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Observation of Serum Lipid Level and
Oxidative Stress Response in Patients with Acute Cerebral
Infarction Complicated with Helicobacter Pylori Infection

ZHANG Tong-qing' , YANG Wen-dong® (1. Department of Clinical Laboratory,

Dezhou Municiple Hospital s Shandong Dezhou 253000, China;2. Department of Laboratory Medicine
and Pathology,the Second People’s Hospital of Lijin, Shandong Dongvying 257447, China)
Abstract: Objective To observe the Hp infection effect on blood lipid metabolism and oxidative stress through detecting a-
cute cerebral infarction (ACD) with Helicobacter pylori (Hp) infection serum lipid and malondialdehyde (MDA) level and
superoxide dismutase (SOD) activity. Methods Chose ACI 350 cases of ACI group,80 cases of control group and detected
serum Hp-IgG antibody (by colloidal gold) and ''C urea breath test (by' C-UBT). Used the American beckman coulter
AU680 fullautomatic biochemical analyzer to detect the serum lipid and SOD activity (colorimetry) ,and used Shanghai now
752 visible spectrophotometer (532 nm) to detect the serum MDA level (TBA). Results The Hp infection rate of ACI
group (69.5%) was significantly higher than that in the control group (33. 8%) ,the differences was statistically significant
(% =18. 882, P<C0.01). The differences in serum TC, TG, LDL-C and HDL-C levels were statistically significant (+=4. 167
~5.521,all P<<0.01) compared with Hp non-infection group. The serum MDA level and SOD activity of the control group
and Hp infection group were statistically significant ( F=34.891~46.613,all P<C0.01). Hp infection with Hp infection
group to compare serum MDA level and SOD activity differences statistically significant (t=5.197,9. 713,all P<0. 01) , the
Hp infection group and control group in comparative differences were statistically significant (t=3.173, 8. 228, all P<<
0.01). Conclusion Acute cerebral infarction merger of HP infection,blood lipid metabolic disturbance in body increased and
enhanced oxidative stress reaction,this may be intensified HP infection is one of the reasons for acute brain infarction dis-

ease.
Keywords: acute cerebral infarction( ACD ; Helicobacter pylori(Hp) ;blood lipid; oxidative stress
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FHF B WAL PN A Ak 1 38 B I R A5 9 38 A 2 I Y
N B (malondialdehyde, MDA) 7K 3F J2 #8481k ¥
15 1k i (superoxide dismutase, SOD) 3§ P, A
SCR T WSS Hp B4 Xt i g 7K 7 K &8 Ak I 38 R g
B2, FRATA I T ACT I & Hp JE& YL 3 1M 38 I
Jig \MDA 7K J SOD {if ¥, >k F Gt 1T 2% J7 i Ak
THREMZER , ARSI,

1 MBl5F®

Il BF Al % 2015 4F 1 H~2017 4 12 H.
TiEEE ACI I & Hp BULE FRATEHE T ACT 4
Ko HRA . ACT 4 ik £ & 2 K NITA A8 i
SR BE RS BB ST ACT B 200 fi]L B &
MRI fil/g% CT W ARFHiL, i A R ENRFE
1995 4F55 DU J 4> [ i if 8 905 23 WCALIT 19 12 W s
#E. 200 i ACT 3 rh B4k 118 i, 2ot 82 41, 4F
WA 45~72 % AR 59.8+9.4 %, W HERR
A EEARE GO M TR A B R s
A H AR 28 R G A Bt A8 X B2 . e R f RR
AR TCE BT GO M il VE D %R L
HRLIE IEE & 80 i, Horh B¢ 47 i, o Pk 33
B AR Ry 48~68 X F 4RI 57.24+7.9 %, W
LU 5% 52— 0% e O N Bb B AT i 45 Hu iR 22 5+
TG L (P>0.05), BA A Hetk, A SCHUAS
WF 520 5 5 H K@ 0 00 TR &L 235 A AR B il o 1) =
SEARH R AR

L2 XA A ZE IR DY IR ] A IR R
W) AR A BRITAT A A L i Hp-1gG 443K 571
& b R R A Y B A BR A w4 45 i 7
SOD {7 & CT R R AR AR A A,
MiE MDA R & (Rt 8@t il 2B 9 TR w5 o)
C-JRZ k% &% HUBT-20P %I i [ T2 KT 5 (Hp)
A RN A5 B E Y R A R R, 36
[ D1 v 2 22 R4 AU680 4 H sh A=tk 4 B A, b i
BRF 752 BUA] UL 43 66 EE T (532 nm)

1.3 Fix

1.3.1  IMRFRAKEE . I X S 25 ] 10 h
PL b, TR H R (ACT 4 AEABER H 5 B2 T 1A
K624 ) il B #8 Bk i 5 ml, B AR BER S 24 1
400X g B5.0> 10 min, B 2 ml I3, 46 D0 1L 335 1 JE
PUIi (TC, TG, LDL-C } HDL-C), Hp-1gG Hi ik,
MDA 7KK SOD %+ ,12 h I 5¢ 54

1.3.2 i Jr 2 . i3 I A DU 3. TC SR BRIH [ e
Ak, TG R HBUBE W2 1 wh A 4k 75, LDL-C K&
HDL-C SRECE #2022 . 17 Hp-1gG B R E
WK 4 . I i SOD 3% o R B M 3k, il i
MDA 7K 2R B TBA 7.1 C IR & FEAL 56 (7 C-
UBT):“C-UBT %4 # Hp &4 brifE" C-UBT ¥

PRtk , Z i E 2 Bk b & 2 h J5 22K, 32 A
F HZY 20 ml R IF K2 AR 1 ORLIR R B2 L #5028 25
min 5L, DL b 45 IR 0 48 BR ) B 4R 35 A
Ui B EAT .

1.3.3  Hp EY2 Wi C-UBT # 2 2 W bn i,
LI C-UBT<50dpm/mmol CO, & Hp B, =50
dpm/mmol CO; 2§ Hp HE, ME Hp-1gG Prifk
FHAE ()2 Wk S ff Hp i&Z¢ " C-UBT B (+)
Wi BAE Hp J8 Gy, A SCH B Hp 8% 45 1 - Il
i Hp-1gG FLiRBHM: () A/ C-UBT BHME ()
HiWih Hp e ¥ BAME (—) Hi2 Wi b Hp k&
1.4 it o mr KA SPSS 22. 0 483 A 44 %)
B BUE AT o BT A SO R R R R IES 0,
T R A AR 22 (24 o) Fom IR AR B8
FE R IS FEAS ¢ /06 ZREAS L R A &
T 20T (F K5 . THBURERER FH E 43 e (V) %
L HESR A f K. P<<0.05 NEFA G
2 #R

2.1 Hp @ e ks ACL4H 200 ) B 3% 139
%l Hp-1gG Fifk (+) F1/8"* C-UBT FHH (+) , &
YeF K 69. 5% (139/200),139 il Hp By, 42
61 4 Hp R Ye 4H ; X} BB 41 80 il /b 27 ] Hp-
IgG Hofk () A/ C-UBT B (), g E ok
33.8%(27/80), ACI4H Hp &Y% 3 & T X I
H.EZFARITFE XL (¥ =18.882, P<<0.01),
R ACL 3 K280 &8 Hp.,

2.2 HiFhfEwWRIEARAK PRI WFE 1, Hp
Y5 Hp JR LA i, fyE TC, TG, LDL-C
K HDL-C /KPS EA S22 L (1=4.167
~5.521,3 P<<0.01), #/=:Hp BP0 ACI
A i B AR ER L

F1 HpRBPFASHpERLAMBEMNIANER (1)

Hp i dl Hp kel

oA (n=139) (n=61) (i Pl
TC(mmol/L) 6.27£0.92 5.17£0.83 5.521  <€0.01
TG(mmol/L) 3.08=£0. 84 2.26£0.72 4.312 <0.01
LDL-C(mmol/L) 3.8440. 96 2.7640.91 5.022 <0.01
HDL-C(mmol/L) 1.08£0. 33 1.83£0. 39 4.167  <0.01

2.3 fiF MDA K-FF SOD FE i W 2,
XTHEZH  Hp AR 240 & Hp BEYL 4 9 1 7 MDA
AKEF SOD WG 2 R YA A ST E L (F=
34.891~46.613, P<<0.01), Hp &Y 5 Hp Ik
JRYLZH T MDA K F1 SOD 36 % 48, 22 7 1
BAES %8 X (1=5.197,9. 713, % P<<0.01),
Hp BB 5 A KRERBREAER IR



68 HACAS 55 B 2 4

#5334 o2 2018483 H

J Mod Lab Med, Vol. 33,No. 2, Mar. 2018

M (+=3.173,8.228, P<C0.01), /. Hp BYen] 58 ACI B & A AL {Eilirjo
%2 Hp Bf4H Hp EERP AR M RBAME MDA KFEFM SOD &ML ( o+
WA Hp 4 (n=61) Hp B4 (n=139) AL (=80) h b p
MDA (nmol/ml) 7.9841.95 13.17+2.83 4.7241.09 3.173 5.197 <0.01
SOD(U/ml) 103.2748. 30 71.1346.72 136.18+10. 22 8.228 9.713 <0.01

o Hp dEBYAL vs XTIRAL 5 10 Hp JRIRY 2 vs Hp BG4,

3 it i Hp R ARBEEREEHMEZ —.
Hp e 5 7 1k & 4 LA B % 9 o & s b1t iF
5% Hp By % | E A I RN . 3 E AR Hp
YRS H R 59 %6, 0 Hp B & F xR, AR
L5, ACT 41 Hp B8 69. 5%, = T2 &
XTHRZH (33. 8 %) iy Hp J& YL UL A Hb X ACI
MRS EY Hp, HKRZ% ACl & C &Rt
Hp., #F£efy Hp Bden] ins ACI & Hp By
AS PERR -t ]38 i i o A A R kA

AS kA 5 IR KF 55 4 W &= A G, I ig
AR ZEFL BN i W TC, TG, LDL-C K F F+ &5 K&
HDL-C /KRR, 7K F /9 LDL-C AJ fi& i 5.
ASTERL, B /KR TC 5 TG mTfE#k AS % 4
&R ARAKE# HDL-C Al ik AS /9 & Bl [/
L M AR AR IR ZEELAE AS A A R R il s &
BAEH . Hp Bege 5 85 0k i B8 A KA —
FERYAH G, Ik Hp B4 5 AS B & 4= & Jg AH
K AR, ACT FF & Hp B 3 %5 3R Ik g
., TC,TG,LDL-C K TF+& % . HDL-C
KO WG % . e ACT I & Hp SR 3 1 fg 1t
WAL Hp B R E ACT 83 19 i fg 18
ZALCH T Hp 22 By i B g 18 5 & 19 5 i K
pH EAE b . M S 2 B 103 =2 0 L B S 3k
gt ACT B3 AS 9 &4 &t 1R X F
ACI Jt % Hp BG4 , WA Y7 BUHAE A 0 1 i AR
WAL .

FALR B N B 5 T AS K% 4 KB MDA
Fi1 SOD 5 AS Wi i A7 &1, MDA 257 AS
) % A K R L L3 MDA /K SF-BE % S5z i MUK Y 4801
NGRS 5 SOD J& T A ik i, AP a ke Ji,
AT LR AP 4 2240 B e A2 S AR B4 . il T SOD {1 M fig
i I WAL Y BT AR AL BE 7. R BBE A A I i
MDA 7K K SOD {1 7] 2 e AL 1A P 4 Ak R 38
RORAS . AR SR L ACT I & Hp B & 5 AR B e
L M MDA /K- 2 T L 1 SOD i M B 2
A, DB AR 3 L P A 1R A, B
Hp B nl a8 ACT A 19 S0 0 3 By . ACT I
& Hp BEGe 3 MUK P9 A0 N 80 I 38 5 o Ik T 41 a2
AS W& H KR, R % F ACI % Hp Y
o DR IT T WA AE 0 AR BCIR S .

ZE LT AR IX K Z 50 ACT B3 B & R

Hp, ACI I’k Hp B4 3 ALK N A7 78 i i A5 2=
LI K S8 Ak R 38R 07 3 5, A I L 5 A% i
SR R B, e R RE 2 Hp B R ACT
G B B R 22— o i fer 3 B Bl 1T B Hop gk 4% 7T fiE J2
Bij 1k ACT 5 15 Jn el (9 e s 2 — . IR, % F ACT
3‘?75\ Hp J&GL 3 W 25 T FEfR M Z Bk 25 950 Hp 2%

YeyhyT , 210 i s A5 28 AL M ol AR I BOIR S

DIBH 1EsRHEZE AS By &R

SE LK

(1] BEER REEBEWIH S5, W IR o g 5 5.0

Jog B DGR ], 0 A K, 2012, 24 (1) : 5759,
Chuai YC,Song HL,Xue MT,et at. Relationship be-
tween Helicobacter pylori infection and coronary ar-
tery disease[ J |. Chinese Heart Journal,2012,24(1)
57-59.

(2] PRI MG, AR 2P M A 58 58 2 14 1T I8 e AT

AT A58 0 S G o of, B A 58 9 3 ol (7 1. v 60 e AR
B£2£,2017,10(8) :738-740.
Pang JW,Lin CG,Tang WF. Helicobacter pylori in-
fection in patients with acute cerebral infarction and
its effect on blood lipid metabolism[ ] ]. Chinese Jour-
nal of New Clinical Medicine,2017,10(8) :738-740.

(3] B .78 AkWRBIA] L S5 500 2 35 I T () 2 2

bt 2 2 KT 5 AR N A G RAF S LT ] ARK 36 BR
H#5,2016,31(5) :27-29.
Zhao J,Zuo L, Yao CL,et at. Study on the relation-
ship between serum homocysteine levels and oxidative
stress in patients with coronary heart disease[ J].
Journal of Modern Laboratory Medicine,2016,31(5) :
27-29.

(4] BRAGNE.PRLLAE A 6. {d FREAARKT ACHE | T SR 7 Uk

et B (1], b kL 23 B2 2 2% L 2017, 34 (3)
313-315.
Zhang XH,Chen HH. Yang G. Analysis of the heli-
cobacter pylori infection status among health check-
up population[]J]. Chinese Journal of Social Medicine,
2017,34(3) :313-315.

(5] 2 & WEE A5 dTIBHE S 2wk

Bk EE-G AR AR SCVE R 5 [T, B BRAG 30 B % 24 3K
2013.34(6) :666-667.
Li Y.He ZH,Li CW,et at. The study of the relation-
ship between Heliconbacter pyiori and acute coronary
syndrome [ J . International Journal of Laboratory
Medicine,2013,34(6) :666-667.

(6] #: .4 e RHE, 5 WA IR AT R S iR
AR B 8 IR R R AL 1 AH DG P [T, SRR AR 38 = 2 I
#,2017,32(4) :104-106.

Du J,Yang W,Zhang GX,et at. Relationship between
Helicobacter pylori infection and blood lipid metabo-



BACHG 0 bR 2 5

%334 oW 20184E3 H

] Mod Lab Med, Vol. 33,No. 2, Mar. 2018 69

lism and atherosclerosis[J]. Journal of Modern Labo-
ratory Medicine,2017,32(4) :104-106.

L7] # WK WIB. 2R 204, 45, M TR AT BA R e X M

REL 2 14 it 95 95 10 53 A 2 Jili D g sz el [T . AR A
BB 2% 8 ,2017,32(6) :99-101.
Du JsZhu N,Li HY ,et at. Effect of Helicobacter py-
lori infection on blood gas analysis and pulmonary
function in patients with chronic obstructive pulmona-
ry disease[ ] ]. Journal of Modern Laboratory Medi-
cine,2017,32(6) :99-101.

(8] EAfh. A TR KT 1 Jak e 5 30 ) ik o) e A Ak 06 R A 5%
[17. s AR 25 % 35,2016, 33(3) : 204-206
Wang JH. Study on the relationship between Helico-
bacter pylori infection and carotid atherosclerosis[J].
Practical Journal of Medicine & Pharmacy, 2016, 33
(3):204-206.

[9] Nam SY.Ryu KH, Park BJ,et at. Effects of Helico-
bacter pylori infection and its eradication on lipid pro-
files and cardiovascular diseases [ J]. Helicobacter,
2015,20(2) :125-132.

L10] £ M X HR. 2L R miE HCY KF5

AL R R R T ], BRI 516 R 2017, 28(7)

49-50,45.

Wang H.Yang WD. The relationship between serum

HCY level and oxidative stress in patients with acute

cerebral infarction[ J ]. Medical Laboratory Science

and Clinics,2017,28(7) :49-50,45.

Saxena R,Kaur J. Th1/Th2 cytokines and their gen-

otypes as predictors of hepatitis B virus related hep-

[11]

[12]

[13]

[14]

[15]

atocellular carcinomal ]J]. World J Hepatol, 2015, 7
(11):1572-1580.
Verit A, Yuksel OH,Kivrak M,et al. Are Helicoba-
cter pylori and benign prostatic hyperplasia related,
and if so.how? [J]. Urol J,2015.,12(4) :2271-2275.
AR MR, TR 55, BEIRE 82 d T IR AT
JER YA B0 N 2 ks AR AR AL AR G IR R 5 [T
LREA,2012,15(6B) :1914-1916.

Hao ZH, Chen CY, Wang JM, et at. Helicobacter
pylori infection in patients with diabetes mellitus
and the related factors of carotid atherosclerosis[ ] ].
Chinese General Practice,2012,15(6B) :1914-1916.
B AR BRI S A A AL A A T
A% 5 5 1 R IR B2 T s R KT O RS [T ). B
FRKE I S 2 44 7, 2016,31(3) : 12-15.

Zhao J,Zuo L, Yao CL,et at. Study on the relation-
ship between manganese superoxide dismutase gene
variants and the levels of blood lipid and homocys-
teine[ ] ]. Journal of Modern Laboratory Medicine,
2016,31(3) :12-15.

Oy S8, FEYER, VL 2. 2 RUBE RS 8 R IAE
H AR 5 m AR AL S RS LT]. I
PRAISEB BE 2 4% 75,2017,16(11) : 1102-1104.,

Ma Y.Jiang WN.Jiang H. Relationship between oxi-
dative stress and lipid metabolism disorder in pa-
tients with type 2 diabetes mellitus with hyperlipi-
demial J]. Journal of Clinical and Experimental Med-
icine,2017,16(11):1102-1104

K78 B #9:2018-01-01 & | B H.2018-01-20

(k365 )

[4] Sarlinova M, Halasa M, Mistuna D, et al. MiR-21,
miR-221 and miR-150 are deregulated in peripheral
blood of patients with colorectal cancer[ ]J]. Antican-
cer Res,2016,36(10) :5449-5454.

[5] LiJH,Sun SS,Li N,et al. MiR-205 as a promising bi-
omarker in the diagnosis and prognosis of lung cancer
[JJ. Oncotarget,2017,8(54) : 91938-91949.

[6] Zhao XL, Hu SY, Zhang Q. et al. High-risk human
papillomavirus genotype distribution and attribution
to cervical cancer and precancerous lesions in a rural
Chinese population[J]. ] Gynecol Oncol, 2017, 28
(4) :e30.

[7] Yan]J,Li X,Peng L,et al. MicroRNA-150 as a poten-
tial biomarker in diagnosis of cancer:a meta-analysis
[J]. Clin Lab,2017.63(7):1187-1197.

[8] Yin QW,Sun XF, Yang GT,et al. Increased expres-
sion of microRNA-150 is associated with poor prog-
nosis in non-small cell lung cancer[J]. Int J Clin Exp
Pathol,2015,8(1) :842-846.

[9] Ghose J, Bhattacharyya NP. Transcriptional regula-
tion of microRNA-100,-146a,and -150 genes by p53
and NF«B p65/RelA in mouse striatal STHdh(Q7)/
Hdh(Q7) cells and human cervical carcinoma Hela
cells[J]. RNA Biol,2015,12(4) :457-477.

[10] # .00 #&.% JL.%. miR-150 765 8 4 4
T 238 Bl R B8 SCLT DL AR g 2 4%, 2017, 25

[11]

[12]

[13]

[14]

[15]

[16]

(21):3487-3490.

Li J,Feng L, Xu F,et al. The expression and clinical
significance of miR-150 in cervical cancer tissuel J .
Modern Oncology,2017,25(21) :3487-3490.

Li J,Hu L, Tian C,et al. MicroRNA-150 promotes
cervical cancer cell growth and survival by targeting
FOXO4[J]. BMC Mol Biol,2015,16(12) ; 24,

Wang X,Wang HK.,Li Y.et al. MicroRNAs are bio-
markers of oncogenic human papillomavirus infec-
tions[ J ]. Proc Natl Acad Sci USA,2014,111(11):
4262-4267.

Liu P, Xin F, Ma CF. Clinical significance of serum
miR-196a in cervical intraepithelial neoplasia and
cervical cancer[ ] ]. Genet Mol Res, 2015, 14 (4):
17995-18002.

Liang H.Li Y. Luo RY.et al. MicroRNA-215 is a
potential prognostic marker for cervical cancer[]]. ]
Huazhong Univ Sci Technolog Med Sci, 2014, 34
(2):207-212.

He Y, Lin J,Ding Y,et al. A systematic study on
dysregulated microRNAs in cervical cancer develop-
ment[ ] ]. Int ] Cancer,2016,138(6):1312-1327.

Ma Y.Zhang P, Wang F.et al. MiR-150 as a poten-
tial biomarker associated with prognosis and thera-
peutic outcome in colorectal cancer[J]. Gut,2012,61
(10):1447-1453.

Wi EH:2017-11-21 & E B H.2018-01-25



