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Advancement of Apoptosis
LIANG Ri-xin , HAN Dong , HE Xi-rong
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Abstract: Apoptosis is a selectve process of physiological cell detection in embryogenesis and normal tissue turnover

and plays an important role in shaping morphological and functional maturity in a number of systems. Concerning the

mechanisms of apoptosis, intervention of Ca’* ,PKC and NO is emphasized . In field of TCM, the attention is also played to

it, which may be an access to description on mechanisms of Chinese herbal medicine.
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1 @ARATHESMRY

BAE 60 440, AMT3E A 4R 1 2 210 40 M % 35 38 i K41,
EFE—MET AR, XHETFXNBSEHTES — &
BIRFEAR R, B F 8 0B T 6 T 400 O 2 O P 485 9 52
BRI AN REBE RS A5, B R0 R —F 41T
TSR, B, AT 58 % 5 WM IR AH KX 5, 1972 4
Kerr ' 5 8 YCH 3X B B8 12 5 X #r 4 29 40 B 08 T (apoptosis )
BEEDT R RA AN T H RS, WA T SHUAA
LAY A XK F 50T, 2 40 M 78 — 58 A F0 R0 A% 2 4%
BT MEERAY SBRMAEENET, B H5ENITES 4
b IR F L U N
2 HARBATHMERT RIS E T AT
2.1 TEELBh Y 40 R T AR AE
2.1.1 JEAE¥RME HEHEKFL HARFCERELRES
AR, TC AR AE S ; 7E 40 MUK P b 40 T = B K R B, 4H My
RGN AT AT MK E B, B R %
ik EOEME BH AENY K R RARA Y, AR
WM e A Z A E 5 A AT M,
2.1.2 DNA RFH1E
2.1.2.1 DNA FE& #MMA T B A DNA H B 7E DNA H
K ERIBTE B, LXK > 40 M 3F SE B DNA %3 45 5
HuBE AR BEHL R /NEI BE o DNA F BY B T F AR g 0 4 4R
AT BORRE SR ] R s MR g Rk T T

Wt #% H 3 :2001-09-28

.62.

2.1.2.2 FEMBROKKFIC vREAARGREKTRE
B RS A AR 0 Y T R % B2 B DNA J B o 9 Bt
OFUBREEHANEL DNABRRIFFAE, AHBRARIR
BIRTER T, AT R 40 M 8 T i A R4 A Rl B

2.1.2.3 KHBROFRIC/S DNA F BRI ZBAREIH
St B B REXT 8 R A EARIC K DNA ST AR & K B # T8
Vg 0k R 0

2.2 FHREEAR HARAAA—-MIo4BRATKETE
HHEARA K. Hik, A EE A EA A R E R
S A M PH T bR R . B A 7 B AR A B L AT A0 4 L D
B A M R KL R B A B R A A T A R RR B R -2 (sulfated
glucoprotein 2,SGP-2) FiX# N,

3 ARATHESHEERS”

AT AENEBR IR, ESTIR T2 EY. #
RBRARATEERARAERFRE T aRRT
TR, ZENIMESHENE W, © SRS R
MR EWNm B E Mmoo, KEVEHFRHE.E
H—RIARESHERERENMBE L, Ca KA KM (PKC),
NO RMAREAFEX - FSAVHEEEFEM.

3.1 85 ARAWHESC )EHARGSEERRRETH-
TEEHE IS EMARATAEX. IREA, ZHE
WET(INEE Y5 FEHARE, ERREERATHS
HHMAWEE Ca R RS T &, M s B A0 SR A0 M AL TR
Ca’  FFHE, M n] M SR MA TR R4, 8 Ca*" £
AT FAEEEEM. L ca Bk A23187 fEH T BHES
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J, AR E AN Ca® 7K, T U & B W EL 40 B AY A
T 7E MR A B P, Ko F A im0 AT I R T, g R
PAKIPA Ca’ WK EFH R BIMAH, BR Ca B AL T RE
EHRBETHESAE-EXFR. KMELHRIFES HL-60
SHE TR SRS, AN Ca % 47 BAPTA-M fiE FH b
R Z B 1T, A M Ah A ) EGTA A fil BH 73X — 3t
BERHENC RIEIBFLFN. BR,%ETF ca® &M
CEBHMERAOAERRERIRE, ARXFEZH R R
I TL-3 4 BB 8 A0 M S A Ca” RIAMIER T, A
BATRMZEIPH . XTTHER C 75 ML L EPH
MREFEE N H THARBT TR, Hik, /X
G SHMATHER AFTH—EHR.
3.2 PKC HAAMMT-MERY  PKC RE A PMA(Phorbol
12-myristate 13-acetate) f) 3% &, PMA 5l F PKC IBEHF = 2
Bt (DAG) , PKC 1 1 A 3 B2 2 4 F 40 MO Y 3% 5 70 0 1k,
NRBHI T, KRBT R Y PMA % PKC 15 1 7 BEFH 1F 40
BT R A AT E IL2 1 IL-2 ZR A T 4E R ; PMA B]
T E R BEREFRE T L2 FFH THE AR
W T, BE A AR B IL-3 /0 BB B 40 T A % T RO 4 i
BT, Obeid™ 48 i PMA 25 5 4b ¥8 U937 £ I % 40 Jd BE
W TNF AP 2 BERE S AIRRTA T, TR PKC 1 40 4 )
MRS T M & A . PKC A 5% £ 4 400 1) 300 X 08| g 1 5k
BIERE GF109203X RE M 1L-2 4K 81 9 /D B T %k B2 40 A 136
B, FE IL-2 X 40 B U T o, AR T R A PKC
FI BB % %% 1L-3 A1 GM-CSF X %% If 40 A T- 98l . PKC 400
k] Staurosporine il tamoxifen AE{€ 3 & M # 22 B¢ 35 985 40 e 1
T, Staurosporine it 5| #2 Burkitt #k E 9% 40 iR A9 I =, A PKC
3 B £ 30 1 5 AMG(1-0-hex-adecyl-2-methyl-rac-glycerol ) , fif
Bk IL-2 R T BR L3 A IL2 BB A MM T IR B4
CTLL-2 48 a3 T~ & 4 41

Shaposhnikova % fi] PKC 1% ¥ PMA .Ca’* #{& A23187 #I
BUEEREA A GBI ZIE PKC %5/ B B3 40 e 64 73
L;F PKC B30 1-(5-F wE ok B B 25 )-2-F L UR R 2 A A
LR mEEH S R KRR AR AT, PMA KL%
490 1% 480 £9% 1B R Doppa BE T ¥ U937 40 M F 89 PKC, 12 ¥ 40
BT, ik, PKC B9 75 1A 7T A BE - 40 0 04 T, to 7 7T fiE
Rt T,
33 NOMSHAMB T  Albine £¥ R KE WKL
IPN-y/LPS ¥ 1% , 55 9% 48h J5, K ik NOS K4 M, 5 T B/R st
BB R M B A8 , DNA B 9K S8 40 B 3 T 45 4 74 19 DNA
‘hdder” LR . AT —HIE NOK=ENARBATHER
RITLF BB E R, U R ABE S Larg 8 &
NOS 441 7] N- 8L B Bk 7 & XK 4 B (L-N-monomethyl arginine, N-
NMA) ) 5 35 3 00 10 5 Ui A L, 6 B T R B R 1
RERREMHBL T 1%, N TIESE NO %S B 140 i
BRC. ¥ NO HEAEMTAREABEE WM 1h, &K
Bav, AT W22 3 SLBY Y DNA B3,

Isokitajima SFiESE T NO S BB KM A AT, K &

58 2 H5 4% W ( Complete medium) 91, 25 i 98 35 FE B F o« (TNF-a)
AL EE A BE K 40 MU AE 3 K (4 KAt &4 DNA BT, AT 41 i
iNOS 2 3% B .14 hn, Wi A NOS #1117 N-MMA 7] fH 1k 41
P8 T H & AR M ] INOSmRNA ik,
3.4 BAAREASHARHTT
3.4.1 MH MMM T Gabai F BT Ehdich B /KN (EAC) 40
H A B, 15 RO T B9 EAC 40 MR 32 B 451 300 B0 IR 5 i O 0K S B
HSP/m , AR AT RAME S, M —FBREEA (0
HSP70) £ & B9 400 il #7— i £% T ) &) A BEL 5 5 #4410 0 9 3K
4,487~ HSP,, RE 32 W 40 M 8 T RO SR 5L 7 o
3.4.2 fR#MET AMPFRIAAHSPHWER S HTEM
X ; Chant %6 F1) ] 2 B8 ¥ (3 1 %5 (AML) % A I 40 A , 78 25 R
i A AR AE K B T R0 T AL 48 /NEH S, 4 i R B
T4 5 FHT HSP,, 26 6 4 (6 4% %€ 1) MPC(mean peak channel)
2 4715 1 B A IE M 35 (P = 0.009) ; Galea % 43 & BL 1 TNF-a
HIRL 2R T B (CX) AL B Y U937 B 4% 41 M, HSP,, 9 U8 2> 1T U,
BAKET,
4 BXARATCRAEERNHFRY
4.1 WMHARATERE EEHRANMHERATERN
FEA Bel-2,Bel-X, fl Mcl-1,/G BN Bl-2 AR RN, =
SEEFLL Bel-2 WA R AT- B EE ;B2 XEATAT M
FEA 20 AT A AR A« (1) %% 2 40 Mo bk i 3, 4% Bel-2 26
ik R AR A — S 0 40 OBk, 6 % 0 AR i B 5K Bel2 B
3, A 0 % A R 40 B Bk AE AN B Ok 4 T I AR FR B ), R B Bel-2
BOMHERABEAREREERBEFEAEHERK, BX
FRATERMBHE AT AYEEHBRIEN. (2)
Bel-2 # L F B3, A8 Bel-2 HER/DRHEAZEREH
MR KB RA Bel-2 B, HE X MK EERER,
(3) SR P 5 26y o i 40 M0 P9 YR P Bel-2 % (R R 3K 1 b, UE 5¢
Bel-2 HL I T-/E A, 0 EB 4 88 95 7E B 28 (3 R 4 40 M B o Bcl-2
EA=R 308 LW NIEE P23 S QiR
4.2 fRMMEATER RAKATEEA B2 HXER
(Bax,Bel-Xs) \pS3 36 Lc-mye 2 H %, {2 400 % 1=/ Bel-2
HFXZE N A Bax, Bel-Xs BT, Bax EA R A X Bel-2 EH
M T AEM .. BT & B Bel-2/Bax & H 9 B B2 B X
AR TR RS X BREE, AN Bax RREE
BILE MU TR 2 — o Boise FLFE T 5 —Fb Bel-2 M % &
BLED Bel-X BN, ZEHNRBERANNEHROEAR, B
Bel-X, I Bel-X , Bel-Xs 2R H JiEH 81 B 09 42 40 M 98 o1 A
M Bel-2 BHRERE

pS3 MG EEEAEF B R ARA T, EHRA
THEFAEEEEH. HESHARBATHOIE TERE:
(1) BEAR40AE P U5 PE Bel-2 2 (R B MM 20 6e , 2 Bt fb
T pS3 O S B2 BARZEHBHAMK; (2) REAM
P Bax 2 [ Y3k, Bel-2/Bax 2 [ o 41l 2% 8 i 412 4 40 fE 98
S

FL R B W0 c-myc % W2 #F 1M T, c-myc FEFE

. 63 .
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A0 A K R PBR A M R iR E R A TR
YER, HALH A F i — 58,
5 HMAT S50 UL KR

HHRT-RAEZARAE — &G TESTHSIENGER
FEHLE L B —RAESESERM A LN BRET TR,
RANAEZHARYNEATNRESNERFRPREEERA,
MASHEERMEAESAREEVRR, B 192 F,H
ToRIAE AR th LAOK , 40 M 7 T A R L IR 4 R R R R AR
BB T ZMEAKBIR, ENAYIRTRIE TR,
B/ FHF5E T BRIBR &, 58 7780 LB i # 5 % VE A . A
WD S HA R RSB

2%, ATIA A 40 I 55 3 2 B o 44 0 UL 440 O BE T f) e —
FXo R BEER AT FREMASRE, HENEREH, L
JUL 440 ) 43 7 76 0 T, 40 o ol Bk ol UL 4R O BE T Y
EREFALZ— BERBEMIERFERES  ARAT-S25A
KO NUEFE R R B, IR e W KA YT O RIS
Fenl, H G, 04 A TR A0 MR T i O BE R MO R L B
A B R HE RAE
5.1 DULAMAE T HIREE " A, O WURSEA =
FAL (1) BRI R M AWM AT, EEXR
AT AL, HAFRERNEASEMK KNEEER
REBOE  (2) MR B 5 by 7™ B ol ol T8 O T B, B LT A
FE R R0 R, HL A AE R LR AT 4 W L ROB IR R E AT
65 (3) LN MY 7 A8 - Pl 18 Bk i BT B, DL 4 MK B LR B8 L
JRLZT 4 V5 il FOV e S R U AR AR AE . FEDRBET , Sbk B a0 L
M4~ 12 /B B BE SR BE R AR ST R R 2
4 A GIRFC AR I B, 4 22 MU AR & 80E %, B 41
(BB B A PR R AR IE , B8 10 X, RS R il G 1R 4F
o i B,

DU T 2 R EEH A ST AT R SH
HESRFEBAR A TA], 8 T F RS i 2 /MBS &k D e i 1]
H 4.5 /B, 6 /N R WD . TR0 AL 0 TE 4R N AF AE Y
RS, —BRE2~3 /M, ERFHRESEHEXRRXE
MR AP S,

5.2 MM SONAER Y R FRILRO LK,
LL95%N, ~ 5% CO, & A B 8 &A1+, SE/MEK/NK) DNA K
BRFE 12h BRATRE R, Wi 2RO WL4E B BLE 720 RER
e M FRAARMEIRCH B ARM R, #1850 LERH
MM T- BB R AT RE . Cheng % & B K A KO UUESE
B AR SE 20 2R 130 % B FEBE AR iC 8 DNA K 7, Kajstura B9 BF 5%
EHARATEY K ONESLLE A — A B F. #iE
B0 R R 0F 52 A 260 LR SE I 40 MR 3R S840 IR A T 5
SRR AR R, 40 M T AS U w0 UL AR SE 1 AR, T B
2 B0 B 5 49 1 S 00 UL B A R 30 A B SR S FF E R TR
E3

5.3 AMATSEEFRGE Y 1994 4, Gottlieb H K FE
F G A B AR R B R 30 43 B S O 4 /)
B, 0 JUL4R S 52 B0 DNA BT 26 B B 40 Mo A% e 68 S VR 48, A R

. 64 .

o0 R TR0 LB B AR IE 2 — o Fliss I R ALK
St A 10 B A 9 e R Uk B R e E SE T Bk i A i K RO
HWAFHBHATRE. EALZHLONERFRYE
EBEFEM WG HEAEMARMT, BEERGIIEN
4P T & 4 AR T Bk S I 4 OE B A SR SR AL HER
R R R, — RN EEERG AR ULAER
T & A B B[] A A B S T R R BT Ak K A R T
FE3~ 12/, ~2 RIAF I, ZE T RHFFZEEX.
DUHRAT N EAFR#EZEMERREANAEE, EHAL
KM, TR B Fas SET-IWHI 2 E Bel-2 AN SR
TEYMX, ARREE EERHONARKEAZRTR
Bl :Fas 3 A mRNA 50 B 3% 0, 3275 78 - R & E Fas
HMEAXRSELNARAT-PREEEEHEH,
5.4 MMFETSONEMBUERN " B M 1986 4 Muny
SEEKE AR S E K ULER X B S B A Y 5R 0
HHEERGERPERG  XHARERFE MY LR
FEAX)HBE TIEEL, BesmiE, KAERAILEDA +54
W BOE MBI R 0 WLAE R IR TR BE 450 UL SR i B
ENRMRPERCOCIEZERRBD)E X,

Gottlieb A % 7 B KK %0 UL 40 B B A 40 B R B &
B, 5 ot F5E A AT LA R R BT B R 4B ME T, Christophe A
S KRB R D I & B AR B Bk 4 B 45 L 10 43 .20 4330
SYHEREE 180 AP O, RS R K G R R EX
L L 28 BB B 89 DNA“ladder” B 52, T H5E 1 4H (45 3L
Bk S 4y b/ BN S 43 ) B A & B DNA“ladder” B 5. JFfiL K
S AR I 2% B ¢ B Al B I R v, B AT X0 LA R T 4
BHBENAME  HESERERE EMAX, BNEXTE
B 4R 8 L UE S SR ot T O T LA VR A G i B R o R B0 LA
MU T R Fas $ BB FIA, HWE F B E A/ LU oM
MM AT, M EE AL M E RERBIRIT PRER,
FrRE T B M RAT R
6 MMATENELHRFHEL

HA,AMAT-SHXHPERRZEHHXRIRR
A AR 2 R R T R L AR R R R 25 S R AR
TR R N TE K . BB B - P 25 AR R S B Y B-El-
emene BEBE 5 F1 0% 40 M\ S B EA G, B, IF 68 BEL 4 AT 4
MM Go/G, BIHEA S H1, DNA B EL Uk B /R A SR A T4
MUARAE . W ZREBHIEANMA G, B, B HRAT. %
EROUEESHEMARBATMER. NPEER T LRSS
XENR PFERIERIBESREEREA TN FHLR
FERENKEERER, SUREEERTIETI RS MR
PR N AR T RS, NP EEBE KA
MATGENARBEABEIBPH - ITEESESRE. R
M, 40 B T X B B A B B G BB IE R, IR AR R A
Ve PG R AL T H g
7 #XRIE

MEAT R —FEEYEKEAEIRPERBFENE
HAFRERS, EhEREE M —ERAENEHRAR
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