Ml X EZ2HR(EF M)
J Sichuan Univ (Med Sci Edi)

SIRT2 EEBALAPHRIERERAEXL"
%:\ %%1,2’ Eélﬁ%l,ZA

Lo P24 P45 — e le 17 FF OR#R 61004 1) 5 2. AR BB 5 AH S I Ly 208 A8 3 s SE 0 2 (DU IR 2D Ol 610041)

2019, 50(5):701 — 707

[{HEY Bm Wit E BT KT 2 (silencing information regulatory 2, SIRT2) 7£ B £ 9 2H 21 & 561 | )72
NYE A% (cervical intraepithelial neoplasia, CIN) #H 240 ) & & K i K & X. FH i AR AN I
(immunohistochemistry, THC) ¥l 262 {5 ‘& #5088 21 41 .75 5] CIN 2041 2 75 {5 1F % ‘=5 40 40 43 4 Wi b A vp SIRT2 25
FI 2235 R4 BT SIRT2 25 M 235 5 5 3006 I PR BRI 1Y) 56 R 5 2R FH Western blot 35 860 40 i & 3004 A 40 £
1E B U A 2R A b SIRT2 8 (A 1) R 8 22 55 R H & % RNA (short hairpin RNA, shRNA)-SIRT2 Ji #k
SIRTZ 7£ HeLa 4P i 23k il 2F MTT . &K 5C 50 4 0 98 SIRT2 ik Xt Hela 41 il 3% 58 | iF 7% fig J7 19 5 M,
g8 (D IHC 4558 8K, %5 8 CIN, S S 4 4 h SIRT2 48 [ 192255 B W 715 (P<<0. 001), Western blot 42
WESE SIRT2 5 H Y 3R A 75 5 50 4 2URE 7 8 SH 2 b 5 (P<<0.001) ;@ SIRT2 #E B SR AL b mR ik 5 H M
I8 B 5 B2 A () JFIGO 23 01 s A ik L5 6 B I A i f TPV LA 56 (P 100, 05) . SIRT2 K ik /K F 548
W i A AR B A A R T R R SN o SR B TG R R S 3 A R B W 45 TE 96 (P 35>>0..05)
B SIRT2 B R IB4L R E MIET-RE T SIRT2 & H %41 (P<<0.05) ;@ shRNA-SIRT? fig il Hela
4 i v SIRT2 7K 1 19 335 (P<C0. 05), HF 8 SIRT2 & 4 %5 J5 - HeLa 21 HI (4 3% 58 A1 5F £ g 1 0l 55 (P<<0. 05) .
g5it  SIRT2 165 S A8 b 72 b vl B8 A (23 V8 F L SIRT2 W A 5 & S0 G MR i R A K.
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Expression Level of SIRT2 in Cervical Cancer Tissue and Its Clinical Significance CHEN Jing'?,WANG Hong-
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[Abstract] Objective To investigate the expression level of silencing information regulatory 2 (SIRT2) in
cervical cancer and CIN tissues and its clinical significance. Methods Immunohistochemistry was carried out to
examine the expression of SIRT2 in 262 cases of cervical cancer tissues, 75 cases of precancerous lesions and 75
cases of normal cervical tissues, and the clinical implications of SIRT2 was further analyzed. The protein expression
level of SIRT2 in 40 cervical cancer fresh tissue samples and 20 normal cervical tissue samples was detected by
Western blot. shRNA-SIRT?2 virus was transfected into Hel.a cells to obtain the SIRT2-down-regulated Hel.a
cells. And the influence of down-regulation of SIRT2 on cell proliferation and migration was investigated by MTT
and Scratch test. Results Immunohistochemical results showed that SIRT2 protein expression level gradually
increased in cervical cancer, CIN and normal cervix tissues (P <C0. 001). Western blot confirmed that SIRT2
expression level was higher in cervical cancer tissues than in normal cervix tissues (P<C0.001). The expression level
of SIRT2 in cervical cancer was correlated with some factors, such as lymph node metastasis, histological type,
clinical staging and HPV infection (P<C0. 05). At the same time, it was independent of some factors including age,
differentiation degree. pelvic metastasis, whether involving the cervical interstitial and the involvement depth and
whether involving the neck junction and vaginal ends (P>>0.05). Mortality in SIRT2 high expression patient group
was higher than that of SIRT2 low expression patient group (P <C0. 05). shRNA interference technique could
effectively inhibit the expression level of SIRT2 in Hel.a cells (P<C0. 05). MTT assay and Scratch test indicated
that down-regulation of SIRT2 expression inhibited the proliferation and migration of Hel.a cells (P <C0. 05).
Conclusion SIRT2 may play a promoting role in the progress of cervical cancer, and SIRT2 may be related to the
development of malignant degree of cervical cancer, and the inhibition of SIRT2 expression may be a potential
therapeutic target for cervical cancer.
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B SRR IR A T T I SR A L S R
JEEE Y. A e N L 3k R 9% B Chuman
papillomavirus, HPV) & 4t 25 Fiw g 8 N
JB 7% (cervical intraepithelial neoplasia, CIN) %k 4= 1
AEBURHEZ —" . KEHCE S8 B3 e A £
wife B HPV /) ¢ 7E. T 78 & fE B HPV o LU
HPV16.18 R fz A & UL .8 B i b 20 5000 U
- REAS I F e HPV16 187, (H A — 4 37 Jik
Y 1) 2 Pk A J SR B SR B B4y HPV B i) £k
R Ry B SR DR AT RE A AR A K HE S AR T
Hog N Z a1 by R w5 fa B HPV R 3 o0 75 {3 L
FLAR 9 Z0w R F R AL AR A

ULER(E B 8T N T 2 (silencing information
regulatory 2, SIRT2) & Sirtuins 2§ [ % & B b1 ,
Sirtuins £ I 5 A 1T S B0 AR AR 198 frie i v v
" ¥ R (nicotinamide adenine dinucleotide, NAD)
585 T S 20 28 B S WAL 26T . A3 Sirtuins 2
H RGN A 7 A SIRT1~SIRT7, H
RB S5 1F 2 N IR 5 B 0 A= BHRS BE 22 A8 Ak A OC . il
DNA #i45 \DNA & 5 | 20 M 7 34 B BR AR 35 A8
BRI RGN AE I H 5 A 14 | Bl 2878 PR R AR % A1
SR P S A RN . AR SR XS Sirtuins B 5 Y
WF5EBOR B 2, JU L Sirtuins 8 F SR A R 4 2E
K ERIVE SR K 2 3 1 O . itk — 25 B
SIRT2 755 8 A & e v VR T AR 5 18 TR
FH A E 20 2040 2% (THO) A0 7 309  CIN A OE % 5
AL P SIRT2 1 3RIE 1T SIRT2 B RILHEH
F9UPR I R BERR AR 1Y OC &R L W] IR 4 & ¢ RNA
(shRNA)-SIRT2 JLERAE Hela 40 i i K3k, 48
WHXT Hela 4 il 3 58 | 1T #% 2 J1 A9 52 1) o

1 #Rl57F*®

1.1 BRI RIRARIRE

WCAE DY N R 2= A2 DY 55 L BE B 2005 4F 1 H &
2014 4F 12 A (4 2012 4F 1 A % 2013 4F 1 )47 F
ARIAIT - I H 20955 P AL 2025 K A5 UF SE 012 R ' S0
HBE CE R, 262 ) CIN 3 (CIN 41,4 75
i 43 4% CIN 11 35 4], CIN [l 37 ], J& {3 %5 3 i)
R I DA % ek B A7 R4 1 A 8 s A [ B SO 4 O ey 33
A IERRA 75 B GE# B 84, b i H £ &
PeEFE WU AT T8 VIR A 35 B, 75 BRAILAE 1T
T FERYIBRA 40 D . B S4B & F I 23~
74 % (46,40 £22.55) % 5 Horp g i L L AIK
A 35.74.153 Bl FIGO 4303 [a~ 1 by o I by~

[la . b~ W4 75,124 .63 1] ; @ 181 4] L i
95 81 Wil A HPV e 158 4], & HPV J& %t 104
B s A7 ik LS5 7% 7% 57 1], Tk 45 5 8 205 1] A7 7
% 129 ), T 45 i 5% B8 133 3] 5 oK B8 K ey i [a] it
(REE<1/2)123 fi] , B2 S8 3 0] Jot (R B =>1/2)139
1] 5 A B2 % 30 A =2 B R0 B A W ity 133 3] R B SAAAE
LRI B W 129 ], CIN 4 H 3% 4E# 20 ~ 69
%44 (43.50+20. 32) B 5 1EH B S W 32~
51 %, F-1(36.404+12.36) %,

BEHLIESE 2014 4F 9 H & 2015 4 9 AT FARIA
7 I HLZ 0 B AL 20 2 K A UE SE R 12 0 B SR R
BT B 2 AU bR A 40 ] (AR AR Y 29 ~57 %, 3
(45.396. 57 %), 1E K B HUF fif 20 ZLhR 4 40 4]
CIE R B SR A B8 IR URE 75 U AT 5 &
PIBE AFY 25~50 &, P44 (44. 505,45 )],
Fr A SR AR F AR DB 5 5z BB R AR AT . I DF
FEAR MU KAAAETGE e e B = A S HLE T
Z 5z B HE SR E KBS E NG ES.
1.2 FERHA

HeLa 20l iy 79 )1 K 5 46 75 565 — B2 B 75 3 4 4h
W BE AR 2K 2 S % fe fit . SIRT2 Hi & (=
Abcam 7% 7)), P A Bractin 5w B 4T 1K (3£ H
Sigma 23 A » 9 e bR ic B f Pt DyLight 680 (3
B KPL 2 %), THC {7 & DAB 2 5] (DAKO 2
7]) . BSA (Solarbio 23 7). 1E # % IfiL 3§ (Boster 2%
") .EDTA (pH 9. 0) $iL Ji & & ¥ . PBS 2% 1} i . 75
ARF G RIS WAE YRR R RDD L B A
AT R GE R L VKR L 5 B A (36 [E Bio-Rad
IS ED S THERREAR L AR B SR A L T R A R
& EMVEIR KB FH (£ E Thermo 2y A ) » shRNA-
SIRT2 J¥ %) (5-GCTCATCAACAAGGAGAAA
GC-3") & B ¥ %F B (shRNA NC) J§ 51 (5'-
TTCTCCGAACGTGTCACGT-3) W il & M A4
RS w6
1.3 XWHE
1.3.1 THC 4w g b SIRT2 & & 8 & ik
FHEE W YA Y R E B A ALY E A5k
(streptavidin-perosidase, SP) #4547 = H L YL &,
ATREFRAS S e I R, R L B RO B K L 4]
LY 8 T W EDTA it s & 2 i (pH9. 0)
B R & b T b o8 BE AT LR i 2L PBS bk
5 minX3 W ;3% AL EAEIRBE 25 min GBI
REL DT 2K 336 P9 U 1 2 40 fk 4 B, PBS Pk 5 min X3
WY R I 10 %0 1E %  if 75 =5 8 B A1 30 min, 7E
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MR 05F . SIRT2 165 S0 20 2 b i 2238 B I R 3L 703

YIA L3 SIRT2 12 —Pi CTAEHRIE 12 5000, 81 K
T &N 4 CHER S PBS wiik 5 min X3
U N5 —PUAH R A JE ) HRP Arid — 40 CLAE R
1+ 1500 mAA, FiRFF 50 min; — & LA
Z(DAB) 0, TR AR R E Y R MWK T B .
S5 AL R0 < DL I T P A A 6 URLE S e 44 B
PR (SIRT2 2@ AL AE 0B BT ) . MR 4 BH %k e 8
20 6T o L ) R e o i RN S R AR AT 4 R R
By AU BEALICY) o 3 A A L (X
400) , 41 Jif Y €0 BH A <25 % S B, > 25 % S B
P BH 20 A (0 5 R R Y TR 4 9« B A i
W B P4 iR Sy 26% ~50% K5 B, &
SR 510 ~T75% i BEFH M B R E =752k
S B . DA e £ B (> 25 %6) YL £ i B A
FEl R 55 PP (25 90~ 50 %0) S H BEBEE (51 %0 ~T75 %) |
SR PR (=75 Y0) 45 BT 5 BR M 2R 08 R O B B 4
SUAH ff Y o BH PR 4 Y 0 5m BE RYE [ 55 BH M A N
SIRT2 & /KPR 3k, 200 i Yo 0, BH M+ Y (5 5 3
T [ Ry o R BH P o BE ) R SIRT2 2 4 K
Feak . 45 SR A 5T R 4% 250 B B S
Az B 52

1.3.2 Western blot #2m] SIRT2 & & &) &5  $EHL
Bt B S SR AR 4 2L A, ) BCA YA I 3 2
WP, Z Uk LR B S 4305 SIRT2 K Bactin
PUAAAE T CHUMARIR BE 43590 1+ 1000 F1 L+ 5 000) , 3
Ji R A2 RO A I H 1 257 o FH R I I AR AN A R
FEI 5 25 45T 1K B . LL SIRT2/Bractin JK &
LB SIRT2 £ AR R ik i .

1.3.3 shRNA-SIRT?2 »+ Hela % #f & i2 SIRT2
Zae¥m  Hela I & 100 FBS. #-5E % &
(100 U/mL 5 % % + 100 pg /mL 8% % £) W
DMEM ;% Wi 85 75, ¥ HeLla 40 i B AL 5>
shRNA NC 4] CHI 4} #8 41) fil shRNA-SIRT2 41,
Y MR SR A8 h JE e e Yk N & Ul B R A S
7 /& shRNA NC(5 pg /mL) fil shARNA-SIRT?2
(5 pg/mL) Y A Hela ZHfifl. %% Yt Hela 4f
M5 72 hFH Western blot % 40 itg & SIRT2 & H
R8O iIal 1.3, 2),

1.3.4 MTT %% 4 shRNA-SIRT2 st Hel.a %8
fe¥ ey gen UK RAFHY Hela 40 M, 4 20 i
Fi2 410" mL~ B EEH AT 96 FLAR L K5 5% 48 h s
A shRNA-SIRT2(5 pg/mL) }2 shRNA NC (B
XFRELS pg/ml) R 3 B AL, AL 24 h J5 AL
A 15 pLL.5 g/L ) MTT 855548 h dk 2L 15 57 24,

48 hy 35 13 AL 150 L 5 DMSO, St i
Vit % 10 min, BEFR A0 E 490 nm K 2O
JE (A (B, AR SE 3 W Kl Hela 40 S i) 38 58
THO .
1.3.5 X £ %4 n shRNA-SIRT?2 2t Hela #a
fait ek ey Hrn AR R4 Hela 4, D)
BN 4X10° mL HERD T 6 fLAkL KGR 48 h e
A shRNA - SIRT2(5 pg/mL) J¢ shRNA NC(F]
XS pg/ml) B 3 AN AL, HigE 24 ho RRA
it A it 249 80 0 £L . G i 775 A 85 77 SE TR — . T
200 pL MFE WG Sk 3 B T 85 R AR — " F R,
1640 R FRFEAE Ve A0 M 3 WK, 5% By P a5, & AL
A 2 mL N5 0l v r 85 5R 55 37 C IR R
5%CO, £ FYkSe R 3% 24 h 48 h, F7E 8 B B 1%
BT WS A B ) 1 A 0 O DA R 2R I B SRR
$i 5 0 h W B R A FE B T35 24 ho48 h By A Xt
PRES . RH G PR B (EER /N L 3B S BE D B .
1.4 ZiItZEFHE

T TR L« £ s o, AR LR ¢ 4G
5 T ECRORER T f K. A A 43 B R I Kaplan-
Meier 3% , . K 2 43 #71 % J] log-rank 46 50 (B J3 46
). a=0.05,

2 R

2.1 IHC Ml &HEHMALR SIRT2 EHKRIE

W 1 7R, SIRT2 BH M e €8 3 228 A T 40 i
JBT PR o BEPE J €8 Ry AN B4 B A B UL . TR TE R R A
CIN 4} 5 5590 20 18 35 19 s Bl Zrp SIRT2 P
Tk AWM 6.67% (5/75),37.33% (28/75)
84.7300(222/262) , 0] 22 e A1 G it 2 3 L (=
174. 115, P<C0. 001) , 4 71 B 5 95 175 37F J&& , SIRT2 1Y
BH M 2% 35 32 ¥ 185 o
2.2 SIRRR RIZEESHMERKFEFTEEFREN
P

W B U SIRT2 K35 7y AR R I5 241 i Rk
2. 1 A WL, SIRT2 78 5 #5041 40 1 26 3k /K F
e i I8 AS TR I DR 23 300 0 B DS B0 bk 1L 25 2 R AR RS
JETA LT HPV R[] 1) 22 5 A Giit 2 2 L (P
¥1<20.05) . MAE B8 E A W AF 0% o 9 A TG LR i
% H 0 8 CE B T B IR B AT R Bk s B
I3 1 U o [1) 119 2 5 TC 48 122 5 (P #4>>0..05) , 8
1E5R Wk B V5B ] (2016 4E 12 H 30 H ) By %R
SIRTZ /& #ik 4l B HIE TR = T SIRT2 Ik F k4l ,
ERAYIFE L (P<0.001),
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E1 IHCHMEHEASTHFHALA D SIRT2 FHMKIE, SP X400
Fig 1 The expression of SIRT2 protein in cervical tissues of each group was detected by IHC. SP X400

A: Normal cervical tissues; B: CIN tissues; C: Squamous cell carcinoma of the cervix tissues; D: Adenocarcinoma of the cervix tissues
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Table 1 The relationship between SIRT2 expression and clinicopathological characteristics and prognosis of cervical cancer

Clinicopathological High SIRT2 expression Low SIRT2 expression B P
features group (n=205) /case (%) group (n=57) /case (%) X

Age 0. 382 =>0.05
<45 yr. 103 (79.8) 26 (20.2)
=>45 yr. 102 (76.7) 31 (23.3)

Degree of differentiation 0.512 =>0.05
Well-differentiated 27 (77. 1) 8 (22.9
Moderately-differentiated 56 (75.7) 18 (24.3)
Pooly-differentiated 122 (79.3) 31 (20.3)

FIGO staging 157. 420 <20. 001
Ta1b; 21 (28.0) 54 (72.0)
Ibs-1la 121 (97.6) 3(2.0)
I b-1 63 (100) 0 (0

Pathological type 14. 180 <C0. 001
Squamous cell carcinoma 130 (71.8) 51 (28.2)
Adenocarcinoma 75 (92.6) 6 (7.4)

Lymphnode metastasis 5. 396 <0. 05
Yes 100 (63.3) 58 (36.7)
No 39 (39.0) 61 (61.0)

High risk-HPV infection 14. 542 <0. 001
Yes 51 (89.5) 6 (10.5)
No 154 (75.1) 51 (24.9)

Pelvic metastasis 2.013 =>0.05
Yes 93 (72. 1) 36 (27.9)
No 85 (63.9) 48 (36. 1)

Involvement of the stroma and the depth 2. 620 =>0.05
of the cervix
Yes 99 (71.2) 40 (28.8)
No 76 (61.8) 47 (38.2)

Involvement of the junction of the neck 0.053 =>0.05
body and the vagina
Yes 89 (69.0) 40 (31.0)
No 90 (67.7) 43 (32.3)

Prognosis 14. 799 <0. 001
Survival 139 (71.6) 55 (28.4)
Death 50 (96.2) 2 (3.8)
Missed 16 (100. 0) 0 (0)

FIGO: International federation of gynecology and obstetrics
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Fig 2 Comparison of survival curves between two groups of cervical

cancer patients

2.3 Western blot #& il 3 &% = %5 28
HRRIKKF

B AR AL X OE R Bl SIRT2 & [H A X =ik
B4R 1.344£0.56.,0. 41 4+0. 08, Hi 4l SIRT2 %
HEAZF A G #E X (P <<0.000 D, ILA 3,

#eh SIRT2 &

Cancer Normal

(Mr,><10)\

%) "'-- T -

40_-—-——'—' W B -actin

SIRT2

E 3 Western blot #ll SIRT2 EEHBERES SHMAL M FIX

Fig 3 The expression of SIRT2 protein in cervical cancer and normal

cervical tissues was detected by Western blot

2. 4 Western blot #& il shRNA-SIRT2 %} HeLa ZH
B 1% SIRT2 E A

shRNA NC £ fil shARNA-SIRT2 4 SIRT2 &
1Y AE X 2235 8 2 91 R 2 3. 30 40 44,0, 29 40. 04,
shRNA-SIRT?2 4 SIRT?2 % [1 3 ik & shRNA NC
HAK (P<<0.001), W& 4,
2. 5 MIT # il shRNA -SIRT2 3t HeLa £ il 14 58
BE W=

shRNA-SIRT2 #1401 24 .48 h ¥ 5 fig KT
shRNA NC £ (P<<0. 05), W&l 5,
2.6 XIJRSLIEHM shRNA -SIRT2 Xt HeLa £8 i i
BRI

shRNA-SIRT2 Z{4iiffd 24 h.48 h [T B IH &
Sy (62. 514+ 13. 44) pm, (68.00+13.38) pm.,

shRNA NC 41 %5 (128. 83 +17.59) pm, (211. 34+
23.96) pm,shRNA-SIRT2 4143 75 [f] — B ffl 45 1
TR HRE )1 B shRNA NC d 55, 2R A g it %8 X
(P<C0.001) ., W& 6,

— — e — S| R T2

B -actin

B 4 “R[E HeLa 440 SIRT2 KRk K F
Fig 4 The expression levels of SIRT2 in different HeLa cell groups

13k —o—shRNA NC group

——shRNA-SIRT2 group
L1f x

09

A4w1

0.7

0.5

0.3

0.1 . .
Oh 24h 48h

B 5 MIT % HeLa 40 i 11838 % N
Fig 5 MTT assay was used to detect the proliferation activity of HeLa
cells

* P<C0.05, vs. shRNA-SIRT2 group

0h 24 h 48 h

shRNANC

shRNA-SIRT2

0.8} mshRNANC
L O shRNA-SIRT2

3k 3k

24 h 48 h

6 7 EIR B HeLa 1R AT
Fig 6 Migration of different HeLa cell groups in different periods
* % P<C0.05, x % x P<C0.001
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TER e e ds i DL SR OO T E IR
FEADY BB ORI RER R - ILE
R PREZ MR, BHATS A PFSIES HPV 2
BB B R B BRI R IE BRI &
HPV 7 57 8% e J '8 3508 4 26 i fe R ]
B 20U LA R HIL TR N W L BR A HPV S, A
ORI 2 R R 980G B4 A 5 TR 0% 2R 3 LA B HE At 7
P TR 2R A A DR 3R A 5 el SR A Ok R 1Y)
T

BiF 5 s /s » SIRT2 G 3o il 40 92 e 90 43 7 Mot & 1t
T & AEAE 40 Forkhead %% 5% [ T (forkhead
box protein O1,Foxol) , 4 ifd 4324 & B4 25 11 20 (cell
division cycle 20, CDC20), Z, [ 1k 4H & 4 H3K56
(histone acetyltransferase acetylating histone H3
lysine 56 , H3K56) % , i S 4R i 5 %2 1Y 4 45 40 g Y
Wssifa e 1 43 110 25 FL T g B A D) AT 5 B % 1Y
AP kKA. BB KL Sirtuins &
JGxT H3KW BB AL 9 e 0 i A7 25 £ BE AL AR T o2 4
2 40 2 AT 1Y o R P 0 oA AR AR My e
MRS A5 B Tt 2 12 e R e 5 a8 Tk )
Gt B T A2 2 bR e A

ABFFEEE R WoR B U AL SIRT2 A1
FkE T CIN HEUNIE R F #4141, CIN HEUh
TR\ TIEREHIHZ, R SIRT2 £ {1 E W E
2 CIN 2 2R Ey 30 4 2 1) 3R 38 7K1 8 40 4
. [EER ] Western blot A6 Il B ff 7 25 2H 21 b5
A WEGAE T SIRT2 725 SUBH L Rk # & T
TEH B S 2 SR TR I W BUR A2 B S0 1 i
Ferh, SIRT2 7] fE 4 #F H & A= HoA Mg g ) 7 1)
Fetk. JFEAHGED - @R SIRT2 78 2 M fE A
L P 2 B 200 R T 88 R 0 T8 552 I o v o
ik ST BUE R RSB0 B A MR R 3T
Rk

AW 5T & B, SIRT2 7 B SR 1 42 35 7K F 78
Ji 93 1 AR 43 3O 8 R L A 0 S R OA R A A 4
e YL S fE T HPV MIBE T 80K 17 % R R ik (P
HJ<20. 05) AEA [A] (8 AR L IR AL TR 2 AT T
JE e 7% AT 0 R L B T b R A TG R e BUA S
S K B G W o ) A 25 R B ge it B L (P >
0.05),

M SCHR A TE L B U 2 U Y 20 ~
5%, BB HURIE I &R 2 LIS N 5% 1Tt

Hh15.1% ~ 18.5%, I+ H & AN B #a T 4 &
B0 ARBFgT 45 J ok . SIRT2 76 B vh il 3%
KK 2 T, B oR SIRT2 1] g 5 7 2508 1
KB Je A2k F Fus i — L B EZE T,

3T U U 45 1 B A% 0 e B R IR IT
ZTFARNEE R BB E R R, B £ %
WEE AL T Bl CT . MRI %5 3 2 7 A7 6 ik 0 4%
W TR 4 S AR 2E R A A8 2% B3 0t RAT AR J5 i 2
YR A 2550 43 JB A 1 A K I 28 B L A R R
ST A 0 TR R s BV AR 1 T S AT A Ak
CLEE 1Y 5% F . 0 X X A8 38 0 1y I A R
SR ORGSR & B, SIRT2 1 R kK5
A AR S R A OC $R SIRT2 & HKF- 1
235 AT BE 2 K BT B SR A I A I L S A I fa
HEHEIRZ—.

Y HPV fEAE SRR bl 800 48, B
A B P M E] Y fE B HPV (4n HPV6,
HV18) , WKe B 1S i & Je Shy 5 5008 1 KU . &
R HPV 74 E6 5 1 AT LU o 45 & 0 5L K p53,
M3 3 0z R A p53 MR, R . 1S
R HPV 7249 E7 8 1 ik 45 & pRB g 10 il &
S e W N T (13 L el e SN N ) S 1
R R SIRT2 R IEAKFLEA SR HPVIG,
18 YL i) H 3 v B 0 3 L B2 R SIRT2 AJ G P [\
HPV SHUE S M & B, 5 A bR i HPV16
DNA 7517 28 1% Mg v B 0 18 /&7, 5 e 1 4= 28 1 A
KB M FRATA S s SIRT2 1] B8 55 5 29 9
4D A R B A O

i2 il Kaplan-Meier 2] SIRT2 K FE ik 4H K
1R R IR A A A I 2R L FRATT R B U AR R AR
FEARAE SIRT2 i R K 415 SIRT2 IR R K ALK 42
/N ek SIRT2 56 #0 8 3 B AF R ] g AH G, B
HE— P KA R IIE

AWF 5% 3 5F shRNA T #t Hela 4 jfy 32 35
SIRT2 & M . i 445342 T SIRT2 2 HKF /Y
Hela #0, 3 T # Hela 40 iy 3535 SIRT2 T H
JE A5 Hela S H iy 2R 4 50 iR BE 1. A 3
Bk iE SIRT2 4 %) tenovin-6 ) il SIRT2 7 &
I 200 L rp A R 3K, AT 5 R P BT I N 0 S 1 e A
FHRSET AR 5 b DT 5 30 i 4 S8 T 4
Jnter e HAE AL T RE 5 SIRT2 76 5 U i
— B, W9 K BUAE I M T R A il v SIRT2 1y |
PA 5 A 20 MR A R L R R A R R B
AH G 388 0 400 7] P9 40 B R SIRT2 1 3R 3K 7K F X
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