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[ ABSTRACT ] Aim To investigate the relationship among helicobacter pylori (Hp) infection with blood lipid level
and AIP in patients with high risk of stroke, and to provide new ideas for the treatment of dyslipidemia and atherosclerosis.
Methods Three hundred and sevety-one patients with high risk of stroke were screened from 2872 people who were con-
secutively selected and had health examination from June 2014 to January 2015 in the Department of Medical Center, Gen-
eral Hospital of Wanbei Coal and Electricity Group. Their clinical information was collected. The Hp infection status was
detected by the 14C urea breath test and the serum oxidized low density lipoprotein (ox-LDL) levels was determined by en-
zyme linked immunesorb-ent assay (ELISA). The relationship between Hp infection and total cholesterol (TG) , triglyc-
eride (TG), low density lipoprotein (LDLC), high density lipoprotein ( HDLC), ox-LDL, AIP were analyzed.
Results 155 patients(41.8%, 155/371) were found infected by Hp ;the levels of TC, TG, LDLC, ox-LDL and AIP in Hp
infection group were significantly higher than those in non HP infection group, the difference was statistically significant
(P<0.05). Multiple linear regression analysis showed that Hp infection was positively correlated with the level of AIP.
Conclusion Hp infection may induce the disorder of lipid metabolism in high risk population of cerebral apoplexy, which

leads to the increase of AIP level, and promotes the development of atherosclerosis.
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1.1 HRXH

S 2014 £ 6 A E 2015 F 1 A&
W H KB TR G iR A 2872 1), A
A AR 371 Bl H R B 198 i, % 173 ], F
P EH 58.847.0 ¥, A N‘HHEHATC R E
AR IR Hp R L, RENC REF AR
SR EF N Hp R4 155 1 5 Hp E R 4
216 ], 2 A A A % — s KRR TR
EFZF(P>0.05), 5 FmERES,
1.2 RERSEABNERE

REERTIATEZEMEFHFELSH L IA
EREMAW(MERFELS HHEEARLE), b
UWTEAREEL3IAULR , EXHIMEFE L
ABY . OF &7 ; @F g i ; @8 & E; D%
B, O M. RAEFERE 1 LU EEREKTF
| % BHBEHE AT 10 E P ERER T
BB NH e A BRI E 4 @M E SR,
KRB (BMI) =26 kg/m?; DIz 5 6 2 . 45 % K
<3 K/ B <30 min/ K ;@B P Kk #
1.3 IERERKE

BNV A REARENREHFH EH KT
FE WEFHXAREE 5 KAHHE 0E

% 1. Hp BB F03E Hp BRAIR K T B ELB

e KRR
1.4 EHELIERRE

N H R K O AR 3 mL, R
BLAR NG BT 40 4 B 24 A AR L, T E K BE B (TC) |
Hl =B (TG) K% & B & A JEE B (LDLC) & % &
g7 & JE B2 (HDLC) %8 fE fn b KT
1.5 ELISA IR ERNEUBRRFERS

2 BB # ki 3 mL, B3 000 r/min
BOSmin EAELEEME 1~2mL BT EP 4 &,
FHTF-20C 7 7, K A ELISA W47 0 3% 4 I 4
T AK % J& fiF & A (oxidative low density lipoprotein,
ox-LDL) XA &M E LA WARAE BT
2 A LU P 34T
1.6 AIP EHiItE

RAE AR AIP = log[ TG/HDLC ] ,AIP<0.15 &
A AIP E# 4 AIP>0.15 & X AIP S 415 |
1.7 SFitZEFHiE

KA SPSS 17.0 Gt A S ATALFE | B A HATE
AR 2T HRE, T ERAER ¢ £ 5,T%
TR X A, B4 U wes £ % B E XA
4 L& MEIAEA P<0.05 H ZRARITFEXL,
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54F Hp JRYLH He %, Hp /B YL4H 5 1L | = s
ILAE Fir o Lo B S T, 2 R A St L (P<
0.05,3 1) ;PR AEWS W | s IE Bk R PR |
BB Z WA SR S B BBl TE R A 22 TR L
BESTGIFE X (P>0.05),

Table 1. Comparison of clinical data between Hp infected group and non Hp infected group

i H Hp BG4 (n=155) Ak Hp YL (n=216) /X P1E
B H(%) ] 89(57.4) 109(50.5) 1.755 0.185
(%) 59.3+6.9 58.4+7.1 1.218 0.224
WA (% ) ] 67(43.2) 80(37.0) 1.445 0.229
HBE AR (%) ] 65(41.9) 78(36.1) 1.292 0.256
EIELBI(%) ] 99(63.9) 107(49.5) 7.508 0.006
FEIRIR (%) ] 37(23.9) 56(25.9) 0.203 0.652
R IMAE (%) ] 84(54.2) 82(40.7) 6.568 0.010
BEIZ (%) ] 30(19.4) 51(23.6) 0.958 0.328
M2 L [ (%) ] 13(8.4) 20(9.3) 0.085 0.771
LN (%) ] 3(1.9) 7(3.2) 0.586 0.444
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2.2 FRAMAEKFRILLE
Hp G 4L 1L %% TC TG LDLC , ox-LDL 7K ¥ &
FIE Hp B4, 2 A543 L (P<0.05,5%

% 2. Hp BLAFHE Hp BERARMASK T LB (3s)

2) s HZH ]I HDLC /K e 22 R E gt i %5 X
(P>0.05) .

Table 2. Comparison of blood lipid levels between Hp infection group and non Hp infection group( x+s)

A TC TG LDLC HDLC ox-LDL

(mmol/L) (mmol/L) (mmol/L) (mmol/L) (pg/L)
Hp YL 5.40+1.18 2.07+0.76 3.34+1.05 1.33+0.31 530.15+41.22
AE Hp BG4 5.05+1.12 1.81+0.70 3.12+0.91 1.36+0.31 494.61+39.05
{8 2.903 3.404 2.153 -0.919 8.372
P1H 0.004 0.001 0.032 0.359 0

2.3 WHAANEETC TG LDLC ¥IEKEL B LE 8
WL [E] TC /KPH)  He o8, 23 A Gl =
X (P<0.05,3 3) ; FA4L[A] TG /K F-#4 B e He 3, 22

* 3. WAANE TC. TG . LDLC ¥R Eb b 5[ 1 (%)

SAE G E L (P<0.05) ; 4 [E] LDL 7K P44 il bt
A, Z R A 50075 X (P<0.05)

Table 3. Compared the ratio of TC, TG and LDLC in the two groups[ n(%) ]

5o TC TG LDL
5.72 mmol/L  >5.72 mmol/L <1.70 mmol/L >1.70 mmol/L <3.10mmol/L 3.10 mmol/L

Hp /&G4 95(61.3%)  60(38.7%) 104(67.1%)  51(32.9%) 80(51.6%) 5(48.4%)

3k Hp kel 154(71.3%)*  62(28.7%)" 168(77.8%)" 8(22.2%)" 149(69.0% ) (31.0%)°

a N X*=4.094,P=0.043;b 4 X*>=5.262,P=0.022;¢c 4 X*>=11.523,P=0.001, 5 Hp JEY4H L3,

2.4 THA AIP ERIELE

Hp /&Y 20 AIP {E 5 TF Hp BedL4 (1=5.086,
P<0.05,% 4) , H Hp J&Y4l AIP {H5% %(46.5%)
AR Hp B4 (34.3%) BT (X2 =5.621,P<
0.05) .

% 4. Hp Biext AIP ERI R
Table 4. Effects of Hp infection on AIP values

moH Hp L2 9 Hp e
n 155 216
AIP {H 0.150.06 0.12+0.05"

AIP RHE[HI(%) ] 72(46.5%)
a A P<0.05, 5 Hp Y4 iz,

74(34.3%)"

25 EmERSEAE AP BENSTLER
1343 #r

DIAFARY P 00 WA R i i I R | 2 O
TC . TG HDLC .LDLC ,ox-LDL Hp E&YLfE Jy [ 725 &,
ATP 15 R AR i 47 22 028 0105 43 #r , 4% 1728
TRIEUN T AR >60 ¥ =1,<60 % =0; PERHME=1,
TPE=0; =1, =0, BESEMHE=1,F=

0;Hp Y2 =1, 7 =0, 55K, Hp &Y TG,
HDLC . ox-LDL J2& ik 2 v i i A BE AIP 7K S 4 52
P, Hp &Y TG ,ox-LDL 7K F 5 AIP /K2 IEH
5,1 HDLC 5 ATP K2 HAAHKE (R S)

x5 BMEEPEEAE AIP BEMNSTEIERIIEFNH
Table 5. Multiple linear regression analysis of AIP levels in

high risk population of stroke

Ak B SE t P
TG 0.83 0.36 2.54 0.022
HDLC -0.66 0.30 -2.13 0.045
ox-LDL 1.17 0.42 4.04 0
Hp /B4 0.72 0.29 2.77 0.020
B A 5.95 2.15 2.48 0.012
3 % i’

UG S 2 R B As BOTE A RO A
P AR 248 UG S R BB A B 5
TO I MR IR B AR 2 T AR R AT
W s 18 Pk Hp S8 G i 52w i i £ o e 5
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ik o6 B B b F B, DTS B A M i A R 1
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Hp 2 AR o ) B ) A0 T, FL AL 2 220
M RRARG , R B G ] T A A R R
Hp BYRAE 60% LA L HAT Hp BY 5 As Kt
G I 7E 9 6 FR BOR sz B EE AL, SCRRT 11 ] %) 128
141 Hp JBGe3 B2 77 BIAR G 10 45 Bl DT R 4 &
PR, Hp 8% n 3 2 52 Wi i I A8 95 9 1% 46 1 16 T
BN A RER Bh ik ok AR A Lk K A v A RURS:

EI A E Hp &G 5 1 g 5 8 & e A —.
Richy 2" fF98 & 30, 76 H % PR K A BE b Hp B
RE TG TC A XK, TARE" HBUES T T 1754
AARFRIARKE , &8 Hp Y5 LDLC /K3 o
MG, 5 8 TC TG KX, FRA BF5E %M, Hp
A5 TG\ LDL 7K V-8 i B, 1fif TC K2 HDL 7K~F
AR KRN ER )z IR Hp B n] 530
MARTER AR fb, B A R Dt 2 4L 2007 J 11 ik 245
i A SRR TAEC A 4 E 44, B 45 T AR
HE B H W JCOC T 7R Wl A b s e NP R 9E Hp
JEY 5 1M B AR SR A OCHGE . ARBIFSY 371 Bl A<
Hm fa A RE o, Hp J& 3y 5 JF @ s 10 0E 5 84 4]
(54.2%) , B = T3 Hp JBYL4 82 411 (40.7%) , H.
5 TG \HDLC \LDLC /K V-4 PIAH ¢ ; Hp S B G 5
B IR AT RE R OPLACNE P 4 B P 5 T A2 1 b
FARFEIR - | 1A 28 46 R0E A 0TI R ik, 5 i A
TRFEEAEL' s @Hp JRYLJS B B SRR, 1498 T R R
SUE =W A S ARICI s N S A 1/ AR =1
H LR AR B B AL

MG ST 129 451 351 3 Jik K A A Ak £ 2 G
K, Hp BYL ™ EHFEE S ox-LDL KPR IEHSE,
J& ox-LDL i B4 7 G B R 3R o ASHIF G A T
fo N ox-LDL, 25 5 /R Hp BG4 L7 ox-LDL B
5 AR Hp B, A b R R n T - AR s g
& As MEELRHLE], KIS Hp B n] S 25001
R H RO B3 £, 75 58 it A1k, LDL
EAAB M B ox-LDL , Bk 1 Wk 40 0 75 Wk 5 1 Y0 7K 21
LT R B o AR R AL BE e Y B bR R
R PRI A, th 2 P MR AT & A AR TR

Dobiasova 2553 7E 2001 AFE45: Hy— 351 52 1 44 P I,

R B F8 A RIAE 3h bk 1 16 45 20 ( ATP ), LA log
[ TG/HDLC 17~ . log[ TG/HDLC | Al fE M & LDL
TR/ N TRl 435 b, ATP (B85S, LDLC ks £ 4%
H/N, 5 As 1 R BE R R BT K A | E R % 1A
S AN SOk [ 22 ] HIE , L LR SR R SR
TR FE RBP4 FaA 8, J5 2 A /N 2 A%

2 NG H (small dense low density lipoprotein, sd-
LDL) My E 2 Ay, 1M sd-LDL 5 5 i A Ifil 4 P9 2 FL
oA B, T2 ox-LDL JE BN, AHFIE K
B, Hp BRULZH ATP W TIF Hp LA, 20k
PR T 7R , ATP 5 ox-LDL Hp JiYe 2 EAH

PRI, £ 2 mP e e AR PR O R 8L Hp Al
HIF LU R T 1, ol B fE—E R kg g o
FRIIZRTL, AT A 22 5y Jk o83 A0 s 1 E R 938 A1 i 4
kAR,
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