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[ ABSTRACT] Aim  To explore the effect of anti-Helicobacter pylori (Hp) on the oxidative stress related indicators
and prognosis in patients with acute cerebral infarction (ACT). Methods In 125 cases of patients with ACI, routine
14C urea breath test was performed to detect Hp infection. 84 cases of Hp infection were randomly divided into treatment
group of 42 cases and control group of 42 cases. Two groups were given conventional drug therapy, and treatment group
was added with anti-Hp therapy. Serum oxidized low density lipoprotein (ox-LDL) and superoxide dismutase (SOD) lev-
els in all patients were detected by enzyme-linked immunosorbent assay (ELISA). The changes of ox-LDL and SOD were
observed before and after treatment in the two groups. The neural function recovery was observed, and the recurrence rate
of cerebral infarction was observed in half year and 1 year. Results Hp infection rate was 67.2% in 125 patients with
ACI.  With the increase of Hp infection degree, serum ox-LDL level was increased ( F=16.143, P<0.01) and SOD level
was decreased (F=55.686, P<0.01). After treatment, serum ox-LDL level in treatment group was lower than that in
control group (P<0.01), and SOD level was higher than that in control group (P<0.01). The total effective rate of
neural function recovery in treatment group was higher than that in control group (P<0.01). The recurrence rates of cere-
bral infarction in treatment group were lower than those in control group in half year and 1 year (P<0.05). Conclu-
sions Hp infection is an important risk factor for ACI.  Active anti-Hp treatment can significantly reduce the oxidative
stress reaction in patients with cerebral infarction, improve the efficiency of treatment, and reduce the recurrence rate of

cerebral infarction in the short term.
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LM kiAH 3L (acute cerebral infarction, ACI) K H:
AR R BRI TR R 2 KOG TE Y
it BEE TR AR AR BIR A, &
PRV 22 Rl P A P SR 8 S A A s L
W BRI SEAL G fes o PR 2R ARG, T HL 45 T A e 2%
YIAHDG, R 0 /2 4 1] B2 5€ AT T8 ( Helicobacter pylori,
Hp ) B4 i ] 3 3ok 28 i S 480 A0 IO I8 B 88 2
BB BRI S IR RERE LI K A KR
TS Pk ok A A B Bl 1 AN 2 1, AT 5 B0 P e
A KA AR SGE X ACT S #F B Hp 35
I ARG A SR I RO DG A, AR Al R %
AG 4 F (oxidized low density lipoprotein , ox-LDL) &
ALY I AL T ( superoxide dismutase, SOD) , W %%
BEPN T REMR LA OL, I BE U5 28 ik BE AR 52
R, LUy S ot e G 2 v i R IR T L
B H b L

1 #ZRETZE

1.1 BHRMESERMELS KITHE

#2014 £ 9 A E 2015 49 Afirdb &
Bl R ER WA WA oA M K sl o B 8 (LA
JHE B0 4 125 11, % 69 1, % 56 ], £ % 62.13
7.52 %, YW AA 2010 4F & bk 0 A A D
Hewa o 2R B RE KK, R 24 h AT,
I 2 L # CT 2k £ 4R R % (magnetic resonance ima-
ging,MRl)@%}ﬁEio HE P o 2k A By ROAE B0
R R AR 2R REOE Hp RR Je b iy B R P BORE K
FENFESRT 2 BT RRRRE IR
HAEH AT E TR, IHEHFEATCREER
WA Hp R H 0L, FREC R X FARBE
BB E 0k Hp BA 44 (84 1)) fndk Hp & R 4
(41 ) s R4E Hp R 5 & R R ¥ B4 0 N
3 4.4 Hp B4 (41 4) . & 24 3 & #(disin-
tegration per minute ,dpm) <50 dpm; @Hp % J& & %
4(55 %) ;51 dpm < & 2% % % # <300 dpm; 3
Hp & JZ R4 41 (29 #) : 4 2 #F 3 % #>300 dpm,
LREAA MR FER R KT E LR E R
T4 it # & XL (P>0.05)

FAE A R ATE BT AR A DL T L
2— OBEFELRBERE R E WA R RRBRAEE
b B W 3T AE R M S0, BURE CT 3% MRI £ o7 7 F 78 2
R E D M Q& B R LA It 2 R S e B
HER,BE EAME A A4 B, ZRBRFRE
TIE 52 3 8 AR M

1.2 &ITAE

¥ Hp B3 84 Bl AL 0 W1 41,45 41 42 f] .
Ot B4, 5 1 2010 5 F E 2 dom A+ 2 %
O BT EAGY R ANEEFR 75 mg B
M, 1R/ B TR 3T 45 20 mg B AT B AR 4R 38 4T
% 30 mg AN 0.9% & 3 2 K 100 mL # # ik i+ ,2
W/ R E ST 20 mL Am N 0.9% 4 FE # ok
250 mL F # RORE, 1 R/ B AR R I 2 AR
(HHEER HaRBEE) BT, A ReAERLEK
W, QW7 A AT AR AT A En R =
FiHp Wk B ETA 20mg B2 K/H; FER
MR E 1.0 g 7R3 W/ H ,ﬁﬁ%%}# 05¢g 7R,
QR/B, IANAREEC RETARE, HHK
MGk ST A B 7T 2 A,
1.3 1M ox-LDL & SOD Hy#& il

i EHERANTANRS 2 REEBETE 14 RF
B 73 B8 B # ki 3 mIL, 3000 t/min /0 5 min,
W& fiE & T -80°C Rk 7, ox-LDL X SOD il & %
B 95 X8 o 77 %, X BT R #60 — 2, B B AR
AR T 10 = 4 ] & 4 ox-LDL SOD , ™ # 4% P2 3, B
FHRE, RAENBEABRAZARAG &L >,
1.4 frRiTA

BT 14 RE RFEXZEELTIAARKEFE
% (NIH Stroke Scale, NTHSS) 3 2~ #r V& 3 4T 97 20 iF
180 B % A NIHSS 3 4 1K 91% ~ 100% ; &
F 3t % . NIHSS 3F 4 [# 1K 46% ~ 90% ; % 3% : NIHSS
W4 AR 18% ~45% 5 o 3% - NIHSS 3T 2 1K 17% LA
T, BARE=(EXBR+EZHR T +HK)/ KN
#$x100% ., Hp RG22 5 THITEH 2.4.8 JA
FATHE T, A% 8 AIMC R EE AR A 1R O B
Hp Bt M HKEFF 1 FRNERLE X
IR/
1.5 SFitESHR

K F SPSS 17.0 a1t Skt HHATAL 38, XT & A 3
ATIEAS AT B 255 e de ; i & V8 Dlass R R,
R R TR XAX B, WHEHR S
B AR R A E & 72007, £ 4 iR
X LSD 7k 8, P<0.05 h H G E X,

2 # B

2.1 Hp BB 5IE Hp BRA—MEARILER

125 50 E BE 8% v, 84 151l (67.29% ) J& 4L Hp,
Hp /&Y JE Hp BG4 A BE NIHSS 1
A3 MR IR B R B R LB TE 25 5% (P>0.05) s Hp
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SR 2 B IR R TR Hp O, 2 R A 4
HEERE L (P<0.05;% 1),

% 1. Hp B8 53F Hp BB — g ERIxTLE
Table 1. Comparison of basic clinical data between Hp in-

fection group and non-Hp infection group

Hp B4 9F Hp B

oA (n=84) (n=41) P
B2 (Hil) 46/38 23/18 0.888
R (F) 63.2+6.3 62.8+6.0  0.736
WK ( 51]) 45(53.6%) 21(51.2%) 0.805
REJHE (1) 22(26.2%) 11(26.8%) 0.939
1o I (451 60(71.4%) 27(65.9%) 0.525
W BRI (1)) 17(20.2%)  10(24.3%)  0.596
151 I IMLAE (4] 35(41.7%)  9(22.0%)  0.030
ABE NIHSS #7435 (43)  10.4+3.6 9.2+¢3.3  0.075

2.2 ACI 83 Hp BERBESMF ox-LDL,SOD 7k
Fﬁ% ACI B F RN Hp B FE B () N, I v
ox-LDL 7K FE-ZE Wi TH e, SOD K- F B WAL, F 5%
IR ox-LDL SOD 7K 22 A Ge it 5 L
(P<0.01;3 2) ;i —247 LSD #5653 ZH 8] A 44 Lb
BRI ox-LDL SOD 7K 22 23494 Guit2: 7 X
(P<0.01) ,

®2.ACI 2% Hp BiEE
Table 2. Relationship between Hp infection degree and
serum ox-LDL, SOD levels in patients with ACI

51 ox-LDL,SOD 7k

| %%  ox-LDL(wg/L)  SOD(kU/L)
4k Hp &4 41 545.5+87.1 64.5+10.1
Hp 25 B4 55 604.8+96.5 52.4+9.5
Hp =B 20 29 680.7+110.3 38.7£10.6
FA4 16.143 55.686
P{H <0.01 <0.01

2.3 Hp BEBEWMAEIT
KERZWL

Hp BEYL A R4 1697 AT A9 I 7 ox-LDL ., SOD 7J<
IR ZER TG = L (P>0.05) ; 5% 4 |
B ORITHTIBIT 14 KA IME ox-LDL 7J<M?Eu§5ﬁ
K% ,SOD /K-F-B] i A, 22 R A Geit# i L (P<
0.01;%3),

BTG M F ox-LDL,SOD

3. Hp B EBEHRFTASHRARTHE
SOD 7kt
Table 3. Comparison of serum ox-LDL, SOD levels before

& ox-LDL,

and after treatment in the two groups of Hp infected pa-

tients
ox-LDL( pg/L) SOD(kU/L)
Al
JAYTHT I JAYT T I

NS
ATl 630.3+105.4 486.6+89.5* 43.3x10.0 81.3+11.2°
(n=42)
pop:ekicl

615.5+97.1 548.1+76.3 44.5+9.8 63.2+14.8
(n=42)
tH 0.669 3.389 0.555 6.320
P1H 0.505 0.001 0.580 0.000
a A P<0.01, 5%F R4 Lb#
2.4 Hp BEBEMART BT IOTEM

RITE MR NIHSS PF43, VA Y7 41 6 RR 4 1
RN 81.0% .59.5% , 1697 4 .3 55 T X I
4 (P<0.01;554),

% 4. Hp BEEBERTHENRABTREFTULE
Table 4. Comparison of treatment efficacy in the two groups

of Hp infected patients

A BE o
5o Wk h i fﬁﬁ (7% 5@
() (#)
PEbascl
HP #HiG#H 38 4 15 13 6 84.2%
Hp RIiGHE 4 0 1 1 2 50.0%
X} 2 42 1 10 14 17 59.5%

2.5 Hp BREBEMIEILE R RILE

AR 1 ARINREAE R KR IRIT ALY 4.8% |
9.5% , N4> M 11.9% 21.4% , W5 40 H 4% 2%
B4 X (P<0.05;, % 5) .

R5 Hp BRAEBEFRTHASHRAMERLELELR
Table 5. Comparison of recurrence rate of cerebral

infarction in the two groups of Hp infected patients

" S 1 4R MK
TRIT A
HP #8364 38 1(2.6%)* 3(10.5%)*°
Hp RRVGEH 4 1(25.0%) 1(25.0%)
X HE2H 42 5(11.9%) 9(21.4%)

a K P<0.05, 55X R4 b4



CN 43-1262/R " E Bk 425 2016 4F5 24 55 12 1Y) 1261

3 % i

Hp 2t SR o 5y B A0 T, FL AL 2 22 0%
Mo RRAR , B B SR ] B P A R R
JEYFH 60% ~90% "), H AT Hp YL 5 h ki £
B Ko i 1 58796 OC 32 BOR 82 B AL, Nakagawa
SN 128 i Hp e I 77 BildE Hp YL 10
AP Bt 1 R A B, Hip JER S T 30 3 5 o ik I 7 9%
AL G AR P 38 i A 250 3 Jik e A 1 Ak % ik <
H KU, ARG & B0, 2 Bk ok A0 T k4 o A 3 £
FH Hp B R E K 67.2% , i — 6% ACT &
Hp Y4 5 Hp Jiyedd | 3 i i 2 v i j6 3 2 %
Fo o #T , 45 5% 8 7R Hp JE % 41 & s IUAE Eb 451 BF 35 v
F3E Hp BEgedl, 43 M R mT B8 2 Hp /BRYL 5 3l i 4
P 00587 P B 0 ML, 5 o g B A3, o R ot RE AR E
B AR AR Ry A A T T % Bl ik e
FERE AL EAR AT S S0t e R & 2

TG SIS U 35 3h Ik K R AR AL B Hp
TR 2 I3 R [ I B i A TR L H I
=i ox-LDL ] i} 35 & T XJ Be 41 | H.Fifi 5 20 3 ik fefi
RFEBENNEE , ox-LDL JRZ Wi T i, 22 A Gt 8
M, ARFRFEARE Hp YL /04, & B ox-LDL 7K
S it JER e AR B 0 TR L T, PR AR R BR SOD %
BT B 150 AU LT R e il [ MR T A TR R e 1
g m g A h R R T R R, AT
FEUIESE, Hp A 38 ok ¥k ST H R 4, 5
2 R R B, 5 5 MR et A Ak, K% B B R
F1AARIB 1 B ox-LDL, 8 5 W 40 75 W5 I B R 7K
L, S5 2 s bk ks B B Lk B ey EL A A A v
FHARM 2 ACT R ROHIIE S |

AAN AWFST X ACT 5 AT Hp 1697
Je SR R P 2 B D AR IR B A O, 25 R BRIk
FT LR A ORI e T IR AL (P<0.05) . &
JRPL Hp 1697 % ACT B A B I RIT A%

Bl AR B 7, 0 A< v i A o I TR) Y S K
ERFAEE TR R WL 58T )y
bR UENIRANY T8 -3 I il [ a2 1= O Sy 39
T ACIH W K3 ARG R _EATY A AR/ £ 35 TR ik 4 38
SR T HL S A A A T A R I R O B AR T
WG 1 AEE R FE R 11.1%%  RIFFEAT ACT
HUERE VARBTG5 R B RIRIT A L FR AR N
9.5% , H AT K 1 AR 2k ot M A rh 544 B AR T
XFRREH  $E78 BT Hp 1677 X Sl M i 25 v — 2% 1 by
AR, T RE A I A G DR T IR R AR A I Ab,
MV E R E R B MEm B RS U THEAR X, O

FBNKEAE KA Ge i, WhoT R WA, 3 30 fikopk 75 A
BE 5 IGAEAE S e 2 A MR AH O, 3l kOB A8 > 70% 1Y
BF 1 AER T R FEE I 18% ~20%2 ;@ % I
HHBE IR ACI A9 Hp B , mi EAE ST ACI
BEE LR EAN

AWFFRAFAEA R 2Z AL DA BE B H B K
ks AR A ACT B (HARHE AN 25 v NIHSS 53
PR 8 TR 25 D) R 4% B Pl 0 S0 3, A v
LB B AL AR RE AR, R BURTY
AR AT R A SCHR R 19 O 15 3 @ A0 AR A 3t 2
Xt Hp 1697 R T RO AT 75 KA Z bt (BEAL
X BRI G — 2D UE S

25 L FTIR, Hp B 5 K 3l ik o A 5 Ak P ACT
BUIFSC B Hp 1697 AT e b sh ko RERE AL | 2Pk ik
ARG 2 v 2 | F3 BT IR T B I B4t TR Y
it
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