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L H pylori > 7Rk HiEkA € D CagA # V252 ' EPIYA £ 5

— 70 PCR 12 &k 5 DNA W7

oy b1 (A ERhEty 2 (B) 754 2—A2H0T cagA it

{70 EPIYA £F— 7

i3 U &I

Pt R TeE 2z v &h3
(WHO, 2002). HAOBAFBUEEBULEY 10
TR RISEST A, us 7 TEIRITERT, 1077
N&H7-=0 UD’HZL,’!" EHMETIE 38248 (HAKTIE
53.0 %), kMO A 154 % (HARTIZ274 %)
TdH 2 (WHO, 2002 ; [HIAA LY 2 =2 AKX
T v 2 —, 2006).

Helicobacter pylori i3 & F O W EIZEH L T
WS 57 5 LBV 6B AT, B EOm
B 2 fEf & T3 (class I carcinogen) .
CagA (& H. pylori PEEAET 2 BRIl 2 v 3o
B (s v oso ) T, type Ny A5 L%
J!ﬁL’CL FEEERMBIZIEA IS 23 e |k

AR TIE CagA & v /S 2 B D 3 - K IZ Tl
“fé Glu-Pro-Tle-Tyr-Ala (EPIYA) ©F — 7
A At Eh, RO BT 5 L F
A6NT0W5 35 EPIYAE®F— 71213 A B, C,
DOARREAH D, ) v BILDOBENRL S,

L 7.

ARSI H pylori & 3 7 O % K gt 4
HHWT, g 78D EPIYA €F — 7 217
57z,

] P 3

B EEE ol 7Ol N R, B
THBE X N7 NCL#EZ L THEdERE ATCC43504 £
7z BRI XRIE N 36 'CT, M-
LT 4 HREFT - 7=

B DNA OFH | Fik4 KIS, 59
A, wO% Ll s DNARIKE L7,

PCR 754 v—& PCR RIS | cagAB{n1O
EPIYA€F— 7 &AM+ 25 PCR7 714 v—& L
T2y FAEMHLZ.

+oo h 16)

(CAG1) 5- ACCCTAGTCGGTAATGGGTTA-3'

(CAG2) 5 - GTAATTGTCTAGT TTCGC -3

‘o b 27

(cag2) 5 - GGAACCCTAGTCGGTAATG-3'
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EPIYA-A: EPIYAKVNKKKATV/IS)GQ
EPIYA-B EPIY(A'THQ/K)VAKKVNAKI
EPIYA-C.EPIYATIDDLG
EPIYA-D:EPIYATIDFDEANQAG

2 H pylori 7§ % CagA ¥

Ay
W3, 4B LU 6DHHAE L LI CagA # v /3y

2B OREG & 1Bk EPIYA €5 — 7 8
50 EPIYA B F — 7 2B E L 7.

B A, B, C, DidZh 4 EPIYA-A, EPIYA-B, EPIYA-C, EPIYA-D &% KHIZ

BI1O7 5 42— ONE %57

{cagd) 5-ATCTTTGAGCTTGTCTATCG -3’

PCR kIir (95 °C 30s, 55 °C 2 min, 72 °C 2 min
A30HAu) th 1L5% T HAa—AERKT L L
THKKE &0, N2 - AT F T LT
v PGS ST L 7z

#® x

H. pylori DNA % # #}HZ cagA B {5 T O EPIYA

TF—7% PCRIZK - TR L 28559, £ b1
DPCRT 74 ~v—2HWEBETE, £y 2

DPCRT 74 v —%HOBETE RO H—
NV E SR (B 1. PCREMOY 4 213
Ty 7 (R34) T BEHK (NCL) T &k
(650 MM xt) T, ATCC43504 B34 (800

Hx) LD E o7
% =

H. pylori @ > 78 (R34) 7%, #rifikk (NC1)
LR A XD cagA {41 EPIYA £ F — 7 & §§
STWBIZ NG L 72 H pylori FOKEE &
BT, HA&E &L 7 Y 7B H pylori 121
WAk KM ERT AR EEL LN TN D,
o T cagABIE T EPIYA T F — 7O E» 5
HeEd 5L, ul 70 H pylori i3 AR & ERIZH
EWEMSARTLIMERTHIEEL NS,

CagA 4 /37 BISAFAET % EPIYA €5 — 7l
IO DR UGS (WZEEK)S 4B 21258
7z, ABC # 4 7OME, COMOHELNEZWFEY
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YREALEME AN EEA LR TS Y,
GG & N7z EEY O Y 1 213 ATCC43504 ¥

D34 (ABCCCH %) &b &/ &<, ABC,
ABD » 2 W iZ ABCCHIE BEA SNz X512

PCR EEMI DR FERCH] & i UM & dE % 0
Wrb 5.
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