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[HMZE] BW HBiTHlRFHEZMEEH AC cytotoxin-associated protein A, CagA) B Hp & Ye 5 F 4F JodE IR
B33 ik o BE B 4k (carotid atherosclerosis, CAS) BIMI . Ak HmEUEIRGEFLI2 9 CAS 8% 578 #il1E A CAS
2H L EIUTE CAS S 578 (lfE Xt MR 4H . Fbds 2 40 CagA BAME Hp Y 6, 37 4F Logistic MIUH 4 #7. H 3 CagA
BHYE: Hp &Y 8 5 CagA BAME B & 830 ik ) — A I JE B (carotid intima-media thick-ness, CIMT), & & CAS 4
CagA B Hp B 3% Lo T X BB 41 (P<<0. 05), CagA FHPE Hp B4 2 CAS iy ph 57 f5 16 B £ (OR =1.813,
95%CI:1.379~2.384,P<C0.05), CagA FA¥E Hp &Y ¥ CIMT KT CagA BITEH# (1 =28.046,P<C0.05), %
W 7E AR TCAE R AR, CagA BHE Hp YR CAS (3l 7 fE I £ , CagA FHE Hp B ¥ CIMT KF CagA
BAE: Hp &y . Bt , CagA FIYE Hp Y5 CAS LA (EJRA %,
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[ Abstract ] Objective To examine the association between CagA-antibody-positive
helicobacter pylori ( Hp ) infection and carotid atherosclerosis ( CAS) in middle-aged
asymptomatic population. Methods A total of 578 CAS patients treated in our hospital were
selected for this study, and 578 patients without CAS were selected as the control group. CagA-
antibody-positive Hp infection was compared between two groups, and logistic regression
analysis was conducted. Carotid intima-media thickness(CIMT) was compared between patients

with CagA-antibody-positive Hp infection and those with CagA-antibody-negative Hp infection.
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Results

The CAS group had significantly higher frequency of CagA-antibody-positive Hp

infection than the controls (P<C0. 05). CagA-antibody-positive Hp infection was an independent
risk factors for CAS (OR=1.813, 95% CI: 1.379—2.384, P<C0.05). CIMT was significantly
greater in patients with CagA-antibody-positive Hp infection than in those with CagA-antibody-

negative Hp infection (z = 28. 046, P<C 0.05). Conclusion

In middle-aged asymptomatic

population, CagA-antibody-negative Hp infection is an independent risk factor for CAS. The

levels of CIMT in patients with CagA-antibody-positive Hp infection are significantly higher than

those of patients with CagA-antibody-negative Hp infection. Thus, CagA-antibody-positive Hp

infection has been implicated in the development and progression of CAS.
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Table 1 The univariate analysis and constituent ratio of the two groups
(n=578)
13 50 CBITEO 1o I P S (B Bl PR s (BB i A I 95 5B (B 50 W A 5 O R sl (HEO
HH 7 H Jc H Jc H Jc f J H J
T fb 20 426 152 255 323 139 439 86 492 220 358 191 387
Xt HE 21 449 129 188 390 82 496 40 538 137 441 141 437
X2/t 8 2.487 16.429 18.176 18.848 27.919 10.564
P {i 0.115 <20.001 <20.001 <20.001 <20.001 0.001
15 CagA (%0 Bl s %) AT 45 EL [EFN B A AR A=
[{EE P 14 (x+s) (x +5,mmHg) (x +s,mmol/L) (r£s5,%)
i Ak 41 327 251 52.60044.170 26.860+3.516 131.240418.949 6.53942.514 5.658+1.078
X R 20 209 369 51.99044.140 26.30743.502 132.920419.204 5.71441.484 5.349+0.701
X2/t fH 48.436 0.304 2.680 1.503 6.795 5.775
P <20.001 0.761 0.007 0.133 <0.001 <£0.001
151 N 2 R e o ST [ e ZHEH AR %% 32 i 2 1 I o 25 B e 2R IR R
(xr £5,U/L) (x =5 ,mmol/L) (x £s5,mmol/L) (x £s5,mmol/L) (x £5s,mmol/L)
fifi {1k 20 25.3484+23.515 5.43641.109 2.082+1.181 3.286+1.012 1.3074+0.317
X HR 26 25.664+16.520 5.14740.937 1.716+£1.158 2.835+0.758 1.390+0.319
X2/t 8 0.265 4.775 5.309 8.594 4.474
P g 0.791 <<0.001 <<0.001 <<0.001 <<0.001

1 mmHg=0.133 kPa

2.2 £ Logistic I #r  7EARIE T PEH] K
TR E WA IR v IR A PR L o R ILRE A
LA s = TN L0 & T I = o [ = = N NN (1
JE B B8 R B S CRE O B =1, Lotk =05 WA
S AW S =1 TR S =05 PR B A R =
1 TR S =05 8 L R o - A i I s = 1, 6
o I 9 B = 05 AR Sl 2 A IR =1, TR sl =
05 H BRI o S < A W B s S = 1, TC Wl bR i s 2 =

05 /=1 A ML AE 55 58 - A /=0 IR I AE 96 B0 = 1, JC /&5 IR Il A
i B =03 CagA: CagA FHY: =1, CagA BAPE=0;1k
RO 1| A = TN L e N % 2 [ = )
[i] P v 28 i B 1 I B A R i S AR ) . B AR
b FEACIE S ARG A B H [ B 25 I I A L 45 R B .
CagA FHYE Hp YL CAS (7 fE K N E (OR=
1.813,95%CI:1.379~2.384,P<C0.05), W% 2,

®2 CASEHREARZEZNN
Table 2 Multivariate analysis of risk factors for CAS

fa B R % FRfER Wald X2 {& P1i OR fH 95%CI
5 —0.593 14.240 <0.001 0.553 0.406~0.752
A T A5 B 0.000 0.000 0.989 1.000 0.962~1.040
TGRS 0.475 9.755 0.002 1.609 1.194~2.168
R s 0.173 1.292 0.256 1.188 0.883~1.600
1o I 0.295 4.445 0.035 1.343 1.021~1.767
Wl PR 9 9 S 0.362 4.409 0.036 1.436 1.024~2.013
151 A I 9 S 0.642 8.674 0.003 1.900 1.240~2.913
B4R I 21 38 (1 0.330 15.698 <0.001 1.391 1.182~1.638
= H 0.062 0.904 0.342 1.063 0.937~1.207
AR %% B2 i 2 1 I [ 0.477 40.118 <€0.001 1.611 1.390~1.867
1o B i R P I —0.428 3.951 0.047 0.652 0.427~0.994
CagA 0.595 18.138 <<0.001 1.813 1.379~2.384

2.3 CagA MY CagA BATEEH CAS HRH &K

e AR CagA SUIKSESE KK 40 CagA
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Table 3 Comparisons of CAS-related factors between CagA-positive and CagA-negative Hp infection groups

0.05) . = % & B8 85 A AR B B K 5 T CagA FHPEAH
(P<<0.05), W3 3.

(r=*s)
) 25 16 1l 4 WAk L 2T 26 S O T e I H % B NE & AR R
415 Big R - . N
(mmol/L) %) (mmol/L) (mmol/L) AH [# i (mmol/L) AH [ EE (mmol/L)
B 41 536 27.7347+3.209 6.378+2.533  5.60241.046 5.41041.054 2.057+1.314 3.28840.943 1.310+0.308
BA 1 21 620  25.58843.473 5.90941.617 5.41840.790 5.189+£1.011 1.76241.040 2.86440.856 1.38240.328
t {8 10.851 3.798 3.385 3.639 4.261 8.021 3.801
P i <20.001 <20.001 0.001 <<0.001 <<0.001 <<0.001 <20.001
S ~ A 55 FTECAAR 85 A 22 18] 9 A A R L 30 ) A0 % R g 2R
Y e
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BB & — R Gk 40 1 i A oy B et
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AL, AT DAHE DN CagA FHPE Hp JE& 4L AT i 5 8 B 48
WS OB A R DL A E RIS A O, I 3E i
me LA b AR 52 i CAS 19 & 45 Iz i €. Ninomiya
R B CagA A BB & 5 0% IR & 1 2 ik
(low-density lipoprotein receptor, LDLR) ¢ NPxY
(Asn-Pro-x-Tyr) £ J7 45 & K M HIAL % B s & 1 2

F A2 A 5 A% B2 s 2 1 5 R 40 B, AT 5
B 1ML Y AV % 82 g A ) I K P s . Hp B
S PE R AE , TNF-o 7K P FH 8 300 i 25 06 5 1
{2 3 B 5T DA 2 o gy, S SO % R A R
[ EEREAL L 5340 Hp °T LA S g B 2t A4k, (A%
5% P i A 1 L e A A A A S TR AT % B s 2 1 I
BEE S A N B, 2 iE CAS R AE R
Ji& . A WS R R L BEBR B Hp JE e XURS 3, 7]
B Hp BEYe 2 5] i B ACF Tt 7 7 1E 25 18
M4 . Hp BB SR 5 CAS IEA 20 it 4b,
A5 R Hp J8G% T Ge 34 inJE k(IR & 5 % =30)
R XU, FHEHLI AT BE 5 Hp 2% AH SCME B R 50 16
PRI 97 L O 20 A DR 7 R g e

TE CAS 19k A B ik J b F v L Bl Ik N 1 T 2
T RCBEHL I8 B CAS; AN e B B il 284 sl B v, vl 3
S AR TR B A S, T 7| R L 0 s 3 ™
JE A, B, CIMT R S W I R CAS Y JE 72
JE LR PE A CAS #F & 1) ] 58 48 dn . A BF 5E WK
CagA BHME Hp By CIMT W & KT CagA FA
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CAS Wit A K, —IgIA 13 TWF 5T 9 3 4t [l it
R, Hp &Y% 5 3120 bk P9 B — o B B8 3 A ¢
JER e ] BE ] 422 42 F T K0 LA 1R B R R it
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AR Hp EED AR ERESZ 3.

L5 BT R A WE 5T 45 i H AR P R S o bk B
CagA PHM: Hp BRYLJE P AETCRER ABE CAS Byl ST
fa & &, CagA BHM: Hp Y B ¥H CIMT K F
CagA BATE# . Rk, CagA B Hp Y5 CAS
MR R G, ABESE R CAS FLL L P2 95 1)
T G Ay | 10 B S B PR 2R AE B R R T AR AL
B
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