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Influence of bloody cervical cell samples on HPV genotyping detection
GE Yanmei ,YUANG Hang ,FAN Suyi ,MAO Yuan® ,CAO Peng
(Genetic Diagnosis Laboratory . Nanjing Kingmed Clinical Laboratory Co. Ltd. , Nanjing, Jiangsu 210042 ,China)
Abstract: Objective To investigate the influence of bloody cervical cell samples on human papillomavirus(HPV) genotyping
detection using flowcytometry fluorescence hybridization kit. Methods According to the concentration of hemoglobin(Hb) ,cervical
cell samples were divided into five groups,including group A with Hb of 0 g/L.(10 cases),group B with 0 g/LL<Hb<{30 g/L. (10
cases) ,group C with 30 g/L<CHb<{60 g/L.(20 cases) ,group D with 60 g/L<CHb<{100 g/L.(20 cases) and group E with Hb>100
g/L. In each group,50% samples were with initial positive results of HPV genotyping detection. Every sample was detected using
sample volume of 50,100,200,500 and 1 000 pL. different volumes for testing and analysis results. Results For all samples with in-
itial negative results,five samples with initial positive results in group A and five samples with initial positive results, the detected
results of different sample volume were without differences. In the 10 samples, with initial positive results of group C,D and E,
there were four, four and nine samples respectively, were with false negative detected results of different sample volumes.
Conclusion Bloody cervical cell samples could cause false negative results of HPV genotyping detection using flowcytometry fluo-
rescence hybridization kit. It might be necessary to set optimal sample volume according to the concentration of Hb for ensuring the
accuracy of genotyping detection.
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pL, R[E HPV G A 560 R W 2 BOPR A FETRURE 2 1 000
L B R U0 SR R AR, JC vk K s A BV 1 HPV SRS TR 2
WAL iy 200 pl,

IR A AR G A7 7 A B R A s, e —  JRORE A /D T fig
SEES AR, SRR R EREM., AR B,
Fe AR A S M43 Wk 04T HPV 43 BRI XS bR A5 75 B BE 2 1
: 1000 I, FHPER AT E 37. 5%, H =, Hb %} PCR Jz Jif
A — i B ENAE AT Hb K780 . % PCR Y T 408 R Wl 5 3¢
BEA SR . Hb X PCR R ™ AWM HI/EH , 7TRE S Hb Bl
BB T b T DNA & il ettt

AR RN BEE Hb kP F i 5 20 BORE &, Lk 4
#4r HPV WU . 245 S0 7% A AR A Hb 7K/ 5l 455
F 60 g/L Bt %t HPV M AL AG T A 52 ma 41 X A/ o S BRAIE B A
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