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[ ABSTRACT ] Aim  To explore relationship between Helicobacter pylori (Hp) infection and serum oxidized low

density lipoprotein (ox-LDL) in carotid artery atherosclerosis patients. Methods 129 cases with carotid atherosclero-

sis diagnosed by carotid artery ultrasonography in our hospital were chosen, " C urea breath test was used to detect Hp in-

fection situation of the selected object. ~Meanwhile enzyme-linked immunosorbent method is used to determine the serum

levels of ox-LDL. Results Serum ox-LDL, total cholesterol (TC), low density lipoprotein cholesterol (LDLC) and

triglyceride (TG) levels of patients with carotid atherosclerosis in Hp infection group were higher than that of Hp non-infec-

tion group, and the differences were statistically significant (P <0.05, P <0.01). With carotid atherosclerosis in pa-

tients with Hp infection in vivo degree aggravating, its serum ox-LDL level also increased accordingly. ~ The differences of

serum ox-LDL level in different degree of Hp infection groups were statistically significan ( F =13.169, P <0.01), and

pairwise comparisons among the three groups, serum ox-LDL level differences were statistically significant (P <0.05).

Multiple linear regression analysis showed that serum levels of ox-LDL was significantly increased in Hp infected patients.
Conclusion Helicobacter pylori infection may cause lipid metabolic disorders in a certain extent, increase serum lev-

els of ox-LDL, and promote the development of the carotid atherosclerosis.
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A2 32E S0 ok sk RERE A 118 i A= i S | 0% ) ik ok
BEALBES AR P2 S IR 2 BE i 4 1 (oxi-
dized low density lipoprotein , ox-LDL) J& LDL £ %4k
A R T2 U, S S5 1 P ) S8 AR B o 5, DL
B  ACYE B AE W) A R e A T —
E AL G iR DSTBu: i) ok e (SN e SR A (S
SR UL/ Y- T UL 200 8 B o 3k vE0 R A LT A8 L
Wi £ 35 HGRE I S5 AL A 5 2 2l ok A Ak B S A A gt
JRUA AR FTE e W 129 191 [T SR AT B SR e 301
SRS fb B LY ox-LDL /K-F- A9 AR 1k .15 K
I T R R e 5 1Y ox-LDL 7K K 351 50 ok s e i
RS Z IR AR

1 #RE5AEE

1.1 HRS4E

HH 2013 3 A Z 11 AERKATHAS RE &
HBE LW N F o ki AL R R B A 129 A,
Hop B 73 6], L S56 ], T3 65.2+16.7 ¥,

Prm % RFHERAYC R EFFAREAMN Hp
BREFN,HFRFECREFARBERK AR
A Hp B4 41 Fnde Hp RE 3 415 AR 4% Hp R 312 B
BH 0K 3 U4 o4 % & B (disintegration per mi-
nute,dpm) <50 dpm # 4§ N FF Hp & % 41,58 ;51
dpm < 4 24 % & # <300 dpm # 44 A\ Hp % JF &
e 4,52 04 4 E 40 >300 dpm H 4N\ Hp F
FERG 19 Bl NALARVE: (1) S 35 ~80 ¥
Z V] (2) % 4 7= B o S o Bk o AR AL B R Y
AR, B B 0 R AR (3) BE R KB &
BRE, NEm e AR E ., REERR.HE L
R T ERE RS M RE, T 4 AR,
AMAR AR, EREAABEN FH KEF
WEFHLETFEX(P>0.05), LA %,

1.2 FBhRIRIFREL IS BT iR

X | GE Logic E9 % & # = ¥ W & Z il fr &
R FR M B B k., s Bk W AR AL D BT AR
AP0 mm < BN B Bk A E E R Z (intima-
media thickness, IMT) < 1.2 mm % #1 2 ik IMT
B, IMT=1.2 mm 4 383 A& IMT 3 B Fn 3 5 T ik
B W7 R A ikl AR A,

1.3 Hp BEFN ox-LDL ¥ 75 3%

ZAMC REFARBEAN Hp B LE R, TR
W36 75 & X HUBT-O1A A =f 53K 56 40 0 AL 5 I
TOAZ R B A AR IR A F] A PR, R AR B A
BEAEF B HAT, MF ox-LDL A F 0 F % F B 5
IR, R A 2 h RN E R, B AR
7 Bioce 1IHT2 A B 5 %, 722 A6 T AL, LR 38 1 ™ A4 4%
WA &L B AT,

1.4 Sit=4aHh

KA SPSS 16.0 Giit B #AT S 1t 2 41, i E
FRHAxes Z , AMAN T ERHLRXA ¢ &
T WA EWM It ERB LR XALEZ F =20
M(F L), HPHERHLER KA LSD-t &%, 5 FH &
SN KA S TTAMEEEAE ;ML P<0.05 4 =
FREHGKITFEL,

2 &% B
2.1 Hp BRAIE Hp B A—RRARESES

BEZESMER

PR 2L [RIPE 3 A 44 B g 0l Fs | R A JRE R
VRIR LGS 5 B AR E LR 1, Geit2# b ik
N, WRZEIRIE 51 AR DL R R AL G fa I R 2
WEMZER(P>0.05) , HEBR TAFRE i & 55 2 A
) s e PR X I 245 SR A S

% 1. Hp BRAMIE Hp BRAE—MRAREEBRERNSH

Table 1. The distribution of the general conditions and the traditional risk factors of the Hp infection group and the Hp non-

infection group

| L1/ GRS {E) FAECH) A () FERECED)  wERE (B BRI (B iESE ()
Hp g4 71 64.5x11.2  40(56.34%) 35(49.29%) 38(53.52%) 43(60.56%) 21(29.58%)  41(57.75%)
JEHp YA 58 65.7£10.6  32(55.17%) 30(51.72%) 26(44.83%) 34(58.62%) 18(31.03%)  28(48.28%)
! -0.6300 0.0176 0.0753 0.9651 0.5007 0.0321 1.1510
P 0.5296 0.4472 0.3919 0.1630 0.4115 0.4289 0.1424

2.2 Hp BiH5IE Hp B A MF ox-LDL K I
BE KT
Hp /YL 1M ox-LDL & H [&E B2 (total choles-

terol, TC) A% BE N5 8 FH AHIE S (low density lipopro-
tein cholesterol, LDLC ) |, H i = ( triglyceride, TG )
K- THE Hp A, 2 R B A G2 (P
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<0.05,P <0.01;3 2) , E L ] il 75 5 2 B i 2R
F AH[E % ( high density lipoprotein cholesterol , HDLC)

K2R TR EME(P>0.05),

% 2. Hp B4R 53E Hp BRHME ox-LDL B IMBE/K FRILLE (& +5)

Table 2. Comparison of the serum ox-LDL levels, the lipid levels between the Hp infection group and the Hp non-infection

group (x +s)

A ox-LDL( pg/L) TC(mmol/L) TG( mmol/L) HDLC(mmol/L)  LDLC(mmol/L)
Hp JBY (n=71) 729.16 £245.27 5.37+1.19 2.26 +0.91 1.36 £0.35 3.43+1.18

3k Hp B4 (n =58) 515.35 +210.26 4.70 +1.15 1.79 +0.95 1.38 +0.36 3.02 £0.95
18 5.247 3.739 2.861 -0.317 2.139

PH <0.01 <0.01 <0.01 >0.05 <0.05

2.3 HEBCREELES Hp BARBESME ox- R4 FHHRHEENLSEEMNE ox-LDL K ERIMEAZNS

LDL 7K ERX R

Bt 5 251 50 Ik R A B Ak AR 3 TR ) Hp B UL AR B 1)
I LS ox-LDL 7K P78 AH R 3 5, F oo e
7, ANE] Hp B R 70 4H ox-LDL /K257 B 4
P25 L (F =13.169,P <0.01) ; #—2 LSD-t #
55,3 1R L 32, I ox-LDL 7K F- 22 R ¥ HA
Giit L (P <0.05)(#£3),

xR 3. IMANPKEREL EE Hp BELEE 5 ME ox-LDL /K
EF H"J 9& % ( X+ s)
Table 3. Relationship between Hp infection degree and ser-

um ox-LDL levels in carotid atherosclerosis patients (x +s)

| Bil%k ox-LDL( pg/L)
4k Hp Bedl 58 515.35 £210.26
Hp BG4 52 637.51 £248.72
Hp R 2H 19 827.66 +269.23
FAg 13.169
P1{H P <0.01

2.4 IBBKRIFREN BE MIF ox-LDL 7K 220 &
EH S TEMEETSH

DIVARWE Pl | 25 I ons R I Hp Betk
# TC TG ,HDLC .LDLC 1} H 28 &, Ifil 7% ox-LDL
VERRAR 5 AT 22 S0 2 B UH 387, R Stepwise
AT AR e, BT AR R Hp B DL KL
1% LDLC . TC TG ,HDLC ¥ 4 551 8y fik o5 B 4 1k 8 2
I3 ox-LDL 7K 4 5% Ml [l 28 5 Hp JE YL 34 L ox-
LDL /K34l Hp B&gs# &, 1L LDLC \TC TG 5
ox-LDL /K35 IE A5, M 1L 3% HDLC 5 ox-LDL 7K
FEAMIC(FKS),

b4 EIUE R iy

Table 4. Multiple linear regression analysis results of influ-
ence factors of carotid atherosclerosis patients’ serum ox-
LDL level

LNy B SE ' P
Hp /&4 0.89 0.35 2.54 0.012
TC 0.74 0.26 2.85 0.005
TG 0.71 0.32 2.21 0.029
HDLC -0.52  0.24 -2.17 0.032
LDLC 1.16 0.34 3.41 0. 000
fig el 6.50 2.40 2.71 0.012
3% it

R B AR 2 AL 2 T B0 ko B R Ak 1Y T A
B P2 T 24 e ) 2R 1T Y CD36 A2 (R4 U
PRAR S B i 26 1T At T 400 it O 3 AR B bk P g
TSRO REBEEIE bR . KR EFI R,
Hp BT g5 RN A 2L, Jn o i 50 BE 1) R iE
VT, AT AR 2 2 Jok s e 0 Ak 1) 2k D ok T
Hp 18 2 0 5 08 % B I8 8 (1 454 )5 72 4 ox-LDL,
WA 1 T R A2 AR K A ox-LDL, FBUR M
A AL R A 0 1T B VR A, R A ox-LDL
AT 3 o 8T A L S 2 A SRR P B A R
03 v R (i o8 e N N v o= S 7R o |
SEFEDURIER (1) 35 BUAE Y B2 (T 35 &6 4 175
SUNRLE T2 )7 AR LA P K AR, DT 5 B
JKORREREAL 10 AW ST S R R TEHERR T AR RS |
e I A TE R OB PR | IR S A A
T PR BRI ST 45 5% (14 5 W I, 290 30 Jokoe Ak R A £ 2
Hp B4 1M ox-LDL 7K 28 & T3F Hp IR 41



CN 43-1262/R " [HEahikaiifb A ids 2014 455 22 555 11 1 1117

(P <0.01) ; HFfi#5 20050 kol B A 1k f 38 AR Y Hp J8%
YRR AN S, M ox-LDL ZKF- 2 AH I 39 85, R
] Hp YL 2 BE 432 ox-LDL /K F- 2% 5 B A 4 it
BN (F=13.169,P <0.01) ; #k— LSD-t £ 4
7,3 LB PR L3, IV ox-LDL 7K F-25 3 3 HoAY
Gt E L (P<0.05), #2718 Hp R Al 5]
B A BRI 2L, T 5] A& ™ AR S 1
Sk

LDL &A= A E M S TE AL ox-LDL /& As KK
JRA A B K P DR DL A EE N E
AR D7 2 , 6 WA L 25 | I R DR i A A
RBEL P KEE A 3, RS g Bk
ox-LDL"' | A5 WF 58 3 W1, ox-LDL A {2 1 [ 15 4 ffg
0 s R IR U 7 S VA 4 B, 9 A 4 B A5 B A 0l A
BEJG  BE IR, B b K TC, TR T sk il j2
T2, BEYE AL BG 5 O BCR HRE BEE R
AWFFE &, Hp B4 L3S TC LDLC | TG /K&
Tk Hp Bedl, 2 R ¥ B A= L (P <0.05,
P <0.01) {BIL#E HDLC /K22 2T (P >0.
05) . #&7~ Hp JEYL )5 vl BE A 7= A8 1 I g
ox-LDL 7KF-5 | ifi 8 P K 440 M T e B sk R PN B2 240
61455 , A 1 sh ok o e d Ak ik e i — 2 2
FOHTEE R R, Hp YL LA K i LDLC \TC TG |
HDLC ¥ 4 551 )y Jik o6 A A Ak 8 5 1138 ox-LDL 7K -
FISZIR N 2 HP YL & L% ox-LDL /K-F%:E Hp
YL w5, I3E LDLC \TC .\ TG 5 ox-LDL /K- 2 iF
A2, WML HDLC 45 ox-LDL 7K k%,

25 LRI WA IRAT BRI
S BRI B, A 15 ox-LDL K-F- Tt , I A
LT 5 5 Jk o A A ) 1
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