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Abstract

Subarachnoid hemorrhage is the most common cause of stroke-induced sudden death, with many
patients dying on the way to the hospital, and pre-hospital mortality ranging from 3% to 26%. In
recent years, systematic reviews of data have shown a global annual incidence of spontaneous
subarachnoid hemorrhage of (2 to 16)/100,000 and a very high rate of death and disability from
cerebral vasospasm after SAH. Nimodipine is considered to be the best available method to reduce
the morbidity and mortality associated with delayed cerebral vasospasm-related disorders after
subarachnoid hemorrhage and has been classified as an effective drug against cerebral vasospasm
in guidelines such as those of the American Society of Hypertension. A deeper understanding of
the mechanism of action of nimodipine in the prevention of cerebral vasospasm triggered after
subarachnoid hemorrhage is highly informative for clinical practice.
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1. 5|8

Ik [ JES T i H I (subarachnoid hemorrhage, SAH) 2 —Ff Hi I 14 i M55 25905, (K] 22 IR 3R 51 1 fi
PR FAE ST P B L AR 2R, DT A I 4 I 2 ek DX I T i BT 88, 10 S B i B A Y R Tz, B9k
RBURFE W m, BANKREES, &S E 2 M 15%~20% [1]. SAH ¥R JE KA 1R £
R T AR WL R BORT 23 B VE AT B R PE W S ) o e Do B Jos I, AR e R R T I
EEBIFE 85% /- A [2]. SAH f i W K N S IR B 2RL, 31X 5 7 75%~85%,  HAt AT B8 1) 5 PR3 60, 4% i
BE KL . S R SR B KAEAL, DA MVRAR R i B gy R A
o MR PR B RIEAR B WO A BN AR 2K % L 9% ZE (cerebral vasospasm, CVS)
ZE[3]s M I R R AN R A gk X i Y I (SAH) S IR A MR BN R i e s I R 2, HRAE R
20%~40%2 8], AT i AR & PR A SR i (delayed cerebral ischemia, DCT)ATIER & P Gk L1 40 £ 45145, 7
Ja &5 B A KK M[4]; DCI & SAH R HE I RAEZ —, BHEHME 4~14 KRHEI, mEHN 6~10
R, ERAFH SAH KAEARFG . B M50 T 88k n) EZEH (5], BPiiE CVS A DCI B KA
AR . RSO 1 4- A E RS EE AR, T e B RS A 5 T 5 02 i ik B
R (R, AE TR I e A, Bk A . SRR A . OGN IR PR SRR, T S ik
OIS T Jias H L ) T, AR ERR Z (6] 2N A AR S8 3 #UE S 1 8 S -7 208 TS AT IR E0R
R EA L ERNR[7]. %45 C# 3 FH & i E % 23 (American Heart Association, AHA) A K oAt 47 G 5
FAERE , TR AR — M R 6 s L 2R 2590 (8 ] ASTRHAR N IR JE S~ 1/ FIAL 1 Sz H 32
R
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2. JEEEHth 27 T R O B T Bee L VS B I B = 2R RO 4 FR L
2.1. BHIESSEFHNGRMAAM, MRS KRR G

oG I 2R — EUR AR, WTRE S 51 R ANRIR LS S A BECIRS, — BERHR S, S HY R4,
T 51 AERAN MY pH (A%, SRJ5 I8 H/Na A58, (E4ip) Na 2. A Na (R4 S8 Na/Ca™
AR AT R, X DA A Ca¥ s AN Y, AT MR A Ca® IR BE AN T
AT REGEE IR [8]. FHEG MM ILE . © LR paEERE IO, HE K28
ATP AT 452 — AR R ThRE R BIZ QIR EH LR, EEARSRN 220 F4a 11
BE, JFIEEE ATP AR, Ca® & — Rl B, KRN Ca® VIR FRRAAR, &S8R LB ILR
B, Refr=ERnG. dhob, BRI IR RRL AR, FELRARE ADP/ATP 2Z#e52FH, MiZE AN ATP
AP, WU ERI Ca® eI FRAK, 46T nE fupy Ca®' #3k[9]. 40Py Ca’' K EAF R4 T3k
Rk T R BEBRAS UIE, S ATP &K, S8 ATP A RUHD . MR RAAIER i Ca® B Ek, Sk
WFEVEFARFL(PTP), LRIk PTP JFi%, BORKEAMMER C, T ATP W&, REREAENE 2
W, TIE4EREERE: ARG ER C 2 S EER MR IK FIThRE3EL, AIMETI[10] [11]. @ FEAK
S Ca™ MMM I R BR 2R (I, 74T 22 S 5 TS B 7 SRR F[12]. AR 2T 4 REA
M Ash EA EXREENMAG, Cal RATEAMS S EBN L ES, J4N Ca IR TR RK
FERY, )3 245 285 B S S P [ 13]0 40 20 20 i P9 5 R AN, B 10O 00 475 28 B >l FE S, 38K
YA 28 TR AT 2R A AR, B R E14]. @ MR FEA KEMBERY, MRiEE A,
(PLA,) /2 /K ffe 24 PR 15 I FRT O BEE [ 15 ] MM 4B R 85 e s B 2y, PLA, #0045 IR IR 4k P, 7=
AERBERWEE IR PRER. O MR B IESE, XLy s s dn i B A sHEH Mk
PLA, M fgfli Ca™ i, TERCEMEEIR, (A ni iz 8y Ca™ IR EEFRSE BT 16]. @F5HBH R FEH I
FERG ML LR N B2 A0, T v SEURZE . Ykdi, BRI, RER A, i EE T R
s NN SO BT A, ik — 254 RN SRR S I [ 17] 5 J5 85 T 350 e 4 P i A0 A B ) 047K,
0 J W e 1 v, 20 AR IR A K e 18]

WHFLRE, TERCRMILE S, FrEE S A R4 & MR e AL, Ml L 2Y i R USRS
TE(L-VSCC) [19]. Je &M F5 L-VSCC Z M HAR &I, HAA SRR, &5 - i
JRERHENAZ RS, L M R AR AN I R FEI[20], 1X AT Bh T BHAEAS B I PV IR, A 240 A KSR R
B, ATk A8 O LR 0 5 o bAh, B FTCA B AR T ATP B, (FILE MR, ik, B3t
SEAAT DA MR P Ca® fRHERR, B AT CAR Bk fA . P R I SRR B X Ca¥ BB A7 B ), ki
VAN PSRRI ST LU, SR A A R A s s I o B R, T 2 AR A K R )
FEIR[21] [22].

2.2. RSB E MBRES)

LI AT R HR AL AN IRAE 2 2 A0 T IR PN S T AR R 1, R4 (0 2 40 R AR T A PR E DA AR 24
R REU I E LA, R R MLV 2R PR A I B 70 ) S B PR 3R [22] 0 214 PR AR T A 2 ey 200 M 1 285 5 42
PEIEHIREE 2R T LT TR A5 DR 2 U E 1Y o

ZLANIR AR N A S B RE O > TR A, HE BRI B R, RN E AR R RE AR
aY, R RS AT AR PR G R . IR SE ) BRI B CMLB R 1, IR R R
FLL AR MRS R PSR S50 E, B 205 2 (BB 1 PAFRAR A0 AT s 240 O RS R5 5e M, AT £ 4 R
T A — E RIRE (23] AR B LA WEAG . MEEREAREAR, XLl B R A FahtE: BREBEiE A
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APFARES, AR A AR, Herh I A B S R sk, T A U S s AR X A

RS0 T LA A TR R RSN, AL S ATP B4R RR2H M P 1R 15 SR
T 0L 2 S BUR 2R IR T8 32 S A SRARIE DL T, SRS LAl A A L A A 45 1 TR T i 24
P TSR ARAR T RE ) TR : © 58 7T ROR AR IR BN 1= A R AR A
VEBOIRA N BEECIR, MBS IEAR /N R BT 20200 M 40 M B SR A, s/ T LA R T A
2 LE[25]. @ W EF e, MLgnfifR br KOEEFR, X 38 KHKINR, CHMpbiK, 7
HIMZLE A (Hb) 54, ZL401E A R RERIN[25], AT FRAR 7 2L AR R RE . B 8% 8 1 s 2 1 P
R ZOCERFEINIR, B2 1 AR HURF R [26] -

R, JE SRy — 85 B T8 505, AT LA 17 240 P 9 1 R SRR v 1 4 L ) AR T
Ph, BEARZLGH RGP S 21 AR A 55 AT B et 1 o R o, £ J3 oS I0 IEL 7 10 ELAS 2285 R 1) G ) 1Y
i A o

2.3. /MRS

MR RS PRI 4R B 1 SR Ca® FIML/MRBE L GPTIb/INa (2 5, =#E—An. Ca”'7EHE
AL PR AR BRIV, B BRI 5 R0 214 8 A SR A DA /MR RE R 927
2 1M ) Ca® W FEBERE IEH VSRR, I /INRR RS 2o b Ca® W R (1 w4 v, IS B IR IR AR SR (I
I AR L () 28] 0 JE SCHPAE 45 B9 Tl MBI R, A BHLE Ca fEIL/MRREIINRE S, fE
BRI /N PP Ca VR EE, I 58 HCAE I/ P ¥ 43 A AR, E T B - it /B ) S SR R

24. FKIME, BEMSEI MRS

PRI R 50, AN U SO IA AT CASR R = 2. RN SCAEER, B Willis BR, 2 il N £ 25 B2 S 76
WA, B KR T s Ak AR s B RSP S K A s K S B A R S A8 3h ko B
B, AN EN K SGHE - L REIK RAHAIE: MR FE R IRTBIK. K sk, K s 3 ko
ity 22 [70) ] R J 3 FkORI /) i 20 ik -2z 10 £ P oA R R 5 DA B2 3340 ik 43 SRR 33 N 30 ik 43 322 1) W)
A FNEI =M AR 2R H A M, — MAE R 2 2Lt 250K S5 A RETE il

MM F ¥ MUK ) £ B 52 Ca RBEH Jo Ca® MU IR 15291, BEEAIILA Ca® IREEM ETt, JLER
HARFMIEMLCK) WS, Hdt— D NI E AR MLC) MR L IR, M 51T ML
AEHEFN[30]; Ca AIEBUEYE £ 252 Rho HHCIEE(ROCK)THTERI ™Y, ROCK & RhoA M FiFsliEH, 1E
PRI N L2 5, ARSI EA. WIRE-1. AR IR R A2 S80EH FldEKR G &
B I A2 AR B0E RhoA/ROCK [31]. AR IK I Rho i AT LA MLC BAEFH) Serl9 FREEMRR b, X/ Ca®/
FER AR MLC MR RS FR 10 BT 5 [32]. FEEAMA Ca® WRFEM EFF, WIBRE (5 s
(MLCK)&H80% , it — A NIER S B 2 B (MLC) B R AL I R, AT ik 2 -3 LR U 4 AT A5 ILER
AR (MLCK) 135 5 LR B 11 5 55 B BRI (MLCP) W6 M 1 /K P AL [ pe s 1 WLERER 1 i 6% 1 B IR
Ko R, ROCK A& 39 IN 2 S 80 MLCP fi& PR, BRIt 2> I MLCK AR 390, 4% 1 5 51
T MLC BB AL 55331 [34]- MLCP f 2 3% A MLCK 0 #5 4> S 30U~ 15 UL 5 4 U 4 32,
81 IS0 LA T RS

JE BEHEF BEGS R S (AR F T W0 i N Sh Bk CRE A2 ELAR < 100 wm (940 1T 357 ) R BEL 77 2688 v 1) LA (O
28 M) ISP UL AR 35],  BEL k45 5 5 4 MR S pAY 3T, 0 1) 40 L i 605 PO R A5, BT A 200 i P 485 8 79k
FERFFAERRUE /KT, AT 2 AR AE B/ NS kT WLRA St A3 P gk R gae 8 m , k2> &85 ) ke fi dle .
PEBAT I R A
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3. RRMFHIEKNA

JE BT 25707 N WP KRR &G AFRTSZ .

ERGEVAMMEETTR: —RORGHCETGN), Z2FRIKe 24 (EFEF K SO AR S .
FE[36] B o [T A 3883 %k EE AN [ 34 42 R 1) 1 1) JE B th P %o 1k OO JE Ml H L PR 907 R B e, TR R BI: 5
R EAL(20 mg tid)AHEL, TR SR L4150 mg tid) fERS G R . AR AR L IRTT TG K
i K (MCA) I ML E B EAAAE R G 2 7 ST E A (/NI 0.2~0.3 mg QD)AHEL,  H ki
A E AN 2 mg QD)HLEAZER . A RN B LB 1] L 167 1 5 KM 3 Bk (MCA) ) 17
HEFERENGFES . Bk, AT R XSG 18 X T ORI R i H i f S S0 1 e 22
R, JE I RN R R T R R B B AT IR YT, AT LR SR T B RCR, IR R R
BErfIa], JR/DAS RO, I 435 e G ML E . Soppi [371%5 N#EAT 7 —TBENL FRBF 7, LA T Je e
HSP i P9 25 245 (84 451 RN & ik S 8 BT (87 151767 20 FkJg ik PP JEE T s M 1L 7 T PR 25K o 9 R, A
2 [ATIR R P Bl P e 22 Th R 4540 7R A2 ZRAHALLCJE B R~ i P 2EL RN 5 Bk P4 2693 3K 20% 81 16%, P = 0.61).
IeAh, FEH LS B 12 AW, BESERBUR (MRI) o B i P05 42 45 00 535 22 (P4 34%, P =0.99).
[FIREH, PR H I 8F 6 . 2okt Rankin 3. Karnofsky B A1 15D 18] 35:(F T3R5 18 BEAH 56 1 A2 0
JRE)HEATI 12 A H IR VP, 72 PR 4 Ta) 9 s H AR AL AR 45 5

JR e 24 11 2 7 2R B T S, BRAR T (38 TR (1) A1 A EAT T J8 B - 22 4 P S AR T S AN )
BB RIATT RS BSOS IR 78 o 8 P TR S 4R 8 B0 T S 20 mg BEATES NS, BAkDr
PR L3~L4 AT MR IS T s o), JEDNE i e, ZEMR I T i 9 BB AM S48 3~4 om,  [3] 5@ A A
HNFE, SRR ERE =00 A AT JE ST Y T e s AR S AR JB BT VR S 40 mg AN 5% %
PSR 50 ml J5 FRIKEEN o BIFFUIR B 5 P9 3 FH JE S Hb-F I B8 B AF 9K A N I, SR eh 20k
REA A LB 2, SCE LA &, I BLUAT DUBE S MR I . OB IR AR N o TEREAT 34 P VRS
I, A F I AT I v B e, PR IE B PRI B, JERRARAT A He, [R1BF RT DI B 0 A 4 I PR 35 P o
RE I B PLHE SZAJm E R [39]

4. INGE

gk O I s L T S I IR AR, SRS LR AR AT SN R YT, T RES 51 AOR R I
BRI BE IR PR PR DR, AT SECE A R o 1 J& 5~ 356 [ ey i He 27 2 55 46 g 475 1K R B
RN RN, JE ST 8 T 1,4- S E0E SSEG JEAE B 77, HL 0 BT e B W 4 L 5 1
TAEIE, AT A A PSR, SRR A AR B A . AN, EIERTLME T ATP g, (EEE
PEAG R 9s . EREN I R AN AR RE 0, I MR AR AR SR, IR B R BT/ MR SR I T RE
REGS A A X VEAE T RO I, SR s, ORY U 5RFa . DRLIE, e St T mT DLt 32 45 i 4 e 2 g
IV, 8580 2 2 0F BRI AT i S8 (TS B2 8 77, et o L ot~ e s g AL 2R A Qi sh g o PRI,
JE TSP T T gk D I J L 0L AR A A S TR AR ST ROR, T B R R, I
N BB R A IR T UM -

SE
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