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Progress in research on the role of DNA methylation in cervical cancer
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Abstract; Cervical cancer poses a significant threat to women's health worldwide,and its early detection is

crucial for improving treatment outcomes and reducing mortality rates. DNA methylation,as a stable epigenet-

ic marker,plays a significant role in the occurrence and development of cervical cancer. The combination of

methylation markers with traditional screening methods has been shown to achieve high sensitivity and speci-

ficity. This article provides a concise review of the potential, challenges, and future developments of DNA

methylation in cervical cancer screening.as well as how these molecular markers can facilitate more precise

risk stratification and personalized management of cervical cancer.
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i E RN, IF TR AR B OGIE B & fE B HPV (HR-
HPV) 58 S0 A e E . 4 HPV 4R % WY
I TR, R A AHE A B T s R G TG L B, R
B Ry — 5 R e i o K 22 MR R Y K T
HPV g bhie i S 8-,

HPV 5582 6 F 2 RKEFEE EME 75
HPV e H 41 i 45 i) X A9 AH B AR . 30 E6 L ET7
HAYE R, FESS5RHENEH S8UE S/, HR-
HPV ) E6 & 15 p53 SR AL A Wil A 04 40 i
JEVIA 4520t R R 15 78R 000 5 400 ) E R 40 i R R
(pRB) 45 &, 1 fff 40 M 3F A A 32 5 B 36 7R 50,
E2 JER P2 & —Fh DNA 454 E A . B K E6 f1 E7
F DR 1) 3 53 L T AR B e 2 R A B L 0 B DNA i 3 5
FfE FRE A A IR E2 B TS5 E6 FTE7 1Y
St Ik I R T (kY . DL E HPV X T £
FEH LKW — R T, 5 2 W3 L AL A & B AT
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A3 ICER . W8t A% 2 8 k38 A% R S AL 9 YT 3 R
FEIR L TEANAE 43 fb 3ok AR b S B0 L R 1) 30 SR DT R A
XA & B R 19 & A f & ke 31 B B /E .
T A% 4 EEHLH ALFE DNA H 564k 418 F 15845 .
Yefe T UA AR S B RNA P 45 2600 FE B S % AR
L DNA AR S5 32 G U, B o B 9 19 T3 B L 12 W LA
FRIT 7 58 B e P54 A48 B 0 JEL L % 3 e B HL AR e
U3 K 5 T 9 8 I R S B R i BRI
2 DNA HEWLS5 HPV LA ESTETRNIER
DNA H B Ab 2 2 & A= fF DNA o Jifd i 0 1
IS4 B ) CpG & b, il i DNA H 5L 4% 5% B (DN-
MT) BIAE T F SRR i 2 B 42 i i F R L A e 7%
PN mEBE RS 5 SRR b & T 5-F L
mAnE AR . T CpG B S H H 4k T S 80
Jos 6 DR A9 2 0 o O 00 Dt e 6 R, DA TG i B O 0 1Y
AL, 78 HPV YL, E6 Gl i X P53 B4 il
33 DNMT1 RAH 0, i DNMT1 2 2 5 5Lk
A T B, L R 8T o S DR e o o 35 R
Chan P16) A3 B R 34k, A1 . E6 3 RE 8] 52 42 F s 7
FE B B AL I8 450 BETE 40 A A T AR RAS
o8 975 2 4 FE B g L W) B 0 0 B A AR B0 e B
WS E7 it 5 DNMT1 B 5458 3 0s &, sk — 4
o A R DR A R SR AR R A A O A L
X RR S AL I T I S A AT EEAEE
) Je  HPV % DNA A9 i 45 X8 & B2 454
{7 5 C E2BS) , {34k E2BS Ji , Fr S 800 E6 f1 E7 4
PR 2 R SR AN M e Ab i =2 . BRI Z 4h,
5T & B, i PR A R 25 mT 5 i 509 i R e A
B2 v 9% A0 A 19 3R B LT RE L O B G il R T
LA R A 5 SR 38 R 7 14 2 35 7K T A 5K, AT 52 i ik 988 i B
5% B G E N S T R T e 98 Y B 2 K R A B E TR
ISP YRR AN  DNA AL AT AE 10 61 1 g i geg 11
K F MicroRNA-138 B %% 5%, T 52 W B X Zeste
[F U5 P 14 5 35 2 CEZH2) B 88 1) P8 3546 e 28 5 B
MM T T V. DL X — R A
TR HUE R &N
3 DNARELKEEHNELHEEERNSEE
N A
3.1 DNA W Ak 76 5 8009 K A 25 12 W7 v 10 8%
fEHT 24 M1k DNA B3 AL VF ey 26098 K 9 Aip
Jga A% 0 AR b e N BB T R E L 2 A SR AR
o XF & K 1(PAXD) BFHE E H 582 (ZNF582) .
R4 3(JAM3) \SRY &% K+ 1(SOX1D) .
FEFARALPE 19 R T A4(FAMI9A4) 25 2 3 i
E W IRANE
3.1.1 PAXI f1 SOX1 PAXI1 & —Fh & 20 5 3
W, EEMBANES S REECEEH. 25
PR 0 B A 40 AR 3 . 2008 4F PAX] BIRBIRIE S
B U ARG AE B IZ W S A AR W,

FiEgah PAX1T FRACR S EH EOHSE B EER.
PAX1 75 = 900 8% 4R _E Bz 9 22 (HSIL) DL KBy 59 9
FEART R R T 545D, R H
LIOU &7 (%) 52 3 4% # b, PAX1 & ZNF582 5
HPV16/18 B4 K il 76 5 8 bz A 3 2 & UL b
(CIN3 ) Hr R B 8 , RAERE DA s 57 B AR e 4% 5
BEE KRR . 5 PAXL [A B4R E R A
SOX1,SOX1 Y& — A~ it 3 il 3 ], 7 2+ X
f Ak £ 3 80 SOXT HE A Ay 26 3k F R s 58 & 00
BR AT 2 25 L AR e AR K A Th D W R
SOX1 Ji g F 8 B 3L A0 5 5 5098 19 & A= Tk J A G
Bifi 5 AR 2503 8% 4R - B2 P A8 (LSTL) 3] HSIL £ 3
B, SOX1 1Y AL 7K -2 15 L 4875 SOX1 8
LAk 1T BE 7E B S0 19 B 0T B BT LR AE L O B
A R TR T L R, SOXT F AR 4G I 1T L 4
Bher #5008 09 L 0 A L O BLAS A HAb AR B vl 4R s 2
WO VA A L LT 25 R L A v BA S 5 A 2 BA S X HE
X S 5L PR S AR A A R T, S Ak KO # Bl
WLV FFR A TR N FE 2 B M a Lo,
BA%] ZSCAN1/SOX1 R MU & (H 4 5 B 3K,

3.1.2 FAMI9A4 Fl miR-124-2 FAMI9A4 J&§ T
TAFA EHFHE XA FE 3 P 4 i 1) B i LA
S3 UL ER (R RRAE , R LT e AE Z M AR e b &
EAE Y, FAMI9A4 B J3 30 + W 2 {k 78 HSIL
(CIN2/3+) FE 28 s BE R 3K /b RNA (miR)-
124-2 J2 miRNA GE 5 19 — 5 43, 16 W 3 b Jgg A DG 2
PR &35 v e #E DG L 22 0 iR ke 2 o R v
225 )i ) T W Ak 5 H 3R 58 T R, 5 350 1 ) 7R
Z BRI fE VINK S &5 5y gF g8 b, R
FAMI19A4/miR-124-2 B KAk 43 #7540 i 24 AH He 4R 5
PEBAR B 238 37 FAMI19A4/miR-124-2 5 4 Jf % 45
G oRWEAE S, D ERESEK TR, R
T 5 X 4 1A U 700000 8 0, ' 009 1 B R XU 7E H
FEACIPEA P L T A M 2= B PEAL (1. 196 vs. 2.0%0)
& B T RE A8 A M 2# B 4L . DICK 48wk 9% &
PR, A T G 32 400 M 2 S i (ASC-US/LSIL) 1Y 2 7 4%
HPV 5 [H 43 B A1 38 Ak o3 7 46 0 - 7T DS 9 s 36
96. 5 %0 M 2 B, H KM B AR B PR 3 19 CINS + R
Wor . 2 WA A4 S M T U /0 152 0 iE K 7 A 1] B L 1HL 2
R TR T RE S B2 R TR,

3.1.3 JAM3 JAMS3 J&—5 g0 B % 3 A 1 8
FEAH G E L 8 T 20 B 0 TR % . JAMS [ 3R
TR K V20 A% BT BB 2% 5 Wi 40 A [ 286 BRE R TR B o 2
RUATR], JAM3 ELAG 2 i sl 41 i) oo ) 42 28 S5 56 B8 1Y)
PR EAERE T oh Wk BB A R A A S
R IE LR SR AL 5 IE W AL M A 8%
25 X 22 S B R Bl JAMS B — AN T
AW REY, I B, JAMS 7 ASC-US & 73 i
HR ) IO FH B )t 2 BRG] LR TR R A
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MW, 16 EIJSINK %59 s g v, MR S R E A
THF %) 7 A5 P R 30 2o PAT A 07 3 0 03I, ) 2 TP 3 AR AR
W ZH A JAMS 755 U 1 CINS 2% v i 3 1 &8 s
() H L b 451 2%, 38 3 JAMS B — HT 3Lk kG 0 AT A
83% B HMA; 5 13 5 Yt o iR JF i B B AE 18
(CI30RFI18) . 2L M M AR | 1 7 4. 1 XU 3
(EPBA1L3) s bir i 3 7 5% B CTERT) B¢ & 4G 0 B5F
Xof B SR A R IR 94 % . A B ETE 22 A BE
Hop B OB B O3k A5 E ¥ CANKRDISCP,
C130RF18.EPB41L3.JAM3, SOX1 Fl ZSCAN1) J&
7 EA M E S WA o LT 2550 % e 4T — A 5%
SERIESE L JAMS3 R Y H 34k K OF 5 0% AR 1Y) 7 5 R
FE R IEAH G, 7E 4 i 2% 5 % (= ASC-US) 5 HR-HPV
FEPE B . & TAMS B9 b5 i 9 41 & (C130RF18/
EBP41L3/JAM3 LA &% C30RF18/ANKRDISCP/JAM3)

X CINZ + 1 CINS 55 78 114 K6 0 14 BE 7] B BE 4 45 4H X
AT () R A5 RE AR S B L 6 CINS - (14 46 ) R A B 3
KF 90% ., JTAMS 78 H [E Al far 22 A HBE A9 2 BLAR AL,
7 AR A R RN R R R, 3 B AR SRy 4 i I
B P B 5 A BE R X E . AE FET 27 f i 58 o
JAMS3 H AR AG Ty 200 w5 9% 591 9 A R B R B €2, HL
55 H Al R A 8 ) 28 (0 R B R AR s A U oA
PR U/ B BH P 3 DR S A I 92 A AN ] N v
FEIH — O IEB T JAMS 7R B U 20 Tk b g
w7,

SR H . DNA H S Ab bR i W 76 8 39 I 98w
S A5 12 W B R R R ST R S RE A% O B B Y R 2
VB 44 4t — T A 205 %) AR 00 SR . %R B0 AT 12 B L
B e AR LR L 26 1,

1 DNA B E AL S 3518 & & A 2 Y12 i ge

[oAIRNE| AT LN 7 R FEREOD EE PN
< CIN1 vs. CIN2+
PAXI T 59 7 4 ASC-US 70. 30 97. 60 [27]
JAM3 64. 80 96. 40
PAX1/JAM3 83. 80 95. 80
HPV 100. 00 10. 80
PAX1 EHGEMM HPV16/18+ 75. 00 96. 60 [29]
JAM3 72.00 97. 00
PAX1/JAM3 89. 00 95. 30
PAX1/JAM3+TCT(HSIL) 89. 00 93. 60
< CIN2 vs. CIN3+
PAX1 "B S 75 4N e — 69. 62 81.79 [17]
ZNF582 76.58 86. 94
PAX1 or ZNF582 85. 44 76. 98
PAX1 or HPV16/18 89. 24 75.95
ZNF582 or HPV16/18 85. 44 81.10
HR-HPV 98. 10 46. 05
PAP 68.99 90. 72
C130RF18/EPB41L3/JAM3 B HE A HR-HPV+ 93. 00 58. 00 [19]
C130RF18/ANKRDI18CP/JAMS3 90. 00 63.00
ZSCAN1/SOX1 89. 00 65.00
JAM3 87. 00 74.00
SOX1 83. 00 74.00
HPV16/18 82.00 59. 00
C130RF18/EPB41L3/JAM3 B B B ASC-US 94. 00 53. 00
C130RF18/ANKRDI18CP/JAMS3 92. 00 61.00
ZSCAN1/SOX1 91. 00 66. 00
JAM3 88. 00 76.00
SOX1 85. 00 72.00
HR-HPV 95. 00 13.00
FAMI19A4/miR124-2 B HPV+ 71. 30 78. 30 [23]
FAMI19A4/miR124-2 and/or PAP 84. 60 69. 60
PAP 76. 00 87.00
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gx1 DNA HEAENETIE R EIREZHNISHEee

LioRUBUINE| FEAZ R PN TR RS RS OD EEBUN
FAMI19A4/miR124-2 B HPV+ 70. 20 65. 80 [24]
HPV16/18 and/or FAM19A4/miR124-2 87. 70 42. 60
HPV16/18 61. 40 61.20
JAM3 B EE HR-HPV+ 70. 00 83. 00 [28]
EPB41L3 70. 00 83. 00
TERT 54. 00 88. 00
C130RF18 62.00 97. 00
JAM3/EBP4113/TERT/C130RF18 84. 00 69. 00
ZNF671 B HR-HPV+ 78.48 67.38 [30]
HPV16/18 or ZNF671 90. 51 48. 50
TCT(ASC-US+) or ZNF671 93. 04 25. 32
HPV16/18 58. 86 69.53
TCT(ASC-US+) 85. 44 33.05

< CIN3 vs. SCC
PAX1 EEELES — 86. 00 82. 00 [16]
SOX1 68. 00 94. 00
HPV 82. 00 54. 00

H:PAP HE FUR R A A s TCT Ry i 5670 )2 40 i 24 464 s SCC R AR 41 i s ZNF671 A8 & A 671; ANKRDISCP A & & 4l i

REE N s FAMI9A4 J9 P SR 19 AR Ads — KR,

3.2 DNA H EEALFFE /Y 2 ] 2K 40 B B LI B R A
WrfE  DNA H EAC AT B 50 (1432 b B &%
WA, He 22 PR 2 43 At o i PRSB804 A A
s

3.2.1 DNA HIEAL MM EE JET- MK EA
B 1(DAPKD #4252 1k B(RAR-B) & £
g ST B R AR B 2 — . DAPKI f = 3
ARBR 25 0 5 LA 5 0 200 e U T 0 BB A2 0o DA i 2 a0
MR SR R KRk e 4 £
ol S fb R v e B A L BB M AR IR
Ji gt DA R JB e g 4 . RAR-R 18 1 5 00 8 IR 45
A 20 M AR K A A 0 £ Sl B T RAR-B Y 34k
RSP0 T OO B R W, R R OE T AN 3
B BIRE R L 3k e [R] A4 PR RE AL O R A IE R #
HAHE AL DA W% 2= 7, RARB2 KL A&
IR AE 30~39 & 24 25 5Pk B 3 s DAPK & A F 3
TEIRTE 30 ~39 Z 4 H 50~ 65 & dHh WIEAE B %
P22 5, HLH Ak 7K SF B 41 At 2 2 03] o 7 B R A 4
JnAA L T I g 4R AR IC A I 4140 T B AR
KA A CpG 555 3k, X R 7E 1T
B S0 U A B, 25 P R IR R e, T AE 5 — T
5%, HESSELINK 255 3 i 43 #r 15 Flvbs 9 41
BRI M ALK F 1 (CADM1-m18) #l T 4 ffl 43
b3 H (MAL-mD) (21 G 7F X 43 CIN3 + 8 3 i R )
e, Ho A8 OB R J5 i il 2R AL CAUC) ik %) o.
719,CADMI1-m18 Fl MAL-m1 4 & i 3 9 5 41 jfg 2%
K 3 40 i 22 6 & HPV16/18 43 B 20 & 4024, 3
HAEAS B AR W5 oE— 25 0 A 43 Fr R B T 48

HE T 18C

X CADM1 Al MAL AR ZS iy A6 I 25 5 %A
ERM R HZ AL G AN R AR IS B T
3.2.2 DNA I fppyilitt 22 % — Wit RN
WAk 5 S & A R R Ok R 2 BR 40 A ) Meta 43
B 76 9N b X, B S R A PAXT 3R 34k
RE G XTI HE A B 22 5, A HAb b X R UL i
T 53— T A TEZS AR A T 4R 45 b L CINS + 5
F PAX1 WAk i 2 80 B RN RE S5 B 43 00 R 7306 i
87 Y LR R T AN ] 3 IR £ H AR KO- T B H
B2 Sk ARG R h 55 B RN R, S — T
11 » BONDE %5 g 47— IR 22 A4~ B 52 110 2 bt Y
[ B3P A 5T s B 3 AR X T 4% 0 Z ] CINS +
) R A — B (75 %0 ~ 78 Y0 o 3 W Y KL Ak A T 7
ANTRVRE A A B 7 3 R 2 A g 1 s 3L DL ok B 4y b 3R
/I o 1 0 < (1 S 117 LU 7 o B Al
M (NILM) 3¢ ASC-US 2t i B A 545 1 KU 43 )2
BE 71 X F HSIL B3, Joit W JE A 25 S anfar , 35 4
WT B2 9138 e A A DAORIE K B 1T

3.2.3 DNA HEALFENGIRK PN ZNF671
S — PR TE BE FE N LT £ B kPR S R o R R
SH R B IR AR 2L IF HLS WUE AR ST AT R
JERE B TR S M AE bR il . ZHU 4 F 5 kR
ZNF671 1 54k 70 1 XF CIN3 + B9 4 ) 3¢ 3¢ {7
HPV16/18 43 BIFI PAXT B 4k, B R H o i 1Y il ek
PEFUER S, ZNF671 5 HPV16/18 BE A ffi 4 5
PESEIN 126 %0 . H.FATE B %12 R AR R W o = A
MR, HAh, 4% HR-HPV BIPE R H bR 2ot R
ZNF671 #  7f 3 2> I 12 % JF H BE AR CIN3 + K
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B0 IR SEAE S T ZNF671 Ok A I #F HR-
HPV B 2 ¥ rp 4 Sy CIN3 i A8 T B 19 v g, Hid:
S M AN AURR M 1 A% G A D ik 1 T B e/ T B
e R A B Ok B B B R A A

FEIG RS B b, B F s 00 K2 9 AR (CIN2/3)
A RSB ETRE S A AR TH AR 3 T SRR R R G L
Fab BEWG YT I £ 9K, KREMER 286 FAMI19A4/miR-
124-2 W AR I X5 T PF A CIN2/3 £ M9 22 19 1] 5
I R AT — 0% RRATF 5 & B, HY 3Rk A £ 1k
PANCINEESTE = R S IR it e R ey (6
g R R R NAKSE R F o (ASC-US/LSIL) , H H %
B, [ Z85K 5 88 %6 5 53 4, HPV 16 FHPELL 0
kEI )9 % B E L F HPV16 MY, X W Fss 4
RS B I7 N BE, 45 )R A 08 I 2ok — TR Y 3k B
%%,
3.3 EIUEBUS T DNA B AL
3.3.1 HHURDS NG R S0 K
Bt P2 BB B ( FIGO ) 2018 43 WiAT i R BLail . A 45 40
LAY TR S5 K AR L B3 55 45 4 19 13 i Rk B 4
Z R MELGAR R TR, FEAEFAR T
DL R ARTT TR B L B B 36 97 LA SR ) 36 97 A T R RS
R E . — Ok UL, R E SR W DL FRIE
SELARRT E . F AR EZRE X T AT B, 1 B2,
ITAY WEE A F AR, oI 17 5807, X F 5 s
U9 3 AR R T SRR A R S A L RS 1
B R ARG BT BEA RBEIRIT T B L 4y
W R R 5 TS % DDA DG, SR A AR kB 1T
b geg BB = ) FIGO 4 IF R B JR 5 W 241 5 4F
AT R G LB BT AT BH A I8k 2 45 1 £ v 05 oA ] —
WESRBEERASE B EFREARL. B
SR IR S5 B O 2 ) SR R e R (B A H A
ER7SES A TES E AL e S

Bt 2 A, 1 30 4 B 0T SO N B
TNT B S IR 9T TR ME L A B ST 2 B O KT 32 2R
Ji DAL 2 e A R 1 FRAE L RE T DL BTN
WOT 51 E DNA 545 T 2 B0 i s ke 2 RE Y
H T BITHALIT X T AR 22 S v B i A Wb AR
Xof By S U AT L A E L, DAL AT AR AR
25 S E A IS TR O 58 5 IT SR ALV AE 1 IR T
Ik
3.3.2 DNA W R ALTE & U8 WU h/ER AT
fli PAX1 JE i3 o+ B 34k 7 10000 5 35098 2R TR 45
AR 37 2% e 0 TR A4 L LT 45 5 5 R g AR R R
FE IR ME PCR HCB AR TR PAXT B4R R &
B PIEIRES R EI AL PAX]T HEERE 5 &
2 (1) I JEE 2 WA 56, PAX1T ACp { (delta CpG methy-
lation) ZE 3R YT H 1 0 35 30 2 1A 7 2% O 1T 2% B R A
TR BE 1 CAUC 2 0. 84) , 15 I &8 43 2 filk 1y 7 4
JEE VR S 20 R 0. 72 FI 0. 88M, fH R, L BF ST N

ABEAR AR, iTRERR & T 45 R E vk, H R8¢
T T R e K I B U R BN K B A AR, T
MULLER %7 S2863iF 52, 5 15 5 30 41 41 S Ak 5t
AL B 30 R 3 7 W B8 40 1) A6 T A9 R BOR A
XFEE b, 32 B A B R Ab B = S B A 0 TS A OG
TU 255 5 F A B 4B bR ic 8 i 47 KU 43, 4
ST A Y B By B SR AR A XURS: 4 2 O HL 0 A=
FERFIR] ZAE R 7R T IR XUR: 41 /9 5 4R A 10 4R A 47
R T v KUBS: 2L T 45 SR AT DA B I R s A
Bf A £ 3 L TSR IR YT O R . kA, 2 RS
FW . pl6. Ki-67 J& B 0 48 #F J§ 01 /™ & 1Y 8 245
BUYLLUO R R S0 AR A R R AL
pl16.Ki67 Fl pl6/Ki67 ¥ 20 34k 2 0E 43 (1S) B4 i )
H A PAXT FI ZNF582 () ACp {8 1 [7] K¢ Bl % =
i AR ' E R R B B A, ELRE A p16.Ki67 Al
pl6/Ki67 IS A4 fin, PAX1m.ZNF582m Hl PAX1m/
ZNF582m (1) BH M S AH I 34 i, SR T 5, 3 5 F 57 3l
it pl6/Ki67 1S Al DNA B LAk R 245 g 56 16 % 8 305
5B TEAL R T BT

4 DNA REULMHkBEERKEE

4.1 DNA HIALAENG RN APk DNA B3
A AR 3 A B S RO T AR Y 0 A 12 B S S OF
Al o B E A, 200 3 P S AR A i R
BTG IR . RS X — SRR T B R,
DNA R Ak 46 I 75 52 B g 1T A A7 T8 i 22 7 T 89 Pk
s PO, A2 B B0 L AR I8 SRR AR SR T Y 52 R Ak
T 75 0 1) 2 B0 RE RN R S BE AR S TR AR R R AR R A
W], FE B 5, o — F 3l bR Y nT e AS
B DL 55 A 01, R B 2 AR W e s A oAt 4 1
FEAR LS SIS WA 1 . B Ah SRR R T B R
B 5 X 1R M N D SR A v s B AT R A AR T R
DX A8 K, HLAN () 52 38 =5[] 1) F A Ak 388 % 8088 43 i O
HEBZ G AR, SRS ] R MR,

4.2 DNA W IAL AR K & & J7 10 5116 R 5
4.2.1 A5 RS  WIEAAK Rk N AT
Tz A ONRE O A L 0 R AR B U A B S
FA2 W, WAL b A 4 Bk A D BBk A R G ik
ELAG R G B 1) SRR RD R S L S R R U
Je B AR FOAG R I L 3 a4 M AR PR 4 21 R
PEI DNA f#y H A6 15 , 2K >k AT LA 4 Hl 950300 < 9 19
R AT R Flan, R B ISR B AT R H TR
TG 822 0 B 48 TR A5 R O B A T T it
BEAN IR RS DU 5k Bl B DAL S R IR T R MR YT
TS AE 3 25 A .

4.2.2 WIS UG VEAL a6 WA 5] s
1A B AR K OF LA AT fig S BN B SR BB IR )T R AR
AL 2R RURS: 19 S B4 R A AR A Bl D R I B2
PEARYE . JF HL BRI RE 51 AN T8 885 10k
R 5 miRNA Rk GER R EHRAEE2H
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AR B EE B AR T BEHE — 2P 4R T B U 12 K F B
J5 T B R T A B T 22 21 2 BK 5 B0 RE LA, 52
TP 14 4 T RS TRE AT A

£ LTI WA A 0 R e AT BE S B B 4 B 12
Wi IR T 15 S B B 2 0 A0 4 O R B L S S0
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