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sICAM-1 contrast analysis diagram
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Table 1 The impact of different experiment on cardiovascular risk factors analysis table(n =6, x +s)

fEktEh TRl

B

ERA¥ PM2.5 4

1.758 2 +0. 329
0.626 3 +0. 241
1.381 9 +0. 381
0.837 1 +£0.419
56.412 +15. 41
4.320 4 £0. 269

Te/(mmol-L~1)
TG/ (mmol-L~1)
HDL-C/(mmol-L~")
LDL-C/(mmol-L 1)
¢TnT/(pg-mL~")
Mb(ng-mL~")

3.1197 +0.327"
0.870 5 +0. 193"
1.148 2 £0.401 "
0.940 2 +0.093 "
95.844 +14. 04"
5.9802+1.218"

5.410 5 +0.217 **¢
1.380 2 +0. 426 **¢
0.962 3 £0. 323 **¢
1.881 3 £0. 042 **¢
170.219 +43.21 **¢
10.287 +2. 782 *#¢

4.148 7 +0.287**
0.989 5 +0.359 **
1.079 6 £0. 427 *#
1.091 6 +0.081 *#
111. 109 £23.52**
8. 662 £3.674**

o P o o o o

VE:  FR SR (P <0.05) s #35R SHUNAL B (P <0.05) ;& FR 5 PM2. 5 41HE(P <0.05)
®2 ANELEX M EREY R MMEIXT L3R (n =6, x £5)

Table 2 Different experimental comparison analysis of the impact of vasoconstrictor(n =6, x +s)

fE B R pogiGE| [LEDE SRt PM2. 5 41
EPL/(pg-mL~") 54.799 +3.96 59. 825 +4.31¢ 115.32 £30. 6 **¢ 91.83 +21.3**
NE/(ng-mL~") 0.687 1 +0.21 0.8131£0.34*% 1.329 4 0. 62 ** 0.972 +0.75**

Ang Il /(pg-mL~") 682.03 +31.9 794,67 +34.1*¢ 914.19 £45. 9 *# 810.4 +29.3#
ET-1/(pg~'mL~") 122.17 +14.7 136.41 +12.8*¢ 162.96 +16.3 **¢ 150.3 +21.7**

T+ FoR S IRLT LB (P <0. 05) s #37R SR HEEL (P <0.05) ;& KR 5 PM2. 5 414 (P <0.05) .
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Fig. 9 Different experimental rats atherosis D-dimer
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The Cold Air and Haze Experimental Study of the Impact
of Atherosclerosis in Rats

ZHANG Shu-yu'?, ZHANG Xia-kun®, ZHOU Ji*, TIAN Ying’, MA Shou-cun®, KUANG Zheng-zhong’
(Hebei Provincial Meteorological Bureau' ,Shijiazhuang 050021, China;Key Laboratory of Meteorology

and Ecological Environment of Hebei Province? , Shijiazhuang 050021, China; Yangize River Delta Environmental
Meteorological Forecast Warning Center® , Shanghai 200030 , China; National Meteorological Centre* , Beijing 100081, China;
Inner Mongolia Meteorological Training Centre® , Hohhot 010051, China;Qinghai Province Meteorological Service
Center® , Xining 810001, China;Shizhu County Bureau of Meteorology’ , Chongging 409100, China)

[ Abstract] Through the November 29, 2015-December 3 a real-time haze, cold weather process and the simula-
tion process of the cold weather (completely ruled out the influence of haze) and PM2.5 effect on atherosclerosis
rats contrast experiment research,To discuss Haze and cold air joint action mechanism of the effect on cardiovascu-
lar disease. 24 healthy male rats were randomly divided into four groups, each group of 6, and made into athero-
sclerosis model rats, respectively, haze and the cold weather group ( natural group), simulation of cold air influ-
ence group (simulated group ), PM2.5 impact group ( PM2.5 group) and control group in four groups. Using
three kinds of forms to affect exposure respectively, First is made according to the hebei province meteorological ob-
servatory weather and air quality forecast, on November 29-December 3, 2015 for haze and cold weather process in
real time to expose the influence of natural group, Simulation case simulation application TEM1880 meteorological
environment on November 29, 2015-December 3 empty cold weather process of simulating the effect of group,
Three is to November 27, 2015-December 3 collection of PM2. 5 particles, suspended solution, give PM2. 5 group
of trachea drip into the exposed to the influence of PM2. 5 suspension solution. Test each physiological indexes such
as heart rate, blood pressure and anus temperature, and abdominal aortic blood and gather the apex homogenate,
measuring between groups atherosclerosis rats oxidation factor( T-SOD,GSH) , inflammatory factors( IL-6 ,hs-CRP,
TNF-a,sICAM-1) and cardiovascular risk factors( ET-1,NE, EPI, Ang Il ), vasoconstriction factor and reaction of
thrombosis factor( D-dimer, PAI-1) of biochemical indexes of content. Results show that atherosclerosis rats by haze
and cold air from the combined impact of all the physiological and biochemical indexes than the cold air or PM2. 5
significantly affect change alone, haze interact with cold air, cold air exacerbated the haze of the coronary artery
and heart toxicity, aggravate cardiovascular disease significantly, even lead to sudden death of acute myocardial in-
farction, preliminary explored the haze and cold air joint action of the mechanism of the effect on cardiovascular dis-
ease.

[ Key words] haze cold air PM2.5 cardiovascular atherosclerosis oxidation factor in-

flammatory factor thrombosis factor mechanism



