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The history of D. fragilis 

•  1918 – initial description by Jepps and Dobell – ‘ a harmless 
commensal’ – although several patients had GIT symptoms with no 
other cause found 

•  1920’s - implicated as a cause of GIT disease 

•  sporadic ‘for’ and ‘against’ publications over the next 90 years 

•  pathogenicity still debated 

 

 



“Aber” and Dientamoeba fragilis 



Transmission 

 

•  Involvement of 
helminth ova ?  

•  Direct transmission ? 

 



Laboratory Diagnosis 

•  Microscopy 

•  Culture   

 

 

•  PCR 

–  Conventional 

–  Nested 

–  RT-PCR 



Genetic Signatures Pty Ltd 

•  3 base 

technology 

•  Bisulphate 

conversion 

•  Primers/probe 

targeting “new” 

sequence 

•  “EasyScreen” 



GS assay specificity 

Melt curve analysis of D. fragilis (A) compared to P. hominis (B), 

 P. hominis had a melting peak at 54ºC (C), compared to D. fragilis at 64ºC (D) 



Prevalence 

•  Commonly found in cases of 

diarrhoea 

 

•  More common than Giardia! 

•  Metronidazole 

 

 

 

 

Prevalence 

Protozoa Prevalence (%) 

Blastocystis spp. 13.6% 

Dientamoeba 9.2% 

Giardia 2.6% 

Cryptosporidium 1.3% 

E. histolytica 0.3% 

SVH Sydney (2014-16) 



Interesting observations from NeDa 

 

STUDY COUNTRY YEAR FINDINGS 

de Wit et al Netherlands 2001 D. fragilis found more frequently in 

healthy controls (14.6%) then those GI 

complaints (10.3%) 

 

Roser et al Denmark 2013 D. fragilis incidence 43% (n=22,484) 

 

Engsbro et al Denmark 2014 Prevalence 35-41% 

 

Bruijestein et al Denmark 2015 Symptomatic patients 37.3% 

Asymptomatic control group 25.7% 

 

de Jong et al Netherlands 2015 Healthy controls 50.6% 

Paediatric patients presenting with 

abdominal pain 43.2% 

 

 



Sensitivity 

•  Cultured trophozoite cell 

counts 

•  Serial dilutions 

•  Spiked into faecal sample 

 

•  DNA extracted 

•  Limit of Detection Assays 

Live Dientamoeba fragilis 
trophozoites from a 

Loeffler slope with overlay 
supplemented with rice 

starch. 



Sensitivity 

D. fragilis  

Trophozoites 

Roche AusDx GS Stark NeDa 

500  
 

27.22 176,389 30.33 24.67 23.73 

50 
 

29.98 8,045 33.02 28.44 27.52 

5 
 

33.92 1,804 34.48 30.79 30.64 

0.5 Negative Negative Negative Negative Negative 

0.05 Negative Negative Negative Negative Negative 



Specificity 



200 human faecal specimens that were negative 

by GS assay (NB: no other pathogens) 

Assay Platform 

No. 

positive 

No. 

negative 

% 

positive 

Ct range No. Ct >35 

NeDa 

Cephid 

SmartCycle

r II 

17 183 9.2% 

12.79 – 

45.16 

12 

Roche 

LightCycler 

480 

4 196 2.0% 

39.59 – 

45.00 

4 

Bio-Rad 

7500 

14 186 7.5% 

37.53 – 

47.07 

14 



50 faecal specimens positive by GS 

Assay Platform 

No. 

positive 

No. 

negative 

% positive Ct range 

No. 

Ct>35 

Genetic 

Signatures 

GS XXXX 50 (42) 1 0 (8) 100% 

21.47 – 

38.37 

8 

Verweiji 

Cephid 

SmartCycler 

II 

50 (47) 1 0 (3) 100% 

17.36 – 

36.83 

3 

Ct cut-offs: 40 (35);   



18S rDNA diversity profiling 



Conclusion 

•  More study is required on D. fragilis for recognition as a 
pathogen 

 
•  High prevalence rates reported from NeDa 

–  RT-PCR assessment  

–  Re-evaluate cut off values 

–  Recommend 40 not 50 

•  Comparative data from GS and NeDA; move to standardize 
assays 

•  NeDa cannot be used with animal samples – T. foetus  
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