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Abstract: [ Purpose | To investigate the relationship between the P16™% protein expression in
cervical exfoliated cells of HIV-positive women and the HPV infection. [ Methods ] Twenty-three
HPV subtypes,including 18 high-risk types and 5 low-risk types were detected by the methods
of universal primer PCR and reverse dot blot technique in 182 HIV-positive women and 300
HIV-negative women. The P16™* protein of the cervical exfoliated cells was detected by im-
munohistochemistry (S-P staining). [Results] In HIV-positive women, the infection rate of HPV
(36.8%) and P16™* protein expression (18.7%) were higher than those in HIV-negative women
(19.3% ,4.3%)(P=0.000). In HIV-positive women ,the P16™* protein expression of the cervical
exfoliated cells with HPV infection was significantly higher (43.3%) than that in the women with
negative HPV infection (4.3%)(P=0.000). In the women with multiple HPV infection ,the P16™*
protein expression was higher (60.9%) than that in women with single HPV infection(34.1%)(P=
0.042). In women with high-risk HPV infection,the P16™* protein expression was higher
(80.6%) than that in women with low-risk HPV infection(0)(P=0.000). In HIV-negative group,the
expression of P16™* protein was higher than that in the HPV-infected women (5.2% ) (P=
0.721). All of the HIV-negative women were single infected by HPV. In the high-risk HPV in-
fection (40.0% ) ,the P16™* protein expression was higher than that in the low-risk infected
women (1.9% ) (P=0.018). [Conclusion] In cervical exfoliated cells of HIV-positive women , the
P16™* protein expression in the group with positive HPV infection, multiple HPV infection and
high-risk HPV infection are significantly higher.
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N FL3L 9% 9% 7 (human papilloma virus, HPV ) J&%
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T=70°CAIR i vk 47 32E 47 5L S - HPV DNA 43 Y
K, >R Fi 38 FH 5 14 PCR ORI 1] 5 4 58 B R 57 Y
R 7 2%, [ A 23 A HPV SF A, A0 45 18 Fhmi f&
% (HPV16.18 .31.33.35.39 45,51 .52.53.56.58.59,
66.68.73.83 MM4 %) #i1 5 %55 (HPV6.11 .42,
43 44 1),
1.3 SitZ4eE

BT A K3 % 77 16 SPSS19.0 4% 14 %% kL o
P16™ 25 1 35 3R K HPV B R L H R  K5,
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2.1 HIV A4S Pl6™ BAEKER HPV BEEMIAX R
HIV BAPE 2 HPV L5 (36.8%) W] & T
HIV BAPE# (19.3%) (P=0.000) , H: P16™* & (4 %3k
BH 4 3% (18.7% ) [Al KF &5 F HIV BH % X HE 41 (4.3% )
(P=0.000) (Table 1),
182 5l HIV FH M £t 35 b JHPV &g 35 67

Table 1 Relationship among HIV infection, expression of P16™“ protein

and HPV infection

1.2 #HRFZ* HIV infection

P16™ expression HPV infection

. Positive Negative Positive Negative
g B Z5 i 9% 4
SR B I SR AR G 34 148 67 115
BTGy, — W HEITHIE Negative 13 287 58 242
Fr Al P1O™ 5 2 2 [k 24 e fh, Total 47 435 125 357
G PR € VT VA F — 200
Figure 1 Negative expression of P16™“ protein in cervical exfoliated cells(SP x400)
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%1 (67/182) ,P16™* 5 &3k FH M (Figure 1.2)74 29
B, i 43.3% ; HPV J&YL [P 115 6 (115/182) , H:
P16™“ 5 [ F 3k FHYEH 5 1 (4.3%) , i P16™* &
H R IA 2 A ge it 38 L (P=0.000),,

1M 300 1 HIV B4 &35  HPV B 4e 2 58 fi
(58/300) , H. 1 P16™ 1 B FHE & 3 $1(5.2%);
HPV By BAME & 232 ] (232/300),P16™ & [ %
KPHMEE 3 61(1.3%) , P& P16™N% I 4 2K R T4
255 (P=0.721),
22 Pl6EARIES HPV BLFMEHXR

16 HIV R4, 67 6 HPV YL M &tk &
f& 9 HPV &Y 3 36 1 (53.7% ) , H v P16™* & 4
FIRPAYEE 29 1 (80.6% ) ; (% fa Y HPV J& e & 31
B (46.3%) , Horpr P16™* 25 (1 K BHEE 0 6, =i fi

5K fE K HPV e P16™ % K [ PHM: ik R %
S0 2. (P=0.000) , B#— HPV YL 44 11(65.7%)
H P16™ i (4 Rk BHYEH 15 61 (34.1%) s FF1E W
Fhol P DL Z A5 HPV L (4 23 411 (34.3%) ,
HoP16™ e R IK M 14 B (60.9%), W
P16™ 2 ] B M R IA A7 AE 22 7 (P=0.042) (Table 2) .

HIV BI85 b, & fa A HPV B gy 35 5 4
(8.6%) , Herh P16™ 2 [ 2R3 FHE# 2 141](40.0% ) 5 Ik
f& B HPV B4 53 ] (91.4%),P16™* K 11 £ ik
BHPE# 1 61(1.9%) , Hrf P16 F [ £k 2 R A5
TR X (P=0.018) . 1 HIV BIPEXT I8 58 HIHPV J&
L PR Lot 24 R 5 — HPV J& 3 (Table 3)

. . p 3 e =
. % i, o ader
i $%e J ‘t
v - ~e=
4 2 . -
¢ ® . % s 4==
- - [ »
: >_
L S
1 -
%) < "
-
I b =8 \
“ &,
It
]
L
=]
- F
O W
[ 3 ed=n _ -
=
F -
1 . &
. "
-~ =
r -
" , y ~
e =
-
Expression in nucleus <= Expression in cytolymph <=
Figure 2 Positive expression of P16™“ protein in cervical exfoliated cells(SP x400)
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Table 2 Relationship between expression of P16™“ protein and variety of HPV infection in HIV-positive women

HPV-positive

P16™“ expression Type

Single infection Multiple infection
Positive 15 14
Negative 29 9
Total 44 23
P 0.042

Subtype HPV-negative
High-risk infection Low-risk infection
29 0 5
7 31 110
36 31 115
0.000

Table 3 Relationship between expression of P16™“ protein and variety of HPV infection in HIV-negative women

HPV-positive

P16™* expression Type Subtype HPV-negative
Single infection Multiple infection High-risk infection Low-tisk infection

Positive 3 0 2 1 10

Negative 55 0 3 52 232

Total 58 0 5 53 242

P - 0.018
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9p21, 1 3 AR FF 2 DT AL, A% E 148
MEER G EN, 0 F i 15kD, P16™* i
Jifrygg 10 o Ik B INK4a 2t | 2 AATT & B0 5 — A 1L
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