PDREYESSHE  biomed. cnjournals.com Progress in Modern Biomedicine Vol19 NO.17 SEP.2019 - 3351 -

doi: 10.13241/j.cnki.pmb.2019.17.032

il A A I e B AR S VR RE BRSBTS A 1 i RK - B i daidh )
FIR AR
REE ERE WAL TFE BN
(1 ZR 1l B2 e BT Ik i 5 — N RREEBR A 22 RE ob & ok 25260052 75 B K= (@ BRBE 2 AR BR 2R L & # £ 266000)

BE BRI ERBAR(CP)RES 25 SRR R4 K ERT mff KT RhRs N FOX G R ®FLF LM
3% %3 (n=120) Fo Fl I B2 049 R ARAS A (n=120 ) VE A BF T3 %, 5 SUAE A MUAR 2 Ao 2t BRAL, R 1 F 9% 32 3K 5 (MIF )l 2 7
2069 CP 4 FmHitk A(IgA) A H Ak G(1gG) 45 -tk 3k M(IgM), )iz B 4a ey CP Fuik fabk & UL Rk 35 CP ey Bkt 5
Ty KRB Fo R B VAR Gk b KR BT SRS RP B bR B A S A5 ARR £, KA logistic &2 55 kAT A P AR
FAME 5 Stk IR AR SE 6 AR 2 M, BEER . WLARLE CP 4tk IgA e IgG # Ak %39 B 3 & T I 1B 21(P<0.05), /i F 4 IgM 44 FabE & pb 4k
it £ F(P>0.05) ; IR P B B AP E R B F -a( TNF-a)  #24% C B % & (hs-CRP) A= & 28 f & -6(1IL-6)K-F35 5 T
AR (P<0.05); B e & BB B2 (TC) i =85 (TG) MK Z E 5% & (LDL) # l5%& & B (ApoB) k5 4 s 5 % | o 40 fL SLA
RAEFE Aesr IR R HI RE S T REEH, ™ &% EN%E G (HDL) KRR T k& % 4 (P<0.05); % B % logistic =1)2 5474
R 27 IgA 1gG # bk (R b3 5T B A 78 69 1k 5 /5 16 1] 4 (P<0.05) , f7 k& 30 IgM Fudk 5 Sk ke 5669 % A % (P>0.05), 45
B:CP R E L EF LM MARR L ELREA X, AAH TS £E BT o) KK IR T nifish h FORE, A&
BB K AR AR AL BE S e A 0O T R

RV : A KRR ; 5 SR FEAR ST 5 K BT fu g5 iR 3h 1 &

RESHES:R743 XEIRIRME:A XEHS:1673-6273(2019)17-3351-05

Correlation Research between Chlamydia Pneumoniae Infection and
Inflammatory Factors, Blood Lipid Levels and Hemodynamics in Elderly

Patients with Acute Cerebral Infarction*
SONG Yan-feng', WANG Shu-xia', XIE Jian-ye’, WANG Xiu-xia', MENG Xiang-peng'

(1 Department of Neurology, Liaocheng Second People's Hospital Affiliated to Taishan Medical College, Liaocheng, Shandong, 252600,
China; 2 Department of Geriatric Medicine, The Affiliated Hospital of Qingdao University, Qingdao, Shandong, 266000, China)
ABSTRACT Objective: To research the correlation between Chlamydia pneumoniae infection (CP) and inflammatory factors, blood

lipid levels and hemodynamics in elderly patients with acute cerebral infarction. Methods: The elderly patients with acute cerebral infarction
(n=120) and the same period health medical examiners (n=120) who were selected as the research objects, and they were respectively as the
observation group and the control group, the specific antibody A(IgA), specific antibody G(IgG) and specific antibody M(IgM) of CP in
the two groups were measured by Micro immunofluorescence test (MIF), and the positive rates of CP antibody in the two groups were
compared. The observation group was divided into infected persons and uninfected persons according to the infection of CP, and the dif-
ferences of inflammatory factors, blood lipid levels and hemodynamic indexes in the two groups were compared, the correlation between
specific antibody positive and acute cerebral infarction was analyzed by logistic regression. Results: The positive rates of CP antibody I
gA and IgG in the observation group were significantly higher than those in the control group (P<0.05), and there was no statistical differ-
ence in the positive rate of IgM between the two groups (P>0.05). The levels of tumor necrosis factor-a (TNF-a), hypersensitive C reac-
tive protein (hs-CRP) and interleukin-6 (IL-6) in the observation group were higher than those in the uninfected persons (P<0.05). The to-
tal cholesterol (TC), triglyceride (TG), low density lipoprotein (LDL), apolipoprotein B (ApoB) and whole blood viscosity, blood cell
specific volume, plasma viscosity and erythrocyte aggregation index were significantly higher than those in the uninfected persons, and
the level of high density lipoprotein (HDL) was lower than that in the uninfected persons (P<0.05). The results of multiple factor Logistic
regression analysis showed that the positive IgA and IgG antibodies were independent risk factors for acute cerebral infarction (P<0.05),
but no association was found between the IgM antibody and the occurrence of acute cerebral infarction (P>0.05). Conclusion: CP infec-

tion was related to the occurrence and development of acute cerebral infarction in the elderly patients, the mechanism may be related to
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the release of inflammatory factors, the disturbance of blood lipid metabolism and the changes of hemodynamics, this leads to the forma-

tion of atherosclerotic plaques and thrombosis.
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Table 1 Comparison of the general data between the observation group and the control group

History of hypertension Diabetes history History of heavy
Groups Male Age (years) )
example example smoking
Observation group
78(65.00% ) 71.24% 9.16 62(51.67%) 65(54.17%) 33(27.50%)
(n=120)
Control group(n=120) 78(65.00% ) 69.51+ 8.12 57(47.50% ) 68(56.67%) 29(24.17%)
X - 1.548 0.417 0.152 0.348
P 1.000 0.123 0.519 0.697 0.555
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Table 2 Comparison of CP specific antibody between observation group and control group [n( % )]

Groups IgA positive IgG positive IgM positive
Observation group (n=120) 96(80.00) 101(84.17) 15(12.50)
Control group(n=120) 47(39.17) 71(59.17) 13(10.83)
x? 41.543 18.468 0.162
P 0.000 0.000 0.688
22 BEEMRBREERRAERFKFLE e i & RAE P F TNF-ou hs-CRP FI IL-6 [ 7K PR A SR YL 5

WAL IR GL CP 1Y R 105 4], JE L Fe ok 87.50%, & FHiE(P<0.05), L3 3.
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Table 3 Comparison of inflammatory factors between infected persons and uninfected persons(xt s)

Groups TNF-a(pg/mL) hs-CRP(mg/L) IL-6( pg/mL)
Infected persons(n=105) 301.17+ 40.33 6.51+ 1.76 4.45+ 0.33
Uninfected persons(n=15) 219.28+ 38.91 3.85+ 1.41 331+ 0.24
t 7.387 5.596 12.880
P 0.000 0.000 0.000
2.3 BEEMARBRLEE BEHMIEKFLE S W T HDL AP AOR L H FRAIR(P<0.05) . L3k 4.

YL F W IMLAEFE 5 TC TG LDL Ml ApoB /KK
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Table 4 Comparison of blood lipid levels between infected persons and uninfected persons(xt s)

Groups TC(mmol/L) TG(mmol/L) LDL(mmol/L) HDL(mmol/L) ApoB(g/L)
Infected persons(n=105) 6.41%+ 1.56 2.88%+ 1.14 422+ 0.67 1.14+ 0.74 1.31+ 0.24
Uninfected persons(n=15) 4.15+ 0.64 1.42+ 091 2.48%+ 0.59 1.75% 0.55 0.94+ 0.28
t 5.528 4.743 9.536 -3.069 10.221
P 0.000 0.000 0.000 0.003 0.000
2.4 BRRERERE MR N FIERAKELLR HEUY W R TR (P<0.05), WLk 5,

TR B RS | L2 I L 2 | LSRG 2 AT 40 i SR A
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Table 5 Comparison of hemodynamic parameters between infected persons and uninfected persons(xt s)

Whole blood viscosity Blood cell specific volume Erythrocyte aggregation
Groups Plasma viscosity (mPa/s)
(mPa/s) (%) index
Infected persons(n=105) 10.11+ 1.20 294+ 0.21 1.98+ 0.23 51.23+ 5.12
Uninfected persons(n=15) 7.65% 1.31 1.92+ 0.22 1.26x 0.21 45.75% 4.66
t 7.344 17.496 11.455 3918
P 0.000 0.000 0.000 0.000
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Table 6 Correlation analysis between positive CP antibody and acute cerebral infarction
Variable B S.E Wald P OR 95%Cl
IgA positive 0.801 0.300 7.101 0.008 2.227 1.232~2.396
IgG positive 0.340 0.139 6.002 0.014 1.405 1.070~1.843
IgM positive 0.279 0.086 10.583 0.081 1.322 0.890~1.843
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