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Clinical application of CD157 combined with FLAER in the detection
of PNH clones by flow cytometry”
Dong Xiaoya s Tian Ruifeng sYan Shuxin ,Chen Chunyan ,Li Guosheng®
Department of Hematology »Qilu Hospital of Shandong University ,Jinan ,Shandong 250012 ,China

Abstract: Objective To explore the clinical application value of CD157 combined with FLAER in the de-
tection of paroxysmal nocturnal hemoglobinuria (PNH) clones by flow cytometry. Methods A retrospective
analysis was conducted on the PNH screening data of 1 085 peripheral blood samples (159 positive cases and
926 negative cases) from the hospital from September 2021 to April 2025. A five-color flow cytometry (FCM)
protocol including CD157 and FLAER was used to detect PNH clones in the samples,and a classic six-color
FCM protocol was used for verification. The expression of CD157 and FLLAER markers in the monocyte and
granulocyte populations was assessed and analyzed. Results Among the 159 PNH patients (69 male, 90 fe-
male) ,the average age at diagnosis was 48. 07 (range from 9. 00 to 82. 00) years. The classical PNH accounted
for 38.99%, with the peak age of onset 20 —<(50 years, PNH combined with other bone marrow failure
(PNH/BMF) type accounted for 50. 31 % ,with the peak age of onset 50—<C80 years,and subclinical PNH ac-
counted for 10. 69%. The analysis of the frequency distribution of PNH clones in 159 cases showed that PNH
cases presented a significant two-pole differentiation:small clones (<{10%) and large clones (>>70%). Small
clones were significantly correlated with PNH/BMF, while large clones were significantly correlated with the
classical PNH. Neutrophils and monocytes had a high degree of consistency in clones,and most PNH clones
involved both neutrophils and monocytes. Three cases of PNH clones exhibited mainly monocyte-restricted
PNH clones. Conclusion The CD157 combined with FLAER single-tube five-color scheme has clinical feasi-

bility and economic practicability in the flow cytometry diagnosis of PNH. However,it is necessary to combine
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with analysis experience to rule out the false absence of CD157,0r to use antibodies from non-SY11B5 clones

to obtain more reliable clinical results.
Key words: CD157; FLAER;
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