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BB ST LI R M TR T 8 (Helicobacter pylori  Hp) B B0 K 8 % 16 L %6 I F K OF L 35 07 & 0
WM S Hp BYRM S, Ak B 108 6500 B & 100 Bl R HE Rl Hp 00, 6 BT 8o AT
SE8 IR B ik s B 5 35 3h Ik BEHRAG A L 3 G Hp PHYES Hp B 28 25 5 IR 3h ks 52 45 5% 55 300 3h Ik B B AR 1iE . R 48 AR 3 I ik
i, %k Hp FRAES Hp B8 MU0 K RAE R 7KV ¥ Hp PO 3802 3047 20 240, % LB R 7 4L 5 W AR T
HEBERITATRGAIT 6 MABMIMAEAKT-. SR wO0WEE Hp BHHEE R 50. 93%(55/108) , X B4 34. 00%
(34/100) , 56 05 35 Hp FHM: 5 T X IRZE (P <<0. 05) . {2 Hp B85 .45 B8 T RS, 10 )y 1T Bk g,
XFERA 22 0 1 AL 12 0 1T B, P4 | A Hp IR ZR A 5% 8 X (P<C0.05), [l #] Hp FHERER
TGt X (P>0.05), | B Hp /&Y 55 11 B Hp Y5000 B3 1 B3 2 3.3 35k sl ko 4% b ] 22 5 T4 1) 2%
B (P>0.05), Hp FIPERE S Hp BIvE 8 #5303 SO AR SO 28 1 1 1L 22 5 A 4815 3 L (P <<0.05), Hp M
BE S Hp B8 R8P BB R R 1 BB B R BEAL B b 25 B BT 23 (P <C0. 05), Hp S0 B #H TC.
TG,LDL-C,HDL-C 7K 43 324 (5. 074 0. 64) mmol/L. (1. 59 4 0. 35) mmol/L. (3. 34 = 0. 56) mmol/L. (1. 05+ 0. 30)
mmol/L.hs-CRP, TNF-a.1L-6 7K 43 54 (12.1940. 84)mg/L. (57. 85+4. 04)ng/L.(40. 17+3. 60)ng/L, Hp Bk
LR #F TCL.TG.LDL-C,HDL-C 7K 4% & (4. 24 £ 0. 52) mmol/L. (1. 254 0. 33) mmol/L, (2. 98 £ 0. 38) mmol/L,
(1. 1940. 30)mmol/L, hs-CRP, TNF-o, IL-6 7K ¥4} 5] 4 (9. 07 0. 81) mg/L. (40. 14 =4, 18)ng/L. (31. 66 = 4. 55) ng/
L. G 20 8 2 MBS 7K P R S8 0 B 1K F 25 S BE 24 78 L (P<C0. 05) , 20607 1 - BE 40 16 7 4145 % MG 7 4138 3 4% 1 g
KFEER LG EE X (P>0.05).3897 6 MHIE. BA&HRIF4 TC.TG.LDL-C, HDL-C 7K F 435l Jy (4. 00+ 0. 64)
mmol/L.(1.28+0. 38) mmol/L.(2.57+0.56)mmol/L.(1.40+0. 31) mmol/L, & #IG Jr 44> #] K (4. 62+ 0. 54) mmol/
L.(1.3140. 31)mmol/L,(3.1220. 60) mmol/L. (1. 2240. 28) mmol/L. 4 TC,LDL-C,HDL-C /K2 74 4 it % &
M(P<C0.05), &t 00 E Hp YR m @B, Hp FIME B3 A8 R AE N 7K Fm T Hp BI85, Hp
TR T RE S 0 A A 0 RE TS SR B R . X Hp B SRE O 9 HR 3 BEAT B T SR AT BRIA T . 0T A IR THA
ITROR M R L K

SEE U975 5 WA 1 WA T 5 L 5 L 9% E PR
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Study on the correlation between the onset of coronary heart disease and Helicobacter pylori infection

YAO Xinliang, LU Xueli, ZHONG Xiaoming (Huaihe Hospital of Henan University, Kaifeng 475000,

Henan ,China)

Objective  Toanalyze the Helicobacter pylori (Hp) infection status. blood lipid and inflammatory factor
levels of patients with coronary heart disease,and explore the correlation between the onset of coronary heart disease and
Hp infection. Methods 108 patients with coronary heart disease and 100 healthy people were selected for the detection
of Hp infection. Coronary angiography and carotid plaque examination were performed on all patients,and the coronary
angiography results and carotid plaque characteristics of Hp-positive and Hp-negative patients were compared. Venous
blood of patients was collected to compare the levels of blood lipid and inflammatory factors between Hp-positive and Hp-
negative patients. Hp-positive patients with coronary heart disease were grouped to compare the blood lipid levels of the
combined treatment group and the conventional treatment group before treatment and 6 months after treatment.  Results

The positive rate of Hp in patients with coronary heart disease was 50. 93% (55/108),and that in the control group
was 34 % (34/100). The positive rate of Hp in patients with coronary heart disease was higher than that in the control

group (P<C0.05). Among the Hp-positive patients in the case group,45 cases were type I infection and 10 cases were
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type II infection. Among that in the control group,22 cases were type I infection and 12 cases were type Il infection. The
difference in the positive rate of type I Hp between the two groups was statistically significant (P <C0. 05), while the
difference in the positive rate of type II Hp was not statistically significant (P > 0. 05). The comparison of the
proportions of single-vessel, two-vessel and three-vessel coronary artery lesions in patients with coronary heart disease
with type I Hp infection and type II Hp infection was not statistically significant (P >0, 05). The comparison of the
constituent ratios of single-vessel and three-vessel coronary artery lesions between Hp-positive patients and Hp-negative
patients was statistically significant (P <C0. 05). The comparison of the constituent ratios of stable plaques, unstable
plaques and soft plaques between Hp-positive patients and Hp-negative patients was statistically significant (P <C0. 05).
The levels of TC,TG,LDL-C and HDL-C in Hp-positive patients with coronary heart disease were (5. 0740, 64) mmol/
L,(1.59240.35) mmol/L.(3.34240. 56) mmol/L and (1. 052 0. 30) mmol/L respectively,and the levels of hs-CRP,
TNF-a and 11.-6 were (12.197£0. 84) mg/L,(57.85%4.04) ng/L and (40.17+3. 60) ng/L respectively. The levels of
TC,TG,LDL-C and HDL-C in Hp-negative patients with coronary heart disease were (4. 24=+0.52) mmol/L, (1. 25+
0.33) mmol/L,(2.9840.38) mmol/L and (1.1940. 30) mmol/L respectively,and the levels of hs-CRP, TNF-a and IL-
6 were (9.0740.81) mg/L.(40.14=+4.18) ng/L and (31. 664 4. 55) ng/L respectively. The differences in blood lipid
levels and inflammatory factor levels between the two groups were statistically significant (P<C0. 05). Before treatment,
there was no statistically significant difference in the comparison of various blood lipid levels between the combined
treatment group and the conventional treatment group (P >>0. 05). After 6 months of treatment,the levels of TC, TG,
LDL-C and HDL-C in the combined treatment group were (4, 00%+0. 64) mmol/L, (1, 28+0. 38) mmol/L,(2.57=+0. 56)
mmol/L and (1. 40 £ 0. 31) mmol/L respectively, and those in the conventional treatment group were (4. 62+ 0. 54)
mmol/L,(1.31+0. 31) mmol/L,(3.127+0.60) mmol/L and (1.22740. 28) mmol/L respectively. The differences in the
levels of TC,LDL-C and HDL-C between the two groups were statistically significant (P <Z0. 05).  Conclusion The
infection rate of Hp in patients with coronary heart disease was higher than that in healthy people. The levels of blood
lipids and inflammatory factors in Hp-positive patients were higher than those in Hp-negative patients. Hp infection may
affect the lipid metabolism function of the human body and lead to the onset of coronary heart disease. Anti-Helicobacter
pylori treatment for Hp-positive patients with coronary heart disease can effectively improve the treatment efficiency and

the blood lipid levels of patients.
[Keywords]) coronary heart disease; Helicobacter pylori ;blood lipid;serum inflammatory factor
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Az i m] LA HE AR RE iR A SR AR R BILAR IS AR
P SRR B X S 0 R S K B, Hp IR
] BE 2 52 W e 0o o R Y AR G TR 2 — L s Hp
JE A RE 2351 & RAE BN | I B S8 40 TR 7 R AL E
Z 50 &R,
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JBe e J5 #i A 30 min, SR 5 WOAR B A MR I GE 4 43 B
AR (Disintegrations per minute, DPM) %{{f , DPM
=100 7~ Hp B, DPM<C100 %75 Hp BItE, *4E
Hp FHPE 83 25 8 5 Dk O, 28 25 0 Ak 385 53 85 R A Il
I R AR & 2547 Hp I SO 5% 70 B AR 40 358
UL T A A I 2 SR AT 40 B M R 1 R A
FM L & 1 (CagA-116KD) 5 % 25 il # £ (VacA-
95KD, VacA-91KD) 2 /> — A DA HT M BH 1 5 1fin 3 52
I 7135 40 R 3R AH G 1 (CagA-116KD) (=S 5
(VacA-95KD, VacA-91KD) 3 Jy B 4 , JR 2K i WV 2037
(UreA-66KD, UreB-30KD) % /b — A~ X7 L& B
3 ERIRKEZLS T RBRREE

Xof a0 RR A EAT S IR Bl K G R AR A L 30 SR AL
FE TR Bl VKo 28 SR SR T 223 A R A Al
HD15 2 W 3, 8 7 486 R O 5-10MHz) £ il
B B DR BELG B, 25 5 BE S 7] 75 7 20 21 PR 2 45
RO PR T R e B S S B2, XTI
Hp FAYES Hp BIPRS00 B3 R 8 ki 5% 5 gl
Uk B A A 235
4 IBE R KR F K F 4

KO EEF RS BRI 2 4. Hh—»fh
DK IR A R 42 A 3l A A 3 B ORI A8 3 1 i 7k
-, A1 45 & HH [# B (total cholesterol, TC) ., H il =
(triglyceride, TG) K% £ B 25 1 IH [5] i (low density
lipoprotein cholesterol, LDLC) | 5 % Ji&F g 25 (1 JH [# %
(high density lipoprotein cholesterol, HDLC), % —
Py 13 Fr A SR FH ELISA 328551 & 00 22 1 3 88 B C b
# 1 (Hypersensitivity C-reactive protein, hs-CRP) .
98 PR L Bl F-a ( Tumor Necrosis Factor alpha, TNF-
o)+ 48 fa 4 % -6 (Interleukin-6 , 1L-6) 7K, Xtk Hp
FRYES Hp BP0 28 iR S R P 57K F-
5 BIEAR

W70 Hp BHE & R AL 20 2200 R
P, — AT IR IR YT . o0 — H AT E IR YT . WL
IRIT A 6 R T LAFE B ) DG AR+ Bl 6 A At 7T 85 +
BEHIPR S I8 /R B v -+ DUIBE ) v+ #6255 i 1%
FOIRYT T R R T O N AT T RR
JrH L BRAIRIT IR AL AR W BRI IR SR L B A
TP I TIRAF IR T B DAL+ e i A R - B S PY
M. PR A R EHAT 1 S H IRIT S H)E 6 A
Xof I 4 AR R AT S A X IR T R AR I AR K
o
6 Zitsoin

K JH SPSS 26. 0 #4773 Mr Ak B L 20 A He R A X
5 K, P<<0.05 WESHGIT¥HE L.

& R

1 Hp PAMEZR3T L R AE 48 Hp B & 2 K 3h ik iR
THRE

108 {5 56 0 5 95 191 26 b, 55 461 Hp #6100 25 55 A B
P B PE R 50, 93% (55/108) 5100 4 % R 26w, 34 14
Hp K45 5 o BH 44, BHPE 32 34, 0026 (34/100) , R4
Hp FHMHR2Z5H ST % 8 L (X*=6.077,P<0.05),
20 55 ) Hp BAVERE .45 61 T ARGy, B M
F A1, 67% (45/108), 10 @il Ky 11 Y 4, PH M R
9.26%(10/108) s Xt MR 40 34 ] Hp BHM: & .22 fi
g T ARG, FHAE S 22 %6(22/100) ,12 ) 1T R
FHPER 12%(12/100); B4l 1 % Hp BHPER 22 R A 5
P E X (X =9.197,P<C0.05), [T & Hp PP %
SIS E L (X =0.412,P>>0.05), 45 {5 T %
Hp &Yy 85, 9 i) Shy B 5 5tk 3l ks 22 (2096, 9/
45),16 %2k 2 325k AR 2 Bk A8 (35. 56 % ,16/45) , 20
1y 3 3 5 MR B ke 2% (44, 4495 ,20/45) 510 5] 11 #4
Hp J&& e 8 35 v, 4 451 Sy 5052 56 IR 2 ko 722 (4026, 4/
10),3 il 2 35 AR 3l ko 22 (30 26,3/10) 3 12 3
AR B KRS AE (3096 ,3/10) . PR EH B30 .2 3.3
SRR Bl O A E ) 22 S C G i L (XP =1, 813,
0.112,0.702,P>>0.05),
2 BRIBERER ST AKDEREFMEXTLE

Hp PR E b, 30 2 32,3 3R 3h bios 28
R EE 43 3 R 23, 64% (13/55) . 34. 55% (19/55)
41.82%(23/55); Hp BIE B H A b, .o 2 7.3 3¢
sk B Bk e 2 R T g B D 41, 51% (22/53).
35.85%(19/53).22. 64% (12/53), W41 3% 8 37 .3
AR B Bk A 2= S A Gib R X (P <
0.05). Hp PHM: B 4l b, FooE M BEH AN o E 1 3
Hebg i b 4 510k 29. 099 (16/55) .70, 91% (39/55) 5
Hp BA 1 83 41 b R 1 B B R B e 11 B B A8 i L
SR 50. 94 % (27/53) .49, 06 % (26/53) , 41 H
FE PEBEH ORFRE (1) BEP A B L 25 B A Gt L
(P<C0.05), Hp PHYERE A, 5088 B 5E IR A5 BEY
BCEE 43 90 R 60 % (33/55) .16, 36% (9/55) .23, 64%
(13/55), Hp B 1k 35 b, BB | B3 TR & B A4 B
Fe 2351k 39.62%(21/53) .22, 64 % (12/53) ,37. 74 %
(20/53) , P41 S8 35 BB B 1L 25 S A e it 2 B L (P
<0.05 ., WFE1,
3 BEEE MASK TR KERFKEXLE

Hp BHPE.C R B & TC A (5. 07+0. 64) mmol/
L. TG K (1.592£0. 35) mmol/L, LDL-C (3. 34+
0.56)mmol/L,HDL-C Jj (1. 05=+0. 30) mmol/L, hs-
CRP 2} (12. 19 £ 0. 84) mg/L, TNF-a } (57. 85 +
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4,04)ng/L,1L-6 2 (40. 17 £ 3. 60) ng/L; Hp A
DR TC M (4. 2440, 52) mmol /L., TG H (1. 25
+0. 33) mmol/L, LDL-C & (2. 984+ 0. 38) mmol/L,
HDL-C (1. 19£0. 30) mmol/L,hs-CRP 2} (9. 07+
0.81)mg/L, TNF-a Jj (40. 14 +4. 18) ng/L.1L-6 K
(31.66+4. 55) ng/L; W 24 & & 1M g K F B R 5E A T
KFZEFAG I 2EE L (P<<0.05), Wik 2,
#1 HpAlES5 Hp PMBLHFEETRIKEH SR
5 351 20 ok BE B4 A 7 L
Table 1 Comparison of coronary angiography results and carotid

plaque characteristics between Hp-positive and Hp-negative
patients with coronary heart disease

mmol/L, TG 2} (1. 28 + 0. 38) mmol/L, LDL-C J
(2.57 4+ 0. 56) mmol/L, HDL-C J# (1. 40 £ 0. 31)
mmol/L, % MIGITH B EH TC (4. 62+0. 54) mmol/
L.TG & (1.31+0.31)mmol/L, LDL-C J} (3. 12+
0.60) mmol/L, HDL-C & (1. 2240. 28) mmol/L, %
H#H TC,LDL-C,HDL-C /K¥ 2% H G it¥ = X
(P<C0.05), TG /K22 R LG it2% 2 L (P >0.05),
W 3,

R 3 HIHITBEFERTXEOKEE MK TR M
Table 3 The influence of anti-Helicobacter pylori treatment
on the blood lipid levels of patients with coronary heart disease

Hp B4 Hp B4
(n=755) (n=753)
Hp positive Hp negative
21 =y group group ‘
(?E’D’J X* P
Froup 4 18 1 4 1% He
I I 1!
MBSy R Ty
Constituent Constituent
No. . . .
ratio ratio
B3 AR 13 23. 64 22 41.51 3.936 0.047
2 XA 19 34.55 19 35. 85 0.020 0.887
3 SR 23 41. 82 12 22. 64 4.531 0.033
BE e
e BT 16 29.09 27 50. 94 5.379 0.020
ARCEERE S 39 70.91 26 49.06 5.379 0.020
B 33 60. 00 21 39.62 4.483 0.034
fifh BiE 9 16. 36 12 22.64 0.679 0.410
R A B 13 23. 64 20 37.74 2.529 0.112

%2 Hp PS5 Hp FAHEE 0% B E MAS KT R KEREFARFEI L
Table 2 Comparison of blood lipid levels and inflammatory
factor levels between Hp-positive and Hp-negative patients
with coronary heart disease

Hp FHPEA Hp B4
2090 (n=55) (n=53) , p
Group Hp positive Hp negative
group group

TC(mmol/L) 5.0740. 64 4.2440.52  7.442  0.000
TG(mmol/L) 1.5940. 35 1.25+0.33 5.306  0.000
LDL-C(mmol/L)  3.34+0.56 2.98+0.38  3.993  0.000
HDL-C(mmol/L)  1.05+0. 30 1.1940.30 —2.455 0.016
hs-CRP(mg/L)  12.1940.84  9.07+0.81 19.650 0.000
TNF-a(ng/L) 57.8544.04  40.14+4.18 22.389  0.000

1L-6(ng/L) 40.17+3.60 31.66+4,55 10.805 0.000

4 PR EE T X RO R B E MRS K F 2
RITHT, BB IR T B TC Jy (5. 02£0. 68)
mmol/L, TG 24 (1. 64 & 0. 39) mmol/L, LDL-C 2}
(3.36 4+ 0. 57) mmol/L, HDL-C % (1. 04 & 0. 32)
mmol /L, % MIAIF 4 ¥ TC H(5.12+0. 60) mmol/
L.TG 4 (1.55%+0. 30) mmol/L, LDL-C & (3. 32+
0.55)mmol/L, HDL-C & (1. 05=+0. 29) mmol/L, 7
2 B A TG KT 25 5 oG5 B L (P >>0.05),
HIT 6 MAE S BGIRITA B E TC (4. 0040. 64)

AT wERT A
Hibll (n=28) (n=27) »
Group Combination ~ Routine treatment
therapy group group
HRIFHT TC(mmol/L) 5.0240. 68 5.1240.60  —0.522 0,604
97 i TG(mmol/L) 164039 1.5540.30 0.959  0.342
Y971 LDL-C(mmol /L) 3.36£0.57  3.3240.55 0.300  0.765
1897 i HDL-C(mmol/L) 1044032 1.0540.29  —0.163  0.871
97 6 A JF TC(mmol/L) 1,00+0,64  4.6240.54  —3.868 0,000
97 64 AJG TG(mmol/L) 1.2840.38  1.31£0.31  —0.402  0.689
1897 6 A 5 LDL-C(mmol/L) 2.5740.56 3.1240.60  —3.541  0.001
197 6 A i HDL-C(mmol/L) 1.40%0,31 1.22+0,28 2,274 0.027
0

ARG L 06 B E Hp BH MR 8 3% & T Xt
MEZH, W4 1 7 Hp PHPERA 25, 118 Hp MR T
25, A4y A Hp BEge 838 1 5 52,2 3.3 S0 R
SRR AR Ll e 25 5% . O R Hp BHME R m Tk
S0 AR S ) 22 100 B S8 00 5 1) & A2 5 Hp IR YL 7 7E
— MMM . Hp HEEE S Hp B & H .3
SR AR B S A AR B L B e M B B AN FRUE 1) B B
KORBER B b 25 55 A Gi it B L (P<<0. 05)

FHE B 5T 27, Hp B4 o] in 8 58 3 LA R 5 )
INE o 240 L FE 2R AT 1R I P R I RE A A3 5 DT 2 e
I ) R A 5 R R S IR R AE B K 5 50 R R
JRAEFEBIAR X AR WHE I T, Hp B 6 0 0% 8
# TC.TG.LDL-C K-V & T Hp & E , HDL-C
KK T Hp FAME R &, Hp B 00 8B #H hs
CRP,TNF-a.IL-6 £ 3 & AE H /K7 1 8 2% & T Hp
PAIME B . SN as AT . HLRER YL Hp
J& o 1] B hs-CRP, TNF-a, 11.-6 45 4 4 1 F 7K F, X
L 539 R AT 5 5 B0 IR 3 R P BN L 5 B0 LIS A
T A5 Bk 3G R R Ak R A R 50 o 2 IR B
ik s B B Ak T 51 K ) — S0 1A 0 5 3 v I T K
ST R AL A Sl ik ok A B AR Y R R R DG BIF Y R B,
Hop B ] F &5 1 i 378 17 -5 SO b 19 B e ok B 51
A LA I A A 1 0 0 0 Y 2 2

AR GEHG Hp BRSO B3 7 B AR )T 4l
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C.HDL-C SR B &N THMBITHESE., 55
I EIIT A AT . B A B S L R
ik ks A RS Ak BRE TR 1 19 FE AL 2 — 5 1l B K P AT A
NV G IR AR R B AR A 2 Y R R &
BT Hp B i 51112 W FNE 97 W] A 8RR 2tk
O i I 0 1 & A R AR B Hp S5 nT BH W7 28 3 R E
TN & 6 bk 2 P PR A A AR Bl e

25 B RTIR AR KA 5T B 50 s FRE Hp B R

i Tl B CEE . Hp BHPE S35 1008 | 80 I K & T

Hp B B3, Hp B n] fE 52 ma A i 5318 13 ) B i

SEGE ORI RN . X Hp 00 B A 2T

PUHA T TR AT B VAR YT IR YT R ROR TR RIR YT B
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