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[ ABSTRACT ] Aim To investigate the relationship between Helicobacter pylori (Hp) infection and plaque charac-
teristics, lipid metabolism and inflammatory response in patients with coronary heart disease. Methods 178 patients
with coronary heart disease who were first diagnosed in our hospital from August 2017 to March 2019 were selected as the
subjects of study.  According to the results of detection of Hp infection, the patients were further divided into 65 cases of
Hp positive group and 113 cases of Hp negative group.  The differences of coronary angiographic results, carotid ultra-
sound plaque characteristics, peripheral blood lipid metabolism and serum inflammatory mediators levels were compared be-
tween the two groups. Results  The results of coronary angiography showed that there were significant differences in
the number of coronary artery lesions and the nature of coronary plaque between the two groups (P<0.05). Gensini score
of Hp positive group was higher than that of Hp negative group (P<0.01). Plaque area of carotid ultrasound, intima-
media thickness in Hp positive group were larger than those in Hp negative group (P<0.01) ; There was significant differ-
ence in plaque nature between the two groups (P<0.05). The levels of serum total cholesterol and low density lipoprotein
cholesterol in Hp positive group were higher than those in Hp negative group, and the level of high density lipoprotein cho-
lesterol was lower than that in Hp negative group (P<0.01). The serum levels of interleukin-6, interleukin-18, tumor
necrosis factor a and high-sensitivity C-reactive protein in Hp positive group were higher than those in Hp negative group
(P<0.05). Conclusion The combination of Hp infection may be one of the important factors leading to the decrease

of plaque stability, the increase of lipid metabolism disorder and the aggravation of inflammatory reaction in patients with
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coronary heart disease.
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IMT) , HRABFESE =58 E 4 LR IEF A KT
AN BBE FEBE R A BT,

1.5 BERCIG ZERE & Bz 8 X HE AR il

NI JEIBIT A, YA 2 4 B R AN A AT
A3.0 mLx2 fp, & —r E# X T ITF ADVIA
1800 4 B 34 4 4y b 5 2 A DU W flg K 34T 48 A7 B9 A
F 4% BB E B (total cholesterol, TC) 1K % & Jig
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% 6 (interleukin-6,11-6) . IL-18 R % H ¥ «
(tumor necrosis factor o, TNF-a0) .5 8 C X L & &
(high-sensitivity C-reactive protein,hs-CRP) ,
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F1. 2ABOREENELBRLLER
Table 1. Comparison of baseline data between two groups

of patients with coronary heart disease

Hp FHMEZH Hp BIPEZ )

i
N H (n=65)  (n=113) YX P
HYE[HI(%)]  35(53.85) 60(53.10)

009 0.923
L[ W% )]  30(46.15)  53(46.90)
Y (%) 67.49+12.18 67.30+11.54 0.104 0.459
s \‘E' H
CAEAE T 7.38+1.21  7.20+1.09 1.019 0.155
(J)
BMI(kg/m?) 24.01+2.87 23.98+2.92 0.066 0.474

2.2 BREBKEHER
TEMR BRI 52 45 R WoR, 2 45O A
ARSI o728 SORC, BERAE I 22 57 A G 22 T L (P<
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0.05) ;Hp AP 2H M8 35 B 50 Gensini F150 K T
Hp PR R, 2R A G228 L (P<0.01; % 2,
K1),
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Table 2. Comparison of coronary angiographic results be-

tween two groups

Hp FHME4H Hp BAMEAL

7 H (n=65)  (n=113) v P
B SR A (% ) ] 19.225 0. 000
ST E 6(9.23)  28(24.78)
2 KR 20(30.77) 54(47.79)
3 AR 39(60.00) 31(27.43)
BEYPERR (% ) ] 6.507 0.011
e MEpE 20(30.77) 57(50.44)
AREVEREH  45(69.23)  56(49.56)
Gensini £/ 19.72+2.10 14.08+1.61 20.087 0.000

2.3 IBNBKBEER4FAE

095 FRE Hp BH A 41 A% 351 ) ok 48 7 5 e 1
FLIMT 25k F Hp BATEZ (P<0.01) ;2 2 BEHPE 5
ZERAGIFE L (P<0.05;%3 K 2),

& 3. 2 AR BE DB KB L R

B 1. AR AREF R M EE R M M8 = E 73
4 Hp BHPEZH , %04 Hp BIPEA

Figure 1. Coronary digital subtraction angiography and in-

travascular ultrasound

Table 3. Comparison of carotid plaque characteristics between two groups of patients with coronary heart disease

BEHAE R ] (% ) ]
4 4 n BESRHIBL (mm) IMT (mm) ‘ ‘ —
Bt 5t REHE
Hp B2 65 10. 13+1. 54 0.81£0.09 37(56.92) 10(15.38) 18(27.69)
Hp B2 113 8.94+1.02 0.59=0.08 40(35.40) 26(23.01) 47(41.59)
/X 6. 191 16.338 7.789
P 0.000 0.000 0.020

& 2. FzhRkBEE AR BB [E 7e29 Hp FHYEZL, £ 0 Hp FAE4.

Figure 2. Typical ultrasound images of carotid plaques
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2.4 BERBHERR

S0 E 3 Hp BHE LA & i TC  LDLC 7K
- Hp BAME4H, HDLC /KT Hp BAEA, 22
SWAEGIE L (P<0.01;3%4)

4. 2 B 0REE MBS KF LB (mmol/L)
Table 4. Comparison of blood lipid levels between two

groups of patients with coronary heart disease ( mmol/L)

a4 H n TC LDLC HDLC
Hp BFHE4] 65  10.28+1.64  5.82+0.69 0.51+0.07
Hp BIME4H 113 7.12£0.86  4.72+0.53 0.73%0.09
t 16. 865 11.912 16.968
P 0. 000 0. 000 0. 000

2.5 RIENR
ek U B Hp BHPEZH I3 1L-6  1L-18 \TNF-ar
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TR A28 R IR Hp B 55 ZFh il 8 R 506 19 &
HEAE— BN R, O 2 Y TR R Z W
O MU , BE AL I N 1 B0 A Je Az 3% 7K S ik
3, R RO & R RGN, Bk AR A BT
EEIRRZ—, T Hp 5.0 & A & S a] ()
BARCRAY, R R 2F 0. (1) 18R
SN ; (2) BB BT A A B e 5 (3) I AR A &
BN 5 (4) 8 TR AL MM R B

Table 5. Comparison of inflammatory mediators between two groups of patients with coronary heart disease

| n IL-6(ng/L) IL-18 (ng/L) TNF-o( ng/L) hs-CRP ( mg/L)
Hp BHPE2H 65 40.38+5.61 19.27+2.16 57.38+7.21 12.17+1.54
Hp B2 113 32.07+4.65 13.05+1.48 40.22+5.94 9.08+1.13

’ 10. 633 22.728 17.141 15.337

P 0. 000 0. 000 0. 000 0. 000
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