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TZERTEHI R B B B R 2B R IR BE 1 35\ TRl S A7z A ZEREEE O papilloma (OP) 11 . low grade
dysplasia (LGD) 14 f5], high grade dysplasia (HGD) 10 . well to moderately differentiated
squamous cell carcinoma (W-MSCC) 21 %3 X U poorly differentiated squamous cell carcinoma
(PSCC) 8 TH D, TiLbH % HWTHPV L1, HPV 16/18 E6, p53 ¥ X O p16INKaa [Z B L THu i
b2 W CTRFt L7z, 723, HPV 16/18 E6 1O HPV L1 (2B L Tik Catalyzed signal
amplification method (CSA %) Z W THE L7,

HPV L1 T/%, OP i 6 5 T (55%) . LGD TiZ&fili5E (100%) . HGD Ti 4 #1 TME (40%) .
W-MSCC T 13 TRt (62%). PSCC Tix 4 HITHtE (50%) ThH-o7z, HPV 16/18 E6 Tid,
OP 1% 5 B CHtE (45%). LGD TiL 12 il T (86%). HGD TIiX 7 il THtE (70%). W-MSCC

TiE 12 BT (57%) . PSCC Tl 4 Bl TR (50%) TH - 7=, pb3 TlX, OP 1% 5 il T (45%) .
LGD Tix 9 #I Tt (64%). HGD Tid 4 I T (40%) . W-MSCC Tl 12 il T (57%) .
PSCC T 6 I TRt (75%) Toh o7z, pleNKa T OP I 8 I Tt (73%). LGD Tix 8 4
TRt (57%). HGD TiL 6 5l Tlitk (60%). W-MSCC Tl 13 f5il Tl (62%). PSCC Tl 5 fi



T (63%) THo7z, W-MSCC (25 T HPV 16/18 E6 BHHEER] Tid, ple6WNKia )35 ZFIZIGMET
Hotz (p<0.05), F7=. Oral dysplasia (23T HPV L1 2NGMETH o 72 AEH Tl. pbd WA EIZ
it CchH -7 (p<0.05),
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e BT R IR B R R 2B RT3\ TRl S A7z A ZEREREE O papilloma (OP) 11 f1l, low grade
dysplasia (LGD) 14 f5], high grade dysplasia (HGD) 10 . well to moderately differentiated
squamous cell carcinoma (W-MSCC) 21 %3 X U poorly differentiated squamous cell carcinoma
(PSCC) 85l TH 5,

Z %AW T HPV L1, HPV 16/18 E6, p53 3 L O p16INKa |2 B L CHu ik b 352 v
THFH L7z, 7238, HPV 16/18 E6 B3 X U'HPV L1 I1ZB L T3 ERE /2 15 Th 5 Catalyzed signal
amplification method (CSA &) I THET L7z, FFliZE¥EE, HPV L1 & X U HPV 16/18 E6 1351k
MDA EEIZ L > TR+ D 2 B & L, pl6WNKsa 35 L O pb3 [THIL DB RIZHE - T 10% 851
ZLEWELEL LT—BIU+D 2 B L Lo, RBBLEINE & OBEIE, Fisher’s exact test & HlV T
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ZOFER, CSA IEZ AW - ik by al2 X 5 HPV L1 M=% 61.4% T, HPV 16/18 E6 ®
=1L 51.8% Tdh o7=, F£7=. oral dysplasia (ZFBT HPV L1 S5METH - 7-JEH Tlx. p53
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