgeryi slifesaving
i nsevereci rcunst ances, pat i ent swonder i ngsur gery shoul dbe
avarethat surgical treatnent still hasahighnortalityrate®,

Secondary | nfection

Asubstanti al proportion(10%20% of patient s have
arel apse of diarrheafromC difficile%. Therel apse
usual | y occursw thin1-3weeks af ter t het erninati onof
initia therapy®. Thedi agnosisof recurrent di arrhea
shoul d be confirmedby astool -toxinassay. It isnot
necessary, however, totest patientsroutinel yfor persistent
C difficileinfection, sincenany of thosewhocontinueto
have posi ti vetoxi ntest areasynptonati c. Synptonatic
rel apse shoul dbetreatedinthe saneway as pri mary
infection. Further antibiotictherapyisnot requiredto
precipitatearel apse, sincethesepatientsoftenresol ve
spont aneousl y. Thi s conservat i ve appr oach makes a
subsequent rel apsefar lesslikelyandthengjority of
patients nay be expectedtorespondtoarepeat cour se of
vanconyci n or net r oni dazol e.

I't has beenassunedt hat rel apsei sduetoreacti vati onof
sporesthat have persi stedinthecol on, as nany pati ents
cotinuetoexcreteC d fficilel ongaftertheclinicd illnesshes
passed. Recently, by DNAtypi ngof C difficilefronpatients
W t hrecurrence of synptons, WI cox confi rnedt hat 50%of
therecurrences of synpt onswereduetorei nfectionrat her
thanrel apse5. Asignificant proportionof rel apses nust be
duet onosoconnal i nfecti onw thasecondstrai nof C difficile,
whi chisafailureof infecti oncontrol, not of treat nent.

Qut break nmanagenent

Qosenonitoringof antibioticsisinportant sothat
patientsarenot needl essl y exposedtoal ong drugcour se.
Prophyl acti ctreat nent wthoral netroni dazol ehasnot reduced
thei nci dencedf C difficilecditisinpatientsundergoi ngbonel
preparati on®.

C difficileisassociatedwthsubstantia norbidityand
nortalityandthefinancia burdentohospital sislargeand
i ncreasi ng®. As nmany as 20%0of hospital patientsare
col oni zedby C difficileandupto30%of t hesedevel op
di arrhea®). C difficil esporesnay becone dor mant andact
asani nfectivesourcefor nonthsor yearstocong: thisisthe
nssi ngco-factor toprescri ptionof antibioticsthat al | ows
hospita out breaks®.

Treat nent shoul d be based on posi ti vet oxi nassays,
thoughpat i ent snay betreatedbl i nd yfor C difficileinfection
vhil etheresul tsof theassay areawai ted. However, the
consequences of such blindtreatnent nay have seri ous
consequences i nterns of norbidityduetodrugsi deeffects
andt hepossi bi | i tyof overl ooki ngot her causes of di arr hea.
Suichapolicycreateshospital disruption. Fnally, patients
w thdiarrheashoul dbeisol ateduntil fornedstool sare
obt ai ned, whet her or not theyarepositivefor C difficile
taxrs.
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SURGERY

Surgi cal Patients

Ther e has been a nar ked i ncrease i nt he nunber of
surgi cal patientsdevel opingC difficileinfection®®®, This
i s consi der ed duet o hei ght ened avar eness of t he condi ti on,
bet t er di agnosti c net hods, norew despr ead use of br oad-
spect runarnti bi oti cs, andt hei ncreasi ngproporti onof patients
who ar e el der | y and i nmunoconpr onm sed®% . Mst of C
difficilepatientsareover 65yearsi nage. Agei sani ndependent
riskfactor, not sinpl yarefl ecti onof i ncreasearti bi oti cusage,
as natural i mmunity appearstowane. Rubi nstudi ed710
patientsover a38-nont hperiod; factorsthat significantly
predi sposedt ot hedevel opnent of C difficilecditisincl uded
nal i gnancy, chroni cabstructi vel ungd sease, | axati ves, stera ds,
renal failureandadnini strationaf cli ndanyci n®.

Pat i ent s under goi ng preoper at i ve bownel preparati onare
a increasedriskof C difficilecditis, sincedterationsinthe
nornal i ntestinal floraal | owt heovergrow hof nosocomal
bacteria C difficilecditisisaninportant causedf norbidity
andasi gni fi cant contri but or t odeat hi npat i ent sunder goi ng
naj or surgery, a thoughC difficilenaybeatrivia andsel f-
l'imtingconditioninheal thypersons. | narecent seriesof
surgcd petientswthC dfficilecditis®, theolyfactor that
di scri ninat edt hosevhodi edvas | engt hof ti nef ronsynpt ons
totreat nent, 6daysfor survivorsversus nearly11daysfor
non-survivors. Thenortal ity ratewas 3% 4%of cases.
Pronpt di agnosi sandtreatnent arecrucial, i f norbidityand
nortalityratesaretobenini nized. Earlytreatnent of
di arrheai s reconmendedinsurgical patientswhileawaiting
theresul tsof thestool toxi nassay®. Prophyl actictreat nent
of surgi cal patientsundergoi ngbowel preparations shoul dbe
consi dered.

Surgical I ntervention

Thefirst presentati onof C difficileinfecti onnaybeas
asurgi cal energency associ at edw t ht oxi ¢ negacol onand
perforati on™. Patientssoneti nesrequi reextensi veca ectony,
i.e., atotal abdom nal col ectony, il eostony, and nucous
fistul a®%. Lipaett reported13adul t swhoundervent operation
forCdifficilecditis; thenortalityratevas38%. Al four
pati ent s undergoi ngl ef t henicol ect ony di ed, conparedw th
14%of t hose pat i ent s who underwent total col ectonyw th
i | eostony. The aut hor s enphasi zed t hat t he ext er nal
appear ance of t he col on nay be decept i vel y nornal , andthi s
shoul dnot t enpt t hesurgeontoperformalimtedresection
andpri nary anast onosi s, rat her thantotal col ect ony.

Onthe ot her hand, operativei nterventionnay be
i nappr opri at e, becauseof thehi ghnortal i tyrat eassoci at ed
wthsurgeryitsel f. I nsonepati ents, suchast hasew t hout free
perforation diffuseperitonitisortoxicdlaation, thereisno
alternativetol aparotony. Qncetheorgani sm seradi cat ed,
the nucosal surfacereturnstonornal eveninsevereC
dffidleditis
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