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Bl 534 A7 Wl 7Y ARE 51T 7-83]9] /A ARl BEo] A&Eo] SFARE WSt A= 449 A Y
A3 A& A (ulcerative colitis, UC) B280 & Retitekor 67§ AR infliximab 4] X=25 gkl AAct WY GA] 8¢ &
gk A2 5 A AT ol ot A AAA W8T 8,050/mm’, F|EZ2H] 10.2 g/dL, B4 244,000/mm’,
C-reactive protein (CRP) 3.81 mg/dLE HI€3} g3 A7o| 3= dct AL A A5t =223 AAHsigmoidoscopy)
A= HTH AEE2 99 Aot I, I3t A4, YA A JE Al g 85 9t Hebg, A" ol 244
Agol T =] AFA Hdde 555 ol st &0 sttt tid 22 AARA= cytomegalovirus A= Al
Ast= B YAl (inclusion body)tt HY 2 A 8}t AM oF g A2 IEER] ottt SAlol Al3¥gk o AL A Clostridi-
oides difficile (C. difficile) Z4 A/B AHF HAHenzyme immunoassay) ¥ glutamate dehydrogenase (GDH) & &
T FAoldrt olof AYAH A k58t Clostridioides difficile infection (CDI)O] BRIEIRS 7He A& 1=lsto] 3
=+ BtziutolAl(vancomycin) AFE WHCIAL A7 F} F HA E BF A2 WA 34T A8 5 X35 & &
A= W 2% ARE o1F 2-33]9] AApL ohA] EAgsto] o] tigt 2= 2jFo] Wdstlth BA] HAl A= A
oI S o U Alof| vIsh Fulstth. 4 N HAto|A WE-L §HZF=R], CRP= 25 A4 HAUT AAIH
2t ¥ Aol A= C. difficile 54 A/BE 730124 GDH ¢ /301 F4 §2Ao| et Sda A4S
(polymerase chain reaction, PCR) AAF @ vi%F AAHculture)ofl A= 25 A0 2 SQIFILE 1=yt AAF A3} &9l
fete] 29 & AUASHAZ FAlol= F7HR1 4t A& glo] iS4 BEE X gRto = AL S4o] 24E JHieEs
A #EZ 25k
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Figure 1. Proposed diagnostic algorithm for Clostridioides difficile infection (CDI). Adapted from Korean Association for the Study
of Intestinal Diseases [1] with permission. *Suspected CDI symptoms are defined as unexplained passage of unformed stools (di-
arrhea) occurring three or more times and persisting for more than 24 hours. Diarrhea is defined according to the World Health
Organization criteria as a Bristol stool scale score > 5, three or more bowel movements per day, or a frequency exceeding the
individual’s usual bowel habits. "Combined testing may be requested either sequentially or simultaneously depending on the
clinical context, such as the need for rapid results or cost considerations. ‘Although testing may be initiated with either GDH or
toxin assays alone, including GDH testing at the initial step is the most effective strategy to minimize the need for additional tests.
NAAT as an initial standalone test may be considered when there is strong clinical suspicion, or when early detection or rapid in-
tervention is required. ‘Because toxigenic culture is time-consuming, faster diagnostic methods should be used first when prompt
diagnosis is necessary. Toxigenic culture may be additionally performed for epidemiological investigations (e.g., antimicrobial
resistance or identification of epidemic strains) and for assessing the viability of toxigenic strains and diagnostic accuracy. GDH,
glutamate dehydrogenase; NAAT, nucleic acid amplification test.
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Table 1. Diagnostic accuracy measures of different testing methods [1]

Toxin EIA NAAT
Number of studies 31 41
Sensitivity 0.57(0.51-0.63) 0.94 (0.91-0.96)
Specificity 0.99(0.98-0.99) 0.98(0.97-0.99)
Positive predictive value 0.94 0.93
Negative predictive value 0.89 0.98

GDH/toxin or GDH

+ toxin® GDH/toxin + NAAT GDH + NAAT
12 10 6
0.70 (0.54-0.83) 0.90 (0.82-0.94) 0.85(0.75-0.92)
0.99 (0.96-1.00) 0.99 (0.97-1.00) 0.99 (0.99-1.00)
0.95 0.96 0.92
0.93 0.98 0.98

Values are presented as median (interquartile range).

EIA, enzyme immunoassay; NAAT, nucleic acid amplification test; GDH, glutamate dehydrogenase.
*GDH/toxin refers to simultaneous testing using a combined assay kit, whereas GDH plus toxin indicates a sequential testing approach.

Table 2. Turnaround time of each test [1]

O ———— Reimbursement in Minimum Time to clinical result
& Korea (KRW) turnaround time interpretation
GDH, toxin assay or simultaneous GDH and toxin testing 10,000-20,000 30 minutes- Minutes to hours
(GDH, toxin, or GDH + toxin) 4 hours
Clostridioides difficile culture (C. difficile culture) 40,000-50,000 24-48 hours Several days
Clostridioides difficile nucleic acid amplification test (PCR, NAAT) 50,000-60,000 1-4 hours Hours

KRW, Korean won; GDH, glutamate dehydrogenase; PCR, polymerase chain reaction; NAAT, nucleic acid amplification test.
*Toxigenic culture and the cytotoxicity cell neutralization assay (CCNA) are not routinely performed and are applied differently depending on institu-

tional circumstances; therefore, reimbursement costs cannot be specified.
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Clostridioides difficile infection (CDI) poses a diagnos-
tic challenge in patients with inflammatory bowel disease
(IBD), as symptoms and endoscopic findings frequently
overlap with those of disease flares, and asymptomatic
colonization is relatively common. Consequently, positive
microbiological test results do not always indicate active
infection. We report the case of a 53-year-old woman
with ulcerative colitis (UC) who presented with worsening
bloody diarrhea and abdominal pain during maintenance
therapy with infliximab. At initial admission, she had
clinically significant diarrhea with elevated inflammatory
markers. Stool testing demonstrated concordant positivity
for glutamate dehydrogenase (GDH) antigen and toxin A/
B enzyme immunoassay, supporting a diagnosis of active
CDI concomitant with a UC flare. Treatment with oral
vancomycin led to clinical improvement. Three weeks lat-
er, the patient re-presented with mild recurrent diarrhea.
Repeat stool testing showed discordant results, including
negative toxin A/B but positive GDH, polymerase chain
reaction, and culture. Given the mild symptoms, normal
inflammatory markers, and spontaneous symptom reso-
lution without further antimicrobial therapy, these find-

ings were interpreted as colonization or residual test pos-
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itivity rather than recurrent CDI. This case illustrates key
principles in CDI diagnosis: testing should be guided by
the presence of clinically significant diarrhea, multistep
diagnostic algorithms must be interpreted in the clinical
context, and positive molecular or culture-based results
in IBD patients do not necessarily reflect active infection.
Symptom-based assessment is essential to avoid overdiag-
nosis and unnecessary antimicrobial treatment in patients

with UC and suspected CDI.
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