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[Abstract] Objective To investigate the changes in circulatory renin - angiotensin system (RAS)
in rats with endotoxemia and explore its mechanism. Methods Ninety Wistar rats were randomly divided
into normal control group (n=10) and endotoxemia groups (n=280). The endotoxemia group was further
divided into subgroups of 2, 4, 8, 12, 24, 48, 72 hours and 7 days after injection of lipopolysaccharide
(LPS) into the abdominal cavity (each n=10). The rats were sacrificed at different time points after LPS
(10 mg/kg) challenge. Contents of plasma [.PS, plasma renin activity (PRA), plasma angiotensin1 (A I ),
angiotensin - converting enzyme (ACE), tumor necrosis factor —a (TNF -a), and interleukin - 10 (IL - 10)
were deterininated. Results (D Plasma LPS, TNF —a and 1L - 10 reached highest levels 2 hours after LPS
injection, and they returned to normal levels 7 days, 8 hours and 8 hours after LPS challenge respectively,
@ The levels of plasma PRA, AT and ACE reached highest levels 2, 8 and 8 hours after LPS challenge
respectively, and they returned to normal levels 12, 24 and 72 hours after LPS injection. respectively.
Conclusion During endotoxemia, there is a series of inflammatory reactions and anti - inflammatory
reactions, and a large number of cytokines and inflammatory mediators are released. At the same time, the
circulating RAS is activated, which causes constriction of blood vessel and dysfunction of the microcirculation
aggravating hypoxia of cells. The study of the changes in RAS is significant to interpreting the pathogenetic
mechanism of endotoxemia in rats.
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Table 1 Dynamic changes of plasma endotoxin and serum
TNF - a, IL - 10 in endotoxemia rats (x+5.,n=10)

#4151 HHEEWU/ML) TNF - a(ng/L.) 1L - 10(ng/1,)
EHXEA 0, 0340, 02 35.44% 7.75 43.454+ 5.93
ER2hd 0. 6910, 032 1092.00£247.704  152,09420.85*

4hd 0. 674 0. 042 215, 604+ 45.18%  126.79+ 5.98*
8h# 0.5140. 164 41.34% 19,86 48.56+ 7.58

12h A 0.4940, 162 40.084+  5.66 50,47+ 9.46

24 h# 0.2740. 022 40,04+ 4.72 49. 03£12. 48

48h4 0.2540. 042 37.29+ 4.63 46,32+ 5.87

72h4 0.2340, 038 34,261 4.87 41.21% 5.73

7d8 0.03+0.02 34,33+ 9.56 40,01+ 3.90

5 IE R BB He A <0, 05,4 P=<C0. 01
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Table 2 Dynamic changes of plasma PRA,A I and

serum ACE in endotoxemia rats(x+s.n=10)

PRA ACE Al
#3 o
(pge L7 o™ (pmol + L™ e min™1) (pg/L)

R B4 0.1740.08 72.48424.49 78.334 9.04
BE 2he 2,3540.18¢ 204. 69+ 32. 74" 205, 00420, 574

dhe 1.49£0.30* 221, 05446, 08~ 496, 384 18. 784

8 hif 1.2240.14* 242,62452.30* 730, 21425 114

12h i 0.98+0.14 191, 5943553 432, 38412, 705

4 hi 0.73£0.19 104.27417.33 237. 421 14. 452

Whif 0.3840.19 89.05+24. 29 142.66% 7.114

72h# 0.2640.08 86.04+31.55 84,73+ 6.20

7d# 0.2740. 16 76. 14419, 08 75,404 5.98

TE 5 IR W X B4 B * P<C0. 05,2 P<C0. 0]
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