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& OORFABEHR SR B AR 78 45 CHD R & 30 BIfRRR T B M Hi Hp JLik iR Hp M RMXE
HEH A(Hp-CagA) JIHOKF, M KRR SEEMIRAKFHERFR, &R BAWRAMFH Hp AR
Hp-CagA HUiAFAY:ARE) B8 TR A (P <0.01) o 504 H Hp Ju0k i ¥ 8% % AR [ AE L H o = g
EEEEIEERGERIEER Al MBMEES B K VHEET Hp FUAEAE , e EEREQ AT Hp
PURRIPERRE (P <0.05) . ZRik  Hp BREA] RE<E TR LA NS BRACIAL, (R 3 BKHAF B8 1L (AS) RITB B,
Bt %% CHD,
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The relationship between helicobacter pylori infection and serum lipids in patients with coronary heart dis-

ease ZHANG Ai-guo, LIU Qing-miao, MENG Li-ying, et al. Department of Gastroenterology , Jincheng People’ s Hos-
pital ,Shanxi 048000, China )
[ Abstract] Objective To investigate the infection of helicobacter pylori( Hp) and its relationship to serum

lipids in patients with coronary heart disease( CHD). Methods

Serological antibodies of anti-Hp-CagA and anti-Hp

were determined in 78 patients with CHD and 30 healthy controls by ELASA assay. The positive rate of Hp and its re-

lationship with the levels of serum lipids were analyzed. Results Anti-Hp and anti-Hp-CagA antibody positive rates

in patients with CHD were obviously higher than those in controls (P <0.01). Serum levels of cholesterol, triglycer-

ide and low density lipoprotein including apolipoprotein Al and B in anti-Hp positive patients with CHD were higher

but high density lipoprotein was lower than those in anti-Hp nagative patients with CHD (P <0. 05) . Conclusion

Hp infection may induce the occurrence of CHD by modifying the serum lipid profile in a way that increases the risk

of atherosclerosis.
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Hp B v] BB R 5 O R R M L fE R E R, Hp
RERINE T KRR AL (AS) B BERUA IR H
ATREAIPEFIPLEE™ . RORRILAE BB ZAAN AS fE
PR, Hp [ B 753 SO I g 7K SE SR B0 AS
MBEFHRBRE . F5EIRNE0REE
I &L Hp LA Hp MEFERMAXEEED A
(Hp-CagA) HfA LI R Mg E B 4645, LA T .00
B Hp BYRE X E SRR RABMIIL R,
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L1 BRRMER G4 84 2004-03 ~2007-
12 5&.0o 5 (CHD) fE Be /8 & 78 B, 455 1979 4
WHO ZIWitrdE™ s 5 58 fl, 2 20 4], 4F 4 45 ~ 75
(56.2+14.6) %, fRFEXS IR L B R A< B ft FE
AR AFEIE 30 41, 55 16 1, % 14 4], £E 4% 40 ~ 77
(53.7+12.7) % . PIALEMES ER TR LR ER
REIHERL(P>0.05), RA T, FHRH)
AFEEHEHE R L BE, SWERE AL 4 A
WARAE A it R FHTEREY

L2 BRSET5HE SR S Re 1 B vk T R v A
i Hp $L1R K41 Hp-CagA HLiA/KF (X7 A%
Y TRAF) . MISMXEREL NS 283
HA TR

+ 613 -

1.3 43t RiF SPSS13. 0 Guit ik ikt §ict
BTG 0T BRI + fREE (2 25) K
BB R BCRF ¢ B, THECR B R X K,
P <0.05 HERAGIHFEE XL,

2 B8R

2.1 WAMBFH Hp ik K H1 Hp-CagA HLIAMH#
R B 78 4 i T Hp Hi 4k BH# 51
1, FRPER 65.38% ; X fH 28 30 %) P Hp HiikFai:
11 4, R 36. 67% , i AR LR ERE R it
ZR N (x' =6.87,P<0.01), FHHIHH Hp HilkH
P 51 @) & Jfl 3 1 Hp-CagA $7 1% BH ¥ 32 4
(62.75% ) , %+ B4 $t Hp HUikFHE 11 4] $i Hp-
CagA PUAPHM: 2 4 (18. 18% ) , PIZH H{ Hp-CagA #t
AR ERAER T FEX (P =7.72,P <
0.01),

2.2 %t Hp ik 54t Hp $u/k A+ CHD B &
MAE7K - Lh 3 MiiE 40 Hp $uik M4 CHD &4
MiEEEEE(TC) . H M =R (TG) R ZEEREH
(LDL) G #H B H AL (ApoAl)  EJE&EH B
(ApoB) 7K B2 FHUAFA S E , MR B HE R E
H (HDL) ACFAME FHiABI R E . k1.

F1 4LHp HiA M54 Hp 44k ¥ CHD B4 i flg AP 89 Ho B

. S Bl%x TC( mmol/L) TG( mmol/L) HDL( mmol/L) LDL( mmol/L) ApoAl(g/L) ApoB(g/L)
[H 4 e 2 51 5.88 +0.64 2.19 £0. 62 0.80 +0. 20 3.32 +0.88 1.92 £0. 40 1.17 £0. 48
[t ® & 27 4.36 £0.62 1.73 £0.21 1.16 £0. 42 2.64 +£1.02 1. 64 £0. 64 0.88 £0.29
t - 10. 086 3.734 5. 143 3.071 2.375 2. 868
P - <0.01 <0.01 <0.01 <0.01 <0.05 <0.05
3 iFig ZR A F/ER T AL TC Al TG KT,

3.1 KEWFREY Hp B 5848 R kR
o X BRI, MAh, Hp B Al fER S 5 T H
MREKFHNEE LB, H Mendall & F 1994 4
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R INE | T E ok K BT ¥R A Hp BRI 5
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XHHE# (P <0.01),3% 8] Hp B+ 5 CHD W R4 %
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34 HDL K TR,

3.2 A4 CHD HEA{LMIE Hp PiiAkHERH B
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Clinical analysis of 47 cases of uterine rupture in pregnancy at term in west african area WU Yue-lian,
HUANG Lin. Department of Obstetrics and Gynaecology ,the People’ s Hospital of Guangxi Zhuang Autonomous Region,
Nanning 530021, China

[Abstract] Objective To study the cause and preventive measures of uterine rupture during the pregnancy.
Methods The clinical data of 47 cases of uterine rupture in late pregnancy in Maradi hospital (Niger, west african
area) from November 2008 to November 2010 were retrospectively analyzed. Results Forty-three cases were cured
completely , another 4 cases were dead. The mortality rate was 8. 5% . The fetuses in 5 cases of incomplete uterine rup-

ture were all alive. In 42 cases of complete uterine rupture, the fetuses in 3 cases without placental separation were a-

live. The others (39 fetuses) all were dead. The mortality rate of fetus was 83. 0% . There were 4 cases of vesicovagi-
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