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[ ZE] Ba: B AIL IR (human papillomavirus, HPV) 16 B 75 51 F Jiz P9 7% ( cervical intraepi-
thelial neoplasia , CIN) FI'E SR il i & P B GUIRE . A3k 40 R A e 41 214k 24 (immunohistochemistry
THC) J5 ik M AL R 43T 5 7 2 A2 R0 B 4% R ( DNA flow-through hybridization gene chip technique , HybriMax )
Faril 30 {5 CIN 133 {3 7 $5038 i A0 3 1) HPV16 BUBRYWIRES 45 THC FiAR 63 fil 5 HPV16 SURY R Ky
34.92% (22/63) ,CIN33. 33% (10/30) , B FiiE 1895 36. 36% (12/33) ; HybriMax 4% A H1 63 ] & HPV16 ks
% H 28.57% (18/63) ,CIN 23.33% (7/30) , & Fiig @5 33.33% (11/33) . Z5i%: AR RHY CIN FI'E HiE
¥ HPV16 RS RAL T HoAth b IX (9 A SCHRTE , 7% CIN FNE S50 968 1) & 26 W] BB A A HAt A
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Infection Status of Human Papillomavirus ( HPV) Type 16 in Cervical
Intraepithelial Neoplasia and Invasive Cervical Cancer
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Medical College, Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To investigate the infection status of human papillomavirus type 16 (HPV16)
in cervical intraepithelial neoplasia ( CIN) and invasive cervical cancer (ICC). Methods: Immuno-
histochemistry (IHC) and DNA flow-through hybridization gene chip technique ( HybriMax ) were used
to detect HPV16 in 30 CIN cases and 33 ICC cases. Results: HPV16 infection rates in total 63 cases,
CIN cases and ICC cases were 34.92% (22/63) , 33.33% (10/30) and 36.36% (12/33) respectively
tested with IHC. While these infection rates tested with HybriMax were 28.57% (18/63), 23.33%
(7/30)and 33.33% (11/33) respectively. Conclusions: The HPV16 infection rates in CIN and ICC
cases observed in this investigation are lower than those reported from other regions, suggesting that
CIN and ICC in these patients may be caused by other factors.
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PNEEAS ( cervical intraepithelial neoplasia ,CIN) B HPV16 &L A %2 E ARG R HPVI6 Jik i %
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AE 50% ZeA7 > B YR IX R 22 78 T
70% ", ASSC5 IR A 53 41 414k 2 (immunohis-
tochemistry , THC ) 75 9% S AR 731 P8 i 4 58 Hk
0 B i R (DNA flow-through hybridization gene
chip technique , HybriMax ) X} 5 M #b [X. 63 5] CIN
FE SR AT RN, LA T HPVI6 1Yy
JEYIRAS

1 HZEITTIE

1.1 x4

2007 4£ 9 F ~2008 4E 3 H 2R FE 2 K N
CIN 235 30 fl J2 ‘& Ji32 19 2 % 33 il CIN &
FAER 19 ~61 %, 44 (36.73 £10.55 %), Hi
CIN 16 5] .CIN T16 f5] ,CIN T 18 5] ; ‘B %0l 12 i 98 £
GAERL 28 ~62 % 44 (42.27 £8.32) ¥, B HiE
e 8 SR B S TR B O IR 20 P, T e 90 2 441
IbHA1 %, a kg 14 6], I b H#A 12 7], T3 4 i
(FIGO 2000) .
L2 prAcRAgEFAb 2
1.2.1 THC £AR IR BT AR B2 Wi 4
BUERRAS, i BB R T A > A2 I, BB TS
AU AL P S EA T Y) & . B HPVIG B p
Bk ( TAEHEE 1:1 000) W [ 2% [E SANTA CRUZ
AR ] e L SRR S H
SER B ARG BRAF] o AT 4 LU AR 247 15 AL 3 )
RO ESYIR 3 ~5 3k BN 4 pm, PR 2R
S RS E R Ik (),
Yot e 4 & vl Bk T
1.2.2 HybriMax #i A& HPV 4} B bR A< BURE 45 9%
L SRA% B SN =7 SR FRTEA T, AR AS TR AT
W AR R AF S — B B i PR e SR AR 2R
> HPV Kl o SR S 9 2 A8 H AR $2 e 4 i
DNA, ttPV PCIt 4" 3 R/ IR R AR AL -
1.3 Z5RHE

THC $ARTE BB T AR R, RS B
M1 HPV16 JEgt 8 35 i bm A A S BHAE X BE, PBS )
R —HU M PE XTI, CIN 55 68 3T B0 5
SR 3525 A0, B S0 s B I E3 1 B e
MR, D20 R AZ P S BRSSOk Ay B 1
Mo BRI R BEALEEE 10 A= 55 ( x40) PLEF,
BE 25 SR AR 0 B 1 20 BT o5 7 7 40 R4 40 8 - B
P B < 5% R, =5% K HP:, HybriMax
BEAR ARG A2 58 - 2 oy s i A 743

1.4 Hatirik

R RO % B SPSS 10. 0 G5 % 44 3E 47 854
J3H7r. THC £ R 5 HybriMax £ AR ;] HPV16 [
PRI 22 5 O Y K, P <0.05 NERA R
R PR A DN 25 RAT G O ] — B R
By, 35— 295 £ (Kappa $5%0) , Kappa $5 $(4E
0.4 ~0.75 Z [ y—EPE R4F.

2 #R

2.1 HPVI6 [BRGIRES

K HC $AK,63 |35 HPVI6 SURYL 3Ry
34.92% (22/63) ; CIN33.33% (10/30) , H:#h CIN
[16.67% (1/6), CIN 1l 33.33% (2/6), CIN TI
38.89% (7/18) ; B #i=ld¥A 36. 36% (12/33) , 1l a
#135.71% (5/14) , b #1 58.33% (7/12) , Tfi R
FH HybriMax £f A&, 63 i &% HPV16 kgL RN
28.57% (18/63) ; CIN 23.33% (7/30) , Hip CIN
M116.67% (1/6) ,CINTI33. 33% (6/18) ; & % ¥
95 33.33% (11/33) , Hirp 1l a 1] 42.86% (6/14) ,
b #A33.33(4/12), M 25.00% (1/4) ,
2.2 PIFPRINE AR Y — 2k

IHC 5 HybriMax PR E AR # CIN 1 HPV16
GBI 1, PIFRERAGI CIN H HPV16 J&
YR [ H A X B 30. 000, P {f A 0. 453, TG i 3%
PEZ S WMER AT G 3 E 76.67% (23/30) ,
Kappa $5 444 0. 432, PRSI EE A 19— 250 R4
THC 5 HybriMax P B 55 AR 46 I 5 851 = 116 98
HPVI16 JRYL GO 2. Wi Rh B AR K E #5095 1
firf HPV16 L R e, x° i 33. 000, P i
1,000, G M2 5. PR ELR I AF A R
78.79% (26/33) , Kappa $5 %4 K 0. 533, P4 Fh 46 1l
FARW— Stk R AT

# 1 IHC 5 HybriMax 7 # # £
#31 CIN HPV16 th %

Comparison of HPV16 infection rates in

CIN detected by IHC and HybriMax

Tab. 1

HC $i A
HybriMax 4 AR &1t
B B
54 18 5 23
P 2 5 7
il 20 10 30
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Bl B HUR s HPV16 Ho
Tab.2 Comparison of HPV16 infection rates in
ICC detected by IHC and HybriMax

THC AR N

HybriMax ${AR 1T BT &t
PR 18 4 22
FHE 3 8 11
A1t 21 12 33

2.3 PARRRIN B A Y 22 Sk

PR EARLIN 45 R A — g 1E CIN H g 22 5
A7 B, THC FEARARAG Hi it HybriMax £ KK H #19
A 34,292 CINII & 5 THC HOARKS H 1M Hybri-
Max HORARKH A 4 B, CIN T 1 4], CINILL 41,
CINTI2 1], WAFPE ARG IS RA — B 1L BUR
R 2S5 T B, THC FARRAS 1 HybriMax
HoARKL A 3 Bil, Wa 12 4], M 1 4] THC £
A 117 HybriMax EOARRAG 194 4 6], a 19 1
1, b 313 41,

3 g

HPV & —Fh TG ALY /)y DNA 575, HA 1155
(R BEIR I R R, BUEESE HPV &Y 2 CIN
B B S BRI . ERTT TR HPV f )7 1:
F B MGG RN T N o F A H R T
A2 A THC $0R (ELISA J5 45 J5 % 4%
PCR 245 J5 3% HybriMax £ | 2% 58 85 I U5
W4, THC HARVE KM HPV A4l B A6 2 T B,
HASE S R TS E 258 e . HybriMax
A HPV A3 B HERRVE 5 , Uk F v
R0 6 A A2 1k LT ik 100% 1 E A BEST
W, 43R A THC £ R fil HybriMax 457 A K il CIN

BRI T HPV16 Al e R, 45 B0 i 2 1k
2R RN 76.67% (23/30) F1 78. 719%
(26/33) , GBI RGN 7 1A BLAF O — B 1h
BT SR, WK I 435 SRAH A, T HERR R iR 22 &
BLE R, BRI 25 SR A A 38 2%
Sy CIN I 2 3938 0 i w300 6 3, D DR T R
HPV ATV 1858 5 (95 154K 58 B0 15 4 TR CR 25
A, THC 7 ARG AN 2 B0 B 4 2 3k, 1 35 Bl A7 ik
A ()R, A 3R 2 A I R A 5 >R ) HybriMax £2
R BRAS S Z R FEA L TS e L IR (0 25
B REAR A R SR BE AR R,
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NS Z RIS B, B B 20006 A8 R0 1) it
J& HPV &Y ik v it =) i H HR-HPV g e
e SR S IR, o HPV16 4 Bum MR W]
2 F5 UL A R S TR R R S
#Bfete th HPV16, {HJ& HPV16 7E /S [a] Fih i £ b 5
P E S0 S5 T B IR S A fE 25 {1k HPVIG
JE B A e TR AL 77 A 4 IR W S
Hh e AR B s T U i L HPV6 LR
SAEWE PEAT R R SRR R R e
IR 9 CIN e 550 £ 5 AR Rkt HPV16 Y
HoAh & A HPV S AU [y Jk e, [ N Ah 4 3E C T
HPV16 [y gL Z8HER 5 T 50% , AU 57 1) Jk e 52
TE 30% ZeA7 , W AR T SChRARaE ", AR A 4B 5T
P 5114 /0 AR B e T A b IX 1 HPV16 Jgk gy 2%
PG, i Fq ZERAEA SR
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