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Tab1 Contents of plasma BUN, Cr
After injection BUN(CB/mmol’ L") Cr(C mol® 17 1)
of LPS( ¢ /h) L group(n= 8) N L group( 7= 6) L group(n= 8 NL group(n= 6)
1 10. 89+ 2. 81 5.34E 0,70 75.00E 12. 00 57. 30 0. 08
3 14. 32+ 6. 82* 6. 58 1. 73 108. 60= 22 69* 60. 99 11. 16
5 21. 42+ 14. 45* 13. 03& 3. 44* 113. 40k 27. 36* 71. 285,11
12 11.93F 1. 88" 15 23k 4, 13"+ 86. 60= 27. 83 76. 94 14, 38+
24 8.93F 2 40* 7. 82k 2 44 84.46E 7. 57 68. 95= 6. 57"
48 6.20F 0. 95 6. 18 1. 77 76. 20k 28 07 57. 98k 13.28
72 5.80k 2 18 5 88k 1.38 71. 20 15. 62 50. 39 6. 87
Control 447 1. 23 4 47+ 1.23 50. 555 7. 30 50. 555 7.30
# . P <0,05% : P <0 O0lvscontrok+ :; P <0.051: P <0.01vs Lmax
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Tab 2 Percentage of d/D and number of PMNs in glomeruli
After injection d/D< 100 PMNs
of LPS( /h) L group(n=5) N L group( n=5) Lgwoup(n= 5 NL group(n=5)
1 71. 65t 8 32* 75. 19+ 8 35 5.93t 2 14* 2 56+ 1.09
3 77. 06E 6. 60 72 72+ 6. 74* 8.5 3. 10* 4. 12& 1.49°
5 79. 03t 5. 26 68. 89t 7. 77* 6. 84t 2 23* 5. 09t 1.93
12 79. 506 5. 69 75. 78 6. 21 6.55F 1. 93" 6. 56 2. 68+
24 79. 86 6. 35 76. 62+ 5. 59 3.90t 1 64 4. 84+ 2. 20°
48 77.8H 8 10 79. 45+ 6. 02 4.0H 1. 62 3. 53t 149
72 79. 94t 6. 00 80. 1H- 4. 56 2.90t 1. 27 2. 63+ 0.94
Control 78. 49t 5. 98 78. 49t 5. 98 2.04F 1. 05 2. 04 1.05

#*: P <0.05**% : P <0.0lvs control;+ : P <0.05,++ : P <0.01vs Lmax
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PMN ; ’ Tab 3  Contents of MDA in the homogenate

LPS 3 5h - NL ) of renal tissues
( 12h . MDA(Cs £mol" mg ')

After injection

. s -..: .I_,.J e e !
% nﬁj 4 Tz J.gfﬁgﬂ_&.k of LPS(¢ /) L group(n= 8) N L group( = 6)
ﬁii%ﬁ%ﬁﬁﬁjm T EEE 1._-. g %ﬁﬁﬁi 1 1.38F 0.17 132+ 0. 18
- T T . t

n gggig‘!iﬁ Egu TEE Ll e 3 1.62E 0. 11" L 42t 019
i tFi ﬁ@ﬂﬁl

5 2.08t 0. 18" 1. 56t 0. 16
12 1.92+ 0.28~ 1. 75 0. 18"
24 1. 74t 0.15* 1. 65t 0. 15*
48 1.5 0.12 1. 525 0. 17
72 1.36+ 0. 12 1. 3t 0. 16
Contorl 1.29t 0. 18 1. 29t 0. 18

*: P <0.05* : P <0.0lvs control;
+: P <005, P <0.01vs Lmax
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Role of polymorphonuclear neutrophils in renal damages during endotox-

emia in rats
Guo Deyu, Chen Yisheng, Qiao Yiran (Department of Pathology, Third Military Medical University, Chongging, 630038)

Abstract Objective: To explore the mechanism of renal damages during endotoxemia, especially the
role of ploymorphonuclear neutrophils ( PMNs) init. Methods: Renal dysfunction was induced with the injec—
tion of lipopolysaccharide ( LPS) at a dose of 250 (*g /kg™'bw into the rats. The renal morphology, function
and content of malondialdehyde (MDA) in the homogenate of renal tissues were determined at Ist, 3rd, Sth,
12th, 24th, 48th and 72nd hour after the injection of LPS. Results: @ Transcient renal dysfunction was
found after the injection of LPS; @ According to the renal morphological changes, glomerular lesion was one
of the important renal damages during endotoxemia; ©) Oxygen free radical was one of the important factors
that caused renal damages during endotoxemia; 4) Oxygen free radical mainly originated from PMNs in
glomeruli. Conclusion: PM Ns play an important role in renal damages during endotoxemia.
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