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K B B R TF A ( B-Glucuronidase ,B-G) . 458 37 il PIS ML+ ML B 4T Hp-DNA PCR
Hrll, S BEYESCH 26 191(70.27% ), T BRALA T o Hp-DNA {1 0l B , Hp J3fe 5 41 2 6] L2 5347
G (P <0.01), PIS M4 Hp B 575 Hp B SMRIE B-C HALI] R 2 B , 4R 3 i e
B-GIFRS, BTS20 X B PIS 15 Hp RRULASE, IF HL Hp AL A UHE B-G 12515 PIS IO,
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[ Abstract] Objective
intrahepatic stones (PIS). Methods

To study pathogenic mechanism of helicobacter pylori ( Hp) infection in primary
Hp DNA in bile and mucosa of PIS samples was detected by PCR while
PCR showed that 26 cases
(70.27% ) had positive Hp-DNA in bile and bile duct mucosa of 37 cases with PIS; but there was only 1 case

activity of B-glucuronidase (-G ) measured by enzymological method. Results

with positive Hp-DNA in the control, with statistical significance upon infection rate of Hp between two groups
(P <0.01). PIS cases included those infected with or without Hp. There was no statistical difference upon exoge-

nous B-G activity but statistical difference upon endogenous B-G activity between positive Hp DNA and negative

i

Hp DNA. Conclusion
activity of endogenous B-G activity.
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RH 71 o 1T 2R AT B (helicobacter pylori, Hp ) -
DNA & BLE 75 Hp 5 JFFIBE 9 Y 5¢ 2R A ISR 1Y
T RS, HAT T Hp 505 R R O A
25 (primary intrahepatic stones, PIS) 22 [&] 1Y 3¢ & i
BED . iR Hp 5 PIS Z Al a] REAF ALY
KA, ATV AL HATHIF

1 #H57F%
1.1 FpAcREE

VeI 91 24 HF B B A0 0 8 S5 B o« PIS 4
37 i, e 55 22 {51, 2 15 {515 AR RS 49.5 % (33 ~
73 %) o 1T B A RN ABAE S50 PEIBAE R 3 9 5
8 B A I IR S A0, PEIRAE R S Bl ZE A IIF
AR LS £ 12 ), FEIRAE R 6 . X HRZH 8 4,
FCrP RIS R 2 9, IHGEROG 1], s i o e

YR Bfiz - 230022 AL, ZRBERL R 24— B B 3 SRk

PIS involves Hp infection agents that may accelerate formation of PIS by enhancing

Intrahepatic stones

5B, JTIE S ZE R BOIFT TRRAEAE AT 1 ml Sz Bk
i S RS Hp B3 5%, 52 ~3 ml JJHI & KR
DS, A3 B0 B3 35 BT 21 20 K P9 IR 66 s 4l 4
£2510.5 ecmx0.5 cm BERKEEWN, frA S E
- 80 CUKFLRAE
1.2 R

K UreA 514, A H R P51 4y : HpUL, 5'-
CATCTCCCCCCCAACAAATC-3'; HpU2, 5'-TTCAC-
CACACGACCCATA-3', iy BV T HE 71 & A
dife. PGPS 697 bp, B-G I E 1 &
R A ) AR ST . ZHZH DNA il £ 1057
& A PRGN TRARA A,

1.3 i
1.3.1 0855 BT IR A 26 B R 2 Rh AT IR 4R

e AU S IR R R
1.3.2  Hp-DNA f#G . (1) Hp PR R IR TS
T AR H AR R ORAT B Bk A R 3 52 5
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SREAPE) o (2) Hp-DNA fyfifi$et iz FIZH 21 DNA fifif2
R SR FIRE B 519 b DNA, (3 ) Hp-DNA
PCR 4" 34 R S SR AR 25wl Hrpip oy
1 ul, $U5 3h Taq DNA A0 5 pl(5 U/pl) ,10 x
PCR 2B i 2.5 wl, 10 pmol/L F FiEa| ¥4 K
1 wl,10 mmol/L dNTP 2 pl,25 mmol/L MgCl, 2. 5
b, INJC R 5B F/K % 25 pl. 78 DNA SAIFER (2R
RS RS ARAR) 1,94 CHAEME S min,
94 CAE 50 5,50 CiBk 50 5,72 CHEfH 1 min, I
40 MEH, S5 T 72 CHEMH 10 min, (4)£ 1.2 %
BENEAEBERS HL UK T SR AMNEE I R R SR IR L 5% .
1.3.3  B-G Byl i 1 pe ot i A 8wl i B-G
I 30 e AT A I, AR R 5 U D S AT
Y, 20 A | SN B-C o BN Ly : 22
SO A s 2 IR AE 37 C &R, 5k
REMEALAZ B 1 mol M3 PR A 1 o A2 1 1>l 0% ) #.
s
1.4 Gl

K FH SPSS 11. 0 e it A4 #4750 2 07, o o
ORI FLEOR F ¢ 04, S0 R TR T X A
B, P <0.05 hERAGI¥E L.

2 HR
2.1 Hp fai4s

37 5] PIS fR & Mt a2 R B3R ) Hpo 37 £
PIS % 17 Hp-DNA PCR &, 07t Hp-DNA
P22 ], IR R4 2R Hp-DNA BRI 13 431, Foep
HET SR AE B4 20 h Hp-DNA 25 faPES 9 i, JH
EREA S Hp-DNA FH 1M BH{T Hp-DNA [ 44 4
. PIS £ Hp-DNA BAHTERL R 26 i, %) B 2H 8 4l
R Hp-DNA {1 BB, W 1.3 1,

750 bp
500 bp

L. Hp PRSI 2. IRASZERE PR 255 5 3. T FH A2 2
4. IR
B JEyE RS Hp-DNA PCR HLPK ]

Fz 1 PIS AUFIXTHRZLH Hp-DNA i 2% 5 b A

Hp-DNA PCR
215 PAE
FHE FHPE

ekl 26 11
X HR 2 1 7

0.009

B¢ 1 A0, PIS ZH &%) B2 Hp-DNA 45 I 45
R 25, I Z [E] 1) Hp JRY R L 2% R 4e it
HEX (P <0.01),
2.2 B-G K4 R

22 TR 3 %] B-G A6 I 45 SR A Het L A 32558 24 A7
45 B )2 Hp-DNA PCR 45 R #E174y 24650, DL HE
R At 3 20 X B-G A 25 R ) T . At
A T B SR B ) H 3 Hp-DNA PH%: 3% 5 B P %
ZIE N B-C W ZERAZRIFFEL(P <
0.01), SR 4MIEME B-G LK ZEF KA 228 X
(P >0.05) ; HoAth 31 5 41 12 55 5% BH 1 74 58 & b Hp-
DNA PHH# 5P Z HE N SR B-G b2
ARG EEX(P >0.05),

F2 HP XS AT B-G MM (2 +5, x 10" U/ml)

W AN (e =17)

W AT B SR ( 0 =20)

EEELA
Hp-DNA B4 ( n )

Hp-DNA Bk ( n )

Hp-DNA fHM:( n ) Hp-DNA Bt ( n )

MR B-G
SR B-G

5.489 +£0.927 (11)
5.749 +0.687 (11)

5.168 +1.301 (6)
5.756 +0.633 (6)

6.021 £0.941 (15)* 4.598 £0.531 (5)

4.909 £0.640 (15) 4.380 £0.471 (5)

a: P <0.01, 5@ 40 B 15 SR B H Hp-DNA BH:2H LAk
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%3 HP XAFARAE 45 A 4FA140 B-G 5N (2 +5, x 10° U/mgprot)

T AN H SR FAPE( 0 =12)

AR R (0 =12)

ECEa

) Hp-DNA [k ( n ) Hp-DNA FAtE( n ) Hp-DNA Pt ( n ) Hp-DNA it ( n )
IR B-G 7.528 £0.485 (7) 7.405 £0.250 (5) 7.627 £0.409 (7)* 5.457 £0.205 (5)
SMIETE B-G 1.556 +0.150 (7) 1.625 £0.090 (5) 1.019 0. 164 (7) 1.134 £0.287 (5)

a: P <0.01, 55858 40 B 15 S B HL Hp-DNA BIPEZ bEA

3 g

HATHF 78 R, Hp & B iHAkiE i EZE SR,
It H Hp 7EE AP BAT mE YR, mIRE S il
SRR AR AR OC &, T A B HEDN Hp W] R
HEARE R E0WN . FRATIXS PIS 4 A BE 2 fH 713
7 Hp 35 3%, 25 S ¥ R WL Hp W%, 5 SCHk 8 A
R X ATHES Hp K AT %04 . R A
ZHRFH PCR i85 3 % PIS 20 F %t B 41, 14 AE - i
ERMEAT Hp-DNA ), 25 5 iR PIS f8 35 JIH & h
FELE Hp SRR3R, JF HE A 3w r A th 26, SR
HILBEERASITZEX (P <0.01), ] PIS
Y5 Hp YA ¢, Hp ol et A RS R 4090 HoA okt
NEBRPEEREE ) 3 IR AR LG, B PIS (14 )5 A& M
FERNEOR R . BREOT TR B, 40 S5 7 A 1 AR
P B-G R LT R &5 A% b pre /5 H & 15 81 A
W AR R E A O B R IR -G
() RN o S AT R 25 A A % VI 6 R . Blmi 3R
THRIE Hp J& AR R AT 1 RN DR A8 B — 7 A AR
P B-G, HET T 8 PIS AT K, W] B 38 i 52 56 T f#
Hp 5NEME B-G &R, FATX PIS 83 IH 1 F0JH
HA PR SMEYE B-G #EATR, HF5E T Hp F
B-GXRFR., M2 M3 ar s, 7EHERR T H % 8
TG, PIS [BE A Hp R # 80 Hp B H
MIANEYE B-G TC A B 25 5%, SR I R TE B-G T,
ZRAGIFE X (P <0.01), SRIMAEEA HA
308 4 B SR L 19 PIS f8 5 v Hp-DNA P 5 11
HZ AN ANEE B-G LR EF G E X
(P >0.05), H:ATAEp T H 4 7R Qo oK FF R 55
YER—FR 24 R 2, 6 AN B-G A 52, 55
T Hp Bt -G Z MM R ., UL MRS R BN
Hp J %A 7= A R AN B-G 25 PIS 1
TR, SRR Hp B E NI B-G 1T,

JERh Hp HAG W 5 f 42 F I A 2R IR 1 B-G
(IFEH . Hp S Fpgta it A MRS R e i
o AR B A M 0 A A 45340 A RTERAE , Y
T B-G PR R ok, S BRI B-G
W BT . BB TR B-G 7R kb Ak ffi 45 4 H
AR RIFEMNAR, 5SS EE T4 G AR
BN N IR S5, IF R PIS #0384
FLS UM IRAE BBz, IR, IR AR 2%, 5 5
KA AN DI A HE 25 A T B 3 KR K, 18
WHEIGER , S PIS BB AL,

BZ,FATIN PIS 5 Hp J& YA ¢, 3 H Hp
A NURYE B-G 122 5 PIS BB AL, H HIK
FORPLEA Ff TR — 2 05, DA SN S
Ilf X PIS BTG ALATT

2 £ x #
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