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Effects of Chlamydia pneumoniae infection and hyperlipidemia on the expres-

sion of NF- KB and AP- 1 in myocardium

HUANG Bing— sheng, DONG Yu- gang, LI Yong— qiang
( Department of Cardiology, The First Affiliated Hospital f Sun Yat— sen University, Guangzhou 510080, China)

[ABSTRACT] AIM: To investigate the effects of Chlamydia pneumoniae infection and hyperlipidemia on the expression of
NF- KB and AP- 1 in the myocardium. METHODS: The indirect immunofluorescence method was used to examine wild C57BL/

6] mice infected with Chlamydia pneumoniae and fed with an atherogenic diet. The expression of the subunit of NF- KB, P50, and

¢— Fos in the murine myocardium was observed. RESULTS: Chlamydia pneumoniae infection and hyperlipidemia induced the actr

vation of NF— XB and AP- 1 in murine myocardium. P50 and c— Fos were not detected in the controls, but there were different

levels of positive expression in the experiments ( P< 0.01, compared to the controls) . No statistical significance among the experr

ments was observed. CONCLUSION: In early time of Chlamydia pneumoniae infection and hyperlipidemia, the inflammatory path-

way is already activated in the myocardium.
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Tab 1 Body weight and lipid content (x 5. n= 12)
Group Weight Cholesterol  Triglyceride
(22 weeks) (g) (mmol/ L) (mmol/ L)

Control 33.2012.35  2.2010.17  1.26%0.15
Infection 33.30+1.45 2.18%0.18" 1.1310. 4"
Hyperlipidemia 30.6032.40 5.7240.72" 0.5230.15”

Infection+ hyperlipidemia 30.70 X1.45 5.88£0.72" 0.5420.13"

" P> 0.05 " P< 0.01 vs control group(SNK- g¢).

#£2 BN P50 Fl c- Fos %63k FE ) LL AL
Tab 2 Comparison of the fluorescence strongth of P50 and c— Fos

among various groups ( n= 12)

P50 c— Fos
Group
0 * + +++4+ 0 F 4 14444
Control w2 0 0 0 9 3 0 0 O
Infection 00 29 1 0 0 1 10 1
Hyperlipidemia o1 3 7 1 0 0 4 7 1
Infection+ hyperlipidemia 0 0 1 9 2 0 0 0 10 2

P< 0.01 s control; P> 0.05 among three experimental groups. (Rank) .

Fluorescence strongth(rank 1: £, 2: +, 3: ++ , 4 +++ ).
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Fig 1 Expression of P50 in myocardium. A: control group. without P50 expression in the nuclear of myocardium: B: infected group:;
C: hyperlipidemia: D: infection hyperlipidemia group (original magnification. X 400).
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Fig 2 Expression of c-Fos in myocardium. A: control group, without c-Fos expression in the nuclear of myocardium: B: infected gr-

oup: C: hyperlipidemia: D: infection hyperlipidemia group (original magnification, X 400).
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