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Management of Antibiotics-Associated Diarrhea
Hye Sun Park, M.D. and Dong Soo Han, M.D., AGAF

Department of Internal Medicine, Hanyang University College of Medicine, Seoul, Korea

Antibiotics-associated diarrthea (AAD) is defined as unexplained diarrhea that occurs with the administration of
antibiotics. Approximately 20% AAD cases are due to Clostridium difficile. Over the last decade, the incidence of
Clostridium difficile-associated disease (CDAD) has progressively increased, and now a significant clinical
problem. Recent change in the epidemiology of CDAD and the emergence of an epidemic hypervilruent strain
suggest the need for greater attention for infection control, early diagnosis, and more effective treatment modality.
However, since most cases of CDAD are both iatrogenic and nosocomial, careful selection of antibiotics, com-
bined with proper hand hygiene and precaution by medical staffs are required. (Korean J Gastroenterol
2009;54:5-12)

Key Words: Antibiotics-associated diarrthea (AAD); C. difficile; Clostridium difficile-associated disease (CDAD)
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A7) wiiel £F B4 5O PulEE AU 23y
A A% A AES S Fol WAHA ekl

Bztel A e 2 et ) el S
A gpom

(Table 1).*

2) A A9 x|=

FAA| X Bl Bl 29 AEE AA 7oz A
wslA =] B3] 2y, subAske] e A9, =2 g
x|, A Sol FENE A AgEe] Zobkd A
2871 Fasieh A7 7hodollA WX ge] H el thalA
oFFAA EAE F=sANt g 7 vancomycin¥l &

metronidazoles 7 Folahe Aupy], FA4 AAAo R
AT Foi7t B7est 79 A metronidazole (500 mg 3}
Z 43))9} 7HssbhH vancomycin (500 mg S 43])S
A Fodslok kP C difficile Sl 2l wiAEE
Aol ug H45 FIsAY F49k Adste] T4
A = Qloks de® W FZ821(200-500 mg/kg)=
AL & YA R QAT iR A3 ATt
Zesiel w3k Ay, Huked, 79 ol e SA4
52 35-80% 2
oAlF& wi-$- =ik

Table 1. Clinical Manifestation and Treatment

3) BigE= Ao X7
C d']j‘icil 7l A F 15-30%71 A AsA =
gl g2 X8 T 3 24F ool s PRl =

2 717ko] At Akshs 9% ek 28 £ A 3
dgo] 9 Aedoll4] & eI o}&71A] vancomycindl]
WAle] QJE C difficiles R3% vz} $3 metronidazoledl]
it AR wig- =57 wiifell A2 i AlzEedell
sty YR = As| AARA b FFol| 7|elsic) g
AA WA Hebs S217F X8 o] Foll A7 wias] = 24}
SIAE A AR A2 A A ) 547 ol
toxin assay)& Ale¥slo] 7] & A A =

Lzl 9,]. 0:11::]73 zl-oa = oAk=4to] [ARRE Aty ZHdR

s FT, 43
= = <]
H O WO oo “ gad

e allof gk 3k Sibo] fiAY ARk fhAtell A wv
SAAANA eFgoletar siA SA] A X EE A=
= ARE AL kA e @ A B 5 FEAEAE
e A AREA %

A s A5 718l Hhgol FXY FBAE 2

IR
= WA AR ol Aes 2
=T

s 5 glek

ofg] Wl AR A-¢- 6577 %7 vancomycin B2 WS

Severity Clinical setting

Treatment

Asymptomatic

Observation

Mild to moderate Mild diarrhea

Severe
Pseudomembranous  colitis
Severe abdominal pain
Tleus

Fever

Old age

In intensive care unit
Leukocytosis
Hypoalbuminemia

Renal failure

Toxic megacolon
Hypoalbuminemia

Renal failure

Respiratory distress
Hemodynamic instability

Fulminant

(Bloody) diarthea >12 stools/d

Stop predisposing antibiotics

Hydration

Isolation

Consider probiotics

Oral or intravenous metronidazole

Oral vancomycin if intolerable to metronidazole
As above plus:

Oral vancomycin daily

Addition of intravenous metronidazole daily

As above plus:

Surgical consultation

Oral vancomycin daily and intravenous
metronidazole daily

Consider immunoglobulin

Modified from Leffler DA.*
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(1) &MEl RZ: Sl Ade Fdoll AolA metro-
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2 gAAIE A8 4= Qlrt Rifaximin A7) RNA $HA
= A= vlF AT ARA ANE FE A oot 53
717 A X 827t et 735 vl PAshAl AHg-
f“— g)‘t;}w 74—24 o] /\)\14_ EE_L]_ /\].E¥.4 ];H/(]-__i "‘]— OC} Ak
ToNAE C. difficile 7+ X ol oA X7 9 =t
el farl JEEAT WA ERe wHew %
3 gL ARPH otk Nitazoxanide:s HA&2)E A}
23S vlellsl= ¢4 37| A E metronidazole ¥ vanco-
mycin¥} H]atsle] Figoll Xpol7} gl Aog HaEgleh*
o]2]el] bacitracin, ramoplanin, teicoplanin, ~Z2]3 RifampicinS
o]-&3F A7t ek

(2) Toxin binding agent: Cholestyramine®} 72 toxin
binding agent:= C. difficile 549} ZAdtsto] A2 wi3A]
7IHA AN B AldEe ETEL 3 EATIA A
A2 WhAslA] Qb=th 227] cholestyramines ©]-8-3F
oflA= X & REg-Eo] Yol A X goll Bzl gt

< slgl o) FH AMukE v)EE Sol F3HA|0] tolevamer

X o
mE r_8. m?h
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Table 2. Treatment of Recurrent C. difficile Infection

Park HS, et al. Management of Antibiotics-Associated Diarthea 9

= C difficile & WiRt =& AgsHol 9
metronidazole B vancomycind} B]33te] 553 X 5 &7}
7} Jde Aew gHA kT

(3) Probiotics: Probioticse o} A A4 AldFE
= 3 EA7 "Agukg& F7HITIH WA AT
45 AAZ) 2 Z HEldTollA] probiotics W Fol &
CDAD HIEE Z&A|ZIcka B asiicl F=gh B4 (Co-
chrane Review)ol|] ®} 2 probiotics= 1 fﬂ o] wjl-g- o}
FA AR wlwsl= Aol Fel7t YA Saccharomyces
boulardiis A3A9} e FoI& 739 JAAAE gt AA
5 Fola A WA=l Lt 9o F o FF
A 750l Y8 AAkska ek Al TAFA T
of A= YA QA AAe] %51} oflwol] probiotics®] -8
A& ik gkl 9l Zlo] ARl zhedo] A4 Al
Fate] FolA TIQIge e A, 71E <Al & "S-
A e e A5 A AT Ee et 47
oAl A7tE B3 v A 52 vFo] F Y vkt A
7} 2 g3l

(4) I='._1‘l1..<5'.".=1(Immunotherapy)1 4
ZFE2 82 AAo] A
AEEo] ZolA|H, EE’“ oA Hdg2891E Y
w] 4 BIE SAHEI C difficile®] AN e Aol
gk olg| et A4S niRko g Al A4 oy A
ZedolA o2 X8 el WhgskAl obv A9 WS
EZE7 X 87F AR . GRol|A] £ Hk-5 Holx
YA UTFE Ak A7} Bzt Feo|rh?

(5) Fecal bacteriotherapy: Z4ele] A%

(1) n}L o

rﬁ’i
o
B
o

Initial recurrence
14-day course of oral metronidazole or vancomycin
Consider probiotics
Second recurrence
Tapered pulse dose oral vancomycin
125 mg 4 times daily for 1 week
125 mg twice for 1 week
125 mg daily for 1 week
125 mg every other day for 1 week
125 mg every third day for 2 weeks

Consider 1-month course of probiotics starting in the final 2 weeks of antibiotics therapy

Third or subsequent recurrence
Tapered pulse dose oral vancomycin followed by

14-day course of rifaximin, nitazoxanide, or toxin binding agents
Consider 1-month course of probiotics starting in the final 2 weeks of antibiotic therapy

Consider intravenous immunoglobulin or fecal bacteriotherapy

Consider chronic low-dose suppressive therapy with oral vancomycin for eldery patients and those with multiple comorbidities

Data are from Leffler DA
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