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[Abstract] Objective To investigate FOS protein expression in the medullary visceral zone (MVZ) of the rat
model of subarachnoid hemorrhage (SAH) induced multiple organ dysfunction syndrome (MODS), and to discuss the
Rat model of SAH-
induced MODS was prepared by injecting arterial blood into the Willis' circle. The expression of FOS protein in MVZ
The FOS protein expression in MVZ peaked at 24-36h after SAH,

possible regulating mechanisms of MVZ in the development of MODS caused by SAH. Methods

was analyzed immunohistochemically. Results
and was obviously higher than that in normal control group and sham-operation group. Most organs suffered inflam-
matory injuries at various degrees on each time point after SAH, which peaked at 24-36h. Incidence of systemic in-
flammatory response syndrome and MODS after SAH was 100% and 69. 4% respectively. Conclusion FOS protein
expression pattern parallels the histological changes of each organ following SAH. It indicates that MVZ may be one
of the direct center regulating the development of SAH-induced MODS.
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1.1 #¥eE REBRERHE Wistar KROFH
%) 48 H,{KE 250 ~ 300g, Il K KELK Y
LRGN HBPLEF R KB % 5 B4,
BEAM.SAH J5 4,12,24,36,48,72h 6 1T 4,
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B—EHEREY . 7E 20(HB) X208 E T, HH
ZEYI A MVZ 3 FOS BHE 40 8,

1.3 SIRS.MODS #4# 4k RABEHK
+ B 56 Zh 4 SIRS.MODS 2Bk % . )

1.4 %it#42 FHEBRYU zLs BRBA
SPSS10. 0 b B .47 t KB . HF E 447, L P<
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®1 BRAHYER.LE KR SHMEHN WBC HIER (xts)

a5 IF % (K /min) L # (K /min) 2 3-1Q 0] WBC(X 10°/L)
EEA 61,504 1. 37 183.17451.76 36.5240. 49 6.89+0, 36
BFEAR4 62.83+2. 22 192. 334+47.21 36.9140.52 7.1140. 41
SAH 4 126.33+7.81*" 329.67148.83%" 39.5241.56%" 22.95+3,16%*

F:WBC.HAMIt K., SEEHAHE,*P<0.001; 5BFRALE, " P<0.001
%2 EAVEHBEANFD . 5. ONMETEL LD

AR ALT(U/L) AST(U/L) BUN(pmol/L) Cr(gmol/L) CK(U/L)

Exd 71.67112.86 164.17427. 30 6.1510. 73 29,70£1.15 744, 50183, 54
BFEAR4A 78.83+10, 63 166.83+21. 99 7,090, 83 31,1542, 44 768.53+79.16
SAH4

4h 88. 16122, 15 185. 23435, 45 8.72+1.14 34.474:3.65%*% 10204139, 3344
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48h 162.844:22. 36" 255.34+33,20"*%  12.1742,05" 57.07+5.48*% 1383,831214,57" %

72h 107.17+£12, 454 187.50%35. 324 9.05+1. 282 41,034,194 1071, 16+129. 674

HALT: WM B AST. KA @AM E B, BUN: R Z 8, Cr: WLEF CK: MIB B 8. SIEH A, P<0.0L,"P<

0.05; 5RFRAMHE, " P<0.01,4P<0.05
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