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1. AR TFHRIBEZSCERIE R

RYE IR B, R T SRR 2y, b a s, DA R R, B

FEAES Oy RS R B HSUMELYE, EESGT, BRIES, TOREIN. A
R IRT IR SCRIC B 2, BURGIESIZE T

1.

BRI T (FRAFELZ): “ L2, BB, i, e, @, &
FTHE.”

FRERSEIRI IR 25 T (R B ) m k7 “Philk, TOR{R4, BREONZ,
WL WU SR R K, s SRR, AMEIE, SRR, BASIT, 1R,
TWEN, BRIOUE

DU Cnla) ad#, Bk “FRIE, BR# EBTALE, kT LANE, AR
AhTURE, B REORE , R EEIBA 5%, W BRI TT, T R, R BOKS, AR
FmACKs L, W EAE, RSN, M k. ”

(RFEHNHDY: ORkT, AAAM, AWZGER . " TR T BB AT AN
SEE N ITANE, H AT E RS

(AREZHD): BT Em<EH, MEHE RN, B, Ham<d.
HE g A%, BN EZEmAHT, Rz, #AH7T, Wd ESEH
PR

VBB HHWEIRAR T AN AR BEAFE 20N, W=T7), TR,
HWEHK. NS L%, DINEBERNa M, S, w2 /im .
AR NHERIER T, Plafiez <, £ LR, £ AN
CETEMEY: HORT, WRECWHIR. e, H#EATRR, LWwES, . 1
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R, g, ABf. B g PR A LK, Wi AR . BRI, IR
FEDT, 2RI ACEONME, R, Mk ETER

8. (FiE&th): KHWE, MEFms Ak, Yhikmik, EMRR, i
WRo A B 28, FIE IR IR, JbHITRERIT 0. B LR, AL,
IRV R, TR i, BAA R BK, RESSRE K, TRERRIE R . Rk A
S, AR, CHEFE, Bhanil, 1RERL.

9. (AREZM): HRTRR, RRETIZART, NEDMELE; RERLH, [HR
TTZARYR, NG STMREE, W, BEEHEE, £, FEEE,
UM EE . TWRIRE, WRERZIAT, mAT T Aai <. AFILEE, JUARHS KA,
FeLIARE, Pzl ERR. IR, @UMATZ, BRIEERMIAF LA, T KA R
Ro B, MIAREIESS, 57 MO ER, muftpseie, BEUIA, SUULAEEE].
FR TR VAR, Sdmifo7, AT Uil . T, RO e,
Wz, FEA K, WARMEMNZER, T a B, B A 2.
B, St AFEEAG, PRERmiAT, APHESEAt, BRIRZ W, WSOTk, SUUEA
o KeE, Rz, Frlla S TRl

10, (CARESJE): WORFORETL, JIRLIEZH, "RRIE, SRTEKZA, %
Lo MERPR, AETHR, BT, R, MRS AL DR TR E
AEZ KA, AT, #aamid B ARTERZK, WAEJERZA, WA AR,
AT, WA, (L. IERYE, NDOAER, SMEEH. 27 A ET
i, FFARTAE, a1

2.1 RbRF R IR B2 EAE R AHLE B I

TR T R R BUERR AR 22, TR T35 5o, 25 HE = . 3 CRriEAR 5D
WE IR AH IR, b, #ARIR” , Wt vl , —AORSE, AFENAA .
H MR 3 BCRAR e, RN MANS, srs ALl HATREREE,
X T — A S H R 2y, SERE T, M T2 BRI R A. B
IAERIRSE, et MERTUE—— AR O B il BOREFEER . R ER, B
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A TR, ERBRAH, o, i BE, AYSkENE, wadE, AME T ORE-. X
TIRIT ARG, BEERE, BRI, AEALLE, BV, &, B OE, mAE,
NG, O RIRTT R GImT SR &, kT OISR IENR 25, H0 F T b g 7 7
ZH, AKRE) WHEIRT CFERE T, AT VR UL IR LT LA L
AEZ S ee e A8 B UEDR, A5 R UANE o7 TR A AR 2, W ERM )
IR REUSCSRE R ? —Fh 2, AT ABBAEAE FMIRIE ? HEN - —thad, FRATMIZAFR
FHTA HE R,

PR, A A PR T, MEEZMERSY, EASHE N INE
Fio MAFERSE RSy, EAR AR AT, BRI H 7R Tt A R AR
B B — VG PRy, BEERAEZ M. HWR T EES AR B MR E R, 12
A REY, SIS 18%~19%, HHh A Tk 7 H & (LE TR T3, deoxyschizandrin),
% (y —schizandrin 5§ schisandrin B). & (schisandrin C). HMTEF (f
kT2, schizandrin). T TEEZ (schisandroB). FLWk & (schisantherin A).
FkFlE 2 (schisantherinB). TilkF W (schisanhenol) " o HEHFINA, Ti
MR EAE ANV, RENEA TSI A B, T HAE S ERERTO L
ZARAN R, CUESEE RO AT =R E . L YU . “Cmioe i 1R
R, D2 R T TR AR B2 R A /N B0 FIR A o 1) i P 22 T AN R T 22 I />,
M RIEFEIRANEIZAE o BRUELASE, TR ¥, Tk B AT k1 IR 550 2 54 5
FEC 14 JEF A0 B 53 05 A B S ORA PR R P A SRR I, BRI I 3% P 2R 5% 28 (alanine
aminotransferase, ALT) ¥&tE. &L R/R, FRTFLRICRBLERZ L. PGk
RE, FERR E EE . HH A R TR TE RRCR E

BT LT, AR 2Bk 2 NG, SR80k s . ERINLEREREAT TR
ANBJRS o ANTAPOR I TR T A AR RE B g, 0 it B AR R e ORI 1
HZ A6, EAHEAERER . TR TAE R O MR DR fe i 2, Higmipl
EE Y. HBTE HEE A7 =R (adenosine triphosphate, ATP) KR
W DR T PR ANV AR RE PR BT R A A TR v AR
IR B AE S R R IR RO T B2 WA S T R S P A
HWRT L%, REUE L RARDU AP R R PRRRERR A S A (0 e Bk L gk 2R A A
7= ATP, B REHNEE B IR AN B BRI E S, TR ORI AR



FIRAAESFING , ILFNIE G TEE AR

2. 1 TBRTX IR L R HIPE A

ERBE: “BNTGHZRT.” BERAG=E GF. A MO ILEZN, PN
i, MU, =FH DI, MR REAERF IR BT -F . AE HAE A
R, 123 B, RYUARREMZETN, S ENM. KN REEN AR,
ThReE A, TEBEEZ . 150 AW At F 20 B o] ARG L4, BEER 2
DAL, EREMN A fik 2 W B8 SR AU BETE T 25 A 80% B/ ek, JHLEE
WAL NAARE 1 2%, (HHAEAEHIE R4 S FEEEN 25%, B mT G 4801 75 22
RRIEEZ K. EIEEAE (RS « i) = “MifE+H—rLs, AMETLRL,
WA, —ZITES, LAE—Z .7 T AR B R U 2 T R A B S AR A ATP. AT,
RINAL VP T EAE & ER %, RBe4ERE 1~2 2081, BT AR LR A S F 7t
Peog .

HI T MVBAE PR R A BERELERR T RINThRE R IE 847, P BUROR — BRIy
55 M RN L« IAREE 7 A ML, 48 &% b oG B0 s 15, 2 B2 3 ik
TGP AN A FE 3 SR R I R OO S o R B R 2, RO S R L . A
BT s B2 R A VR o o 3 LA PR Py, RO R I A A o TR DA AT i o S R
ARG, 5 XA T HOR MR PEARL, BRIy AN DALY, et ot P o 75 44 o R R
AR R AR JE I, RS AR A SN N R S5 AR PN Tr T, AT T —
HREEIR E P R B R o R AN MU R 3R A5 AR E i URO o BB IR R, 1B
THRANIES T8 TR RIOBEEENE . FR PR A KREmER, RIHN:
1. R 48

TRl RERS IN PC12 AR Mt A =R, PRIl /b &R (Glutamate) HIVKJE,
1§ 6-¥23L % % (6-Hydroxydopamine, 6-OHDA) 11| PC12 40 45 BU 7S 20 R A FH 75 3] 22
fifts FFFEA% 6-OHDA X 40 BEAFVE R ICIF2 I . 1% 3K W FR TR HE 6 PCL2 Gl A FRIFEHT,
FNUHIE T fe 510 s IR S AR DI REA k. IeAh, TR T RETE IR B hEE M — %k
R AEHEETHE B EYEALEE (Superoxide dismutase, SOD). 3Bt H Bkt L
M (Glutathione peroxidase, GPX) ETE[FEZEIEW VO, AR/ WHEIRRKIZF 5 K4
] R L TR



2. HEFh. IR

TR T KR IR BEIRY), NMHEAERS AR THER. WR. BELEHY
R E AR E, RERH RN B 2SS IRE, 08 B L2 AN S SR AR Y B
B AN R 1] o {HJE, TLWRT 3R S TR TR 256 /)N B BRI P a) (1) 52 ) 22 TR S A
JE4ERE AP
3. WBFRWERSAIRR

FLRT 1 — L i A7 (e BE N N 22 B B & O e ) 0 R DA E ] . Tk T
Vit BA BRI RR P /N RAAIZRE D ER, BE MRS & X —E A &8 (NOS)
HIRHIE MR e H s ok 3 IR SR B A4 DB 09 8/ BRAICAZ 70, FEAH B BRI 5 &
[X NOS FHTEMZ eI H o XL TR T S IC 12 BE DA RMERERAE A o<, HRMER!
FAEH I LB AFAE T SRS, TSP MERCER AR F I B0 2 AE TR T IR FR L
7/ R

2.2 IBRFXTOILE RFERTER

NEHABCK, OIESUE — DN REIRO T, AER. A AT i mEr ik,
i L RES RIS AN I E 3R il , DS VAR IO/ 2. kT “Ld bk “
M HT07 KRR, ERMFER 1 ER g h 815 DA OBEAE P R E AR . fr
W CLTMAKT, RIRIEE LIRS B ) — — 0, HESIIR T A B AT THKE 2
s AL, AR, ITCRRBE A & TR R MBS 14 2 B AR 125
TR A B AL, (RIS R 2 25 sl R rh e A AR e, gERR AR
IEHGH AR, DARAIEAE Amidsh i IR E AT DL, ORRMsE e 58, e
DR HRA, BTG A, R TREAN TLAEZ A e, R Tt e SR AR O
AfmofER ",

FHERR LR TA, BITAEMIIR N B e AT RAZIR AR, IR e VI AR ——
TR EIRHLEATIBTT o« BT BRI BARA IR o AR ERIAN, O I 59 B 97 R A8
N CIERE”S AR CRPORILRA T AN T5E . (R BRI Bl “CIESRAFA,
AATTT", “ARZ Pz, HABRE”. IR LRI AR, BIGEMERIER . “AHse”
SRR B AT, PIE RIS BT RORRR A . PEXTOIR IFRIE R, FZ25Z,
ARG AR . D7 & ITss . BRI, FRifizei, AR, BERPHRRAE 2



TR ML E A
1T

FE—EOUR, Ak FEOR IR Sk I, Xt AR M S I EA B RAEH, 55
LIS, WA REWTHEER . IR TR AR PR R BE R T RSN SIRE F2
(Prostaglandin F2a, PGF2a ), &ALFA #r'E ER &K (nor-epinephrine, NE) 5]
FEC PR 5 A8 i 2 RS S IO S 4 A AR AR P o R (V047 5 ML/ P S R 30 A 38 I i B 25
OME BRI et ik i . HAE S ORI, MR F AP ECRCK ¥ AL By Dy G
H, %7 HR. IR TR iTROKRFEERIERBSY, X PCF2, 51K B4l R IEs)
fikWsc e 4 i

2. GRAP LI

AL AR T RE T R R O N RALC . BBk Re =AM, R m O U ERE 1,
st DL E FRRIThEE o G IR R T T G O IR RE, DD D IEREREAIRE A, A
T RO UL 4 o 5 o 3 S 5 | AR (O T e 2SR

TR 1y e 8 B B G B AL O DRAE R, SRR A M sh 71 % O NUDUER BRI
W (creatine phosphokinase, CKP). CoJULFLERMEZE M (Lactate dehydrogenase, LDH) .
OABEA B ARG, T E A IER (lactoperoxidase, LPO) .« CMJLERHRIAR ATP 45K Tikr
B BT R, X R RO AT A AL O A (R ER

TR AT 3 O UL B AR R R AR R, Rt o UL o /NSRRI U
/NBIBKE) ATP 5 N R A B8 I il A% oo JUL O L 288 L 1k 9 BE BT R L LR (succinate
dehydrogenase, SDH). % %] §% —6 — & (glucose—6-phosphatase, G-6-Pase) HIiEME.
IR SO A SR R AE AT SR B, TR SRR T O AR T
KM AEREACHT . S O FRRI RS E

2.3 BRTFXI PR RGEHIMER

BNy, I, FIRER. MR, AR RS E BT . A
FIRMREE LRI FROE s s, SORRRSIBI . W R Ih e, A EAR T
WIS XAEAR A B SR RS, TR 78 R RBR AT 1T 5 & $R At
EFF WSS 2SN . R, T EROR FER EB I RE . HE R )



i B oy B B U 1 R L R N RS W N1 £ a7 PO U W | (RN 7 & (e =
CLRAR DA IEIF A RN 28 B PR s Bk S, T TS, @iy LB e
VR AL VT A oh o T il 32 B A FH AR B . TN H AR FHE L SRR H
SR ITEE SRR R I K RS R ATATE: AT I AT P 1 524, AR RN 1)
SEPEL

WAL, B “REATKT L AR BIRT BT BAR NARIKIBARE R AE S
MEWZ 5 T ILRER, H2lHTHEER, e TR rHR . BN, fKiE
UeRpidng . KL, FCERAKAE P B+ EEAER, & ABRIE AT K AR
TERFRy “IEi/KE” Miimk. 25, S5 BkPOy E Rk, IisE ik, B45 i
WA T .. (R Ui “Iis, A2, AR, 7 R A
B2 B EMSFEM, hBOE, WS, IVESRYE T “ONHE R, Daiisc 7,
BRSO, R BT A LA LR R, IR S I
25 BC AT T Ml B U SIS R o TR T R R G A
L. PRI AT

IR F G RIE G AN F ok 7 BRI 5, AR R o s e, B2
REXS LA HE S| S IR A . SeSe g5 SRR, A AN 2 30 2R A il 22 B3 fik 52 [X /R
2RSS HLA, T B AT R PR 45 R
2. AR

kT B 3 RS M S A RS R IR A T RE, K S R e S A
o A M AAIRBIN T IR T, IS SIOM R IR TR . SR R
W, R RRFR T A A PRI AR, C M 0 BRI /)N B T A M
ZWERRR RS 2, AR .

2.4 ARTFX G R G IRI

LR (4 22 W B T S 35 i e L /N M s 5t 0 L ) 7 Wt 7 0 S R R A, (2
R MR S LS BETE B, 3tk R At B4k, B B It Se e s (e Fl . Fovk ot
WREGH AR DNA & A PEdEfE R G nabk 2 REAR B A A B, R IR B S e DI RE . TPk
TEEN eI 50 5 _E AR R R (Adrenal cortical hormone, ACH) fI%ZE IHIME T, Xt
PRSP LRI, FR T R RS TR .



2.5 ARTFXFAERI{EA

e RGPy, PR R GO0 e AR RE 3 IR . 20, HTE S A 2
ZIWIRTT o TR R Z AT SRR R R X HR A AT R R A R 0 o, TR
BECHUNF SRR L 1 60%, IFA BRI . BhAh, FRIER Skt R AL
R R, DR RN R T . S IRE T A S (i
TR RIS Y ) SRR, 552 31 AR R AL L 8 A S . 2 R — ELAE BN
TRk — A BE 2 4 U AR AR 4125

e B ST IR LUt A 720 HEA RO BRI 2. P EE I
A OCORBITRR” BB . CRAR « Ah) Bl “FFRIN”, R AR 2 E, T
RS, IR A S B 50 A T HFSRRIL” [ “PR”, BRI AR A
LIS, AR S R, BRI, A AN, B Ik . i
B, ME P AR AN, Dife b, FFEEHE, A AR TG, R A A
BN, TR BOTAERIE . B A LB S A,
Kol S Ak, M. S BT £ 7T, RN £ A B0 T 6 1E
ARG BN, WS HIh R SR

FERE(E R AE BT a8 e, e SR, B2, HEIRADRE
KR B P ORS 24 0 T 2 25 £ 0 LR 22 o vk T B (3 P A £
MRAEIE R, RAP TN S 2 T, A A DR PR R | 2 R R T % 1T S 4
PG, AR A A0 AR A1 R AT SE R 0 4 — B 28, 367 31 S A0 9005 B AL 2 th 3t
Ko B0, BEEEE Cacetaminophen, — % I HAEIR25) FIFI 25 (menadione,
di 3 OKS, FIT W T ek SO0 MO MR OB D) A B ENE OB SRR BE B K
Cglutathione, GSH) 7KV (g 1 . T Wk - 1 32 15 e P £ £ 60 228 ok P
S5 I HF I GSH K B AR, AT AR B ERE ™ o Bk4h, PHEALER (carbon
tetrachloride, CCL,) J& b3AIHL T /K ops LB HLYS e, o2 o FF i 55 FL 23
LSRR 2 —, JEH SOB M T A b, KR RF 50 BRIk I SR AL I T A B
gy o 4 U ST 5 AR AR

S It TR T AR A A R, BT T 70 A 6 R 1 ) e Bk
PR AP ats, HAE MR AR T .



1. B EPUEAGERYE 1, 3900 40 B soRL i B i Ak

TR T CHFELHE R =R, REU BRI DS ks 5 1 L T 2 R = 8 (ALT)
FIBEIATS Bt E8 (sorbitol dehydrogenase, SDH) AT AN, L Il PR b8 FH B¢
FXUEE (biphenyl dimethylester, DDB) FHBHE™ . Jf FLidid 45 FF I £ bor pAc /e IE
AV SARR G T GSH AR — 38 S5 47, 52 T SRR ot H IKAE )56 (glutathione
reductase, GR) M¥EME. FiWkT £ ZKRROE I DU SULBRAE 1 BT 9 A2 e 1 B 3, AT
BEAR I I A S SRR P 5 o LR T IR A0 A0 A R 7 43 8 L ) LR T R 3R
CF WER. R B BaFRINE 23596 A FRE R i PR DY S B . B S Bk AN 2
R — WA Tk 51 A I I i R e T R, s BT

2. BRI R A A BT 5 R P-450

B AT JE IR TR R TR B0 18 ARk AWk BB 5 4 FH HEAT T
Fo, KON 15 Flot PUSA b 5 r) /N R A B R RERH . ki
Z PPy RE IR 52955 /0N BRI R BRUFF Aok M4 4T i 5,28 P-450 (cytochrome P-450, CYP) Ji
P, 1 NADPH— 40/ 43K C (cytochrome C, Cyt C) LR, ORISR 380, M AHIE
I EEThEE, FERPLIAN A B LR G P EE
3. AR AT 2 B BN R R R A2

FRF AR T (AL, X DGR . 2L 0E e AN L35 R BT 20/ BT 45 445 A Y
AP YER, FERIUIL P2 (B (BCP) Hifk . PUITHAEE B (LSP) A /INEEIR AT B
R ZHETE R 3 PR G F 040, 8 B S B/ BRI O IR A 2B (ALT) AR B
L (AST) FEVE R, SRom S0l B0 AR 4L . BEFE R, LAk AR 2 HnT
G/ BT B DI R G 3% T R, W] REIE I AR R ORI T 4R, R
BT A DY AL B T 4 05 /0 R B T & = B8 T, SRmV VAT AR I &, AR T-HKAE 4k
KA A I AT (A
4. I DUSAER . TERES R

IR AT R R A, R BN/ NAR, KRR, A BN BT AT AR
M (HSE, RIS 0 i 2 i A SR (reactive oxygen metabolites, ROM), #2
m AL ST, BLEZMBRIEINEEE . KEIEH % T 2 R R P
JKF, W1 GSH. SOD GR 7KV, BARFF4 i i o i A6 P Y0 9 — 8% (malonaldehyde, MDA)
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AR, PR EALE /1 #ATE 8 1 (heat shock protein, Hsp)25 A1 70 (%L, &3
BeeAER oL S 1 AR P (ROM) YR B2 (1] 1), A o Pt e ik B, T ARG B4 T (2%
AR, G2 ORI eAh,  FR X DU S B SR P R AR N 3
TE DL b U AR DY SRR I A, b TR R 22 R R 5 40 0 DY S B R B R
J 5 L 2 B AR (], 01 DY S B 5 ROk A IR B AN 285 G, it 0T DU S AL B AT
B RAFI R R
5. FEI PRI 4

TRFFEIT R R B R TE SRR, Har s R 208 A, W HA. &
RLORAL TRUAIRAL. FEIRIR b, IR0 2 fa e 2 R R 2R AF A, BRIt A
FHEFRK . RER CH&EERATIX, 467 40%~60% M N2 1t HBV &4y, 1fi H
[¥) 6096 LA - A8 PRI 98 J 3, T 52 HBV M8 P B e 1 AT A i A 4 s £ ALk s o
PEZ/DIIN 100 £, Db C B AR fa N DRI = ZE R, a5 iRE SR &S
HA, HEFRAFREB A, Bl Dok AR R — RIVIGREAHE RS, B
AR A U R, TP B N 507k Bt — 2D 583 T RIGYT o Im R T
N, FRT N R R AT 2 U A R, SRT R BB IT A RCRIE 16%, 1 AT
fEER . FPRFHAMRIEM, BERTLFREER G, WS A AR i 2 LA i3 52 47
WA B, I RE3E s S A% M % B8 (deoxyribonucleic acid, DNA) & Hi4) Al
Y REER i FREF (ornithine decarboxylase) MIVEPE, FEAEATHEHM . X 7T A w2
TR TR IT I R N AT AE

2.6 TWRTxERERTER

W5 ERRREY], PENNMNOEE . E R, RS, #am
M RESS . RIR. CIZIR . B HGL IRAE. ShESERE. Ik, AMBAGNE,
AREM A . BT iE AE LIURE AR . AT A e TR e LSS
ARG, M 0 i B R AT T, R EEEE TR B 3K S B R AR 2 18] ) 50 &
TR e (R e W) B B, KME, TER.” BVEOKEE, Fk, AR E
SERTR Y AR BB T BT R D RE, IKEE W PSR, IRt X, B, =4
Wt DA S SAKBACE ARG 3 A . Rk, B B RZART “Aam R
AR, HEEBENIhAEL Rt . M RMER D, ENEERER: HsTAE
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MAEKKE 54, RAMGSIRIEERMPIIT: REH TR HE, MIEsH2, GEERE.
FE AN, S5 MRAER, SR RBURE RS

2 DU ) o A 1 T e 2 1 2 B B R TR B R I, ARt 2 R A A ol
TR o 7 NN “ B 2 REAIE 7, PRI T DA R o — D10 JOE R 0 P B8 25 B “ S
SRFNEE ", BTCAE R AT 2 B RS R . FEIRR TG 2 B BRI . B AR,
I W TR B bk . PSS BRI E AR A BIECR . ANE I, MR
XURN Ay FE Al I SERBA A e, DA AR B ML, 7RI R FH 25 75 THZUE IR R 2 5
W CUEPH, FLAFER, RFARE, NIZAHGE, MEERHSESE, BUEAE" . ik 1t
BN AR R
1 ANEERE, WEFAR'E

AIGKEAV IR TR WRIR, Dk 3 35 s hk 7Ok &S, S5iE®
LRI % — R K Pt 5 23 Bh, BB IR 45, EIRATIRATRE M . AN .
2. MHAYEESE

H# MR RRER S 2 EL . /LG, SRR &= Y4t gt
B PR BE SRV TR PO R AL B RS B0, T S S AR = W R Y E R
fERER (gentamicin) R—MEIETRPAR, HTIHITHE 2RI TEM R KRG, TRF
EERHE. RATERE EMRER TSR, KIRAA®RFLE (1~10 mg/kg, 15 K)
BE S AL I 2R A SRR e K B R SR T B ER . BRI, AT R
(schisandrin B, Sch B) ZH7Ef# KE RIGE T B T ZRLAR BT A A AT R D RE 25 14
WEHA S, K Ak 2 gl 5 mid BB H L (GSHD. 4E4E R E (BifR
a -4 EWM, o-tocopherol, a-TOC) [J/KGFFl4h MY B ALK (Mn—superoxide
dismutase, Mn-SOD) HJ¥EE (2 1), W/ D5 B8 S FI4H AR 3R C RO, FH4I 5 s
TSR AR EE M # 64l (nitochondrial permeability transition pore, MPTP)
TR, O 28R AR PSR Ak B 70 R0 AR A 28 0044 45 1 1 5 B vk, 8 1 S LR IR T
(creatinine) MUMJRFRM TR NI, BRI E hELE. RIFERMER .
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3. By L8 AR B R B AE

R BRI 5 Je v U, AR R PR DL IR (R UL IR O, A R
BEMFERE —. AREER, E0E T T REGEHENE IR B e . GSH it
FGUAE A BB A8 B HH i R A A P B R AR AR S AR A, s IR A R
(streptozotocin) BEWE R K BUNE RN, FEBEE HFIES B H kBT AR R T BRI RIER,
U0 GSH. GR. %% Bi-6-EER L 58§ (glucose—6-phosphate dehydrogenase, G6PDH).
B BKERF5F2 B (glutathione S—transferases, GST) I & EE L& IR & Rl (v
—glutamylcysteine synthetase, GCS) M4k, BT TilRk T RESE SN2 HIR M) GSH
PUEE R, L, RECRY R TR HEMEE R B R S 25 5 LR e B .

2.7 IWRTXF BREIVER

BRI (R H A A A — o, £ R AT+ F 8 CE, ERRAE S
BTG R, ERE TR, GRERNRE, 28T SRR 4
EPEYIUE RS E 2R, ARG a AR KRRTT, Wil 2 2oy
BUCNBORIE SO R AF N NARIEE T8 BT2k,  BORADCEARAE AR ET, 48 f
PR MR AR I AR . BOR B U BRI 1) D RE I S AR ELRR R M 21 Bk
(AR BIRAS , (H B R S i 5 RICAEE Y (R MVE =i E B 2 B il e
HAfE R, Hoefep.” W5 Ek. T, Z2BRRATT UM R —. i
TR, MRE R RN R AT B B, BEIR R, . BRI, iR BT
FLHCTANHEME TR d =y, U s A U SO iR, JFRC A PIRIEE. T
DRRE WU, HE (CRELED il LR B, MR, Rl 1k
AR, s . H R B, ORI B AT, BRER . BRUA
7o, MINZIE ESEFERR .7 Brbh, PR LR 7 REE I MR 2508 BPOIR S

T Ve A& T SR 22 B AE B BRI T TR, AMBVA AN AT . (R GETR LD
T “HBHZAE, REINAT PEREBEZEBKOESSSE T, B
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7 REMRR I A RSNGa T %, . R SRS RIH M Bt
Ziy s o R RS DUER T A TR KRR, A5 CR BTSRRI IR I
1, RREBE: AR T, BER, Bz, wIeRAan 7 o Em A A A S kT
A NVG R B 1R T 52T 03 RAROE

TR T8 B R (4 OR A A P AL 40 R
1. RAEF

TR T B AR NE 2R IS HE B R A R B 4B B, I BRAR SR APk 51 3 S AL G
cyclooxygenase, COX-2) fEALHIFIZIRER (prostaglandin) 4, I/ COX-2 £ Bt
M (keratinocytes) FUFRIE"™" . Ak, FIET AR 2 S ELIUY RETRT SR TT B B A=
FIR 9

FLWK T RE ] TeE-HU R AL & W 51 & 1 /1 BBk 3 P R Bk B B (passive
cutaneous anaphylaxia reaction) "o ¥ # K, & FLk 7 H A 57 (Bakumi jiogan)
BE PRI A PR (i te—antigen) AbFL/N RIS ALME B2 4 (atopic dermatitis) ™. Filk
T-IEREE L BELKT RAW 264. 7 M40 2 ) NF-kB. JNK A1 p38 f13& 1, 4k NO ()72 4= il PGE2
IR, FHk/b COX-2 FIif T AU NOS HIFRIE, IEBIH RAMER ™ ™ o FWR-T-REMH] TkB o
(K150, TBE LPS—% S B4R 405 o & Tuvk T 7 (IRt e i) e e
R B A PR M PRI R 4G, G 1T 2% LTBA ZKF

TLWRTE BT R BE )& 83 T I LPS—THAL 3 i) RAW 264. 7 ELRZH il NF-kB 1 MAPK
5T, PHAS INF-a SUREAERM ™. TR LEMIRT N R AGET PR LPS 7
S/ p38. ERK1/2 A1 JNK BEER Ik, BonPLaim " o MFIEF o2 B ) a ~iso—cubebenol
BEBEAIC LPS 75 511 MAPK ¥5PE, AT BELIT LPS 5 SR R AR

2. piEM, WHBEHENRE

FRT L FR BRI I N LR AT - 4E 4N B (human foreskin fibroblasts) H
(1 GSH 7K°F, Fid i 4 BHOG 58 4 SIS ) GSH JK-F T REFIFLER I Al (lactate
dehydrogenase, LDH) [IREH, X FIHCA A HIIER " o B4, AR T &
=, DR THS SR — — R TR R 7 O — FERE PR S A
A, Bz 2R 4 4H B R 1 B (W (elastase) [ VE M 0 JE R 4 B F A B (matrix
metalloproteinase—1, MMP-1)FIZiE "™ .
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FR T LR A TR TN R AR AL K PH IR S 5 B0 40 i GSHL 442 5 E /KPR
SR E R B, R IR S A, AT OR T SRS KRR R R, ek K RH R
SH&E BM EA . IR T SRR TR RIER, =25 KRB T ok 4 o
0 1 3 P-450 (CYP) AR =AD& H B AR B 5 A K. PAEM B HERIA
e B RRL (Pro—oxidant action), MUK I Kk GSH Lk &R, BT —3#
R ] ) 0 A A B A R A

2.8 LRTHITLBRGEH

TR TSR EUC RE A A B i, 9D B R ER L, X 22 J IR 51 BRI B
HAHEMEER . BT, TR AN E & AR (Pepsin) WG TEMETIR T, X4
YU1% (histamine) AUk B W2 (tetragastrin) 51#EH H B> W STHEA MHIMET, E4
EAEER, (carbachol) R 4 f A4 (deoxyglucose) BRI BTE B B AR ™.

HIRF R 7R T RBUK R 200 K RN RS A B I E R . AR
TR T FRIEXT 1145 4L B 5t (pylorus ligated gastric ulcer) MBI A JLAR (aspirin)
POt B A T e, HI 2B R BB R R TR T ORF . CRERI
Y. ZMEER (triterpenoids) FIANEZ= M RE R R B sz a1 S5 4LPE B Bt . =
I R R A I 300V A IR AN TE /K R 51 A ) B RS0 AT B AR E R, sk 12
M4 I ) S B xt J5 25 A B B R AR o

2.9 AWR-TFHIPUEIEH

RANSEI R IR, TR T GBHR BN JRIEAT 1 (Bacillus anthracis) . <53 (7 & BR
(Staphylococcus aureus) . H % % 3K & (Staphylococcus albus) . 1Jj 2 #F
(Typhoid bacillus). ERELINE (Vibrio cholera) Z 47 {HIVERT;  ToWk -1 BIH X 43
Ji #F 1 (Pseudomonas aeruginosa) 4 3% (4 %] &) Bk 18 « 4% [C I % #F 18 (Shigella
flexneri) « #HFEF W A A MBI ER "™, HAEMEETRYS Lk FHHLEER
B(amphotericin B) —#&H ZMIUEWA K. MR GVIBE S 1 40 M ) b 57
(F SR F M [EIBE (ergosterol) ) AR &, MTIAEIA ELBT (¥ IR AU, IFHm A K.
B2 W8 TR (dermatophyte) Xf 10 % [ TUbk FIRBARBUR, IR — PR &I 2, Hil
TR LB 2NN 2 1R, FTCARCRAN & .
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2.10 FARTFRITURIEA

FRT A FA T PR 2 Ae SRR 40 A0\ (1 I 40 R R T, d
N L A0 P P A R AN T P 3, LA P M I8 3R 2k B A A i o 45 21 Bk — 25 1 E
o R T LERIE RS PRI A0 M AE S8 A R R S A7 G 2, IR BRI DNA 45493 400
i ATR 25 (9 B4 (— Rl DNA IEANEE) B35 2, X SLRBE A Sus TR ERITRIT ™ ™ o HAh,
FRT L F S H AT R I E— 1 — R B A XE P-BEEE 3 (P-glycoprotein) F1Z Zijiif 2
IS H-1 (nultidrug resistance-associated protein 1) FHI/E 1L L AR 7
PRI, FUBRFAEVRYT IR, R R BAT 2 2T 24 M e (KR 97 07 T 51 kS T KR 2 1
EEATNGE ™ o Ak, FOR T AR 2 B R R P AR A5 1 i 4
M2, AR ANEAR P-glycoprotein FIHUIE MRS A RO . X 28 FLA Hiifit
2RI IR & (LR T F R AR T 2R 7R 45 M L A7 78 et — —R-F5 B AL AN
TERR-8 Pl Z 256

W AR B IR TLW - 2% (25 mg/kg) Redi i (2 3A A P-IEEE 1, AT 3
TN = A5 5 29K A2 B (Paclitaxel) 9 U IRAEDIRIFI ™" . 500 5 25 245 HLEE AR
[, R-BEDSA AR R A M At 5 S5 A AARAL ™ o E2, TN S48 e A P T
FETRT IR RO R, RIL S-IBO5MALR) gomisin N ((—) - Tilik¥F L& M H AL HR)
SIMBTEERE H O AR, ATERR-T MAFTER RN (TR T 38) , IR FIPis 5E
BE SRS, HEWHA. AN, MBE-12 FBR-13 L BB T — NIk A
(methylenedioxy), WAEEHREPUERE ST FKTHERM (—)-FKkT LR ZEE T Ak
¥ PO e 4 R R B R AR 3%

2. 11 ABRTFIRS AL RER

FIRFH F0k T REFE Bhig 2h AHEH U DY, WINFE AT, fRm L3RI FRFCUER, M
BT AR TR D REE RIS RRGESE o BRILDAAL, FPR T IREUIE BE BRI R I
() 55 I35 R % 208 (transaminase) FYLER B FR I (creatine phosphokinase, CPK)
W, I ILABME . AR, TR RREUIRE N BUR R sl 5 R L, N/
BRI 3™ ™o FBRTIERERS N Hsp25. Hsp70 [RIFRIR, 4k E NG IR 7= A 38 0 5 A
ER™.
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2. 12 IRFRHUEALIR DT KRR R AR R EH

HISCHE R, TR CEBERY O NE. FFIE. WATE IR, A8 528t . FHARd
AR FA ML) 2 B AR 2R A2 X 05 8 - 5| A 10 368 35 Wk S e R R, 38 38 90 7 248 P ) T P4

FEARTTES Y, TR T R W TR, R RESCEAR 5 0 L E
RS o MTLR T 20 B A R 1B PR BE L NO gt A AR s (14 7 2 3k K BRI 3 50
fik, VE PR B BOE ME B R 32 4K (estrogen receptor), JiF 45 B T-HCHIE P R 7 — 4
WHEAHEE (eNOS) TG LM

Tk 7 B O IE Ae R D- & & E L ME ( D-galactosamine ) 1 fl§ £ B
(lipopolysaccharide) & mff)/NRAMEFZH ™, 1M B A0k TS5 e hia s
A RETRITIBE R B ™ o b4, R T R BRI R RUFIE, X PSR 40
B, FHNEIY SRR SR AN RIF

TR T e 4 B ANAE 31 3 — 4 34 (cyclooctadiene ring) b &4 B — 4 %
(methylenedioxy group) fl##3E (hydroxyl group) 75 #& 3 (aromatic ring) H3F 1A fiE
7, RELAFIE AR 7 M 2. Wi AH B AE A (acetylcholinesterase, AChE) [ig#: """, JF
BRI KR I IZ Bk o S MR R, & R S5 A4 I FLR T Ry BE X I S AL
BHFIEA T b, R L RBERYT R BRI B R A& % A B 1-42
T, ERRYE R S8 RAA N T I0E S SRR R B R AR ARG 2 R

1
SrREHTT AN IS B IR EE, PR AN AL, R EREGHAE

2. 13 FBRT I HARZ EAE A

LA 7 R R 23 S FL R R R A0 ) X BT IR IR Sl A I ] e I B 2
i (acyl-CoA—cholesterol acytransferase) HIEPE"™. TibkT ZEEHREUY) M kT
£ 3 e AR = A/ v FEL T PR /0N BRI R SRR 1 o & R T I B 24T 7 (AR O
A ek v R KBS BRI i o e R i B BT LR, TR ER
3 i (dibenzocyclooctadiene) B2 EAFAE— IR EEEE (benzyol group) BG L G A&
(tigloyl group) FIAARZE, wnFilk T HsFRIFLER FES T, AE5C AN XS 4058 1 AT
AEREIR & e, I 2RI KRR .
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H AR SCHRICE LR T B VR T IV RE, RIS R IR P . DRI R I, TR T
BZMAsy, G5 (=) AT LEK. gomisin J. ARTFEFRMAKTHNE, AL
F AR SRR AP, B (=)~ R T £ 5 LRI B R K78 FH 24 S0 (Avandia,
or Rosigitazone) HURHE ",

Tk B AL BE 5] S N B2 AR (endothelium—dependent) I = Sh ki i, EfHE
PAAE N 2 R #i1 (endothelium—independent) J5 xCAA B MG SE B ik B X6 it 4 Wi 4 B 41 4
1 FH 5 H M) B4k 2 9 2 K R 3230k Rho A/Rho BBEEIEA . B & ARMER M Tk
TARBAI LR Tk TR AR T 5, #RERI U8 E 40 (osteoblasts) 1Y HE A
VERRREE (alkaline phosphatase) &ML,

TR T 2R R FZER AR R CYP3A4 (IIHIMER, 5 CYP SR RA 5
W IR ARE IR, AR BT ) FR T A IR B SR AU A IR A 1Y) CYP3A4, HZE
FRIEE AN S = TR A 7 1 CYP3A4. Ak, FWRF 238 K HLIRIE Y RE IS SME AN ) LA 32 14 A0
i E %4k (xenobiotic orphan nuclear receptor M pregnane X receptor), MIM
BT Pk AEE A (warfarin) AR,

FAT R R EB AL Tk T £ R TR T I R A i e GSH JUA LA R ThAE, R
A S N N3 S Tl N B S AT =R A TR N8 T AP NG L7 S e
B 15 - F IR SR (1-0-methyl-fructofuranose, 1-OMFF) fgili#] B16F0
R0 95 A ) v PR 5 3K (Melanin) & BURI SRR (tyrosinase) 3E . 1-OMFF 411
CIE T R AEH &2 5 T /N IR A X % 5% BBl ¥ (microphthalmia—associated
transcription factor) &I Tiff5 5707, MMdEGE MEK/ERK B¢ PI3K/Akt i# %A
K

3. ABRT ZRHIBHT AT EHT T

3.1 XOAE. FFERIE AR
TRATHIF ST R I, Fk T3R5 P ) Ak T 2, R A B b 3 40 M s 1 s
31, R B E AL B R F R AR R S PR TR Y RN R T


http://www.iciba.com/酪氨酸酶/
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T ORAELRAIRPT “ 2R IEENE R (MPT) [RE /4855, MPT 2 — > AE-F 24
FUSRAE S T i AR 1 IR R N TUR T SRR O R 02, B4 T IR S
SR LA o

FEF I SCI0 (LA B, BATE SR IT 1 IR T RS PR — — R T LRl R
PRI 7> TS, LR B I 2R A0S 895 12 3 A A M 308 325 1P 2 R BBURR E ) 72
Wi o SEAREE R, L LER L/ PR T 0 RESE N LML AR IS 495 88 1O 1 MPT UK
117 HLIX 5 LR A A B IR AT B F S AR 0, AR (3K C (Cyt O IR Ko
R LR T 3R R S 36K SR RESR T -Co LA i 3 52 o Lt/ PRV E 53 0, ELAR P BIL R A
PR T EORL AN 5 B UK A IROEE P e Rk

PHARABEM, X R IE R 7P F AR T ZE XL
ML ERAVE IBLA], FATHEL 1 TR T 2RI A AR R R — — () y -k T
AN (=) IR LFX H9c2 Lo ULAHIMI B/ Z R SR M AR TR s2md,  Jfke il 1
A GSH 7K+ A5 55 [0 MPT, LAz Co LA i 2 42 i ri o7 7 1 R AR/ B S 5%
fERAAL. SERAERER, (£) v-HBRTRM (=) -LR T LRBIBERERE R
I AR A/ B A G ERARM T, JFH (=) -k T ZRIRPERENR. H2,
MIRPLE R BB —EME (7.5 umol/L) I, eI IRy 1 A B N EE. tb4h,
LS (=) -FR T LR BB O SR/ 2 E 5 3 I ZERA N Cyt C IR
DA K Bt J5 B 2 DR 4B -3 (caspase-3) HITEPEMIL K £ K ADP &0 K & 16
(poly-ADP-ribose polymerase) ZREMIFLMI, IRANIRTT L5510 T 11E I PLA,
FEiE— B RAT TR 2 FO O LA GR B4 F 0 S i

LB A/ B RIS 2 S R I AR RS R AT, i GSH KPR, LR T &
R BEIR =40 GSH HIZK-F, TR O WUA0 AR ORI AE o H T o/ B i 1 2 1
AT B 175 2 ) MPTP (MPT pore) JF S I PR CoMLA AR AR R FELALAE,  Tuvk T L3R fE
TEIEH A 26 T, B A X 45 85 1 1K) MPT SRR BE I I m e i

SESULE, TR O RIEI G INAA GSH /K- B A £5 B 15 5 1) MPT Uk
B, DRIPSRIGEN KB Lok 0L/ F-FETE ATCoJU LA D SR A/ 2 S8 T 3 A 452 47

Br 7O RS KRS, IR, AT = R T LR ORI A B A T
SRR SEREY], U T R BRI IRARLAR GRS B T 51 B E, RN 4
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B SI0 MPT BUkSE, &7z SRR 5] MR BRI i =G (SDH) Fhvar, 4k
1 ZH M R SZ BT T Y BT SRR E e PR B b A e
i A& PE 2RIk B S B8 E 30 RE 77, BT INgN A GSH AR iR Fid & fk, 2
RESEIG/NRFDHREMIREL ™ ™ 0 AN, FWR T LR IRBEIE I 1 e 4 A T A 4
F2———Hsp 70 MTERKINHI 620 T 5RMAIRIA T . X R SR T
KIACLR TR FAE AN R B2 R, PR T 2 & I3 AR R .

N T RN T T T £ 3R TS R i, FRATTIEEL T AML12 AF4H
ML Tk T Z R SR A — — () vy ~HBRTFREM (—) —HRTF 2R X
S/ F AR IR TR . SEER 5 R TOR, IRIRFE (2. 5~5 umol/L) HUmEiREE (7.5
pmol/L) HIFKT LR Ae S UF M AL ) S BUM AL GSH #Eus, FRIRES TS
[F) MPT #5748, By b SRk Ak, HERRE 2108 5B BRI AT 8, SRR 200t sk 4/
SRR B RS I R AR A B R AL AR ARG, k28 b A 7™ =8 i K 7 5 B At R
SR, kT LR WA RS H IR 91 A A , 1 B Ok T R F e A
B O Bk MR R A& & B GCS) M oH oA T OB W OBE BE W%
(L-buthionine~[S, R]-sulfoximine, BSO) BRABEH ML JEEE (GR) H0HIFIXE LI
fitifik (1, 3-bis(2-chloroethyl)-1-nitrourea, BCNU) J%55. FATHIBFFR Eor, /MR
ELEZRMI%T 4% (1 mmol/kg) #EH, AeifmiEME (diaphorase) HITETE,
BEAR ML ALT BE V. #0175 — 1% (malondialdehyde) &8 AITHE, AITARS I 4
ZEME . BeAh, W R T L RN AML12 R4 A GSH A R FEAE g, i3t
—G UL T R T A SR R P S5 4 i GSH KSR 26

IS LA A A BRI, AT TR CFR ORI E AR AL T 1 S AT (0 44
RSN SBS RS A5 LR 1) P A 55 D 8O A BREE R B0 B B, T 2 18 A AR
BAR MG F K B3R T AR L.

T E XS FLR R ORI R 1 F 5 T, 3RATTR I R 2 3= e B2 e R 2 21 1 i
EAGBE ST, AT BEAR A RS i R B T3, IE AR IR Ar L (R T Y R =
T EMEA (tert-butylhydroperoxide, tBHP) FI#H/N RN SRR F, &
A5 5E T T LRI PT A BE Jy s o = T B i Sk A2 B K i AR R
A, 3 GSH A RUR R RE, IR A D oL Sl (GPXD BVETE, R4
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FT GSH LAY NRESEHA%T 4% (1~2mmol/kg) #EH = KRZJG, E#HEZ
tBHP ST 43 B s B A i IR o Ak, R B GSH KT — /i RS,
i R T LR /N R S AR AR bR R 3 IR 7K

WAL, 5 EHE 2R B R R A R 7 S R A R T L@ . 0 ERTR, AR
IR 51 MPTP R, V2RI TSR AW Cyt €. BMEREH M TSR T (apoptosis
inducing factor, AIF). #ERMNVIEE G (endonuclease G) SR UE 40 i A 2 i 1/
i, GRTTEOE PR AR, A SRR P A At Bk, WD A RS
MPT W] #HI 40 ML T FRATHSER R I, KIARE (1~30 mg/kg, 15 K) HMkT L&
BE LRI M o 2 L/ P RE B 07, AR R B I S iR e Rk A RE /0, DL 4
FRE R S5 1) 5 B VR S DA T T SEBLIN o BT RPN GSH. 4EE R E (/KA
Mn—SOD i Ji5 38 U e a5 B8 - S f AT Cyt C RETS, LA R A 45 1 715 5 MPTP
T o

3.2 IR THITEEEH

A2 IRAEE NAE R 2R S A AT R . BEAE R AT, AR
Bizgan Ay T RFWK. I EDAH, e R, BE ARG 35 B
e 70 L. SUTHRIEEE, RE-NREAE-AEZT, SETERAOREKE
TR T A, g w2 b B 10 2 i A0 L A B SRR 2 Y IR I
e E AN B SR, M H B4 S RITE AR pr . ik, RA
RS T, KEARZZER . AR IR LA F & — R R 7 dr 1 K
(life-span), 5% E T K (heal th-span), BI#EEEENRA G FRE.

BT Lok, dE I REA A EM IR IE, RABBES K, JFRka e, 1m
R BRI SR B R se ks IR Ak . DD SRR, BT O NRIHTIE R K
AN EHZR G 2 DA, AT R IR E IR P22 ME 33 . 5 (i),
(BAR) B8, Z=. DUNIIA LM v B a2 2 DI 256, IniR% . e
T W ol A, ENZHBORBCLE A (AR L) (HUAbT) F1Iy “HE4E”
AR, (HRAREZ) & [ T =R B S — 8 U AL Gt 2 245N
FHIEE, A N B by RER, HP BRGSO IR EKAEAEA Z
g HERERMIERNZ, £ANRERITIESHET, (MAARER) ddE2
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WA BRI S AW, AP SO R RS T AR ™. FEILE
AR IR T “EWT, W ER, wORE, (AL, SR, mB TR PUEZEN
FCEL BT Lok 7 P2 A AR R B A

HIR G ERAPUIEZIB KNP LA L, 1075 BR AT R PUEEE W T [al AR, (B2
EATIH RN 735 7K £ B BT FU0t ) 3 2 LA R AT B2 S IR AT 3
B2 SR EA RN U ESE B AU BRI IR R AU PR N
Vi kiR, TR LR T, B 1956 4 38 [E 24 Harman 32 H (1) B R 2
Yo BRI KA TR TS 7, AIRENEAE, R aliE s
A EBR EREIEIR S, BT KRBV« A0SR 1 5 IR B P45
fi, HfeFRERK. 52N, FATHPA A BT BELE, i
BEREMEAL B 2k S B A TR VE 779, PUEALTIREE IR S B RS SR Br E 2k,
DNA 185 RGTAE FHAMEE A B SR MR . MEMRERIR, H B R 1
e JEXUIE], AR B hEA R AEREE XL, €25 T ET1ET. gl
A, WIRANEERE HEAMUAAERIIEZE, G 5RAMES P lEE R . K,
ARSI T B AR RS R T e RFE AR A Z I P4l i S rh R 2 308
SR I IH 17 RO R e — B

FRERHBOR AT 1AL = E I (R BE FE R T P 2R, SR/ B A 5 o8
36 MR O T AR FFRIE RN T FkF 2 R ikt BRI g R%ET
SIS A NBHE, AU £ 3% TR SR T RE N R 5 I 2R A4 BT S IR AR
BIPEr, M0 H B RGN 51 B LR 25 M R AR RN Th RE I TR AL I AR A3 BT RS
S B, TR MEVEIE R MEVE (Y S 56 BRI A A A R N . Ty HL SR AR PR bR th R
s AR IR T BESR LA S I O DT RAL RE T, SR TR S e T SRR I RE /- 25 b
i, KA TR 7 Z R BE TR A 2 28 B DU RE TR 1k, IIMTRELZREZE, NG
fir, YR ZAEG, SEI TR H .

R RIPTE A AL A
LR “R” ZPFE—— LRtk

VRN A AL, ZRRAARRR T RNUARE R AR, [FIRFEREARA 90% B 2L 4
b o SRR G KL T T BE 58 BEAE (1032 PLAR & Zohi A2 IR I B 2 Rk, RIS 30T 40T
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BE R R, XTRME. OBFEm R IR O R T BRI IR b
B AR, S E R 5P m iR BB TS (programmed cell death), BRFRYH I
- (apoptosis) "o FUAERAT RAURENR, GO ML s A 2R AT PRI 1) B R
WSS 2Rk Thae S8, dkifi = AR S | il 2RE o W L A B iR & AUt
B st m B 2, EReN SRR IER RN, S EERRAT RS, iR
TR KAL), AR AR I T8 E Cyt Co

R ORAERTZAS, TEKLARAN ATP U 23 R BSRIEFIAEE T, T NH
CREES T P R AR RARE, MRS D N Z i A RER LR
BRI R “AhR R RIFESR s 2ok = BE R [, (et ey LB fae /1. KRERBIY).
PSR R BILIR T 1) ANV AFR A R AE T 28T, 2 PN EAPIRZE
WM, B AL RE 52 i 2R A Ty fie N 25 K 1) 58 B, I RR B e 2kORL 4 RE

(ATP-generation capacity, ATP-GC) HJfE

2. AN R

HISCHE N, —5aba R g Refe g Zonn iR 28 “ /37 RIS, 4 sman e fr oL g
B, O T LR AL B B R TR 0 R B R, A SCE ST T
R~ B R i e R PE R D AR R — — TuWR T L /N O BT A
WML RLAR PRI RE 7, DR RIARAE P ATP G BOFER o bR, B4 S8 S
AT IARGE 2 RS AP A SE T, TR IR R R 2 . AR SR G
FEHEIR, BRT LR AR SR AR IR A The S PUAALRE T, X SR 2 N H S B
BIGRYER o IEARRORF o4 RAESE ", RIS REREUELZIE R, KR EAEN T
R CEa, UM RS K LPRAN B B 2R AR T BEAIRAT R I s

LR Z N RLRAA R PR TZW T 1%, B FRHTIN, 40 A A A A
Pt = AN RBL, (HARIR B S R PURAL B A R, 40 SOD fE AL 2 1A o (16 4
BT B d 22 s AL 10 GPX Refi i AL R S GSH s, et AL i
BEAk, GSH AgEA: 3 E feilid 5 AR o ol e B th 225 S il Br B 2k, AT fR 372k
RIARZERI A B RN, B 408 1. (HR RGN 51 S R RAR ST A AL BE T 32 451
AN B INJE T AR B B A, SREE DS T ARARE S ATP IREST. T
LKA GSH 7KPX RAF 2R A S A Jr P S AT AL B S 1 S 2EAE A, DA bk
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CERIGINERLAAR T GSH 7K ) IS bk 1 FLsg in gk i B FR B A, #3702 2R ae /)oK
N B EER] CRRRIBIL” SRERMIRR, UERREORR LI SALRE I 5T BT AL 47
REABHERIVE R SEhas LR, KM %1 L &R BEIRG R 28 51 B 4ok i
SN, REmERIAPUREE )], BERRERIR SRR e T
b, YERFERLAR 1T A AT O TR A8 AT R0 A%

fE B L HAFEAESR, Ak F O RMAEAE M — B 2 T R
A R TR T SR RECCE IR D RE, 7R 52w I DE R i 2 AN B AR R 0 D7 T U N 35
AT S5 A SRR T Uk T R B TR ONE . TR R LA E A
ZHBSERENRES T . ERRERT CRIEI 20U LR 8 m AT, 48
N T HAEHESRR R T RE B b, S T U B IR R AR T X AR R
Fe tRE AMUAF TR BT AE . TAE TR T 2RI LA AR el R rh, (=) TR 2R
PUANRI R B s KR R T 2R KRR o R TR B L2
RLAR PR T B g m, AR SR 7= A H H i, 35058 J5 AR 2 i
Hk (GSHY FI4EER E BKF. e amam e il Sy (GPX) S — il AL AL i
(Mn—SOD [#y3& 1

S —Ji L, TR CERI R IR ST B R (Hsp) IR R 1 1 R R A
HAMR PO A R SR A, BB AR A, AR R A S R R A )
TR R . AR T R 2 R N i LB RS R GE,  RESIRDT S AR 32 B0 e
HOLAIA RN o Sl 7E AL, F BN — Bk DR i 07008, RS T AF
SRR K SRR TR 7 23— BURHIE), R LR T R BEXT It TR s sg n i T F
(IR RL AR T R I 1 0 40 0 B4 RE I S R o KR B ik 2 &R IE BB H i Hsp 25, Hsp 70
FEFR KRS REMEZ KR RIS, RSH ™. BEXEERE, TIRT o
RAEREW O CHMRITTE T MM, RRBBBGRTT IS g I RiEEh E
EATT T R o

BEAt, LRARIB I IR E BRI, SR T, 8 R I A8 AT
LI IRIIE L 1 BB PRI LR T REA R, TR 4R fr 2 4 1) 12 S8 A A7
SEACRETIE RN T ORARE P S BT A BRI 5 17
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3.3 ARTZERHEMWERMHIE

HIRTF 43 BIPTERAAE 8 i 18 2R 44 GSH Péa bk RSeBli). Rk, BT
AT CERRIPUEAAER, AT e w55 GSH e ik R . IATAA%RT L%
FIPTEAIE AP T — MBI HR T 4R S OYP R4 D B | B3, AT
B E RIS — % E G T S, AIMFES GSH B b R N AR 5 [ B
B3 2 B EPUEAER .

MRIE AR B, FATULFFIEATC RN F R TN R, 7 — RFIBRADT T . STk
o B 5 (methy lenedioxy) LA WRERE CYP ARU, & Ub&s MM Tk T LR N
ZAREAE N CYP AL R B, e RM =D g i i 7 0 B R
L, MR RT3 K BRI 25 03K FE RIS BRI R B . U & CYP [ ok i
A AR A AT R AMRES, 10 nmol/L I FE T Z 3k RE R CYP /1S3 (I8 S B 4t iy
IT (NADPHD Ak, BEfEBEE F se st CYP [0 7 & F 28 =M (1-aminobenzotriazole)
FITBELIRT o WAk, A M0t R I KT £ 3% BEAE JFF I ALCo JIEARORE A Hh 7o A Tk T2 3 1
(R, T H, BN B B SR R BT A CYP R A G T PR . IXAIERA T
HRTF L BERE CYP AR H A D B H

R EEBR VR B B R R 20 M Je B A » T A BRI 1 ) P R R A A
ST EREET N 2 2 FIEE A B (mitogen—activated protein kinases, MAPK)
PP A FH R 400 M A AR AN BT T o MAPK 0062 4 0 P9 B B 013 5 98 8, 9E
WA M AR R 0 S5 A [F A S R IR AL, TR SRR RIS, KA
SR A%, AU A K. KRB S RAIA ISR, MAPKs A
=K, a9 AE B H Y B (extracellular signal-regulated
kinases, ERK1/ERK2) « c—Jun ZFE AR 5 (c-Jun NH2-terminal kinase, JNK) Al p38
VR o A SV AE S [F) IRORI AN 7] (4 2H 23 rp s 1) A AR T

BOE MAPK Be XS %%E Bl F NF-E2 MG+ 2 (nuclear factor—erythroid
2-related factor 2, Nrf2) fEAMAZAKF-AIHUEMN ST (Antioxidant response
element, ARE) FREHL T MG (electrophile response element, EpRE) [HiffL.
Nrf2 {5 5501 X H 2 511 Ne£2-ARE {5 5 B ARAEN LA 2 B SRR , 752 2P 1T I
Bl (phase 11 detoxifying enzymes) F¥FtSE AT FIZEIRIE, EBHATUEL . #E
B PRI E LAY EE SRR, X 1] TR SR AHU A E O aFE v - bt
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BIRE M (GCS). BRAILHEH-1 (thioredoxin-1). AW H IKERHFEF (GST). NAD
(P) H: ZKBEAALIEJREF (NAD(P)H:quinone oxidoreductase, NQO1) F14:J& i & I
(metallothionein) 5§ e 1 7 4 f AR JFORES , IKBUAML R I MEEFF M, AR
H HIERSE PR SR . BABEE C (Protein kinase C, PKC).
MAPK A1 fig Bk VLB -3 4% (phosphatidylinositol 3-kinase, PI3K)JZ 5 Nrf2 / ARE
5SS . AT = F B AR T 235 T 1 MAPK/Nr£2/ARE 15 5 7 i %
LEC TR I DL TR R

B, 15umol/L (—) —HIKT LR RN EKBEEGE MAPK, FAEZAAEESS
NI JE IS BIIEEAE, 1T HIC 18 2 o JULAH L A2 20 i ERK VB R I0E A2 FE R LE INK A p38
PR i, [RJE G A MAZ b Nef2 KPR e ' R FLEIER 5 IL T, Nef2 5 Kelch
PEE AP FEAI X E -1 (Kelch-like ECH-associated protein-1,Keapl) #BI,
W E AR, HAT 24 Nef2 5 Keapl fEERBIBCIN A BE 48 Nrf2 05 I E N4 i,
HRAHMUAZ H Ne£2 KPR T (=) —FWRF 2300 Nef2 BB REEE . 76 MAPK #3807 Y
/N S 5 WA O LA A% Ne£2 ZKSP380 T 70%, AT A AAZ o U3 In 1 87%. 215 Fl MAPK
S HE BT R (A ), FRATTR I ERK H I RE 58 AR (—) — Tk &K SR Nrf2
Ak, T p38 I INK SRR P A g N, 2 LA R 44
28 CYP M 5 BRI PR S5, (—) —TiWRT 25T MAPK T Nrf2 [R5 tH
Ko EUWHT (—) ~FLRT LB MAPK Fl Nrf2 B2 28 CYP AR = A b
H3E, RGO AME 5% S,

SRIG, BRI Nrf2 48] % ARE [IN0E, (ERE R N FRIFEs,
IX LA 5 R - IR 1 (AR R AT S B ik 200 AN AT (—) -k F L %K
PS5 GSH Hra it J5 ik S AH G EEI K-, A%E GR. GCS 11 G6PDH. fE MAPK #{ ¥ 16
ANIFRLS, ORI R GSH AW A Bl . Ba, PUEARE R
PRI AR, aoh ar [ A 1 ] 3 3ok 0, L 03

Ak, Gt (=) — Tk ZF AL ER O LA A e X Pk AL/ 52 0 RS X A M A T
P20 0 R AR PR R R i A R . FE BRI R A B RS [ S R ) R, SR
ML, (=) ~HIRT L RALRERIE MAPK [ 5l BERIBEAR ATF MR B, i
) MAPK I Nrf2, (—) -k 5 ZRMRIPIE- M8, BHEE, 2484 ERK HH|
FIE, (=) —TikF CRRYVER 64T % . ERK ST (=) -HIRF LR R E
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IR EENE, (RSN E A — PR o 24 ERK %], kT £ 300 K RO ISk
AL/ FEEEE AR5 A0 /) R DY A B AT R M I ARG FR BT 2k o AN BE, B =1 IEHIE
RAEBMETT T, FRT L300 FFIEZRRLAR GSH /KP4 It — IR e

HUERTAE Tk 7 30 CYP iAGH, AR BCRIB0E ERK/Nr£2 {5 5@ B E H
(¥ E AR, {233E ARE 42 IR B AN BT AL AR08, S di s e H Ik B AL B AR R
GRREMNE I AR R JFOIRAS SRl PRI R M B B fa S, oot & R 1)
RN THRERLRAS . BT -

AR RO S 12O TR T IS TRy — — TR 2 PR E A, #E1T TR
IR WE TR IR T S MR R ERI AR IR T4, gl Z A ke
B/, AERBOVIIRER M FAEANTEN . PUEEirEah . JI s — Rk
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