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Piracetam Clausenamide

Fig 1. The structure of piracetam and clausenamide .
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_ (—) TEHBRNEIRRRERIEE DRI 44l % po AR E A, HE B 50,
100, 200 mg/kg, | h f5, sc ML fEE 84225 mg kg, il T ik 510 /HBE B4 55 3 4 78 1 ).

(2 KBTEE  /MRBEPLY R 4 41, 2% po EFER K. % BRSO, 100, 200 mg kg,
I h Wik, S BINESRGK DPRGR R .
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NEHKAETE, A A, WLk, B ~FL" HAERY, —FE&
FEHIKE, -FEEHRERL BETAREAIOmMIIC EREMY, AE
Krebs — Henseleit #(LA m mol/L it# KC14.96 NaCl 119, CaCl, 2 .52, KH,PO, 1.17,
MgSO,- 7TH,0 1. 13, Glucose 10, NaHCO, 25) pH 7.4. 3 95%0, 1 5%CO, i & <,
30 ~ 60 min i AL, HERLH S-HT fE— YasBBhe, WEH 1 x 107° mol/L
AW 4 1 x 1075 mol /L, W45k Bk &t Ji Bl Krebs — Henseleit ik M 3t, SR E& G
AT A R RER%Z 1 x 107 °mol/L, 2 min 4% LRS- HT iREBL G E— WHER
Hhek. LLEM Rk RS H o k. &EER I SRR PGF,, 1 AA 5% ks
Rkl Zarfy 4 il s 1
=, RESENSERE LR E

(— )tkohacae.

1. KRBT, BRI RI&E ARSREA, KBWKGRE, BRERAF, RkE, A
TMS ko (Tris— HC1 0.05 mol/L, Sucrose 0.2 mol/L, MgCl, 3 mmol/L ,pH 7.5)&
1 20% HyAI3K. BL0MO0,000 x g .4 C . 20 min, LiFKF 105,000 x g.4 C , FE.L 60 min,
et i OHesEig ), Wespokr kT, FITM S FRhIEIRK, — 20 CIFE. Lowry :MIBA Y,

2. KBS TS R A St A B AR 1 5 0.5 mg/ml). MiRZ54, 2x 107
mol/L fy NADPH 8 10~ mol/L f#5£-t& &L, H0.05 mol/L /9 PBS #FE £l ml. 37T
i ®F 15 min J5, M5 pl 5x 107 'mol/L #4FC 5 107 mol/L HiRER, B F37C in#f

15 min . Fifil m10.53% BRACELLL 288, & 15 min , B0 3000 r/min, 10 min, }iE#
F532nm lkta, MIMDA & &.
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1. SRAEIE DRI N R, M po AREAK, B8P po KHEREE 50,
100,200 mg/kg, bidx 3. BfG KRB, 2R 8 h, BRAFER KLy BSOS, HAHEE
50% ZB%15 ml /kg, 12 h JalrLBUH, FIPBS #lBE 10% 4%,

2. KEHW 0.1 ml AFZ%EM0.1 ml 10% SDS, 2Rf5M 2 ml 0.1 mol/L HCI1#1 1 ml
1% TBA, & 30 min, &#5 4 ml £ T, #%7%3 ~ S min, #3000 r/min )10 min, B
L2 F THREM F532 nm Hefa, 3l MDA &S &.
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BF. BR4BAARRIRAEAGHIE HUDE po #EBEMK 100 mg/kg, bid x 3, B —RAH K&
LA, (kK HIEKAESE, [RIFRRTORL Pk A il %5 .
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po R BIREM: 100, 200 mg kg Bt BEE /MWL J5 9k OFER A B Rl ( P <0.05). 200
mg/kg IRAEE EM I sc T FEEAA G s B TGRTIEI(P <0.05). &RR%E L.

Tab 1. Protective effects of clausenamide from damage of acute cerebral hypoxia in mice (n=10,x £ SE)

Treatment Dose (mg/kg) Gasping duration Survival time
po after decapitation (s) afler sc NaNO; (s)
Control - 15.510.8 1373.5+65.2
Clausenamide 50 17.4%0.5 1471.2+50.8
Clausenamide 100 18.7+0.6* 1520.5%106.3
Control - 16.810.6 1522.0t64.7
Clausenamide 200 18.84+0.5* 1803.1+103.8*

* P<0.05 as compared with control .
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Tab 2. The inhibitory effect of clausenamide on 50 % alcohol induced liver lipid peroxidation in mice in vito

MDA

Treatment Dose nmol/g tissue P
(meant SE)

Control - 304t 16

Alcohol 15 mi/kg 853+ 51 <0.01

Clausenamide 50 mg/kg ~0.05
+ Alcchol 15 ml/kg 709146

Control - 356138

Alcohol 15 ml/kg 766t 61 <0.01

Clausenamide 100mg/k <0.01
+ Alechol 15 n%l/kgg 519148

Control - 457148

Alcohol 15 mi/kg 868+ 73 <0.01

Clausenamide 200 mg/kg >0.05

-+ Alcchol 15 ml/kg 8211125

Doses of clausenamide given orally: 50, 100 and 200 mg/kg. bid for three consecutive days .

Tab 3. Influence of clausenamide on the activites of liver and brain cytosol antioxidative
enzymes in mice (n= 18, x £ SE)

GSH-PX CAT SOD
Treatment Dose (mg/kg) Brain liver brain liver brain liver
(A412 nm) (A230 nm) (A 560 nm)
Control - 0.03+0.00 0.10%0.01 - 0.2010.01 0.18%0.2 0.3110.00
- Clauscnamide 100 0.0610.01** 0.14%0.02* - 0.24i0.02 0.19£0.01 0.3110.00

*P<0.05 **P<0.01 GSH-PX:GSH —peroxidase ; CAT : catalase; SOD: superoxide dismutase .
Wit

SRR & MM oy B BT I 5T AR IR 354, LR BRI TR B, Rl ADb,
HRERCARBEHY . AXRBERER: RABMEARSKRBERR, 1BE KMtk
RO FIOFIERT L (RS ADUEEMA. AISIRK PGF,, MI5S—HT %olkmifl
CBEE b FARASEYRARMEERE, Lbbkhm. &M, B ERHEZHHRY,
KLAFES, CICTRER Bk ok, BB aERAT. Rt MBIk &6 F k&
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ER, BmEFREEYRERBOHPR S SAEERMHBMAE. BOUEN, RAmHE
YWHERHEHRE AN KTREE ), 55, 7ERki, GRECRNER S FREMYT, Bk
ESE A mE, AToIRMEmMMARBRIERE RN, BEaREYE, PEN $BAREr:
MASURGD, KBIREY, KRR 50 ~ 100 mg/kg FEHA B M &)y il K b BB R MY IF
BRI B, XX TREMRBEIEER, M 48U, ERRELGFMN. F#E FRR
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Wit SOD, GSH ~ PXAl CAT R—AGA L%, THRHREAME Riaie
R, KBRS KK M) GSH — PXIEHLYI B4, ifi%t SOD F1 CAT i%
PAWAT K, FOTHE SR TR B o 2 e T R S5 i W GSH — P X 1% i = A
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ANTI- LIf’IDPEROXIDATION AND CEREBRAL PROTE-
CTIVE EFFECTS OF CLAUSENAMIDE

Y Liu, CZ Shi and JT Zhang
(Institute of Materia Medica, Chinese Acadenw of Medical Sciences « Befjing 100050)

ABSTRACT Clausenamide is a compound isolated from Clausena lansiim (lour)
with the structure similar to piracetam . Pharmacological experiments showd  that
clausenamide po 100 ~ 200 mg/kg prolonged both the duration of gasping aficr
decapxtatlon and the survival time after sc NaNO 225 me /kg. clausenamide at the
concentration of 10™° mol/L inhibited the contraction of husiiar artery caused by 3-- HT,
PGF,, and arachidonic acid , indicating that clausenamide is a cerebral protective agent .
In addition , multiple doses clausenamide were shown to inhibit the liver lipid
peroxidation. caused by S50% alcohol and increase the GSH — peroxidase activity
- significantly in rat liver and brain cytosol. :

Key words Clausenamide ; Cerebral protective effect ; Antilipidperoxidation ;
GSH — peroxidase





