i FE PR A R T AR S

http: //www. biother. org

. 656 - Chin J Cancer Biother, Dec. 2012, Vol. 19, No. 6
DOI: 10.3872/j. issn. 1007-385X. 2012. 06. 017 - 42 R’ -

i 17 2 AT T X A 5K 4R B Th R =2 i | A SR o R

Research advance in the impact of Helicobacter pylori on functions of dendritic cells

Fon g hERCFE(L. BEEAKF BEGRESR, BE BN 350025; 2. FPEARMAES 174
BT M6 9T s, AEsE BT 361003 )

[ ZF] s 1B Helicobacter pylori, Hp JJE ANFEB AT 1 FEE0% I, Hp YL B &AM BUS WA, W22k
Jifi( dendritic cell, DC )F2ALIAD) GEf R 1Y & HRPT AR 2400, vl J3 S IF AT G i . BIsA4Uh DC PIRE JRER S 5 B
it TNM SR D45 S UM G . Hp BRMER B 35 0h DC St FE v T Hp BAPE . Im4ER A58 & 3, Hp Al 5% DC
AL, B DC R R R 4 F 40 CD80 .CD83 .CD86 Al MHC 1T %5 i 3k , 12 #E 4 i [ F 116 TL-8 B TL-12 25 (%4, (H &
BPES DC 30 Thl AWM T 428 Tho 4HIEIETE /346 9 Thl Z0ME, -S40 S8 SN, AR E DC RN T 407 A TFN-y,
SERPUIRIGPE . BT R, Hp X DC RECIRAS ARG AACE RS20 5 Hp H18 8] Hp B 4 Hp s X% Hp #14& ik%

YIAAZE, Hp B3 DC BTG AL AL P B MyD88 Fllfk s K1 E2F1 A%,

[ RgEiR ] WIRGNMD ; WA T THEAT o8 5 1S 0
[ FE4SZ%EES ] R735.2; R730.2; R730.3

4 [ TR FT (. Helicobacter pylori, Hp )J& % 45 F
RS 0 2 B MR IR T R L AR KBS,
BrE R OEERE N E BRI T IS E
i R S 8 A S A AR 4 S R 1Y kA R U AR
o VATRETE A W, AR AT Hp R
TEAR B E AR S [ 53 010 58% F174% , 1 H.
63.4% i E 3 IH T Hp B, B 2R A ( den-
dritic cell, DC )& ML Ty BE Bz ok 14 & BR BT R £ 52 40
i, At JE M — BE TS D LR Y T 41 A A B T 5 40
L, FEF5 T R A 5 A P o e e S S
W &0, 440 HLA-DR ' DC 8% Hp 3475,
M5 S Thl G e 00, 43 W K it IFN-y, Jf H
Hp FH1EH B Z50ErR HLA-DR * DC B0t FiG Pk s T
Hp BAtE# . BREALH DC IR REE S 8
TNM S IR B 45 55 R 3 VI DG, WA o B 9 70
Ftnz— . RGBS O R,
I3 Hp FHAE B U T BT, 0 Hp w] GEAE F
PUARBTIRE S i+ I, T/ Hp % DC 3
RERYFZ IR, AT LA L DC RE 1 A% O Y 8 98 e 8 3R
SR Z )8 & MS % . AR IE ARk 56 T Hp X
DC RER M HOBIF 5 1E A —25k

1 Hp 5} DC SRR 00

DC 1EME R & 2 B A7 AN AR 2 4
B BL, 2% B BLEAT A [R] A A2 1 5 D BE T 40 i R
AL R DC( immature DC,iDC )i 3of 75 W F1 L
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H
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AE I, AR IR D ) FEH LM AR
AW major histocompatibility complex, MHC ) T . 1I
T AR T-( CDSO .CD86 ), 78 FiT B HL (1 3t
JEFI 5 1 R 1 T AR AE T T L iDC #5728 Sy 1 DC
( mature DC,mDC )., mDC W $T R FEHCRE J1 B i T
K (H A A R B B 2 SO T 240 M3 Ak g
1o FEBEATIE I REAY S , mDC B3R A k& A B
Ak, FEERI A MHC 11 2855 M P 210 i R )
HBror e, LA K 40 i 2 i )3 23 5-( CD80 . CD86 )
CD40 \MHC 1 243 F F1 &5 ] 43 +( CD48 . CD58 ) 55
Rk L. Hp AT 1 Rz 4 M i I i 52 4 3% 2
PRI, T3S i DC B4 8 fik Hp A9 AT BT
Hp 5 DC BIAHEAER AT LARZ I DC R bR & 0 Rk
MM IR 7 F) 43 s K0

1.1 Hp * DC A @47&E KA FH R

RZ 2 B AN R i #5 J57 ¥E A3 19 Hp( 4 Hp
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T BRI TR AN 75 24 ) R T) Hp bR R 2 8
Hp MIAN[R B4 X DC 2 1T AR 75 19 5% Wi ifE A7 0 92
Kranzer 257 38 Hp Il 75 27 BH 2 55 BA 1 2 8 2 14 4k
JE i BAAZ IR G iDC 5 Hp 36 B 8K 1 AT 5 B 22 b
( lipopolysaccharide, LPS )34 5%, & B8 Hp I i AE 175
F DC A, = 3k DC 3R AR & CD83 43 1.
P01 3] 3% 43 T ( CD8O ., CD86 ) il MHC 11 2 4> T
( HLA-DR ), HZ#& A /KF- 5 LPS 755 DC 1 FH 4 Xf
FRALARR Y Rt e & 3 DC i bR IC 4 7
(22357K V-5 Hp I3 24 FHPE S B JE 6. e4h,
Hp 15 B HE P A 49 22 38 F R 18 2 A 346 T
I iDC JE I fE B DC i R BAERIC o T %
ik, HRRKF R B2 5 1 Rl AT 2R
Hp 17 B R 22 2% B B K006 1R 3R DG, 1 3 ] 323
DC B MHC 11 2453 BUE 4 IS 11 S R 5% iz 22 40
M1, IFN-y i 5 DC A& 20 35 ik 3L 3l 3 o 1
CD80.CD86 il MHC I 254> T-HYRE /1 R & 2.

Hp 75 156K EZ AL VacA Fl CagPAIL, 48 MK
Hp WIPE 7 B FP TR AR : 5 A CagPAL Fll VacA FEFK,
A4 CagPAT I VacA HHE . IT4EH, KT CagPAI
Hl VacA XF DC LAY B A FE 4. ] CagPAT*
VacA " Fll CagPAL™ VacA ™ 1Y Hp B #R 435100 38 41 &)
IMBAA% 200 L R A iDC, 28 37 =X 40 ARG T 2k B
DC FHFRic 5> F CD80.CD83 ,CD86 il HLA-ABC
1) 2IBIKF O i 22 5, $27R CagPAL Fll VacA K52
M Hp H)38 DC 2y ® . SR T, Tanaka %5 ' ] Ca-
gA "l CagA ~ 19 Hp BRI 4391 R34/ IN BRUB 0 R 1)
iDC 2, b mDC KT A 7 1 CD86 41k
K, B CagA * RARLLIE T CagA ™ B KR4, $E7n
Hp B9 CagA &I DC AR, EAE, VacA FHH
IR R AT T LPS 755 DC Bk, BEAIK DC %
bR CD40 . CD80.,CD86 I MHC TI 2543 Ty %
KM 5 Hp WAL, Hp B 155 DC R
AL LA 5> F CD80 .CD86 ik HIRE 14 Mk, H.
REE 4 MHC 11437 HLA-DR 2635107,
1.2 Hp *F DC %k i B F 49 % v

mDC 7] 433 1L-10  IL-12  IL-6 \IL-8 . IL-1B . IL-
23 J¢ TNF ZE4UA A F. Hp AI5200 DC 4300 20 ffd P
T, Hp JI4HT ] Hp /854 52 0 multiplicity of infec-
tion, MOI ) \Hp A4 5 Hp il 48 771555 515209 DC 43
U AP ) N O 11 SO = N 2 N O P s A 8
SR Bl Ty 2w A AR AR, 0 H 2 IL-12 M IL-
10[7-8,12-1310

Hp HBCT ] A9 K S8 % DC 43 306 40 i IR 7 477
M, Kranzer 287 5@ 44 Hp( MOI =10 )5 iDC 4%

I3k DC BN R -1 30 01 % S5 1L-6 FT 1L-
8 7€ Hp I 4 h J5IF IR 73, HAE 24 h A€ =K
5 IL-10 A1 IL-12 230 S FEI% 6 h #1 8 ~ 10 h J5JF
LRI, W E T 48 h ik B i K i, Bl S 7F 48 ~ 72
h 830 . Hp i DC 434 il P+ 1L-10 . 1L-6 %
1L-8 AYHE 71 Rl KM AT T8 LPS A1, H. 43 1L-12 f)
A1 % TR MAT I LPS, KT, Mitchell 451
F Hp H3#4iDC 8 h J& vl Rz £ K & 10L-10 F1 1L-12
AMAEIR FAY 43I0, T 48 h )L A AG I 3] , 2 BH 4
iHE] Hp #1134 rT % S DC @k, i Hp 1918 M 28R
( BR-KH) O3 ® DC fshfie. Heah, AR
A, Hp HE DC 4310 5 R 240 b PR 7 1) e A 3
AfA] A 24 b

MOI X Hp Hl¥# DC Bz 1755 240 B R 23 s i)
i, HETRFSE % AR 58 4B . Obonyo 25" & 31,
IL-10 A0 7K~F-5 Hp /) MOT A IEAH 3¢, 1M 1L-12
WIAH R, TNF-o0 23 MA7KF-Bifi HpSD4 B A= 7Y B % MOI
B E T AR, B Hp SD4cagE 2875 B dk MOI 54 25 1
FrE . BABFM] L6 IL-10 A1 1L-12 40 K
TR AE MOL A 10 ~50 B iA R KK, IL-8
FETE MOI 7E 0. 01 ~ 100 3 [l P9 78 Bl P9 4 v 44
K, HAE MOI 4 10 B} 2385 & 7K, IAh MOIL Ky
10 B J2& Hp J3% DC 230620 i PR - 1) dne A 30 2

AV 67 A5 2B Hp 3 DC 43306 48 i 15
TN AE . Kranzer 25 8 345 Hp 16 B . 10%
K B S R S 3 RS R % i Y AR R e 20
J K 1.-6 . 1L-8 \IL-10 1 TNF (443, i {{7E Hp
T TR KT T ARSI B AR BLKF- R IL-12 FIL-18 53
Wo FEB 2L A R R I B TL-12 1 IL-18 B R
W SRMTAT B ST R R AU A, Hp 375 B8 A 22 5
FH R I3 TR 221 3% DC 43 W4 TL-6 . TNF-a, H3RIEK
SEICHA B 25 54X Hp 16 R BRI DC 43 1L-10, %
HYIARKINE] 1L-12 4300, X EERFFE R, Hp
F DC HEAIIRE .

AN Hp B %F DC 35 41 i B 7~ 7K - 19 52 il
A, Hp IVEL MW R GEH CagPAL it i) & 144
B, WY i A AR 2R R R R A B R B e
AN, % AE — R 50 AR E R0 . Hp B DC 43
W R TL-12 4RH T Hp 19 IV BL43 0 R Ge h B
SERE T TL-10 \IL-6 \IL-18 & TNF-o 303 5 It
RGSERNETE XS Kranzer 25°% 43 B Cag-
PAI* VacA * Fil CagPAl~ VacA ~ B & J1 5 70 ) 1 A
S PR 1) iDC, ELISA A8 I 41 it X 7 & B, 116
IL-8 \IL-10 .IL-12 \IL-1B Il TNF )50 37K AL, 36
W] CagPAI Fl VacA Wil & 1 ¥ AN 5200 Hp J13# DC



© 658 -

rp [ s A AT 24,2012 4 12 H,19(6)

YA T I EE . (HWA ST B, CagA * FI
CagA ~ YN [F] Hp BRI RES T DC 1Y A S 43 b
AL 1, CagA * B PRZH BEJIL TNF-o Fl IL-12p40 7K
AR T CagA ™ 20, 1M IL-10 KENIAHZ . VacA & 1
AP LPS 155 DC B R, B AR A0 i B F-( TL-18 .
IL-12p70 1 TNF-o A BEIL ' Hp BISMBIEE 18
( outer membrane protein 18 ,0mp18 )il DC hzA4)
W AKOE TL-12, T T TL-10 43361, 5 5 Ho Al 472
RN Ompl8 I DC EAM I 5 ACOF 1L-12
FIL-10 A —3, Voland 25 475, Hp 4 Jfd Ji 52
RS R Y BT B RO 0 I S 1012 IR
JC, T Hp B P9 BB A BE , (R & B Hp A9 B 20
JRZW A FIJRE W B figifs 3 DC B, 43 W K ALY
IL-12 A& 1 1L-10. BE4h, Hp 355 DC AL B
FCANME P S5 o PR AN BBk LPS MR Z &K B
i, 20 Hp (19 LPS et AR KA, Hp
F DC S A3 U620 L P F-7F Hp 10075 2% FH AR
YA JE 2 50

25 b REBEF S Hp i8S DC R b
P DC KT RS 7 1 2R 38 R0 02 1 40 B IR 1 4
Wh, EIX B AN T] Hp I3 25 FRPE R B PE TG 56 5 Hp
MM 1 PR 2R B REJI DC B2, Hp 1% LPS 7
Hp 1755 DC WG A2 R & FEVE T, i Hp 1) CagA 5
1. VacA FEFUEAEME DC S, L& Hp % DC
BCEA fe AF A s 1R] e A Hp By &2 50 & e A Hp
il 8 Ik M AR

2 Hp X DC &K TR Z NN

£ Hp BN E 3B E A 2 b & 6% De
AT WRE AR 2, BG4y DC W iE R £ R
PP TbR E 245 5 JFh f 2 AH ELAR B AR, R A AR 2R AL
R0 T Hp W ALAY DC XS T 4 FT NK 4 fifd 45 4
325 M 00 11 52 1 227 1 A B
2.1 Hp ¥#DC 4 T #R & 2a joL 4 %0k

DC 3 35 435N (7] 440 i R 7 % e A L s 3 T 4t
Ay F-3235 PR Th WRE b R, IS mmid i
PEGUEE N R RIBREE . DC N T AP 5, 38 i
MHC 7> TSR RRZS T 4000, PR K-MHC &
BV —E5 MR BRI TR S ).
YRR T 5 =155 ) RIEAE T 9 1E T 40 s
AR RSSO0 R B, Hp AT DC %S
CD4 " T 4L 58 431kl Thl 40, A5 403 S I
J¥7 . Hansson %5 ' 41 Hp % b 5 1 434 48 h 19
ShE NP EYE DC 5 B & CD4* T 8, CD8 " T 4
MIAEREFE S d, P H MR s g% 148 A% H-TdR )

Rl T 2 M HGFE K-, 45 5 R W1, Hp 15 BRI 2R 1
KIRERI DC 55 CD4* T 4%, M A fEH S CD8*
T A0 3G5E , BRI CD4* T 40 i 345t ik 17 Hp &
PRE A M ARRE T Z R B 25 K,
Mitchell %5 "' F] Hp 3% W 5 4% 22 58 H S [ 52 19 K
TERE B DC 8 148 h J&, SRIFP 4 T 40 g St 1%
725 d, R IURPETE] 8 h ZH Hp % B A1 I 1 Bk
DC {HALRY T 4045 73 WKt Th 45~ TFN-y,
{BILTAS S35 Th2 40 A IL-5, 10 48 h ZH IFN-y
S W b TL-5 G ih s G 0, R REE Hp Al
WAt R ZE K, Hp S0 DC 3G 46 T 40 733 TFN-y 1)
TR/, HLHP 36 T 2 A0 I R 4 R) TG I g 22 5%, Hp
(e P B E T DC TG AL D RE, A Thl 40 A
AT 10 41 B g2

Kranzer 25 8 423 , CagPAI 1 VacA K520 Hp
el DC BRI R S T 40 AL BE . SRt
AR5 KB CagA & (AN DC LS CD4” T 4
£ Thl AU ShaE. BF5E 2 EAESE Hp (1 Va-
cA FEHAEINHE B4 CD4 ™ T 401 .CD8 * T ZH i AN
B b EL 40 i 45 A 5 40 3G 5, {2 VacA BRI LR
P S0 B AR AT 0 22 B /D Torres 452k Wi 2%
VacA 3 FAXTHT R4 S 40 B9 VE T, B VacA 2 3L
B DC 5 CD4™ T kL 40 iIR & 155, K VacA
FEERIPH DC BSR4 CD4™ T 40 T 6E , iz
HR R P T VacA 85 X T 40 M A4 L3 30 i 1
FHMAREUEW] VacA & 11 E M H DC By 1S FE .
Rathinavelu 25" ' F] ] Ompl8 EH ) DC i T/
JGL A0 M 345, ELISA A6 b Y859 v 200 B PR 79 43k
ATKEIE] Th 20 M F IFN-y, 1 JC Th2 41 g A+
(IL4 IL-5 ), Hr M IFN-y 7K K LPS 41
(2 £ (EAET Hp 2 B4, #2718 Ompl8 Al E(ff DC
P Thl -5 00 40 M e i S s, HAE IR T Hp %
B, X5 HARAF TS A (A A ST AR, Hp
JIEHE 11 3508 DC il CD4 * Thl %y 2 v RE J1 58 T
Hp 4B, Hp 40AE . A RS MIK R 1 BEA 080
WIhh Th 3k EV 40 IS0, It Hp PN ER AR BE .
AL, 5 i A0 LPS AH LG, RIE T Hp 1Y LPS AW
SETHEAG, AN BERIE DC IEAE . Hp DNA AT 173
DC EE LA R TL-12 F1 T %L IFN 4430

F, Hp 55 DC 23 Thl 405 K+ a0 1L-
12 \IFN-y ), ffi ThO 43454 534k R Thl 40, /-5
YA AfL G328 S, A2 HE DC IR T 40 L™ A TFN-y,
BRI 3 M X FPAE 5 Hp A9 B ) A
ANl Hp B2 UIM G, AT A7 4380, A Rtk — 25
FRIRE .
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2.2 Hp #48 DC 2+ NK 2 fth %k

NK 4 EL A 15 2 2% 0 00 200 6 5 i 983 40 i
A SR G AN A5 I RE 7, FEPTIER Y B v AN s 1A
A A LR Y. Hafsi 25°° () SC 00 45 4R,
Hp 15509 mDC w306 NK 200, {H 128 NK 20 A
A & PRGN EE 1 A 05 VE A, HE B0 19 NK 46 Jifd 3
3 TNF-o F1 TFN-y X G038 5 17 4 ) 3% - 5 %
FEEEMEM, M ANGE EH S 590 Hp &Y%, Voland
AL 20 L T o] PR R A 19 mDC 5 NK 4 EE T ik
CL A 3% 5%, ELISA A5 I 2] TNF-o F1 IFN-y 953
WHE DL, 25 53R Hp JRZ B T I0E NK 48, (HoR
AEAA RS T R 40

3 Hp 550 DC B ZAF0E L B AT BEHL )

3.1 Hp &4 MyD88 /% & TLR-NF-kB i #& % @
DC #9354k

Toll #£3Z 44 ( Toll-like receptor, TLR )5 51 £ 5+
PR LLBEARE 4316 7 88( medullary differentiation
factor 88, MyD88 )4 #f FAE A w5 Fp 7 AT 2
MyD88 45t TLR /S HIf5 5% S AR Kk 7
24 TLR 5 PAMP 454, MyD88 #HiPEfY TLR 1554
i TLR B9 TIR 45 #4380F14% 2k 45 1 MyD88 #H H.1E
FHMAE 4G . MyD88 422k I AE N s A7 “FL1-" 4544
B, C oA TIR G530, “ 0T Z5 M3 ] ASE4E
AT DiRe s H B RS R A 1 2 R
P4 ( interleukinl receptor associate kinase, I-
RAK ); IRAK H B IR AL 80 e SR 5 R 32 1A A
% K F 6 ( TNFR-associated factor 6, TRAF6 ), T
TRAF6 #— 2 #7 NF-kB #0197 (4 8 i ( inhibitor
of NF-kB kinase , IKK )& &%), kB 7& IKK &5 Y1y
VEFH T WAk, R ALY 1B & A1z F AT A, f
P F-kB( nuclear factor kappa B, NF-xB ) i B R
AT IkB 456 GRS 15 LLF#BR , NF-xB % A
A 5 SR B R Y Rk, DT i 3l 4% 1k 4t
PRI 380 53 S R DR R 7 5

NF-«B 3G LB DC R T J5 0 T 4b 2
PR LUK A R T Wbt A R G DR A B 28
NF-kB (306 & DC RIS T 405 1% 1k i 0 B 451,
i HEC NF-kB S RS A9 B[R] AT s DC JIE T
ALY THAE . Hp O UL ST AEAS I T 3% 40 i A
B ALY NF-«B 5538 8%, SR i % DC Y NF-
kB 15 5 AR 2 H D Rad 250 TR
Hp 755 DC B 16 1k i i B2 b TLR A MyD88 19
YEH, F Hp 3 B 85 24 i 4 2 0l ) i B A A
Myd88 = IL-1R ™/~ | IL-18 7/~ /)N B %8 I ¥ iDC

( TLR.IL-1 % IL-18 1553 Myd88 # 3k & 14
S IL-1R ™7 VIL-18 ™~ A S % B HEBS TL-1 J%
IL-18 {55 By ), &5 R4 /R , S A A (IL-1R ™~ |
IL-18 =/~ ZHAH L , Myd88 ~~ 4 Hp i DC ]/
F \MHC T 4335 F0 40 B 710 4 30 56 B S
IR, 2] Hp 755 DC LA Myd88 42k & A4/
T TLR {7 5@ # o 8t 3 A B9 A= BUFN Myd88 ™~
2 DC G T b B 2o AR DG 36 PR S 0 N R
M35 4 Hp 45572 19G2c/1gG1 FiiAR Fe i, Myd88 =~ £
YL F mRNA Fik 7K 1 2 B A%, 13 Thi 46
P G B A DG Y 1gG2 e P KIS 32>, 7R Hp il
W DC A3 A0 R BT R 5 R Ak A5 e i R o R
AH DG4 R 43 5k PR 7 S AR AR AR AT My D88 5 5-38 1
H MyD88 i {571 % =5 Hp i3 DC ¥ Thl
AR T A s N . Hp 5% H bR 40
NF-kB {46 E B IE SR TLR2 \TLRS , i 1 e ss 2
Harf NF-kB ALK TLR4 " WifE DC oA TR
Ko ZeEE ST R I, 7E Hp 24 M1 DC
FER IR F \MHC 531 153 W6 40 B P F( 116
IL-12p40 )i #2Hr, DC 1 TLR2 #2F FEZAEH], DC
FE TLR4 52 DC 61k, {H 72 B 5 A%, i HiAth
TLR WA 0 DC 3% 4k ; Hp 1% B 33 DC A i
TLR2/4 , {HA71E Myd88 #K#i 1IN TLR 764" .
3.2 Hp @i R AT E2F1 & m DC 434

BRI P E2F1 5503 S 1w A Sk 7 4 it J&] 390
JEPE A A R A Oy TR B AT ME R . E2F1 RRAS LS
A 1E NF-kB [ p65 W3 I, I F1 p50 W 3524 MY
Z545 p65 , T NF-kB B s 2, ok —
SERF5E & B, E2F1 AE DC S FE e 25 1 5 1 1A
FiYEH . Fang SR TE  E2F1 7E AR DC FI/N R
DC2. 4 2 il LA B2 A A B BRI, 24 E2F1
AT DC2. 4 4if 7E 25 AL FN Ty BE A1k 1) . M
F,E2F1 3 ek W H i T LPS X DC2. 4 Y iy 25
SRR 45 5 Sk 7 E2F1 W] 75 3 B A g R 7
X DC P RBGE I HIE - . [ &3, @B E2F1
AL DC R A R T AR 015 5 7 50
( f135 Erk1/2, NF-kB Fll PI3K/Akt ), E2F1 %f DC
BRI HRIVE FH R B AR B2F1 B/ B BE R 5 Y
DC L [RIFEAS 3] T UESE

E2F1 272 59 Hp XF DC WA i5 S 72
WMARTE A, Kim & 40 HpVacA fH + KT A
LPS o ¥ LPS i S DC AL, & VacA I +
LPS 41 E2F1 mRNA ik T R B A IkBa R 1L K
AR LPS 418 W BEAL, i —25 F VacA + LPS
L NF-kB B ol B AE /N BB B K R DC, 4
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¥R HpVacA #I] LPS 55 DC s, 45 54ER
HpVacA #ll#i] DC et #2258 i E2F1 99K 5 , i
5 NF-«B {558k,

4 #HiE

Hp # DC 5 B s & R %0, #5g ' B
UESE, I8 Hp FHYEF B EEL4ZUN DC B2 n E
S O TUR AR, SR Hp \DC AN 98 1 ¢ R AR 58
AP AR, A8 143 Hp X DC TIRER R
Wiy, A T — 2 M . (U2 B AT AA e idr 2 ),
1 : Hp % DC 3k MR IC 73— F1 43 1 248 i PR
() d5c A MOT A1 i £ 3 38 st ] 473 77 A 458 K 438, Hp
FF DC AT AL 1 23T ML 1 A 52 4= B, Hp
XTILYE Hp BH 5 i A8 5 0 8] I Be A2 40 i Y 1
iDC DIREMIREMA A5 45 . 4T, Hp X DC HJRE R 52w
W AP TIRAMEGY , (HL B 25 11 R BS 2 43 T S 2%
O3 T IR 4 A B R R AAE AR i 52 4 [ B
Hp X} DC HIfg =2 ma S ILAE LS, 2L DC R
LR B A YA PR AT 2 AR

[ &30k ]
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