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[BE] HW RSEEMAFLLEREE (human papilloma virus, HPV) JERGL 61 fuf 55 B S0 28 B2 BF A AH 56
P, DIERT HPV 0 fof i T000 S S0 S I mT Ak, ik 55 ZARASS ik EE R (he2 HPV DNA) 5l = B4
MEd BEBE 2010 45 1 A 2 2011 4F 12 A= E i NE2AE (cervical intraepithelial neoplasia, CIN) S i B 143
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[Abstract] Objective To investigate the relationship between the high-risk human papilloma virus
(HR-HPV) infection load and cervical lesions, in order to explore the feasibility of HPV load to predict the
outcome of cervical disease. Methods The HPV infection load in 143 cases of cervical intraepithelial neoplasia
(CIN) and cervical cancer patients in Yunnan Province Cancer Hospital from 2010.6-2011.12 were detected by the
second—generation hybrid capture (hc2 HPV DNA) , to study the relationship between the high—risk HPV viral load
and cervical lesions. Results  High risk HPV loads in CIN I patients were significantly lower than that in CIN II,
CIN TIT and cervical cancer patients (P <0.05) , there were no significant difference among the CIN II, CIN III
and cervical cancer patients (P> 0.05). Conclusion The High-risk HPV viral loads in CIN I patients are low,
which increase in CIN II, CIN III and cervical cancer patients. The viral load will not increase with the cervical
lesions progress. High—risk HPV load can not predict the outcome of cervical lesions, but high HPV loads are
associated with CIN II, CIN III and cervical cancer.
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1.1 RIS

W e 7 48 IR B2 B 2010 4E 1 F & 2011 4
12 A 143 B8 8k A8 B g Rk, MR 4 B 1 B
T RGBT SE DR g BRAS AR 12 W CIN BCE
i, FRMERERECE (FIGO) 2009 4E1T 1)
AR TNM kR, B H ke 41, Hp
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1.3 WA ERIESE

K FHEH Digene N EHRAE Y He—TT HPV-DNA
R friz FHZ4sc i (he2 HPV DNA) HEFT

HPV DNA K. 3% (1) FEAS DNA XUl R
OO R AT AZ S A R EE;  (2) DNA B
B 5 RNA #4454 8 RNA-DNA 22584k ;  (3)
S PEHUAK RNA-DNA 24 52 (3 407 [ 5 Tt
ERESMALEE by (4) (I 0P il R T 1) 25—
ik RNA-DNA 2458 ikgt G (5) B PEmEmR i
FEBY &G, AR IR 50 55 nT A g B PR T
2, MIifE RNA-DNA 29581k & &
1.4 JEHIERAE

BT L ZH ALY HPV-DNA 11 faf & FH 32 K6 b A
R E A kOB ( RLU) H i H &
HPV-DNA FH M X B Il S (CO) Bt fE
(RLU/CO) % /x. RLU/CO >1 /R4 mL bpA
HPV- DNA &1 > 1 pg, SBHYE, [z HEATE.
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N SPSS GEi T, 45 4 A B i i
2SRRGB 22 8] B 2 B fof it FL SR
i Wilcoxon 237, P<0.05 WZESAE LG5 L.
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CIN FIEy S8 F B = fa B HPV R YLK 1 fof
HHAE CIN T BEEGR HPV YRR 7 15 i
FRF CINT RAE S B #E (P<0.05), CIN
I e sivm B E R ER LS IFEE L (P>
0.05), W3 1.

*1 CINMEITEEESBE HPVAEE (X+9)
Tab. 1 HR HPV load of CIN and cervical cancer patients (X +5)

BN n HPV J&e4% [n(%) ] S B 171 fif et Y Rl P B B A et B
CIN I 10 5(50) 0.11 ~ 174.71 0.88 + 388

CINT 17 16(94)* 0.19 ~ 895.73 78.51 +113.48°
CINTI 40 37(92)" 0.20 ~ 1 547.82 172.12 £521.33"
B 1 29 28(96)" 0.14 ~ 1 584.89 138.56 + 482.52"
B 75 11 44 27 27(100)" 250 ~2 010.44 45.92 + 656.65"
B A 20 19(95) 0.28 ~ 1 637.88 396.71 +1 108.64"
5 CIN T He#, "P<0.05.
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