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[ Abstract] Hepatocellular carcinoma (HCC) caused by hepatitis B virus (HBV) is the first
cause of cancer-caused death in China. This study, from the perspective of HBV genomic
epidemiology, systematically investigated the evolution of HBV and their interaction with host
genetic factors in each stage of HBV carcinogenesis and comprehensively analyzed the role of
apolipoprotein B mRNA editing enzyme catalytic polypeptides (APOBEC) family in the
inflammation-to-cancer transformation. Based on our findings and related studies, we proposed
"cancer evolution and development" (Cancer Evo-Dev) theoretical system suitable for most cancer
types. Cancer Evo-Dev lays a theoretical foundation for understanding the mechanism of
inflammation to promote the development of cancer, which is of great significance for the specific
prevention, prediction, early diagnosis, and targeted therapy of malignant diseases.
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T HCC, A7 HBV e 35 vh 2 000 77 ¥ HCC T
HRBETS . HCC WMERRE & , RIS WiddE , F R
WIRTT RN, ARG 5 E R, FERRRMIET %
AT 121, BRARHCC 3 BUE A4 0t i DS E T 10
FEAFIHBV IR 5 kA HCCHAR G R &, &
T 95 PR O X o T RS HE R IR, FRATTE
5T HBV 18 PR R YL 175 & HCC 194 AL, I 15
YN 2 I AH OC TE R HRE TR RE HE R R R
(Cancer Evo-Dev) 3X — #7 2# Ut , I JiE 7 197 5 il 42
HEHr B HLS AT

1. FE HBV (14358 R 4 3 A 724 Ao i Fe v i)
“RIEHEAL ]

(1)FR[E HBV JE AL AT A A0 - FRAT T ST
TR PR A R B AS 45 E HBV SRR AT
U Multiplex-PCR 77, I 76 ¢ [F KB4t 160 4~
P W I 5% 1~59 % 1 SR B A 81 775 il 5F
& T HBV BE R A AT 7 0E 5, %t 4 150 15 HBsAg
FH: 2 64T HBV SE R 4380, 2 38 [ 32 221 HBV
FEPIA K C(68.3%) \B(25.5%) JRAM(5.7%) FID
(1.5%) ; H: E 2 A Ky C2(58.0%) . B2(27.3%) Fil
C1(10.7%) . HBV C2 43 45 f b [a] B 32 7 B A
HBV B2 Fl C1 W 5 Z M S o 7 a0 Ll DX AT B0 R
AR X, HBV 3 [ 78/ R 43 A1 25 S5 K 1 )
FAV IR ML IX, B LD AL 80% (15 v [ 45 15 Hb X AH
1) C1 B AE) RA s TEVI I HIG X LB T —
Tl 3 IR 2, iy 44 0 €95 ZE T B 4k B /R FIR X &
FLHBV LKA D F A 27.8% Hif S X% A 33 4~ Ik
e, DRI HBY & A SRAEYEMCE , J& Ty 8 HBV
DA FE AR EW S P A RN . FEAE SRR
D71, HBV B2 7E AR AF % 21 &2 il R 1 3% , HBV ¥k J&
I HBeAg [ 5634 5 F [ 4F S 4 HBV C2 Jgede 3,
{FL i 25 4 07 15 048 2 #5085 Bk 5 1 HBV C2 AR I o
TETCAE IR HBV &Y, PreS B \T31C . T1753V
I A1762T/G1764A %5 HCC A & 7L 5+ 78 HBV C2
B & A B R 3 S T HBY B2 1fif G1896A Al
G1899A 45 5 St/ 2 KU A AR S E HBV B2 Hp
BRI 5 T HBV €27, 7 HBV W7 AU 5 i 9% 56
Z7, AL D HBV B2 5 i G35 S50 &
PRI R (CHF) B2t CHFBE 1 /&2 HBV C2 (1)
445 T HBV C2 JIr 80 & & 118 Ak & A R 02
HBV B2 6.97 15" ; @HBV C2 i i AT A% 1L F HCC
B fE ) W T HBV B2, L HUE7E40 2 LA | 5B
P R TR =108 DL/ml (9 AR ;@ HBV B2 S5
MR HCC ARG 5 8 &, TR PR 2 B =

(2)F [E HBV 3 220 7Y i i AL A B0 5
JE 25 SR BOE AL Y 515 FRATTH JCREAR IS 15 & 1)
HBV DNA Wl 5> 45 S 8 8 1 25 284 i 87 A e 41, O
DAL R 2 B8, BT 66 Flt A Bl 438 5 41 OC HBV
A5 5 Horp HBV C2 H1 B2 H 32 3 HCC AH 56728 Fe i
A —FrE, FFRE AL AR ¢ HBV 28 St 258, o7 )
1998 4F-7E 1 ¥ 11 A 37 (1) HCC i PR 24 A s BA S, 3%
T8 R & B A BB E T 5L 8 C Y C1673T,
A1726C. A1727T. C1730G. C1766T. T1768A .
C1773T Fl C1799G 5 A% 53 J& HCC /4 il 57 5 B
£ HBV C2 LA () 21 4> PreS1 HF £F K {3 5
81.0% 5 FFREALAT IC , 1% 7 (1) A% 5457 55 5 HCC i
FAHSE PreS1 X P 81 22 55 1T 48 7 AN [ -5 45
Jayo LT C Y HBV B4 & 1 Bl U A S 5%, 3%
i1 & BLAE C AU HBV B e 3 i, HBV % 11 iR 28 48
(C1653T, T1753V. A1762T/G1764A. T1674CG.
A3120T F1 A2962G) 7] LA 3 i JH 96 & HE 0 15 1
PR 53R [ 68.3% (1) C B HBV 7RI UL 5 , L o
25.5% 1) B T HBV 51 5 5| g 18 PR gL w3k
N T HR S AR AL HBY KRR ¢ RUH 25 5 5 | AT
i FIHCC™ ", FEH N . — & C A5 HLA- 11 7Y
Prl DP.DQ F1 DR 22 B AEH , 51 K& Sy I M 18 14
JER K 12 P AR T R R AE T, HETT S & HBV A8 53
FEFE (e ik 22 28 B HBV By 7= A ek HCC B A&
J 5 TR M RAEAR HE R 1 2R (IL)-6 55 R AE 73 F
P35k, 5 BOR BB 1 B mRNA a8 B 1L £ ik
(apolipoprotein B mRNA-editing enzyme catalytic
polypeptides, APOBEC) 3B [ 2% 1k , [R] s 4170 il bR W%
WE-DNA BEIEAL I (uracil-DNA glycosylase, UNG) 3
ik, S8 APOBEC3B-UNG -2 1 , 5 2 K& HCC
AH DG 200 i 5 A5 FL B3 78 5, A1 F 70 S 4 L 2 4 Ak
R, A SFHHCC RAEKEY , BRI HBY R
TEFR R B AL, I o #E v B LU IR &, B 5 i
SR, 51 & S RIEBE RS, BB R MR A
2 SR R A DG e, BUR R I A TS
HEEFRBEREFETES FEHCCARFE L,

(3)HBV B i # v i “ A I 7 R AE < 7218
PRI EE IR T R RE T L B T 1 R A, o 7 [
FESEAT ML R . HBV & THER 8 R, 7E D Fh Y
KA T BT OO . SR, A28 P e
i), HBV 5 DR 2 iy Ak 7635 43 B e 2 v L o W
LA 2 PR KRS Y HBY 58748 B T4 1 11/
KA O R BT PreS X 38, 11 76 HBV i AU 5L
S = (R AT S -HFRE AL -HCC) 3k B 58 A
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B b S B 0 288 it 2 RR 2, {5 B8 HBV %€
A g e R R, B0 A1762T/G1764A , T AT $6 28 28 4
T1753V . C1653T ., G1899A Fil PreS it 2 W 7 Jik 25 1/
fEJE A BB HUARTHE M HBV 8RS 1 2 i
DA A 928 I 285 5 | 7S 19 JHF 200 453 0 o0 2 2l B A
fik, T L3 5 1Bl & HBeAg ILE 5% 4% F1 HBV 42 5
BARE I, 33 2 BH 28 A1 M X 2 28 A8 (AR HLAT 2 ) 16
PR o 7R LI s L I sl AR AR e 53R
FHHHBYV 38 5 A e e M JOE R R
5 ) 2 7E HBeAg 1 FHPEFE A5 A HME S , & % 1
HBV WEHEZE WG 0. 7E e e B EH T, 2 5
HBV 3 K 7 Y 32 BRI 2 — J& CD,"T 4il g 2243
= . HIR5 HCCHI LM HBV 28 S ARAEAE T IR LIF
b AEET AR LR Sy R B AR A HBY 5
B, A& AR SRS R R . 7E 1~15 %/ 1) HBV
Y JLEE Y HCC AR DG I AR I A 4 bl 45 AF 5% 1 3
MG, 2R, S 1EF 25 4F 112 PE HBV gk
Yy e () BE R AR B, BT A JL HCC 4 ¢ HBV 48 57 3%
A WA R HBV H A Y T AN, (2 0 #E AL
&, 0FA B TR o s 2R gL, SR, HBV
Fom L ARV IS B L HE gk L T A
HANZ BB, B, HBV 208 U1k bt 15
HE LTI 2 0k, X B PR O HBV (Y “OR B 1k
AR

2. ST H g il B L R i AR 2 A ME SR R
B 58 HAEH «

(1)HBV #H ¢ HCC 38t 1% 5 I A0 i3 5 8 Fl 4
i A G BE PR 3R 3R 7K 1 %5 DD AH OG- B A 5 e R
HBV C2 {8 VE FHAKHE T NF-xB 1845 2 50> bl
Ji 3 o 4 PR 2 SCHK 53 B A v LA HCC AR
FE M T 03845 2 B o, RATTE I T 24581
HCC 5 %A 15, B STAT4 55K 157574865 Fil AJ5 1
20 9 T it (human leukocyte antigen, HLA) 3&
HIA-DQ 159275319 fii i o %% s N + STAT4
157574865 G A5 JEPH I E G N HCC BIRfEks . 78
HCC B T, TR AL 1A 2@ 58 P AL 40, 4k
157574865 GG K2 [K U 3% STAT4 3¢ 1k /K- 14 i 1%
T TT S5 R STAT4 16 i Al 21 h R 36 K1 1 %
1B T8 55 B2 2, 32705 STATA K 4% g 41 1l 2 BE
HLA-DQ Z #5142 2 4 i 32 10 HLA- 1 R E &)
woE . AL 7 HLA g HIA-DQBI i
HIA-DQA2 22 [7] rs9275319 i s, A 25 (v 3 [ i) % 14
hnHCC XU . 7E HLA-DQBI Fll HLA-DQA2 1 33 4>
AL FE N, 2 A A A 3 R (HLA-DQB1#0401

HLA-DQAI*0303) 5 rs9275319 17 7 Ff 25 72 & Y i
BRS¢ 2, T EL S HOC & B 1k 8 3% A e,
F I AT UL 351 PR 28 3l 3 PR G R E S T I
FIk AL S RE DB, 3 B SR 12 M T B
PERAE 5 12 P S RE 1 13 X HBV 28 55 R iR 41 il 28 5+
FEERE , BRIt HCC B AR

(2) G PE/ 9 AE 30 5 O e 5 R 1) st A% 22 25 Pk ol
wHEE RS 5 HCC AH 56 HBV 28 S 1y 4%,
It 5 HBV 22 5 b [A] 42 4 : STAT3 I NF-«B J& Z i
o o AR b e A SR AR 5 B, PR PR R AR
HEE R AR B . BF5E R I STAT3 5t A 1)
152293152 GG & K A4 I 25 19 in HBV J& v 3 & &
HCC B9 XU, 152293152 7 L & [A A1 5 2% 2 ik
A1762T/G1764A F1 T1674C/G By % 7 & £, i H.
152293152 4 STAT3 545 13 5 e 988 HBV 22 S A7 7
B E W HAEA, U R SF i E & A4 . #E HBV
B0 1 R P G R 3 B NF-kB R A RO R T
NF-kBI F1IGEM i 4> F NFKBIA Jii sh Tt 245
PR HBY C2 B YeH LA HCC ) E BB H K.
A1 & B NFKBIA F% R )5 5)) T -826 (1s2233406)
F1-881(rs3138053) (1) /0> L 4540 A i 4 i HC.C
R, EERERN X2 EMERA S T
NFKBIA 331542 AR, NF-kB {5 T+ 55, A2 ik 48 i
A1762T/G1764A \T1753V , preS Hit 2k S5 ¢ i HBV 48
S BB Ak R AR #E HCC & A4 Kk R 5 T HL
12233406 /0 WA 2 [H 5 A1762T/G1764A {38 H.
PEHI B 8 T HBV C2 J& Y % & 24 HCC 1 K
52, AR E B, HLA-DP 352 4% 57 11 13077
1s3135021 Fl1s9277535 £ ZL 4 FE K 5 HBV Bk e
MR DA G B 5 B0 R G T 1 IR T BR
HBV, 3 1M ) 45 RF 2 5E fOA 55 L {2 #F HCC AH ¢
HBV 28 5 () 9o 2 & £ 5 HLA-DQ % 1% £ 5,
159275319 119 7 UL 45 A7 3 (F 5 2 18 1 b 52 £ A
5152856718 119 /0 WLAE (v B 5 HCC % E &2 A
Ko i #F HBV % %2 3 B 1 HLA-DP J& A A1 5
C1653T ., T1674C/G . A1846T , G1896A . preS fit 2 45
{298 HBV 72 5 52 A0 3¢ , 5 G1652A . T1673C.
G1719T . G1730C . G1799C %5 #1J HBV 748 5 5 1F AH
Ko HLA-DP M HLA-DQ i 1% 5y J&4E 5 HBV 7228 S 7E
Pk OBV A TP AP AR B 38 W s AR T, ax 2t
HBV 725 55 HAAEA 18 B HLA B E 15 5 F A g il
FAEVEHCC &AL DL X S RER Ik 2 T 18
PEALFIfE 968 HBV 28 5 e e B 19 HLA - T B4 535t
S A T UG A A A 2 e A A7 SR AL (H



- 18 - FPAERA T AR 2021 4F 1 B 42 4545 1 8] Chin J Epidemiol, January 2021, Vol. 42, No. 1

TE =5 N F ANBE AR R A 45 6 6 R i 5%
SRR T o ARG HBY 54 S 5
Hg Ak, Hy kA HCC,

3. APOBECs ¢ % 14 £ & - 96 % 1k i 1 32 .
APOBECs ¢ 5 B A7 I 2 5635 1k, T LIk FLdE DNA
FIRNA I (1 J i g i bk FRIEIE (C>U) |, X R AZ AT
MR 4 B G>A B C>T A8 5, S 8L R 41 A S
RSN WA T 4 58 A 2 B AT T N 40 A0 ) 19
SERAR AR B, 0E T 15 5 APOBECs 3R
KRR RS RN A, L, AT
APOBECs /2 X 3 48 5iE i AE 95 42 , APOBECs Jif
ZE HBV £ E HCC KA Kk R0 4 177

(1)APOBECs 383l HBV e \ A0 Jifg 75 5« Af 3
T OLT , APOBECs 75240 21 N iy 2 % 35 , (H7E HBV
s R L I 1 BT R RIER T TR «
(Interferon o, IFN- ) . i 988 3K %E A F o (tumor
necrosis factor o, TNF-a) |\ IL-6 F1 IL-1B 7] DA 8 i
NF-kB Fl STAT1 4545 538 % 413 APOBECs if 1 3%
ik, 51 KR HCC A A0 g 28 48 FIR 2548 5+, fie
ZFHHCCEELE", T LI APOBECs K%
WA 114, 45 5 APOBEC1 (A1) . APOBEC2
(A2) . APOBEC3A ~ H (3A. 3B, 3C. 3D, 3E, 3F,
3H) . APOBEC4 (A4) UL K i 1k 5 3 Wi 2 i
(activation induced cytidine deaminase, AID) . I
i, APOBEC3 il AID J2& 1% 5 it i 3 2 A e 0 1
YR ) B B3, APOBEC3 ] 5 R 41 il 22 B 52 5 9
B R, B A 0 B B A
{1 SRR 71 S .-/ i = 1 = 7 L 1
APOBEC3 % F 19 A FL 3k J8 %5 % -16 (human
papillomaviruses 16, HPV16) %& [K 2H %€ 4% 5 5 25 1
BRAHSE™ . HBV YLK ,— )51, APOBEC3 il
ST C>U 28748, JF 11 I Sl A 35 100 i) 2% 1 2 1
i IX (SIX) Ja B+ 318 R i 5L K 41 RNA DL &
RH 5995 B 25 N LA A 240 58 2 A0 3R sz il
HBV 19 & " . St M [ & 6 R DNA (covalently
closed circular DNA, cceDNA ) J2& 4 5 HBV & ' J&&
YL ) SCHE , APOBEC3 [ #E 1] DL S L . R
& APOBEC3 T I 3 [% fi# HBV RNA [ HBV
cceDNA BT A DV HBV KA kiR 247, Hix
WS F A A IE APOBECs 16 F 19738 S5 1F
73— 5 T , APOBECs 2 J& B 4 Ji 51 41 A3B L A3C Fl
AID 7] (g 2 Mg HBV = £ 48 5 . APOBEC3/AID
W EECHBV HE L T C>T R G>A 5848, AID 7] L,
454 HBV 0 & Ik b A e b, SR B &

A HBV RNA | K& G>A B C>T 48 il 72 4
APOBEC3 Zji% B 909 7 DNA it 5 i i 2 i i TA
RSRIRAE 5 ORGSR SR TR R F . i
H W% % 926 APOBEC3A 7E /)N U457 R0V Ik 28
LU IR G IN T bR g R AR ETE AR A
I 2 Pl e B TR sl g A R | e 2 B R A T
A7 T B 2=, 1 195 & TP53 1 B-catenin
SR AR, nl S8 (13.75%) ili i (8.75%) A1l
B (1.25%) ",

(CAID/APOBECS ) -
v a7

)
\‘"\- WiVl )

s
17
R y—> _EE) — > 5
S 1 o

>

BE1 A& B mRNA Zi i AL 2 I (APOBECS )
KIS R - T LT 2

(2) APOBECs 5 UNG J¥ B 8 2% “F-ffif : UNG J&
A2 R O D1 53 113 42 3 1 v 1) S 7, T AU -
Y14 APOBECs 75 5 14 C>U 28745 |, B & #% R 5 7K it
DIHEAT A IO . SR, A% &y e R i AR 5
FIUASSF-Ai7 1) B % R G AH AR, BELAS T HBV 45855
J A B 4 T B, 3B APOBEC 3Rk 112 M 4%
SE o TESAE AT D, {2 AORE A0 M X -/ 1k H
FINF-kB/TNF-o {55 538 B L0 |, 7 5 Sk i
FHUM APOBECs (363K . Hh L™ A= R i K-
() APOBEC 335 1T L 4 55 7 5 55 1 A2 il o 7 vp 7
B 7 A 1 BLEE DNA, AT 3R SE 2 2R A%
APOBECs 1 UNG Z [A] Y P g 3T , S i7548 7K
SRR AT Ui A ) A TR T, AR i 5 AR K o
AR B L DU A E R A R AR R R AR
APOBEC3B 1s2267401-G %5 fii & Al UNG
1s3890995-C 45 i K& A & 35 14 fn A dE XU
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1s2267401 T>G Fl rs3890995 T>C 43 4 3 5 T
APOBEC3B Ji3 3l F F1 UNG 3458 1 1 16 Pk o 1L-6 7]
W% APOBEC3B Ji 8l 716 M , il UNG 4 5%
TR PE, HAHES 1s2267401-G BY APOBEC3B i 3
F FIHE AT rs3890995-C 1) UNG 4 5 1~/ F 5 A B
o BT 1L-6 155 19 APOBEC3B-UNG 2 4 1) 3
(Rl 22 25 PE 3 34 37 APOBEC #1285 HBV S8 725 (1) 7 £
I HCC RESE . ik, APOBEC ZIGAE 5 1
Y RAE I AR i e Ar Z R IE T IR R .

(3) AID/APOBECs ¥4 2 H &L FI EMT : AID/
APOBEC AN AR #1444 i 8 2 4% , 1fiy H B 4238 2o it
i 5- FF L i v g 8, 5-% FR R i g 1) AR L IR
B U] B A8 B2 ok 2 48 M ms g | DA T 3 s R R 2 P
b, T B R s AL 1042, R IR G T 40 B ) 2 ek
PR, BB ] 5 #% 4K (epithelial to mesenchymal
transition, EMT) J& I8 i & & 5 J (W 4fE 50 ), LA Fil
JE X & 5 % ] 7 Snail (SNAIL) . SNAI2,
ZEB1(ZEB1) #1 ZEB2(ZEB2) BR 5l f** . AID (955
MR RIAEE A0, RIS B AR b
B4 j RN 9 40 M & A EMT.  AID §8 4% £ %2
EMT-TFs(SNAI1,SNAI2 . ZEB1 fl ZEB2) 7£ EMT H?
MR, AID @BRJE , JLA CHERY EMT-TFs ik 572
NP, T3 EMT o BT, BH AR T 40 i R 152 28
P47, SNATL . SNAI2 \ ZEB1 11 ZEB2 Ji3 ) 1 Mt it
) CpG &5 B B SEAL R BE 3G in = AID A2 1 K
1T CpG & H AR Y 28 28 Wik B R g i kA ) 2L
[FIRFAE" o R, FRATTA B 400, RGP Ry
Jib g8 A= W b 3 W G EE BT 2% 3K T fE 2t AID/
APOBECs 7 | 2 11 28 Wi 18t 1% o 4 £ T 3k, HER A2
A2 R T30

4. JEE AL 2 28 S A e B 6 T i g
NS ¢ D W it i T e S KB - 2 il e (]
TR T AR SR A R E 2R e R AR TS
B - FH 38t A% 2 SRR RN PR 2 e (i 3 2% % ) 1 A
ARG ) S5 e A AR 08 AN T 1 SE , A
AL 4 0 3 2 K 4§ APOBECs £ N i) 3 28 A%
PR 22 AL 35 UNG 76 N 1 28 AR 18 52 R 3R A 10 27
FTE EHE A 548 , TR 1 5 98 A A G i 4 4
JH 575 Fe 5 2 A8, R 22 BHLAG L DR 20 2 718 7R S
9 B 1) 4H L ZE S M RO B Hh 9 2B A 4 P il Ik
HUA/INER o3 A8 A AR Sl R SRR TR 7
TIE A% 575 40 i R A8 7175 O A #E B0m Zm ML A D) RE o
HRR RN B TS F ARG T — A R AR -k
PG N A AR IR 1Y R R — R 1]

HEART I35 ) oAb B RE R

i RS0 Al S T I G S R A bR & A
i A o fs 0 DM 28 R W A AE B A e, S5 i
T AR , 3 = R Rl 2 A e R R B A
P AL B A AE M S T HBY [R5 5
SECRAEN AL, PURFEIRYT AT LARR AR RAE , 2 1M
FEAIC HCC 1Y & A R A IE K HCC B A JUE A7, 5
F| HCC 45 5L By , 52 80 HCC F B T4F “ 56 1 R
7, LLR BT B2 YR " i B =, Hak  7E
JhE SEAL BRI TR 0 EE SR TR AR ) A
FRIRTTY , LA R A A7 i, KA R A (]
FEIE L Kk B 48 ) HBV K HE 75 1T AT 20 it 28 1t
RAEE T 1Y AR T - PR N I HE AL R I AE
T I 40 ML 22 AR A 06 1) A ML 2 , R B0 T i Ak 1)
ST 33X Ry 1 R R AT XA L 20T A e 2 g
] 771) EL DRI {75 5 308 fi >F 8 1) Y397 SR SO i A AL T
W . JE8RE AL & B 2F UL W] LU ST 4
T4 W e R AR B BRI . Bl A
S RE AL & B 2E A S B — TR A 5 o, FRATT & BR
PUREEIRIT & HCC ARG & & FFET (1 M — b 37 £
PR SR % R AR T I A g 55 AP 80 )
A HFRIRT C Yl A HBx 56 K (Ct-HBx) ) 8
HLOVUREIRIT AR A SR RE R . AR
7 HBx Jit [R5 45 R 42 HBV 18 P8 & A= HCC 1Y
el N & )t HCC R G E K de e & |, X Xt
HBV-HCC A5 B & W BRE ER 1A BAT SLbrig &
ME™ o BEFE IR SEIL & B 2 AW 638, X —2F
VB Rt g T AE 25 4 AL TN A5 )R S 1 T B
WG | K BUREAE & A AV R e A b s R [ 3397
SEERE BT AEbR | 2 — 2D B B TR T I B2 R AT
Bk

5. B4 X HBV i & HCC BT A LA I, B
MTE WA THARE I & B 22 Ut , oD BRI R &R
ST 8 7 MR S S E & A N R R e R v A PR
Bl 98 i (i 1 B F1A 4 A < AR S -3k B -3 N )
FEAE LR B R A R B UL T AT
2RI TS AR SR 5K & R U AE L E R T A4
BE BT 7 2 B3R TT 5 58 T AR AR AE 1Y) 2 95 %
FVIELE H A I8 1 VBT sl e E AL N & e 1
KRR, LIREAR R R IE T %, X T £
HBV 175 5 (1) HCC 31X — a7 B B i 1Y 0 Pk g, B
A F3L 5 1 12 e T 2 B SR AL R B AR A B T
SEEL AP R B AR (U | T AP AR
25, N E HCC /Y T B Fas il . sk,
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