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— Abstract

Objective: This study was performed to investigate the clinical significance and timing of HPV test for follow up of
patients after LEETZ treatment in CIN lesion

Methods: From January 2005 to December 2008, 105 patients with CIN were treated with LLETZ at Kosin university
gospel hospital, Busan, Korea. After LEETZ, HPV test and Pap smear were done after 3months. Every HPV typing
was done by HPV DNA chip.

Results: A total of 105 cases were enrolled in this study. There were 25 patients with CIN I, 38 with CINII, 42 with
CINII. Mean age was 41.95 years (range, 23-71 years) at the time of LEETZ. Positive HPV DNA was found about
72.4% before LEETZ procedure and subtype 16 was the most common type (10.5%), follow by subtype 18 (6.6%) and
subtype 58 (6.6%). During follow up after LEETZ, 65.6% had negative result after 3 month, 72.1% after 6 month,
73.9% after 9 month, 77.1% after 12 month, 79.2% after 15 month, 79.6% after 18 month, and 80.4% after 24 month.
There were 2 cases of abnormal pap smear among persistent positive HPV DNA cases and no abnormal pap smear
results in negative HPV DNA cases during follow up.

Conclusion: Positive HPV DNA was found about 72.4% before LEETZ procedure and subtype 16 was the most common
type (10.5%), follow by subtype 18 (6.6%) and subtype 58 (6.6%). We suggest that HPV DNA test is recommended
per 6 Months, and close observation is recommended in persistent positive HPV DNA test cases.
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2005 19HE 20083 129714 FAIH) 8k
AbRel ol A LEETZE X 8% CIN 3=} 10538 o
Fo = kglom, F 1059 5 CIN [ 257 (23.8%), CIN
1= 389 (36.2%), CIN I 429 (40.0%) 0] & 4
?—Oﬂ F7rek 1057 9] $A; 5 ek FA| HPV /g o]

= 76%(72.4%) 2193, ©] % CIN [ 1574, CIN I+ 24
. CIN [ 37901tk LEETZS B 2] 3709 5 24
N &<t HPV AARS} Pap smear® 2] #-zo] 7hsgh
3= F 51 Oo 2 CIN [ 109, CIN I+ 179, CIN I
= 24%0)}th ol F7 #HZo] 7Fsg HPV S-S
Z}7} LEETZ 3o 37§ & Y8 HPV 7ZAF & Pap smear
2 HPV AAE & ol Pap F-75 FAFSIAHE HPV &4
A# & LEETZ €3 27 AA} 71538 3x= 379
Aol 329 01, 67 doll= 431, 97 Dol = 468, 12
MLl e 484, 1571 Lol = 487, 187)Loll& 491, 2470
Yoll= 519tk

Table 1. Initial human papillomavirus state in 105 cervical
intraepithelial neoplasm.

HPV (initial)
(+) (-)

Pathology  No HPV type  No %

CIN 105 76 29 16 8 10.5
18 5 6.6
58 5 6.6
66 3 4
31 2 2.6
35 2 2.6
54 2 2.6
33 1 1.3
45 1 1.3
51 1 1.3
52 1 1.3
53 1 1.3
56 1 1.3
68 1 1.3
16,18 1 1.3
others* 41 54
CINI 25 15 10 16 1 6.7
18 1 6.7
38 3 20.0
45 1 6.7
68 1 6.7
others* 8 533
CINII 38 24 14 16 4 16.7
18 1 4.1
66 2 8.3
54 1 4.1
53 1 4.1
16,18 1 4.1
others™ 14 58.3
CINII 42 37 5 16 3 8.1
18 3 8.1
38 2 54
66 1 2.7
31 1 2.7
35 2 54
33 1 2.7
51 1 2.7
52 1 2.7
53 1 2.7
56 1 2.7

others™® 20 54.1
*HPV o}8& & F sle A% AT F¢

Table 2. Distribution of human papillomavirus subtypes in
HPV positive group

Pathology HPV high risk subtypes Others* No
1618 58 66 31 35 54 68 45 56 51 52 33 53 16,18

CNI 11 3 11 8 15

CNID 41 2 1 11 14 24

CNOD 3321 12 11111 20 37

Toal 85 5312111111121 & 76

*HPV old & & F glv AU AEEA 4%
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(54%) 359 (5.4%)2] =o]{TKtable 1, table 2).
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5E 2471€ ol HPV AARE F4 3 8kx= 519 0] %
ok 3NE7EA] 4 AR 342} 329 F 217 (65.6%)°]
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A 319 (72.1%), ONL7HA 54 AR 40 F 349
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ZAAFEE 519 F 419 (804%)0) SAC®E HSE YT
CIN [2 2471 € &3 5 108 o] 34 A& o o] F
7o) SAo 7 Ay, CIN I+ 17%0] 4 #&
3L, o] = 10%o] 2402 M3, CIN I+ 24

o] 2 #ZABINIL, 247 BFOA HPV 5402 A

3
3] A t(table 3, fig. 1).
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Fig. 1. Follow up human papillomavirus state; negative
conversion rate in precone HPV (+) group
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smearA 27} Wgko ™, Z+zb High grade intraepithelial
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Table 3. Follow up human papillomavirus state; negative conversion rate in precone HPV (+) group

;itg 3Mon 6Mon 9Mon 12Mon 15Mon 18Mon 21Mon 24Mon
CINT  4/4%  (100.0%) 5/8%* (62.5%) 6/9 (66.7%) 7/10 (70.0%) 710 (70.0%) 710 (700%) 710 (70.0%) 7/10 (70.0%)
CINI  4/10 (40.0%) 712 (58.3%) 8/14 (57.1%) 9/15 (60.0%) 9/15 (60.0%) 9/15 (60.0%) 9/16 (56.3%) 10/17 (58.8%)

CINII  13/18 (722%) 19/23 (82.6%) 20/23 (87%)

21/23 (91.3%)
Total  21/32 (65.6%) 31/43 (72.1%) 34/46 (73.9%) 37/48 (77.1%)

22/23 (95.7%) 23/24 (95.8%) 23/24 (95.8%) 24/24 (100.0%)
38/48 (792%) 39/49 (79.6%) 39/50 (78.00%) 41/51 (80.4%)

* LEETZ Roll HPV FA & & CIN I 34 15 Fol|A 4% o] LEETZ 37M¥ & 32 #ZS 393, 38 B2 49 25 Ao g

A%59e-e ol

** LEETZ Holl HPV %A 22 1} CIN I 32} 15% Foll LEETZ 670 € 7kA 2 323 3kx1 89 (74 A%Y) FollA 58o] HPV A4 o2

A= eE ok
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