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Abstract

AIM: To explore the distribution of the peptidyl-
prolyl cis-trans isomerase (PPlase) gene in He-
licobacter pylori (H. pylori) strains isolated from
patients with different gastric diseases.

METHODS: Biopsy specimens were taken from

www. wjgnet.com

the gastric mucosa of patients with superficial
gastritis (GS), atrophic gastritis (GA) or gastric can-
cer (GC) and used to isolate a total of 64 H. pylori
strains. The distribution of the PPlase gene in
these strains was analyzed by PCR.

RESULTS: The GA group had the highest dis-
tribution frequency (94.4%) of the PPlase gene,
which was significantly higher than those in the
GS (57.7%) and GC (65.0%) groups (P = 0.014,
0.045). Although the frequency of the PPlase
gene was higher in the GC group than in the
GS group, there was no statistical difference be-
tween them (P > 0.05).

CONCLUSION: H. pylori strains isolated from
patients with AG carried a higher frequency of
the PPlase gene.

Key Words: Helicobacter pylori; Peptidyl-prolyl cis-
trans isomerase gene; Superficial gastritis; Atrophic
gastritis
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5B GAUL R IR WH. pylori 8 #kPPlase 3k B 4~
73R F(94.4%) K 1, 5 GSH(57.7%)F»GC4L
(65.0%) 486 £ F A 43t F FE (P = 0.014, P =
0.045); GC41(65.0%) PPlasek B 5 # #1 % &
FGSL(57.7%), Ttit 5 £ F(P>0.05).
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W I JURFF B (Helicobacter pylori, H. pylor) e ¥,
et E g ez U, 2slikig
PR 200 2R DA, 2D B g 2 2 e SR AL T
Wiz, ZAaTEE 2%, B SR R AN E I R
VIR, H pylori'3 SUNARFIGIR S RBR T 535
BE DN 28 LA S A 5 By A AH DG BASR, H. pylori Bk
B ) DR 22 St A T 0 1R R A R e vl 3
LR, O 0 0 i R rp e DL
K PIRIEAERS EWIH. pylori i HEFE =R )
FED R AW FE 0 H R Ry e ) — L
H. pylori 5 R 45 JRAH G I 85 3 M, B dficagA,
vacA s, oipA, babA2, dupA VL FehrgAZ53EI, SR
1M H YA AR M X BB AT A — A0 52 A, py-
Tori®E JJ RN HAT i Re 1, W ANREVE N Sl
IRES ARG (e bR R L N7, e H. pylori Tl
55 9 A DK (1) B3 3 AL DRI e e N ) 7 2
i AR 92995 12 Wir LA B i PR A o A 48 O A (1)
YER. ASAERT IO, SR AR W gk 2 AL
(SSH) LA KB sl AC I ITVERIEE T H. pylori ¥
SRR R M 1 2 RV 22 S JE DR S, 6
i 126 H 10 22 e BE DR EAT S0, R IO I - i 2 1t -
5 5z =X 57 A4 i (peptidyl-prolyl cis-trans isomerase,
PPlase)%i it HE DA oy B RS 1 v 5 DU DA,
W] fig 5 R R DI O, AR H
AL R PN(PCRYFSTINN AR M B &, Z4ik
H 98 LB 3 3N [R50 KR I pylori Bk
PPlasedi it K 1) 40 At 0, B 7E7nHLAE Bk

1 #RRT3E

1.1 A ARG EERER A6 H 2 51 25t
HE, JLR IR R 2% (superficial gastritis, GS)+
Z4iPE S % (atrophic gastritis, GA). 1 i (gastric
cancer, GC)3Ff593 AU F1 BT i 5 5 IS A b A
221451, A ER S ALk, T 3B (R FE A
B, BASIHIOIATREIA SR, 518k
(B ) HATH. pyloris 3z,

12 Fik

1.2.1 H pylori¥s xR % 52 H. pyloriti 37K
o a5 B R B R 3, BEFRIE A 4
(70 mL/L). soVitaleX(4 mL/L). P15 %B(8
g/mL). FANE RS g/mL). JiHEH(6 ¢/
mL). B ORI R IR AR E T3 4750 mL/L
0,+ 100 mL/L CO,. 850 mL/L N,. 37 ‘CAHX{iE
FE N 95% M FRA T, ¥59R3-6 dZ G M A4 .
T3P RS e BHYEH. pylorisy Bk ALEE
BRI IE SR . 2 Y DL Rl A S 1)
16stRNAZK G BgHEA SN, Hrp 2R ik % e A
FHAERD S 52 I H. pyloriBHTE. WA ST V5 N
HHEE T FRIEARATIS00 uLH, WATIRA], -70 C1#
1% .

1.2.2 H. pyloriADNAJR B K- 2405 7%
RH. pylori DNA. H & T2 mL EP4 A B0
5 min(10 000 g/min), k& F3HH, A TEZ bl
318 uL, 10% SDS 80 uL, & FBFK(20 g/L)2
ul, #R¥HIRAT; 37 CHEER/KE LR ISR
By S5 SRR, 3R LI h25 24 1 1,
TRATJE 250010 ming KE L2 KRR H N S A
ST eI, WAL 24 11, IRAT A SO0
min; PR EZ KA, I 1/ 10458 Z 185 LA
JRNARE(ZHKEE0.25-0.3 g/L), B2 JF37 CKEB
30 min; A2 5MEARTA T/K LBE, 120 C
JBCE2 h; 250015 min(10 000 g/min), [ 2: LI,
i 75% CBERG DUBE DB PR, DLTE TI5 5 8T
HT50 uL TEZE P . A 20 et B vl e A,
pylori DNAW S, 4 I TEZE MR DNAMK [ 5t
— #4100 ng/uL.

1.2.3 PPlase%i A4k B JR &84k X R (PCR): H.
pylori PPlasefufid KL K Z8 I PCRY 38, Tyl b ot
K HLUK, genefinder L ta %2, PCRIX MNAK R 425
uL, BHE B TK, 4FdNTPS2.5 mmol/L, Taq
DNAEKGHE2.5 U, ZEKZ4IDNA 2 uL, 10 pmol
1%, 51974 HP1: 5-CCCACCTTTCTTTC-
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M 1 2 3 4 5 6 7 mi:A2E

RTEARFRER,

PPlase % # % A

] n PEEn  FAMEn  MEHER%)
RERMEBH 26 15 11 57.7
EMEER 18 17 1 94.4
B 20 13 7 65.0

CG-3'; P2: 5~CCATTCAAGCCACTATCAA-3":
T A B203 bp™. [N ZHy: 94 CHiAR S
min, 94 ‘CA5%45 s, 59 ‘CiE k45 s, 72 C 4E{H45
s, 2335 MGG 72 ‘CHEfH 10 min. § 4= 4
20 g/LEFNEREEEIR HL bk o0 #T, BT RAM R
Biit %03 RHAISPSS16.0% 31Ty 5k
Fisherkg ik 46, K550 7K #E A o0 = 0.05.

2 BR

2.1 H. pylori Ak %€ 2215156 5 Fh kR AL
K IR H. pylorivatkestd], HhGS26f]. GA1S
Bil. GC20M%1. PovA%r i FEFRAE B S0 0E
B, SF IR R V. A BT A R 2
ThBE N WS B 2 GG [, "Cr B, S
JEu “ERG Y7 5l i R A0 R E . PCRIX
N2 H. pyloriid FH 8875 9 16st RN A KL PR I H B
PEACH (&I D).

2.2 H. pylori# #PPlase% A B 5 H. pylori
HHEPPlasem gL PCRY 3 =1 i BEK A
203 bp(12). 644KH. pylori FE kKT, 70.31%(45/64)
(1) PPLasedi fith 1k K47 184 45 5k BH k.

2.3 RE B &I KIRH pylori #PPlasesh # &
B4 GS, GA, GC 345 KR IH. pylori i
PRPPIasednhth 5k KIS H 2 7300 57.7%, 94.4%,
65.0%. GAZLH. pylori PPlaseZwhdt KK Hi %
(94.4%) 5 1, HGSH(57.7%)FIGCL(65.0%)HH
tb 2= A2 5P = 0.014, P = 0.045),
GSZ(57.7%)5 GCHL(65.0%) Lk, GCHRIF A,
pyloriFARPPlased i3 PRI Hi % m T-GS4l, H
RFEF G 7 7 (P>0.05, K 1).

3 Iie

H. pylori PPlasedhtk: K 9wtk £ 11 A PPlase, C
S Wit B PPlase 5 40 & G LA N 55 )
I, W5 R R IMip# F i PPlase X
TGO, 55 E NAH LL e 40 it Py AR A DA
MPPlase S G 1 75— B Ut STr AZR [ U 5 fii 48 5k
B ERAT " I APPlase e 5 AE A, py-
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500 bp
293 bp

100 bp

1 16srRNAEREPCRYIBLEER. 1, 37L: BAM:; 2, 4, 5, 6, 7
FL: BAE, FF9E%T293 bp; M: 100 bp Marker.

M 1

2 3 4 5 6 7

500 bp 203 bp

100 bp

B 2 PPlasefRIBER PCRYIBLER. 1, 8, 11, 124L: Al 2,
3,4,5,6,7,9, 104L: [, HAEUZH7203 bp; M: 100 bp DNA
Marker.

lori 8 NN ¥ 2 —2 5H. pyloriti P E
(0 A5 R R R BE S S i Il . H A
A FUIIE SEPPLase b s ik [A 1 2 141 7~ H) PPlase /2 H.
pyloriFE IR SA b bR 2 —, I LAFEH. pylori
V87 B 2 IR R 2RI e K N E O o T
B TH. pylorii&4s 5 9599 (1112 W LL RS 1) 19t
MU H pylorisy WA I PPlase ] LA 5 1 1 iz 41
M T, T DU B RIL-611 7 A,
184 28 i A ] 230 3F Bl LU S TLRAKKH
PERTEGFRAEIE UL VGER™ /L, HEE i
P SUE FEVE A CN, B ATXT-H. pylori PPlase
DIRETT A5 b, A TREAT T2 11
A LA S ARSI 52 50 1 — AP ER 15 PP Las e B0 Bl
. Correa 'S AR AT I 2 A B2 50 45
N B8 g e AR B IR R IR — R
B R —ZE S %~ E A A A LR A —
B, H pyloridfis N[ #5771 T g1 n
T P A AR 3 Ji ) A i R TP A [R50 1 R0 X
K, e Ve 5 [ K it cag A RE N IMH. pylori Rk
BB g P R A, 4 vac Ad 12
DT 110 B Ak 18 o0 22 44 A 0 R U,
M4, PPlaseft EUp ik Fit v = LEAE MR — PRk )
KHAE A R

AT FERSAN [0 KR (R 64RKH. pylori T
PEIEAT T PPlasedht s AT RS I, ASr il 45 Sk sk
EGS GA. GC 3[R KU IRIH. pyloriTF
P, PPLased it h IR 1K) 73 A A7 A5 72 7,

T AR A & Gk
BRXEAWMBL
FAEAR, BFE
PPlase % 74 3 B
FePEH, pylori H #k
RFFAETRE, A
16 R & A BE Y
A AR R
VAR TR TR JE 3
RE2E &
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gt AHE, - . N . - . .
D iwarnp, PPlascli LAY % (94.4%) W) WG TGSAL  ASHEIE A Vo8 16 30 45 25 i Aot e 380 70 244 1.

T i b Ao £
HdE, 76 R 5%
H— R A5 EL

(57.7%)FIGCAL(65.0%)(P = 0.014, P = 0.045), %
WP Plased i Bk A 5 240 1k 1 28 1K R A2 % DT
K, JKYLPPLas e hth D] 1 1) P K B Lk 38
T EAEE S RO, WA RE, A pylori
e IRV E L S (U ae Sy BT P
cagA. vacAV] gt FEEESIEE R
2 CagBRENS HLE:E TREGNILA T, 33X
A %45, CagA. VacA. HepCLA K GroELIA]
INAEAEH. pylori i HR W) EE 25 5 ‘7 B 4 1tk
RIGRAED PR RS R, PPlaseif LK m]
RestH. pylorin — N EEN SR EHMEE XK
TN —. AHEFTIRIE, PPlasetF A T
Tl STLR-4LL X ASK-TAHHAEH, A 3)
R AT I e, S ECE bR g A R
T, FT BT 40 A= B RN 8 T 2501 40 e 3 2k
AP, g e O, AT RE S = Ak
B RIMR AP, S rE E R U L
A A AT DA TEE 4N i TR B TOARHEE, n
IR RERE. fECorreal ik eI ) 245
PEH 22 Horh — DN RORBE Y, 2
A R R R 21U PR ) S A R A
AR A= AT DA 18 T 9 O 2R R 2, Uemura
SN 737 8 I B U R IR Z145 10% 1)
FEZARTE T KB H R R M. AT
45 KoK, IKYPPlasedn i IL N SHYEH. pyloriF
RS AR R UG, TEA Y R X
T80 Y e R A I N, S N2 4
PEF R BB, #hA T Rede m s, U2
i 2R 5 9 1R R ARz S AT ESE IR, PPlase ]
LUELEGFR MM R VEGF )7 41, VEGF %
TR VR 71 fieh 8 I A AR R T AR B 2 O EEEE AR
H, FF HaT LA S 40 M 34 58, o34k DL A P 2
A MIERE, A3 AT I ) 2R KA Y. Metasy
HTI 25 R, 7R e B AT, VEGF
RIS E R A R YA,
VEGF) 31 55 87 () 308 J R 9 2 D1 AR B,
WL RS FEPPlaseft H i JE O B v ] g ke
BT @ WAERLL ZRE AR T EE R BAH KA 5T
WIE, FAHEN, PPlasen] e AH. pylorizs 71
TZ TS HERMEE RRERIRT, 5
S0 VS e R AR U, 2R TG T e R
AT AU

M, B RAYRH. pylori # FEHE T L
R PPLasem i AL DN, FL 5 241 H R 1 kA

KM PPTase i il L AT T-H. pylorkH M ZE 46 P
B RIS W, I PR 2808 e B 1ol 1 J5 #B A
RAFI e FAEH.
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