44 o P EVEIEFIEAT IR o

I R ICIHE

TR EF AR T R

G, L&, FhE, R, L0k, X,

[ 2006 5 9 A 75 _Eifg 41T 1 4 [ 42 4k 18 20t
WABRT T (R EREEE R MRk,
br b AT RN E RS 7 Il T Rt R, 18
PEE R 5> 95y WPE Al R 48 (operative link for
gastritis assessment, OLUA) ¥ Rk ( ' J J 1y
AR AL PRSI L) Maastricht TV 3G BT H2 H g )
WRAT B CH. pylori) 5180 E 2B W 156 R MR
B H. pylori (AR M 181 8 98 9 BL A% FLS i T
BB L A, X B A el JATT 2 K it SR HARE
30 RO =5 S RECSYVRRE SR NS R R A RS = e i ) S w5 ap i
NG 1 VSRS < e 3 Y N o A E SR S R VS TS T W
AP 2012 SEAE G P E K21 ARSI 2012
119 HAE 10 HAE Rl IF. 82 &k A2
M T AR 25 B SO TR BN B SRS (1 3
WENFZIT T REFTI MBS, JFUEids

SR T (PEEMEE IR, Kk
EFE - @%%@%\ H @lﬂ%’ HH-—ERE ; OR
B, HAEBEKRE ; OAFE, HARE ; ©@%4a
ANFE s AIEFEOZE P e > 2/3 sk O @
F P E A > 85% R 14 k. 3R .

1 RITRF

L1 HT2ZH8MEE R EELATRER, P
DR DI SR 2 o AG T I8 1 28 B0 3 RS
54 NBE H. pylori JERZPAT, w]RE ST B0
T H. pylori &Y% 1,

H. pylori UREE R LT BE R & (W
Ja R 4350, F I 22 7 A CHIAE 2% 44 s BE A
YY) FIMEE AR Z AR S 2. B H. pylori
LS, TR i), A5 R R ]
ShEETEE . Bk, AR RrE S R0 Eon e

FatF, wMEsK, SR, ZFA,
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(2012 &, i)

MR, AR

T T H. pylori YR
1.2 1BPEE RN 2B AT S R B E—
B AE R S i B 80k E R R A
R R AR R G T Ty, XS H
pylori G FBEFRIG I EAA G, E4. b
Bt A CLUR SRR “Iafh”) 5 “FEReEi” if
—RERFR. XMW H. pylori YL =1 18] G195 [
IO S B0 A T AR R R T R R
PRI R R A K
13 1PEE RARET, 1@zt B R e
AR [E A IX 2 AR ROR 22 5, — I B
RIAF AR

ek Z ik B R IR A H pylori JEGs . IAEE
DRI 2% FHagt A% DR 2 AL [RIVE I 45 3 o AEAN [ [ Kl
DI NHES, 4t B 2 0 R AR
WZEFBAMEE & HIX H. pylori YR FZ= 37, B
EGE N H. pylori 73 JRERI 22 5 FREE R 2 AN [A] 1
B R AR B E R XIS Z S R
RO AT B IR
L4 JRES 240k E R B R B, NEER
PR AL SERIE RIS (0 75 & AT it — DA

2011 4, HHPAEER E AN B 7 S AR
FERE T —DiRE W A, ANEEE 10 NI, 30
Aty Mot 8907 il B ALIEREIR . £ H Bk
SERMSPEE R B, AP RERW], fERAEMEE R
o, B VEAESE AT R ECE W (59.3%), R
Ve AE 2 g s ZE i e R AR BERE (49.4%), 181
EYEE RHEE 23.2% (HEZ ARE). B

H

Fm

=

Dl

=

1 H. pylori FATEZ K 33.5%, B4R 23.0% ; 5
RIS R 4GS 35.1%, T NI R ZEE 0
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7 (23.2%) 5 FEMALE A7 32.0%, AR AERE
[intraepithelial neoplasia, 5 5 4 14 /= (dvsplasia)
A 3, VRS2 1 4 10.6%. BFFTZR W3R E H
BSR4 B R A A, A BEA BL2
HOE R Rz SRR e Z /T
2 AREERS
2.1 1SMEE RIANBEET, SR AT IR SRS
R BAR T BT WL B SRR, 5 5 9 BEAG i 45
REi AR 2 W

18 1 2 4 v B R 2 W A 02 W R 32
Wr, BT T T A 2 4 g B2 W A R A
OO0 12 N LA RIS 7 A 1
2.2 WETRBTEE R0 AR & (1
IMFREIS PR RN B KD SRk Ze a4 B 2 KA
R RIS AP R B il SR
RUREUE T RORAFIES, W AT G2 T o 1 Al 25 4
P R g M2 A E R AL I RO

T 2 20 M B 28 0 BE A0 AL H e R e
(RIMB D 82548, B, KIS E R0 e
RSN E R AR AN RSB, AR
T HIREZ WIS —.
2.3 1oVEARZEAVEE RN N T BRI, 2
I i TR, SRR R R AN A, A g
B AR I

TP BRI 18 28 AT 2 APy, RII-P-HH AR R
R, RN B A e A B, S
KANNEFIFE B foe RARBURKANEE ¢ J5 8 ml WL A
EASES /N PN &SN AT 20 T N
5~ 10 mm, T ] U2 i 403 BT REINTRE, v o
A BERE
2.4 1eVEZAIEE AN BT W LSRR L AR T,
FIA O B, 45 EL AR R, A B A s
FTEA SRR 5 4 IR AE R B
2.5 FFPRREE RMNEBLISWT, WA KA
L

FEARRALE R KSR AR, W
WEE L TBORTE . WREA e AEER . RE RN
P B A R PR T 0 45
2.6 MBI, WE RS RS AEE

e FEVEIEIEAT IR o 45

K. BHEE. 2EREFENTHEBEREMEN T,
WBE T BOHEAS 18 1 1 R A AR AR I

HRE N, FEIERIAT A B2 R AAAE N EWLA

O A A U, A S K A AT

BB 5E T .

2.7 CKABEGE A Yo BT N A B R

—E L.

JOK B A G, Rell R 2o B B
Sk, 0B RIS WSS K R R B A
ARG EASHENE. Har PR R s s
TR PR A R L e IR AR AT DR T %68 e RO PRE
M GRRRS BEIR IR G (b o T X B
AR SR 1
2.8 WEHTRERARLESBOCHEHENEE %12
Wi e S s W — e M. JLREEEO L BN BT
DASE I A5 B SR I g 4 b, 18k 4 DA
AR b 7 YR AR iR AL S A s I — SR s 1.

HL T Gt 25 25 0K P Bt T2k % DL R T e
I A LA 5 e PR UK 3 Ry S 1 1), (R AR
RIVRFE S 73 BTG 58 48— IR o

SLREROL BMA B IR A A (BT
fRR “IEAY ™) B B W 5 n] 3k 3 40 KT
25 72 27N A N LT N 021 I e 3 e €
A4k, XHYEE RS KA 2R g (18
RN, iEshE. E4iRai) BE—Ems%n
{5 50 RN, 2 R W) R B W] S A AT
R, A7 B T3 i R O iR o P
2.9 TER VAR ARG, W2 2.
PR TS o g B DTG A IBORA SR8« P9 B i LA
TAJ I S AR VERL . AR, TR AT AR (A R BT
Pt JIR BTSSR HET o S AS s AL A T
F.OEM. BEANSM R TR kAL .

3 JRIELELNZ

3.1 A D] I S0 AR A SR RR R I R
PN AR RN (R D R A R
hAtEE R, UMM CREAMZ R, 3
SRR AN B EARCA B % Y
T R BT 1 2 1 40 P s ] ) AL 38 e 46 4 i
A R Ay 12 1 s B B R AR
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T M 3 R B N AR e e R 8 1) S B 4
AR e A (SRR, 4214
o, BSORN . JRAMMLD, HABE RN, g
i 5 P A 1 A0 L A0S B 242 B DA G5
I B2 X SO T S8 b TAR B IAT IR, a5 se &
SPBIREA IR A AN B AL AT R ANE R
PR F RGO A GRS b ) ] 40 A 9 B D
3.2 WHERM AT RIS B JE R R A, R
TSR PR A I BEASER Oy = VA O PO A

FH PN B B DT AR A 75 2R s VAT 2R S
P e, AL R
3.3 18P RUWERNACHE 5 WAL A 4
ANy B,

5 Ui ZR 2B FE H. pylori e 12k R VE
I CRRANZ AN D S B P Crp R i s D |
4 (AR e O B 44
FREFE ORI, HIRRFERE, RN,
PN K o 2 LSRN DU T 737 (visual
analongue scale)”,

4 R R Al P R S %

WECRF TR 41 B E AT O 40 B BT, B an B

WAEANBT I H. pylori 803K 2 2T 1 Chelico-
bacter heilmannii) G5 E % .
4.1 H. pylori 2 WG VETESNPE S KW 2% K. H.
pylori B Gs 518 M5 B PE H K 1)K R 74 Koch $2
HE (R S 93 S A Sk 903 9 DAL ) 4 IS AR ) (Koch!
spostulates) 80% ~ 95% HIE Mg AN E & B HH
A H. pylori &4, T 5% ~ 20% [ H. pylori
P A 23 ) B ke 1A 1 200 R 2 ME M 5 HL pylori
FHIRIE 'S 283 H. pylori [R5 W o3 A 5 RVE RO —
s WBR H. pylori WATE RN R VE RN HIE, K
PR AE R, RN, A I IR A
Ketrf i) 295 RE I BRI Bh MR SR S H. pylori
GG E R K .

LIRS % (Hodular gastritis) 1, H. pylori
MY R v, AT 100%°", %7 H & 2 W4
Bk, T R R AL N LA R R i 3 B,
4.2 H. pylori J&G% LT #2512 B RS 8 1t &
PESONE, A IYVREGY i 80 J3 R ] A R IR A A
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Jatt s 16 32 FREEH H. pylori N ZR BRI F vk E
T H. pylori &G 5 AHNE B R ETRIAK JE o

H. pylori & G% P #2251 B REE 30 1 R 1
BN s B RS B 2 1k s N () AE A e JE AR R A
pylori &G B K H. pylori & B JiT UK 42 1 R
I Gy s N T A o S e AR T R AR Ak
B3 H. pylori GG PEE RAT 2 B WA
EREFATEHRNEEREEATEE L. rH
BRI IN, KA AR it 1 fE R R
JE B BRI, A fE R . 15
40 A 35 -1B 2540 i P ik DR 22 2k B0
WEL ORI m#h ks N H. pylori (35 J13EP)D
PR e T H. pylori JESAHICNE H 2 12
DA EGa Ak it g A Fg e BT,
4.3 WER H. pylori RJAEES S 8 BT AL A RAEIR
(CE GG

ZHH. pylori FINEE R EH AR ;£
THAAS RAERE AR & vl 18 T I Lhfe
PEME LA R (fvums B, Nk, WRER H pylori /& 15
ALV BRI TE S R AA RAEIR AT T D Re kM A A
R4 H . Meta 20 B3R 8, W ER H. pylori 1]
AT 23 T e PRV A AN B TR AT G I 3,
ST BRELGE A AS RIEIRIA T T7 S h & A Ak
(rsems B BETCR W, VAT AT R A o R B
W ERE R v O B DL I O o Y, RRER A
pylori JEREARE 2% .
4.4 RER H pylori W[ BR H. pylori A1 PEIEPEH
RGN, AAEIE R SR BE kR, B 1k R
ZHFMIAE— DR 5 AR S I 2 1 2

KEMTFUESE, WRER H. pylori W AEEYEH K
RSN 22 R AR, AR BRI BT, RS
PERE N AR RE ¥, Meta ST R B, IRER H.
pylori A AT S 1K RO IR ZE 4019 210, Bl
BT 2 LI i 1949 — SRR S 40 . itk
T I, A TEAS A ZE e B T I R) AR
H. pylori [&G% 7 R R 5 28 1 40 ¥ 0 3 R ) 25 48
%55 . Z4ik ek B v ReAAAE AT i (the
point of no return), AT % AU AE LR . 24K
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WL, WRER H. pylori WAE— @ FEE EB71EE &
TR GE R A e — 20 R e HO,
4.5 AR B IFATE BT AR E I,

FEMG IR 2B, R SR R 2
H0.15% ~ 0.20%. 5 H. pylori YA, #F/R 2
W IR RS AL 19 R S S R e, AR B /R
SR TR P A B A S VIR B R B
FEBR R AT 5 [ B R BAH G AR 412X (mucosa-
associatde lymphoid tissue, MALT) k(=78 &7,

5 ImIKRRIM. 2ETSARTT

5.1 ZHUISHEE REELAEMER ™, ik
FEOHUAR, HAARR S AA RAIRE
AR R RE SR 2 A A BT W A 1 R
05 FL2H G 43 TG ) A DG B,

B R B I PR Mk A
ANRAEIR . A HAA AR A1 1 B 25 Dhae i
AN B 5B 7 I PR BRSO BECIR 25 18 2%
=5 BN AT RN 85% MR ME AL AN R R
FAEE R, H51% &3 H pylori &G >, %504k
FEATRIML DI H. pylori JEGATN 570 FRIMEIER 2
ST RN A AR S B ORI M AL TE B ) B
JUHAE — B2 AR, N R R AL A S
W sl et Itk 58 PO AT SR R, &
50% ~ 70% & NAFAEM SR IEY & P, A
[Fi] A58 2 LA BE A 202 &5 R ) S IR e o S
P, HARIRA™ ERERE L5 N BT WA B2 420y
90 AR B
5.2 1BVET RIS BN BT £ R A
AL, U S E RIS WM K

T ZHUSTEE R EE AR, B
AR ERZ R 5k, M SR Z R S EARAE, PR Y
RERFIARAE M DS A8 B R 1 RS . 24
RIS MG GRS 2R 15 RS R4 2352k
&, IR EHEREHIMEE R (PERLASCRTE )
“CONBEISY T R CRRBRZL LAY A OGN A
5.3 MBVEE RS WY I SKBIRA A, U AN
¥l H. pylori,

H. pylori J&GL Z12 0 H R I F LR, dlE
ML 290 RIS W R A I AR S R,

e hEVEIEIEAT IR o 47

REGHH MG B WE GL7T KV EEF S, HEA
Bl T BE E ORI T AT i bR PR s 52240
T, WA G, R IER s A G W R
. PG, My E Wz G17 U E & AR T A
T1 PRSI A7 18 3 0 75 280 IS A 2 4 R 2 4 1) A7
BRI AR R T B H. pylori LB H 5 %k
FITES N, PR 1A B G i BT S0 SR DU i v
. YEAEE B, DUREE BT IR S .
5.4 1STEE RIS H B &S AE IR GE H &
JEER M SN 5 Y687 RS ] BEEE N AL, AN AR AL
J I

& H R AR H H 2 S RE R A 1 R
MR 12YEE RIHAA RAEIR I A B D e 1k
WA AN . TCREIR H. pylori WIPEI2PEAEZE 45
PEE RICTRRIGIT 5 (X IREE40 S 2, Fe il
S E S 2 A 1 R BT LB R AR N
AT H AR
5.5 H. pylori FUVEAGTE S R A H R =90, BE
PO RAEIR T, HEAEARER H. pylori.

H. pylori #1RNEE RAZETBITERER H. pylori v
Bz g W. BN H pylori FRGAE L 1 4
N BRI BERE B T A RAEIRE LB
H. pylori. HjCd K, 184EH R EEZRER Eh
AR, HAERPY & T IRtk A R o WERIGIT ]
fii H. pylori BHYER D REVEW LA R g R 15 2
KGR fR e WRBR H. pylori W AE i IR AL20 2%
9 B et O, ST I Ak 95 AN B e S AT
B RGBS BRI AN REIR B AT 9 T 3%
LA
5.6 AAHEIEEERA (B0 DURER. IR
FEAR D S AT AR 0 1 BORE R ™ B R Ak
TR H, 32 AR K5 517 85 1~ A2 40 5 (ploton
RN A A TS AR EE
f5 U PHBERS) . RIRAN E IR SRR IR 1K
A EEAER, BUREGHIRR YA TR BUA BE A AN
R FOIRAEIRAT R PURR A F R8T s B4 B SEhr e
823 56 S5 AL NI o VAL LN N VAL PR S e AL L
WK PPL AR AE IR RF A, ] AR5 17 BORE R ™
FREREE . B Rk PG R R VA T VT R

pumpinhibitor, PPI)
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2P HAN RN D
5.7 MR BB REIR AT IE e Bl 25 T AL A
o LIEWAK. OB I A IR T A
2125, M HEIET St Wn] B (e s 7 250 (B0
A AR IS JE RS0 BATW]R &
FRIIEING . A=A AR, W5 RN
(EREA LT HIEI

BT St A e PR B RN L — o el 13520
WD REA 2 S BUBIT RN T, o B89 s o
RSt IhRE, AE 8 RBLE A, AR
1 ANRYE ) SN U 117 S S A ARG o 5 S W 4701 | S
oy MRIE AR TT REL B HEASIRGEAN G, H 3l
S35 R N AT BRI R 3 Y (28 2
WNSEYDALR ERIR AT AN 2 3 3 S T e B
IRAEAR 7, I R B I . BROR
PR R A S VANE. e EIREF . K
o AR A TN K R R B B, R T I
AT, ADPEREGE AR A . A g5
R A (RSB IR 0] 570, T iR R R ML i
R AIR, I A B BR AR S T B 5
A5 AEHRER T HHPR R 2 S DR AK . F D
REBH 8 R by 55 2 R L 22 3 2401 B R A
f7 Cln JEA AR U MR BE LA ) LT,
FER R RE A ORI . A2 SN A RAEIR T Y
AT ACBEHIR Can Sy PR K R e . %
BB HIRAS ) RARAHRAER 0,
5.8 AW RO B ER A R S 4 T BT
L GIESDIE I E R

LB DR 2 S T AN RUER A ZE AR O, AR
RIS NERTY U PSE S P Reb N o O IR
& A AT R DAY .
5.9 hEEhgyal F e S R EGTT
6 BMEBERHEET. BUEEEE RN SE
g ilbi]
6.1 MRPET RV NIRRT RRSERSE A AR
INEDRZS . etk R R 2 HRE, HPEEH
AT TP T REBE— 2D A Jig o FEAT LB RT3
R i A A B A AN R s

ZHASEARE A TE S R BE RS, B
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WRAER H. pylori Fe8L G . KL B8 fE
BSR4 5 2 2 B 2 e Y,
SR RN A TCIRAE RS, $74E H. pylori & GL A fig
FHUIS ML E 2.

R BEFEE H. pylori JEGs . A RKE )55
AN S R R 4 R0 A I e D 2 B K
T Z AR AR AR R R . TR I I R
T I, ez R i e B KR BT R 2
B, W aHER. WH. EERmE SN E
ey, 2|, AEREEL, By
IR ZE A 5 A8 R RS sl E Mg M 2 A e T ¢
28 18 e A ] g 7S

WP ZEa B KW S I, DECRILEE N
AL, 2D KWIREAR, ADEORE ] R R E
N (1978 | WY e N ) R B UL TR S v
Sy B
6.2 H pylori HRVEBER G KA+ —$8mivm,
I FELE SR BB .

o H. pylori MER R (< 20%) "I RAH
rEsE « UESERME RN N T 5 KA+ 46
B, MRk EgE S R AEE S P o tet
AEZEANET Rl R RS g % .

6.3 TeMEFE4rEE RIUHEHEA P EE R E
NIRRT, B N BT A B 22 RS A U

RO, . EEEEMEELETEE KA ER
FaAr e UL T BEwCD BRI R A, TR R
HAFGERAAT LK, miA R EEEL I
Al g rEZ4a e B & 1 B 0005 1R, AME
A AR b S IR AR IR 8 1 2 A e 1 R R A A B
R BB U P PR bR PR AR SR IE I
PRAIEARR B T 553, MRAE A BRIl AR T Dl 4 o
6 MR 1 s o] b R N g AR AT
RUABIA, UESE R RECA BT R iR IT SR T M.

H T AR TRk W BV, A AR ]
Z 8 AT B B2 AR TG AL (mucosa target biopsy,
MTB) P, %4 AR R FH 8 R b A B R o At
OISR EB AL AT bR @ A, [R5 A, Al XS
A EEI AR AT HER AL AR U ST Ay . BEIEE
RV E R Rkt Ab, 12t 40 1 H e
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WRESO N B AL BERE. BHA. BAG,
B AR JIRrtAL . (HFFR IS, A AL
U PRI, JRUE BRI A A AN TE TR E R
AL AL . ANRESRT S e T B AS HAL IK —3
PR AL T8 Ak A . H R ZE 48 5l ik
IREN S QN N o 12 = TN Bl 5w b 72 B M A 10
o OLGA 73 - W RGN EE) & H k™ B L 1)
FLFRbR, X E RIS R T AN B S T o

6.4 IR H. pylori W] GE IO A% EFERN B 1
KA, BRI O BT A (iR
A AR bR IR AR R AT .

WEZMR LI, H. pylori EYA (L1 VE 240
PEF %k R B i /E R B ARBR H. pylori 1] LA
W g G A AL R, IFA AT RE D B e AR
[ fE s O,

WL R — TR R H. pylori J5 BE VT 14.7 4F
ISR S FR,  H. pylori #FRVGIT4L (1130 451D F
R (1128 1D 1B e K A2 3803 il 3.0% A
4.6%"", W& H pylori ¥ T FEe MEZ v £
Wk e A2 BAT R AP I B AR B ARER H. pylori
Xof e H 9 AR B AR A R U A R

LU B A Wi T RE A A 3% U, g
g CUO DL R fit o 2 Al 1O AT B AR S
RAWSEREE o XT3 AR AR K-, T A
A7 I PR T 0 I A 1 2 B S LIRS T U
BRI R A
1 HFE—THRAYEIE
7.1 H. pylori % J) HEPRIE FLR G J5 AN [R] I R 45 )
R FH G 75 38— SRS 5 40T

H. pylori &G A AN FIm AR S Jmy,  antg v AE 248

PER R RPEZAEE T 2. B, B

— AN, FURGLSS R ) 2 RS H. pyloriy 15 -
MR KRR G AE S5 R . H. pylori 2% 1 8L45
FCA5 1 1B ) B0FE Sy R FE D], 4 cagAL vacA.
cagA BUW LA, iceA. babA2 &, (HJEK G4 Ay
LI H. pylori 15 LI R S5 Jay RIAR S i 4745
WL AR D .

7.2 H. pylori JEHAR M A0 M PE'E K. Ménétrier
i B etk R B Russell /MAE & (Russell

e hEVEIEIEFAT IR o 49

body gastritis) A5 AT BEALAEH

(1) WREGnfIrE S & - 2 PR R A 1
BR, BN, HEMAEE. REERIEY H &
JE b B2 Ak R U 2 4 B o — TSR AR AR (51
%) W2 ORI, H. pylor B RTHE £ 40 i
PEH RAEMER H. pylori Ja 4K 25 (95.8%) B#
(1) A0 3, I FH B 56y G 22 Bt )
(R AN 53.8% 1932 2%, REEH R A
pylori JE313 8 s U 38R H. pylori BT [k £
0 AR BR VAT 70 B 23 A A

(2) Ménétrier J% : LA A0 K3 5 40 5% A
fICHE A MUE G RRAE, HOR R MAERE. oA T
H. pylori B 1 Ménétrier ¥ 75 H2 B H. pylori J5 13 %
ZF fR el oPE AR Y, H AT OB AR R H
pylori {5 Ménétrier Jp5 Kb F) sfmg 2 — 129,

(3) B REME R . RKES S fuk bt
fitlh b DL A4 R B A8 1 B IS R 25 4 D s PR AT (1)
H R 1R 2 EAE, H. pylori &3 v s H
CD4'Th1 ik CLA0 T, i 3 ] A8 SCIR il £ 1 A EE 4
il H'K'ATP B3840 Cepitope), BRI 71
BRIALE, 258 A5 %%k ™. H pylori £ 4 %
T Ve E IR BORAE T ¢ R AEE 4T, RER
H. pylori 51— CFEE By @A & %tk H %2

(4) Russell /MEFE & o & —Fp 5 W) LLE &
5 R S Russell /A (PAS BetaBHPED K
YRR N RRAE ) 2. ZIE R IR E B,
2% LT 5 BN i g A MALT bk 2981 28001
RIS H. pylori 7] 18 2 %7 Russell /MA R 45 4 4% 12511,
7.3 HEANE (COXD 2 #il 5 5 B g ) ki i)
T AR BAHT

AR L IE Ny COX2 HIFIA — 2 BRIk
B R AR BT B AR AR RO L
PERARIATRE, ATk — AR N H
7.4 KT EBR EHE KA A 8T S R KX
R INRGE, AT IE A B N AT

2005 4, FEPrZE4E0T 0N AR 1 T W AN
THEEE R RGN E R R N 245 L)
oy HIARAE OV, B B bR TR/ 45 OLGA
DAV RGP (R Do ZREAH T HR
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X1 BREZEFEEESH

RS
b rEW BEER VYEEE TAES
(05) (1) (%) (349
FEAES (04) 0 14 11 2 I
REREZES (14) 1H 4 11 4 JIEY
BEPEZES (249) IH IH 1147 IV #
BEEEES (32) Y I IV \E

JE B RIPRARGE, i S ALK VE R EH 2
I R DA AL AE B AR K AT (R AIE &
T H AT E R RAR TAE, WA,

MR - BB RMREBCHINEREXTIESEE
MR,
LARHERXFURE LI ES) AR E A RS, R
FA CREMT BA CRERT AET CRET, RREAN
X AE, FeRRE AR AGRE.

2. 1M E RERREGIMEN AT EALE X Fh
AEH KA F Ko

3LIRME KA VHRFALLE K, dofbFHE K
AemicEF X, NFMEE X FRaeen s X KA
HE K AAEE K, AL (B, RE. ABRATAR)
H ¥ o Ménétrier a5,

4. Fuey e LY BRI E % R A8 K BARARIR Y,
e F EA 2 EA, OAEMESE, FHAEBEEAR LTS
R G L EIRARAR ; QA ES, FHEER
HIEARECE B, TR S A AF L2 AR R AT Y L 4R 3,
Ko (ZE2ZBHHmIL).

SCRERMEE X REESD T AR RAESG, TS
B AR R T K, M E AT AN R M A
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B 1 EW&RLNESE

16 R E VTR R LE R 6NEAT L, REEHEES
S B A A2 B 64 BT

6. FHRZ B MESHEE KT HEES 2Ry
Ao Bk B 0 RIM T B K e B A A IR AK
AR, EFEOIRAIE RS TRABALA R E R E K.
g, ERS KA. AR AEFTOREFR T TR
EHA P, AAAZBHEAERTRAIA LER .

7. 9R BB AW B AT R ) R A% 44 TE AR LB AR A 5 A RS
S0, 7 B A o 5t T R I REE AR BT, A AR AL AR AR
ASFBEFAFEFRE . RELSHRAEZSIFES T A
A @3E, Wk IRE GBS R4 R R M A 8K R
4, WHIREF X THERERRIZEAENEE, FATE
BRI B 69 § AL T UL RS A A3 & FI b A A 1

8.3 F kM “RANA” AT HENENAE, &
R CEERANBERT I, RRMA S HBE, PE
Fod B, ERANBES KB GHER . FREAF L
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