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[ ABSTRACT] Aim To observe the change of plasma nitric oxide {NO) of acute cerebral infracted patients and the influ-

ence of simvastatin on the level of plasma NO. Methods Using HNO, deoxidize enzyme method, we examined the levels of
plasma NO in 54 patients with cerebral infarction (They were devided into two groups at random: 31 patients in simvastatin therapy
group and 23 patients in ordinary therapy group) and 37 nommal controls. At the same time, we scored the neurologic impairment
of the patients before and after the therapy. Results In cerebral infarction group, the level of plasma NO was significantly
higher than the controls at 3d (P <0.05). After 3 weeks of therapy, the level of plasma NO was not notably different between
ordinary therapy group and controls { P >0.05). While, in simvastatin therapy group, the level of plasma NO was higher than
the ordinary therapy group ( P < 0.05}. It was significantly different between the two therapy groups about neurologic impairment
score after therapy ( P <0.01). Conclusion The level of plasma NO in patients with acute cerebral infarction might be a
reference index for cerebral ischemic damage. Simvastatin can raise the level of plasma NO and improve cerebral infarction prog-
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groups {x ¢ s, pmol/L)

a4 @ n HBITH ¥ RE
fFBEZiRITH 31 62.11x18.78* 42.33:12.18°
i HITH 23 62.97+16.11° 34.84110.12
X B R 37 32.79+7.44

a; P<0.01, 5 M4l b,

2.4 FABRRK
FERGRZIBT N ARE X1 HRAVER
RItEA,

3 i ig

A, NO £ AR EMME SRS NOS #
i B, MM AT, TR, (XY 5~ 30
B Hoku M RS BB, AR B o A, 7T
EARASRERPAHYT B, T5HREKEESH
BRERLEE (guanylate cyclase, GC) BB , G B #
8 G(protein kinase G, PKG) , F#1E 5 & 4 Bs® 1L,
M5 Ry 7, R g in. BIEENE,
BEAIERE =Fh NOS, R HXT 55 F Rk
AR, 43 A ISR INOS FIESIKEME R
NOS( constitutive NO synthase, <NOS) , Ti J& & X 7 LA
4329 nNOS Fll eNOS, FHH nNOS F B4/ THETT
ML, oNOS TEABRAS TRIERER, £
EHARASE FIREF EERY, HIEAMKZ
M AETRATHE, INOS RIE R HERIEENT, Y
AR S R 0TI E (interferon, IFN) | AtE SR5E
B F (tumor necrosis factor , TNF) 40N & 1(in-
terlenkin-1, 1L-1) . N 3 & # ig £ B (lipopolysac-
charide , LPS) S MEA T, 2 AR R . BFESRE
H BT M B, SR R R A B " RO B

PIREN, ZF AR XA E NOS 5wk i #7 F
HIA RIS #AA 56 : nNOS ZE Sk I B WA M2 ik,
INOS B 2 g I A B B 8™ . X BE W
nNOS F1 eNOS 454K 8 1 , 7e Sl i 5 88 FLBG 15 o B
B B ;T INOS B RERER 1 i A ME 4R 3% R den
MR FRIBRSE, BU= R R B . eNOS 7£ Bt if1 4
HERYEERSEPIER, XML RUAER
A XU R Bl e %t NOS W RIS ST TR
BB,

AAREREN ERELSHHFERIX
P NO SR BAREES XI5EHR

s a3, BHRERANNEK NO &
EEAE—EBREFRRTRARRENRE, &7
FE SR M BRI T, PRI 4 | E RS R i
AN A INOS BT , e A KB A NO, B 5%
REMR RN, TRKH, B INOS #E1L4 B A NO
BEALY R AT 72 it A AL T MR, G B
MR EEERABEALREJERIAALME
HBMBREARAS . @ ET A RAEFEKE 8 O
BIFEE),NOFRTHREIEREE, HAKE NOS
HEHEREER,

PFR I, R 249877 B m A EF AR RV R R,
HEshkA /MR N B eNOS mRNA LA 24K 87
REE I, BT, 3 B LU B FET K
FRUEHZINEEIR, SARAMSRPERLE
FRRBIGIT 14 X7 28 Ka, BHERS 5B
26%F 37% . VLB HABIBG tE N B VT R AT R\
eNOS IEHEFF I M MR o H eNOS i fhA: LAY
NO & FHU4E FU . a5 o FE | 3% = 3 o 3 & L
HNIEFE PR A ] MR R, A
RERKI, FAEFRHEZIRITIEESE 21 XJG, M3 NO
SEREFRTHEENS, RAENERN 93.3%,
BEERN 70.9%, BT FHAREEST T TRE,
ELERTHAEBRAEEERER. HIFSERER
AU BHEER, RTEFRZRRTREREE
L BRNAY . SETRGRKREHERR/)N, KIGST
MEBRAYGN R RITEA R — P KR MBI R .

[$E#]

(1] hEpopes, HSRROERSHER. TRAZHXE, 19%,
2 (6): 319

[2] 2EE 4 EROERFERSW. WEPREEERBL BRI REN
SHRHEQ(1995) . FRAFBHEE, 1996, 29 (6): 8L

[3] Calotta E, Koshland DE.  NO news is good news.  Science,, 1992, 258: 1 862

[4] Takizawa S, Hirabayashi H, Ful N.  Peroxynitrite production in cerebral

Rinsho Shinkeigaku, 1999, 39 (12): 1 295297

[5) Hirabayashi H, Takizawa S, Fukuyama N. Nitrotyrosine generation via induc-
ible mitric oxide synthase in vascular wall in focal ischemia-reperfusion.  Brain
Res, 2000, 852 (2): 319-325

[6] Niwa M, Inac S, Takayasu M. Time course of expression of three nitric oxide
synthase isoforms after tansient middle cerebral artery occlusion in rats,  Newrol
Med Chir, 2001, 41 (2): 63-72

(7] EfAR, K, §XE. MRE, BE ¥, REXAENRAKE . —
B IRODL. FwEEXFFE, 200, 21 (4). SN

[8] Takizawa S, Hirabayashi H, Fukuyama N. Peroxynitrite production in cerebral
ischemia.  Rinsho Shinkeigaku, 1999, 39 (12): 1 295297

{9]  Amin Hanjani S, Stagliano NE, Yomada M.  Mevastatin, an HMG-CoA reduc-
tase inhibitor, reduces stroke damage and upregulates endothelial nitic oxide syn-
thase in mice.  Stroke, 2001, 32 (4): 980-986

[10] Laufs U, Gerz K, Huang P.  Atorvastatin upregulates type Il nitric oxide syn-
thase in thrombocytes, decyeases platelet activation, and protects from cerebral

Stroke , 2000, 31 (10): 2 442-449

ischemia in nonnocholesterolemic mice.

(BB SCERD





