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Clinical Use of PFA®-100 in Pre-surgical Screening for Platelet Function Test
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The Platelet Function Analyzer (PFA)®-100 measures the ability of platelets activated in a high-shear
environment to occlude an aperture in a membrane treated with collagen and epinephrine (CEPI) or collagen
and ADP (CADP). The time taken for the flow across the membrane to stop (closure time, CT) is recorded.
The aim of this study was to assess the potential of the PFA®-100 as a primary clinical screening tool using
the wide spectrum of clinical samples assessed for platelet function as well as to perform the optimal
algorithm for the use of PFA®-100. We established the reference interval in 460 hospital inpatients defined
as having normal platelet function based on classical laboratory tests. The reference interval by using the
range 5" and 95" percentile was 84~251 seconds for males CEPI-CT and 85~249 seconds for females
CEPI-CT. A total of 1,200 inpatients were enrolled to identify impaired hemostasis before surgical
interventions. The abnormal group showing prolonged CEPI-CT was 303 cases (18.9%). Only 3 cases had
both abnormal CEPI-CT and CADP-CT. Several factors including sample errors, drugs, hematologic
abnoralities were contributed to unexpected prolonged CEPI-CT for screening test. The von Willebrand
factor (VWF:Ag) assay was performed only in one patient to verify the algorithm for the use of PFA"-100.
The PFA®-100 was sensitive and rapid method for primary screening test of platelet dysfunction, so we can
substitute it for the bleeding time in routine clinical practice.
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Fig. 1. Schematic feature for in vivo hemostasis (A) and in-vitro simulation in PFA®-100 (B)
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CADPE ZUjo|A A= Fuwoel z+e AF&atgnt #He Bl A9 248 9(16.59%) I th. CADPE 3 87
(£ %, 2007). CEPI ¥ CADP2] % 891& 43191 A F 15 d(17.2%)901A AdZ4E CT < B9 F AA
A ARF 4= PFA®-1009] YA LugE BF 48 A9 3 93t CEPIA A=A oY
(Buyukasik 5, 2002)0l 2 &3] 1Skt CADPOIA 43l 45+ 8 9 %Ath(Table 1).
Table 1. Frequencies of prolonged CEPI and/or CADP CT
III. 7E’| j"I' Prolonged Normal Total
CEPI 248 (16.5%) 1297 (83.9%) 1,545
1. PFA®-100 Z4AlS| &FTX| CADP 15 (17.2%) 72 (82.8%) 87
CEPI ZF1A] W= efdaiolA Ao & = prolonged CEPI & 3 (3.5%) .
T Ae 880l A HAAA AL AT A 95 W E prolonged CADP
el A A 84~251 %, 917 85249 2§t} CADPS prolonged CEPI & 8 (9.2% -
FRNE FRoA ATE ADE AgdEn, Gl Normal CADP
A 54~115 %, &l A 67~123 2 TH
PFA"-100¢] €185 4 CEPIZ AWAALZ o] &3
2. CEPI 2! CADP2| Q1% 29| BEA =4, CEPIY) CT #hol A% 248 o F 162 71(53.5%)
20073 10€ 2 20083 4€7HA] < A 4% 7|5 < ofxdY T fAlE FoF B Qe At €9
ZAAE 9FE 1,600 He FAE5L PFA®-100 CEPI 7} A o)} 2ol v Ae 4% U Z4H 56 A
EYAZE Agste] 0TS 24391, 1 F A% CT (18.5%)7} srtEAZ o] ZHaH 106 71(35.0%)°] ATt

* Take careful drug history. Defer tests if substances with possible antiplatelet effect consumed.
* Possibly, prefer to directly study von Willebrand factor and/or platelet aggregation tests if anemia present
» Take blood sample into 0.129 M citrate containing vacuum tubes and study within 2 hours.
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Fig. 2. Algorithm for the use of PFA®-100 for screenig of platelet function disorders and von Willebrand diseases.
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