
Standardized Reporting Template for PNH Flow Cytometry 

Interpretation 

Cytometric analysis demonstrates                            white blood cell populations (granulocytes/
neutrophils or monocytes) with deficiency of GPI-linked proteins (i.e. populations of cells with an 
immuno-phenotype associated with the pathophysiology of paroxysmal nocturnal hemoglobinuria (PNH)).  

GPI-Deficient Populations Current Assessment Previous Assessment Previous Assessment 

Type III (GPI-Deficient) RBCs (%) 
(CD235a+CD59-) 
Type II (Partial GPI-Deficient) RBCs (%) 
(CD235a+CD59-intermediate) 
Total GPI-Deficient RBCs (%) 
(Type III plus Type II) 
GPI-Deficient Neutrophils  (%) 
(CD15+FLAER-CD157-) 
GPI-Deficient Monocytes (%) 
(CD64+FLAER-CD157-) 

Technologist1: Technologist2:

Discordance between the size of GPI-deficient red cell and white cell populations may be due to hemolysis and/or transfusion. 
RBC stained with CD235aFITC and CD59PE. Analytic sensitivity is better than 0.01%. 1,2 
WBC stained with FLAER, CD157PE, CD64ECD, CD15PC5, CD45PC7. Analytic sensitivity is better than 0.1%.2,3

Sensitivity may range from 0.01% up to 0.1%, depending on the number of events that were acquired. However, for severely pan-cytopenic 
patients, WBC assay sensitivity may be much lower. 

Further physician and patient information is available from the Canadian PNH Network at www.PNHnetwork.ca 

Patient Re-testing Recommendations 

Classical PNH: A clinical diagnosis of PNH is dependent on the presence of GPI-deficient red and white blood cell 
populations with evidence of DAT-negative hemolysis and/or thrombotic events which may be life threatening.4 PNH 
clone size is determined by the size of the GPI-deficient population in the WBC lineages (the larger of that detected in 
neutrophils or monocytes). The frequency of testing is dictated by clinical and hematological parameters: repeat testing 
is indicated upon any significant change in clinical or laboratory parameters, and is suggested at least annually for 
routine monitoring.4  

Aplastic Anemia-PNH: GPI-deficient populations can be detected in 40-57% of patients with aplastic anemia. PNH clone 
size is determined by the size of the GPI-deficient population in the WBC lineages (the larger of that detected in 
neutrophils or monocytes) and may evolve over time, occasionally progressing to clinical PNH.4-6 In the setting of aplastic 
anemia, international guidelines recommend screening for PNH at diagnosis, and every 3 to 6 months initially, reducing 
the frequency of testing if the proportion of GPI-deficient cells has remained stable over an initial two year period.6   

Myelodysplastic Syndrome-PNH: In the setting of MDS, GPI-deficient populations can be detected in approximately 2% 
of patients with myelodysplastic syndrome7, and may evolve over time. Consider screening for PNH at diagnosis in 
hypoplastic MDS or if evidence of DAT-negative hemolysis is present.   
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