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ek mAe s T EAE MR D BALE R TR A KT B, HCC 69 GWAS % 5% 5% 69 5% B TR L Is R B A= AN AL 08 I7 5 47 3%
RUETEZHE L., AXHEF R GWAS £ HCC ARX B4 5 B AL SR F 9 e — 273& .

[X@ER] B Fal;2kRAXBERT;ERTRESNR

[FEESHES] R735.7 [XERiRE] A

41 i 98 (hepatocellular carcinoma, HCC) 2 & F #4 5 iF
JUE S J5T 040 40 B R R R T R T i LA A R AL 2 o
IR 8590 ~90% . HCC & th 7 i M P 5 o 0 9 8
IR 22— o 43 3 I 5 M IR 9 5 5 AL R P S e R 1 5
7. HCC W % 9% 3R AE 4 BRYE B 9 A 40 A I A 250, 4 K
LR B KT 80 %6 78 UM B LA R (4 38 A1 75 W b 1K P
PR AR I AR AR 20 R B Mk 37, 4/10 J5 . Lok 13, 7/10 7,
A5 ] A 99 0 A E A BR BT HCC g3 7 K& 500607,
SR FEAC SE 7 €I B RPN . HCC Y & 90 R AR XS Bl . X Fl
BENZFREOZMEARERN. HCC ¥k 2 ik f& M5
R 3R RS . HCC 3 WS 22, 7 1) 3 4R AR 42 R ALY
13%~21%" . fuitt &y i 4> Bk 2 A 60l 4530 ) HCC & f
AMEFAT R R N BRI, © M m HCC
WRUBS: I 21 5% 2R S 1 2 B BT R % 5 Chepatitis B virus, HBV) 5%
T AT %8 79 2 (hepatitis C virus, HCV) f RS | 52 filh 5 il % 3
BRI B AR L 3 VRGBT T RS O RO R I £ R
SR A P AN — /NP 43 2 B T 30 2 f o PR 38 1 /> 1 e 20 i 2
HCC, 3% 7851 9 W 38t 1% 5y Jd 2 oy — 5w HCC kAR
ERHEENE.

H AT M3 YR A T I R R A5 R s R R
NHEIf A ) T B, AR 30K 0 A B R 19 38 0 381G, {45
ENWEREZBIR G . ubsk, B9 R B AR50 LA
M2T &S HCC MR H . ARRAY B2 50 Bk 5K B 48 4P
HE & B30 ¢ Cpredictive) . 4™ #& 4k (personalized) | #& /5 P
(preemptive) 152 B 1 (participatory) ), H 52, 78 BLHEZR PN,
H iy AFAES Z A7 HCC @& 4rid. Bk, 5 HCC K
B 18 v R DR 1 A3 AR 0 A 2 R TR e A A R SR b — Fib
E [ S (=N s B = NN = /N e % 1 07 i R R 2k 7 R K S 7 i)
i,

i e R 201 2 450350 0y D sl kR L A NS TR AL ) 9 o
B s AR B A L R e PR A N AR A X B A S A BHE 43 Br L
EL AT ik HCC B 53 45038 ) B0 2 R Y 3 PR B0 . 3k 2 3k Jre
{45 %08 e A 20 AP BT BT B B R £ 45 M (single nucleotide
polymorphisms, SNPs) i 17 P 38 & P 51 43 8 o v fig L 3 5t L
PR T 4 3 R 4 56 BE BT 9% (genome-wide association study,
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GWAS BRIk . Wiz 525 HCC A KRB i85 &
PEQL AGE T GWAS 3 & B, 9 HCC (19 R B LI I 55 42 408 T 3%
MEEEER. KXRENH GWAS J H T HCC K 5 4L o
S FeH ik R
1 £EFAXEKHAR

6% 35 35 PR SF s 3 2 B S T2 b R R T F O A2 e MR R K
AR RRNAITRCR AR R . XA R A B AT R,
I DR T %o M 3 5 8] o A 3 A ) b s T BB 45 D I Y s
I . R B I RO s 32 B A KA BRI . X JR) R R B
FRMBIMAES RO RGBS Rz — %t 1 GWAS
I BT T 53X — PR,

GWAS & — Bl A1 N 288 4 58 PR A1 v 3 o DU )3 0 49 28 ) %
AR KRR G A FE R A 9 SNPs i 47 40 8, 5. 3
W 5% %t 22 45 #8 5 B+ J7 A SNPs, £ 85 £ A i b sde il 2, {5
GWAS "] LIg#] . R, GWAS R H 2B ) G v 26 A 9y 15 8.
W T R B SNPs 5 5 4 9505 3Ry A2 38t 4% MR 19 G BE 1
H I 4 T M R 5 R & A R R BRI R 36 Y A5 A A
GWAS (IR IR F N W Wi & A Mg, B EDLF W
B S5 7 5 [N A5 78 S Oh B PR AT . R, GWAS BRI E
NI R 4L 197 2 B SNPs o] 348 B b AR O & 2= M9 m
BORRE 354G PR D RO IR 22 A A5 SE AT R 1 22 5.
22 RAFAEGE T 2 7 S0, w48 /0% A T 35 I8 4 A0 7 X3k mT B 77 7
BAEAETRe I HL5 I i 52 1 52 Z% M ke 8 A MR
SCBH DNA JF4 48 5, B S 7681 19 A A< vl 4k 52 30F 17 46 TIE
R G2 B R B RN

GWAS — A 4 AU . (D #F 58 B3+ vl & B
B ALHE AR ) AH & SOk AR B RHIT B L EA TR S B AT R 3R
S M 1R F 5T X G2 R0 % BEAS A | ] 45 U8 25 F0OR SR AR W) AR AR
(S8 = S AR B . 4G4 DNA RN 5 BMOIE R 45
RUHISE 56 2= 0 B R A5 . (OB AT I B . (45 1 2 R
B BT R PR TR R o T [ e 2 R P 4 R L B /N A
7k PR A3 2 (1 17 1] Hardy-Weinberg ¥ 84 -4 (linkage dise-
quilibrium, LD) (45 56 56 8 ¢ 78 19 % 50 45 17 L NBESY 2007
CHE T T RN R A THE TR R 8 ) L 45 38 A 6 5 5 42 R M e o
SRR R A% IR A RO 43 AT 5 3R 2 T A TR A A K S

FEE R « ST IF (1989 —) o AR g 15 I+ A0 L+ 32 ZEMA S T3 9 1 PR 12 s 1 2 ik
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*1 GWAS R HCC X BmES R A
. . AT OR
(S N VITHFEA I IIEREA SNPs FE A A FEH P
(95%CD
1962 5] HCC 4 3 HCC/
) 355 4| HBV 4 3f HCC/360 o
ZHONG 2016] Hes 1 4304 HBV J& HCC/159 rs17401966 1p36. 22 KIF1B 1.7X10-18 0. 610, 55~0. 67)
il HBV J¢ HCC 5
BIAKF
212 {5 HCV 43 HCC/765 710 4] HCV 4 3 HCC/
MIKI %251 HATE rs1012068 22q12.2-3 DEPDC5 1.35X107 14 1. 96(1. 65~2. 32)
5] HCV J¢ HCC 1 625 HCV 76 HCC
. 721 i) HCV FF ¢ HCC/ 673 fil HCV fif 8 HCC/
KUMAR 4[29)  HAE rs2596542 6p21. 33 MICA 4.21X10718  1,39(1.27~1.52)
2 890fi G HCV 2 5964 & HCV
17821974 8pl2 2.32X10~4 1.33
12275959 8pl2 5.1910~4 1.31
rs1573266 8pl2 2.71X10~4 1.39
1538 #) HBV 4 3f HCC/ 3133 fi] HBV & 3 HCC/
11 Z[34] U 159272105 6p21. 32 HLA-DQAI/DRBI  5.24X10722  1,28(1.22~1.35)
1 465 HBV J& HCC 3 6994 HBV J& HCC
rs455804 21q21.3 GRIK1 5.24X10710 0. 84(0. 8~0. 89)
) ) 1161 il HBV &3 HCC/ 4 319 i HBV 4 Jf HCC/
JIANG %[39] DU 17574865 2q32.2-3 STAT 4 2.48X10710 1,211, 14~1.28)
1 353fi] HBV J& HCC 4 9664 HBV J& HCC
s9275319 6p21. 3 HLA-DQ 5.24X10710  1,49(1. 36~1.63)
95 il HBV 4 3 HCC/97 .
CHAN 2[48] WU 500 f5il f6il/ 728 451 %) Bt rs12682266 8pl2 DLC17,ZNF703 3.7610-5 1.38
il HBV J& HCC
. 50 ) HBV A& Jf HCC/50 282 f] HBV 43 HCC/278
QU 2[49) U 152120243 3q24-25 VEPHI 2.00X106 1.76(1. 39.2.22)
il HBV J& HCC 5] HBV J& HCC
rs1350171 11ql4. 2 FZD4 6.48X10~6 1. 76(1. 33~2.07)
rs1048338 11ql4. 2 FZD4 1.11X1075 1. 641, 31~2.04)
1s2212522 18pl1. 31 L3MBTIA 7.91X10°5 1.57(1. 25~1.97)
rs7116140 11q14. 2 FZD1 1.76X104 1.51(1. 22~1.88)
rs4480667 13q14. 3 PCDH9 3.02X10—4 1.52(1. 21~1. 90)
rsd417097 1pl13.3 PRMT6 4.27X10~4 1.48(1.19~1.85)
19893681 17q12 LHX1 9.31X10~4 1.65(1,22~2,21)
rsd561519 17q22 KIF2B 3.61X103 1.52(1. 14~2.02)

02 PR TR R 3o 2 M AR 0 DG TG, LA B S TR B B R R - B
FRsE HAER . (DEE UL B, X & 3R 5 B AL a5 5 3k
PR o 76 [ 286 R R (0 LAt e B o it AT 30— 25 30 4F PP
A R A B M, LA B R IR e A

1996 4 GWAS ff RISCH MR, 48T GWAS i d
B E AR NG 12440 7 5 i, FF 48 Y B GWAS (1) 2 ZHL 2 H
ARG HETARG it 3 40 07 7 8. 1990 48 A 26 58 B 41 3 %1 03 20
BTN S A e B, A — B B R A A T 2001
A AR, 53— AR R E R Bl B PR N 28 5 R 4 B A Y
R, AR S T A3 W4 KR 3[R 1Y SNPs 3
SE T LD R 0 G 2 A S S5 A 38 IR 22 ) G B IR AR
S Tl TR R 43 TS B T 3 R st A% b R 00 R A O e
HIG B GWAS TAESERIA] . 2005 4 Science 4 &K £ TH
& GWAS &M, [k, 5 GWAS M 56 1 S0k & % & %
AERGN, LT ST T 5 2% M N R A R e,
HE TVF 2 5 5 44 M 92 05 AR 8 st G MR ST 2% R T
SNPs, H FEA [F] B % ) 505 R A9 B vh 45 3 36 4F . |y T 00,
GWAS B2 1k B HT A 5 2 M it % P R R 9 1) 38t 4% 5 Ik
P 1 32 ZEF 5 SR W
2 GWAS 5 HCC

H i, GWAS r K 3 5 HCC AT 8 46 5 1 33k 1% &) I A 25,

C&BF 20 4 3 1, Hob S84 % 5 I AL S 2 & TF
J& T AR A W AE D R WE Y 45 AR OR B 43 8 1% 5 B AL A
HCC iy & A ik sl f b ol fe R EZE M AE A . AR SCEF X4
AN B AR B AL S ) GWAS 25 BRSO AL AT 4558 .

2.1 KIFIB 2010 4F ZHANG %00 yp 4385 A BE bR A Affy-
metrix A& 2 HEFH 4 SNP it 5 &) 355 il HCC & I 18 1
HBV #5747 1 235 F1 360 12 % HBV #5447 {H Jo HCC iy *f I’
BEBEATHIO . 72 440 794 A FRIC SNPs & B, 78 G 4 4K
1p36.22 | KIF1B 3L B P 14 rs17401966 45 5 5 2, B iF & J5
HCC B Mk, M7 5 M AR P ol ir TEE R
TE. X 5 YIGIE A8 55 X 4 AN B3k 1962 ) HCC & 1% 4
HBV #5747 19 835 .1 430 )48 ¢ HBV #5747 {H Jo HCC Xf 8 &
B 159 M RR G RERH . & BR 6 RIFRIEIZ N S
LI HCC kW A ge it 5 KB (6 I & P=1.7X
107" ,OR=0.61,95%CI.0.55~0.67), #KTfi. =25 B 5% 3+
KAFHAF A LS. AL-QAHTANI %17 ¢ j# , 76 KIF1B %
BN rs17401966 48 53 H1 2 iF J5 HCC Z [A] JC W 35 1 AH G 1
SAWATL %4 H AR A — 35 BA B F 5% o o 9 K & LI W5 &
AR DM o 33k 4 AR A28 JE 1Y) 85 2R ] BE 0 40 BX O AN [m) AT 98 G
WA ZE R, 51— AR R B2 2 m% T 78 HCC ik
AR RN BPAER 2EE- AL HEEM . 8 CHEN
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S0V A op [ B I — S 5E R W] KIF1B J& K P 9 rs17401966
A 5 5RO 2 A AEAE L PR - B BE 38 BAE FOTAE HCC g R A4k
JE R R EEARH

1p36 2 &P Bl 2 (loss of heterozygosity, LOH) j& £ Fr
it I8 R A DA A BB L AL FE HCCP ™), 1p36. 21-36. 22 NI
LOH 7] GgJ2 J/F Bk d A8 19 90 4 300 2 — 33X BRI ] g
AAE HCC 1 5 W2, rs17401966 Ak £E — 4> 224 kb fiy
LD # B N, i% 85 Hk & UBE4B fi 3' 3. KIF1Ba #1 PGDR.
KIF1B J& — 3K 8h 2 [ 88 51 B 5% - 4 T T 1 45 1 09 42 1)
i, KIF1Bea A1 KIF1Bg; 33 9 437 20 8 B ] V6 — B8 1A, 12 By 46 B
PRFIZE fih P YT . KIFs 197 98 X0 S 26 J5 &8 L 45 1 . 3L It i o
T8 B SR A AT . WAt S g B 9T 34 3E 52 KIFLB Al fE
G240 A 2T 2 98 1) — AV FE s Sk L /E T EgINS3 i & Bk
TR T S 40 I 0 T2 L B RS SO AR R ok TR A 5
il o BT LA KIF1B 4R AT B & — A g 3L 1A
2.2 DEPDC5 2011 4 MIKI £ £ H A& A " 3% A Illumina
HumanHap % F %t 212 692t HCV & 3 HCC J& Y iy [ 3 A
765 il 18 M HCV J& e 06 HCC [y % 18 5 % 3E 1790 0 . 76
467 538 4~ SNPs 1, % L7 e 1K 22q12. 2-3 | DEPDCS #&
Ay rs1012068 5N BT 4 J5 HCC W& MK, k)5 78 710
Bl HCV 49 HCC J& Y iy B F 1 625 48t HCV Jgk
Y TG HCC 1y % B AR 5 vh AT 200 7 09 58 &2 30 00 » 20 9 2
S AT R I /N B T B IE SE S i S P e HCC 1 %
HHI %X (5FF P=1.35X10"",0R=1.96,95%CI.
1.65~2.32), B R A & F DEPDCL % B I 9% 19 &
A & 5 DEPDCS 24Uy DEP 45 #418, fA & DEP-
DC5 ¥ 316e H B8R R 50

I BURZA S5 7RO B9 A ob 847 14 9 1) % R AF 5
Itk % # DEPDC5 3£ 4 119 rs1012068 45 5 5 HCC 4 4 3¢
. AMRETEEDZER S P EEELFAEMARGE. JFEL,
RAGAL RS % BE HCC M EE /R E KRS, 75
MIKT % {5 o KB40 HCC R 5 AR A 1T ik [) i) 47 76 JiF
WAk . ARG IR AL 9 B 3 O A Y B & 5 I RE A T O HCC
MR . BT RL, MIKI %50 4% 2 (9 56 86 M v] fE 92 Br 1 J& DEP-
DCS5 JEPH iy rs1012068 5™ 5 JIF £2F 4 fLAH G M JE HCC, 2k
ik — 25 B 4 F UL BURZA 027 6 i B R 40 i (LX-2)
1T TSN 5E , 45 R R W] DEPDCS 3 K ) F i 3 L catenin 3
ik M ECT U H AR T4 )8 & A B 2 (matrix metallopeptidase 2,
MMP2) 7= 5 A B . i MMP2 & — A~ 5 T ik £F 2 1k
% YIAE G 1
2.3 MICA 2011 4£ KUMAR %™ g H A% v % A Tlumi-
na HumanHap i B 5%F 721 i) HCV i gk HCC [y 8% M1 2 890
B TE 1% e HCV Jg e i %) BEE 64700 0 . B S 7€ 673 i HCV
FREL HCC /B & F1 2 596 018 1 HCV Jdk e 1 X IR 24 o i
TEE W IUE. 76 432 703 A~ % YL f4 & SNPs 1, Je 4 {& 6p
21.33 Ef) MICA R N rs2496542 5 T )5 HCC 19 & 58
BEMXEIF P=4.21X10",0R=1.39,95%CI:1. 27~
1.52),

MICA H [H i 5 — A~ R 45 & 45 1. 02 A 28 % 3 (natural
killer, NK) 4t i 2 167 19 F 48 7% £ 4l f 2 2D (natural killer cell
group 2D, NKG2D) (it {4 . X 48 NK 41 jfg 38 i 53 i 25 FL &
FIGTURL G T B8 T 32 A5 5 S 42 200 35 P A b R 50 8 A 40 M
BT AR 4005 7 0 % J5 e A0 Wb R 8 17 8 I R . R
MICA/NKG2D # 45 J2& 5t 32 W5 A0 00 A BOHL o 9 o 38 o 5 3R

959

MICA ff7=4: DL Tt MICA-NKG2D Z 45 19§t g /6 . 1
rs2596542 T4 T MICA %% 58 46 7 = /Y B3, iR 40 i o
BT T 1 o v B MICA M40 M 3% 1 5 7% - 35 5t MI1-
CA/NKG2D ¥ #1555 M R AT fE s 20 8 3% % NKG2D
AP RENLH . M sMICA B /K78 HCC B i 1y i %
FE5. H5 NKG2D 3k 00 F i H NK 408 75 T B o0,
I B 52 2% SR R W] NK 41 Jd 19 3 B Ba A% 2 26 6 i 88 15 40 3R
SR E A,
2.4 HLA-DQA1/DRB1 5 GRIK1 2012 4F LI 25 fp 4 %5
fx) 1538 4] HCC 4 348 Pk HBV #5457 19 /2% Fl 1 465 418
£ HBV #5450 I8 HCC ) % JR AR 2 IEAT 00 0 . W 5 6 B A K
Jg 3 133 f5i] HCC 4 3118 1 HBV #5471t 18 % F1 3 699 i 19 4
HBV #4575 JC HCC iy BRER & rb 47 9 vk 0 57 19 3 5 30
Z5RAE 523 663 A Y AR SNPs v, R B4R 6p21. 32 |
#) HLA-DQAI1/DRB1 %k [/ (Jy R #: 0F 58 76 H 5 19 HLA-DQ
BE IR v e R HEAT B AR Y rs9272105 A8 FF0 Y 4 4K 21q21. 3
Y GRIKT B H 1 rsd55804 28 7 5 2 fiFJ§ HCC 19 K 9%
A (A FF P=5.24 X102 ,0R=1.28,95%CI. 1. 22 ~
1.35;P=5.24X10 " ,OR=0. 84,95 %CI.0. 80~0. 89),

GRIK1 4% GLURS, J& —Fi {2 & F R A "R Z 4k 1E A
MRS EENEES SREARGS . AERBEL Z /M55 F
ML 7 ol 28 J50 S35 T80 10 306 2 0 ep R SE R P Y . i 4 R
1) TR TR (B0 45 S 2 32 1A T 1k T LA A 20002 L Bt 9 e 9 0 ke
JIE 988 1) IV TR 400 e 188 A N () 42 280008 LT SR BF g Bk —
B BGAIE T A BB A5 5 18 I L0 A R A Rk e b iy EE AR T IR
BT Z B 58 J5 HCC MLl s RS = .
2.5 STAT4 5 HLA-DQ 2013 4E JIANG %59 5% A Tllumi-
na it 7EH ECEE P 1161 4] HCC & 112 ¥ HBV #5745 (14
BE M1 353 42 HBV #5475 I HCC iy X j 8 35 AT 9)
it . B JETESNECH 4 319 4] HCC & JF 48 1 HBV #5407 (14 &
HOF 4 966 fil1g M HBV #47 (A 00 HCC 1% % B8 A8 & i 47 9
AW B EZ IR, DFoT s R PR, 7E 568 280 A~ H YL A {k
SNPs 1, Y fa & 2 |- STATA LB 1Y rs7574865 4% 5 F1 Y
ik 6 i HLA-DQ JEH P rs9275319 48 5+ 5 2 BT % J5
HCC &R B EME(EH P=2.48X10""°,OR=1.21,95%
CI:1.14~1.28;P=2.72X10 " ,OR=1.49,95%CI:1. 36~
1.63),

1555 F 5 500G T (signal transducers and activators
of transcription, STAT) 0] Y77 1 1M 33 A% Jf 38 2 9 il =% 7% 5 A&
e PR R S 1 200 i TR 5% i) Je 6 400 L 55 H 4 92 B B 1 AR
FAEAN, Hod, STATA J& P 7E % KR 1Y 3t 7 o 493 3
H A6, B3R 2 40 il Cantigen-presenting cells, APCs)
BHEA K APCs Y BE 1Y 40 At 43 W 19 10 40 B A R-12 0TS
STAT4; {ffb iy STAT4 BEAE BE1R NK 20 i 55 19 48 0 4 i 43 W
T % (interferon, IFN)-y"*', TFN-y J& 1 40 it U8 7= . JHF Mk 75
A 7 T AR 0 iR Y OGB4 I Rl 7. STAT4 RIXMAR
V-7 RE % 8 J R BN T A0 3 Ak R 5 R TEN-y 2 e &
GaRE PRI SR T . XS] STATA rJ S 5 HCC k&
AR I 9 B R

HLA R 5002 g0 i A\ 2 2 BLAL SV 28 & A 1A 1) 3k 1R g 11
B, XA ERAE R AL R 5 AR R REAE G
HMH ., HLA I 284> 7448 3 A F 2. HLA-DR, HLA-DQ
M HLA-DP., © A K& SCHRE T B 115 HCC Z [a] i £ 3¢
P LT 2B R JIANG 2599 45 % GWASs [ 58 5 — A4~
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MR KIESE T X — &, rs9272105 fii T HLA-DQA1 Al
HLA-DRB1 Z [f], i rs9275319 f F HLA-DAB1 f1 HLA-
DQA2 ZJa], HLA-DQ FI-DR % i i) 2 (9 it 40 st HLA [ 2%
HAY X — A TR 2840 R 0 o p 5 R Ak
FRBE 2R 1 . 40 B ik B 40 A L B R AN A A B SR A, HLAT
FBEE A R CDAT T 4100 52 3285 55 B 22 K A I 5% W) 450 88 J2 i
B HLA-DQ #1-DR £ (1) SNPs 7645 /v S 5 o B A
Y AL AL T R HCC, 1 WEN 28099 jy 35 W 8F 9% &
B rs9272105 5 HBV [ AL A F A7 78 B 5 A DGR A
H ik —#48 7" HLA-DQ/DR 3k A 1) £ 75 ¥ 7T 68 3 o 7 17
HBV 78 5 14 5 9% 3 45 10 52 W 48 P HBV J8& Gy (¥ 45 55 A 17 34
T B HBV 48 528 HCC /KR .
3 GWASHEZMREE

1E GWAS i BT K48 HCC Y B AT 5 IR A 9T
AR ALENR T4 S EE . SRT B T A A L,
GWAS 1 e R 34 J2 76 W 5 115 AN T B2 42 Hh B0 7 5 T 76 56 B
AL A B T AR AL T SNPs s k170 e . R
HEmdm AR MU REARMEZRIE, K KMiEE T
GWAS ¥ FE D 20 {5 8 i 6 s 5 HCC AH G815 72 = 1Y
ARG . JE SR A 2 A BT IR A IESE T GWAS BT & B i 3
I EAE T .

B GWAS JHAE5E £ B . B 5. GWAS HAEHE 78 15 %5
HH I 1 3k B T S il 42 30 IF S 26 S R S B0 BB S50 1Y
HH & A 3 N 5 5 SO A 5 R AT REAF AE LD, Nk, 7R E
BETE TR B IE GWAS JF R I HCC ik 56 A . HR i vk
H 10 1 5 AN RE A B 2 R AL 1 — /N 43T T DA R B AR
SR — AR R S A, GWAS ST 1 PR R
1Y 5 S P AL AN BE 5 2 W3 i 1) JHG b TR o 481 s i L o AR
BB TR H A R AL GWAS JERE 4R
TR SR MG RN TT . BE G B — A B R B L BR R R
GW AS H4 A W7 05 S0 R B 16 48 AR 3 4 3 07 R 30006 Ok 1) T
.,
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