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Abstract

Apoptosis after Intracerebral hemorrhage (ICH) is the main pathway of delayed cell death in dam-
aged brain tissues, which is controlled by apoptosis genes, and mainly exists in the larger ischemic-
edematous zone around the hematoma. Acupuncture is a centuries-old traditional Chinese medi-
cine therapy, and in recent years, as an adjunctive treatment for ICH, its protective mechanism has
gradually become a research hotspot. In this paper, we take the research progress on the mecha-
nism of inhibition of apoptosis after ICH by acupuncture as an entry point, by combing the domestic
and foreign studies on the mechanism of apoptosis after ICH and the effect of acupuncture interven-
tion in the past 20 years. It was found that acupuncture has an intervention effect on regulating
apoptosis signaling pathway, regulating dual pathway targeting apoptosis key factors, regulating
the balance between autophagy and apoptosis, regulating the proliferation and differentiation of
neural stem cells, inhibiting the oxidative stress pathway, and mediating the expression of PAR-1
protein, which can provide references to the research of related mechanisms.
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1. 5l

ICH 2t 2tk B R ARG )M A i, BA mETI3 . RIS R IE B, A2 ™ B R S i
BIT AT TBR, (5 ITE S AR 10%~15% [1]. ICH JG I« A . A5 A R0 A7 28 hr % 5 e 25 341 g
N5 T MEAME TSR, T SRR T ICH J5 #h4 Dh g B ) B R K 2 —[2]. R
AR ICH JE 85 IPH AR, R ICH PRy IX, WEILMATEE, 35802 H s &R =0t 5
H 3] HREEFYONFREIFAE,  BARIRRRALS AR, (R B H 2 AR B, SRR AL
Z e BRI EA R SIgE . ERRE NI, BRI E T BIER D, RR2e A 2o R
AN ICH HIRERIRITH o ARSCEE AT W8 T & RIF0H) ICH J5 40 B T 1% 7ML K AR 723tk
. BINAIRIETAE S GIMPET . AMSIET. AT, SN, PAR-1 & (%57 HidkT
PARZRIR
2. $tHRBIEEMRAT(ESEEg
2.1. Caspase 2Rk &2 BI

T AT TR 7 1 1R 2F ot =R 25 1 /K it i (Cysteinyl Aspartate Specific Proteinase, Caspase) /14 Hl i T~
FHZ 540 T 451N 842, Caspase-3 Al Caspase-9 & H Caspase /T NAIEIE T IR BN CHEET 2
Fhl. H Caspase & AZEN S HIAMFE T-HLH] S ICH J& bk D RERRAS % DA 5C, ICH SR kiiATh
REFRASET, 403 ¢ (Cytochrome ¢, Cyt-c) WERRIARRE I, 15 55K Caspase-9 ATAZME, DRI~ AE G401
Caspase-9, V&I Caspase-9 ¥ — P A{l Caspase-3 HifAZLAE, 7 A iEILH) Caspase-3, 1EHHLH] Caspase-3 4k
SEHOE L T EY), SAEZRANMRATIT[4]-[8]. SEMEOBEE RIS, WXTGGIT I, Mg

ik
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4 Caspase-3. Caspase-9 &5 [RIAHMN, KIVEFHIIEE [F{K ICH f5 Caspase-3. Caspase-9 £ KA /KT,
0] 7t Caspase KM/ FIFH A MM TR A, 5Pt ICH G4k R YEMH 0, IR T IhRE

2.2. JE Caspase ZREk K M

W15 3K 7 (Apoptosis Inducing Factor, AIF) & —FIfEL LA N N ST HEEE N, HEASAR
A G E A A T AR R 4ERF R AARTE 1, PRUEARAR AR 1 AL I B R 1. EAMKH T Caspase 1%
12, TR — 2N A, B AE IS RS AR T[10]: A SRS, MR R b4k
KPR 725 25 A BRI , ATF 2258 E B /KR SO AT ATF, Bl S RECEI T, SR8 5 R ik N Al A%
L IR E I R RN DNA Wi, Mim5| SAfET. fEsEEdstla . thE0a
J7E, WENAH A TBcRE . AIF SR RIATE AL, RKIVEHRIAT DUA 28 ATF SR RiL, R/ ICH
JEAMRE TR R A, ETRRAIS ICH J& 4k & P44 o

3. $HRRE B RS EV AT <R E T
3.1. p38MAPK {5 SiE 5%

22 TR R A (Mitogen Activated Protein Kinases, MAPKSs) & il N £ AME S A& 13 K32 s AN FL A
%, P38 /& MAPKs KJEH HE — . p38MAPK {5 5l 46 p38. JNK. ERK1/2 KFHWA[12], H
Hp38 RER AR . RGER 1 BIBURBIEGE, WS SR T, A KA AR B R 13],
WIS 5 1 p38 W LABSRRIL (R I 1228 1 Bax, {REFANMIET:; i (edt IL-6. TL-8 25 5K 1 R,
RPEAIMR FREOR 2, TEALH p38 B, YR TR, AN H 2 At R E [ 14]. FLEESE[15]
AR E 2. IS WAL p38MAPK A S & MR T 5, KBERI A 1 p38MAPK & 1
Fik, MHRSHEANSRMMETIRE, NIEE ICH J& 4k R M i1 .

3.2. PBK/AKT &8

W AR IR LY 3 Y/ & 4 B (Phosphoinositide 3-Kinase/Protein Kinase B, PI3K/AKT){5 Sl i) 72
FEAET EMMAdt, RBEZAGES MR N SN EZERA[16]. AKT /& PIBK/AKT 415 5%
NI E B ST, AKT FIBERRIL BT 5 B PI3K (3% 1k, BEFRILA AKT (p-AKT)Z 505541
VAT A 2 B E T R, R BB IR AL 2 PP SR IR 7, @ R I L S (R, AT DA A
ToRER RIS RN SR P TR R RIA, (e BEAN /7% . RS p-AKT tHEEMY caspase 1% Ak A fi
FRAGITE, H0i caspase FEUIAHMIA TS, W LAUEH RE BB caspase-9. caspase-3 [V PE M PHIEJH T2
PRI LA 17]0 L5255 [ 18136 T PIBK/AKT 15 5 @B AT M F & I /IAITfE, ML X 410
AT #E . PI3K M p-AKT FHPE4EMIZRATE O, RILEHHITT LR & PIBK F p-AKT KiE/KF-, ks phes
Y TR
3.3. Shh/Ptch1/Glil {5 SiEEE

Shh {55 HEE S5 A M T YIAH DG . Shh {5 5@ B 1 % 01 645 Shh {55 k. BEEF Ptchl. Smo FITF
e T Glil [19]. 723 Shh EEZHMIEHL T, Ptehl MBI fELFE A I HEFR Smo & F kM|
Shh i@ #%. EWGEIRA T, Shh 5 Ptehl 454, fi#lk 1 Ptchl XF Smo MUHMHI IS Shh @ B 1) R iEsEFR
Glil. Glil ¥R 4IMk%, BoEFsE, PP TE AW Bel-2)RZ T $(20] [21]. 5K ZESE[22]H@
e 4 ESGEYT IR, ST AR . Smo M Glil AR, KIVEHNEET S Shh i@
P2 ICH J5 Smo. Glil B EHFRIA/KF, kM SCHLm & 4 T
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4. $REH RS AT
4.1. BNIP3 5 Bax/Bcl-2 2% &

FE W 24 Y [ AT 2 L e 7 I e Ao B i ke X 4 M 4 PRI A, TP i | Wiz 30 1 B R AR PR i 1)
RSP TR AT HLEI B 8 SONERRAR F W, LSRR T BT, AERFLRRIATRES . ICH 530S B, Bel-2/
%92 E1B A HAE & A 3 (Bcl-2/Adenovirus EIB 19kDa Interacting Protein 3, BNIP3) 2 2k i [ i 5
EA, alfEsEgRiR B RE, %] ICH f5 40 ARYHT[23]. i BNIP3L 5 Beclinl /£ ICH J& B W £ 1)
O AR, BNIP3L 5E AR A 4Rk, Beclinl IR HWGAGE, —FHFEDWN, ALK E
Wik R, PhERAE M o, AR T T 2 [ 24] . FIRE ICH KA G, ST 8 Bel-2 AIfE
FTER A Bax SE{ELRRARET B GS, Bax/Bel-2 AR [ 2 18] i L) 56 R e e B 4 BRIR T2 96 R [25]
Rui-Qiao Guan F5[26[IE £l 2. MEURIT/E, MELRLA B WRTEASFZRE . T4 e A K
EERE, KIEHRIAN _E BNIP3 SR smZkifA HWR, 07 Ei Bel-2 DA FRIRRLRAYT Bax FKiE/KF
RAMFBN ML T o 1Z LI — DR SE T 2Rk A B Wt ICH J& 40 MR T i 8 2244

4.2. PINK1 5 Beclinl B &

AP 1 (Pten Induced Putative Kinase 1, PINK 1)/ H B 755N V2 B —FheRbiik B W 2K R H .
HERARSZ N, PINK1 fEZERiiASME FAR SR, #EMi4H35% Parkin, Parkin {305 5l 72 & AR 2kL
RIEIE A, (EIEILY AR FZMBEM27]. F&ZE 1 (Recombinant Beclin 1, Beclinl)/2& H W 4% 05
KT, HEHEACRE S AR HERE, JFHIEZ 5 Parkin [MZRARIMNER) AL, (EdF T Zkifk 5
(IR FE. 1M NIX/BINP3L fE IEH IR N HBIE R 2 RILRAR LR 4E R AR A F E A AR, H1E
BECIRE T, NIX/BINP3L iR SZ 4 Lok, Mo SEUIRAS[28]. Peng Liu SF[29 B £ HI H 2
MiE7RIT 5, W% Beclinl. PINKI1. Parkin, NIX FIfiE gl i fe s, RBEFRI$E S T Beclinl .
PINK1. Parkin. NIX & 315 KPR 72y 40 M AR O 2 R, 28 BBl e i 14 s Zops 4k 13 ke o7 1B 4
WK . FRIESE T Sobi A H ot ICH J& 4t A )8 T i 3 221

5. SHRIAT WA TARIEES 551t

HEAWNestin)fEATIRME KRG KB S REH S o TARKREY, TS50% FFTFaRm 2
WAk, AN T AN B Bl 22 B TR A 2R [30]. S 7RI 72 ICH JE & o an 6 118 5 1 gt
B, HrAp K F(NGF) Wi PR £ 8 75 87 (BDNF) 5 40 f 5 14 4 48 '8 77 Rl -F-(GDNF) BA K
B AT AE AN B A K R 7 (bFGF) 2 S & Jufiis . s B K. KE ML, Itk 2 %t. Dan Li 4§
BlpEE R E 2. MERIT R, WEMLEFRH T Nestin BHYELNILRE S 2 LR 406 FE R, A
BB ICH JG#£ 7 77K ¥ NGF. BDNF. GDNF Al bFGF f)#i%, &0 LA i Nestin H)3ik,
BEMT Y 5R &Mp 2 CA  AEC, (RIESZ A e 4B &, P& oA s T R 2R .

Notchl 15 Sl N RIS TR FER R, S5 LFra 20w 4
H5E. SR TS, BARSKUE, Notchl {55 8 BE@ i #1928 40 A 2 A R 45 1 BB T S M i 22 T 2
HANPR R TR A0 A2 . Hesl #& Notchl {5 Sl NI — /N OCHELR, (E4ERF ST AR MRS T
HEEEM, Wi, %A Hesl EEEM T, Notch Ty #hL e4u M /346[32]. Wei Zou ZE[33]58@d
Bfila s MEIRI7S, WS Notchl Ml Hesl SR FFIL, RIVEFHI AT el 4123 Notchl H1 Hesl &
FIff1#1L, K Notch-Hes1 15 516 T B & T4 455 5 T S A AR HMOIRES RS, 2 T & T4
M N2 e A BRI R 22 I TR A I S, (RS2 s e i 5, > T o a I T L.
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6. HDHISE I N R E

VUBUE BRI 1 (Silent Mating Type Information Regulation 2 Homolog 1, SIRT1)/& —F& FE M1
SR I ST, 38 I R0 e 28 B AN SR TR T I LB R R AR [34] o [T SRR RS S
[Al-¥ 1 (Forkhead Box Protein o1, FOXO1)/& SIRT1 ] FliEdtbrz —, FOXO1 fEHUEAMAS Tl s 7 ft
BT, 1R BIEALSIEORE R, FOXOL1 # SIRTI it Z B 3Fi0d%, FOXO1 HIEAK P& EE T,
HEAEZ S, % SHELEE(EIE SOD. CAT Fl GSH-Px)IZE K RFEFUEALIER ;RIS 3E 40
) FOXO1 B30 iE M s n Ry i TR R IE, 1R NRIET[35]. San-San Dong Z5[36]3H i 4141 F
2. hESURIT S, WEIEEF(EFE SOD. CAT Al GSH-PX)IFIE. FEALIG > ¥(in MDA F1 8-
OHAG) 1R J - W iy i M 45 A A2 B2, AR T3 v 5 SIRT1/FOXO1 5 53l % , #¥iE SIRT1, {23 FOXO1
LAY, ATk U SO 1 SR 1 e 2 A B

7. $tRITF PAR-1 BARIE

A BHEGE 224K 1 (Protease-Activated Receptors-1, PAR-1) & —F 2 ik 5244, FERH I hRIET 72 [37].
W R IA[38], PAR-1 M AT 5 3 B 2 PPt A s 1, FAAR B e T AR BRIl 77 gt o Bl P ) o A 3
RET, PAR-1 BAK RIS, 4eFFfass. ICH f5, MR AERE A2 b = A K gt e, K1) 2 gk I K
i PAR-1 NI 51E—F 2 B T M gi i T ZRIEERE AR a2 KGRI A, M
KMNAHLIN PAR-1 Rk FT- MM E 7023, KILEHRIADH] PAR-1 SHEMRIE, FRK 7 B AR pHs
ML FEEAE R, ANITRAR ph 2 40 i T

8. BE R AT REHLH
8.1. i TNF-o {5518

IR R BEIA F o (Tumor Necrosis Factor-Alpha, TNF-a)/E N —AMZ 0 KIS SRR AL, HAEWZB08 (1R 4
PRIAT: ARAETE . AT AU B ) 2 d ik b 20 R4 AR 5 DA A 5l B 5 4 R ok SEELEY, 40 TNF-a
Ja 3] Caspase 25 [ B B0 AMIEYETE T 1T p38MAPK 15 5, HOKRIE(S 5 WEm A AAF
{55 p38MAPK, FEHTIHT:, (EdEANMuIgsENIAAE. 5 Shh WEEAZ SOME, A E . BEMLELL TNF-o
AR RAR T8 4%, W1 BNIP3 &5 Bax/Bel-2 P8 5C 5, 10 52 M 2R 4 i Fe AN 40 5 3a 525 P R TEOR B
PATRTE 5555 . I TNF-o 76635 ICH J5 20 R M FIAHML I T #2 . B5E TNF-a fE 918 % F 1,
AI5F IL-18 ME— PR, N JORE RV, FEUN T ; TNF-a 1] LU IS 305 Caspase-8. Caspase-1+
%A F-xB (Nuclear Factor-xB, NF-«B)f1#5f lgfiFsF, . Caspase-8. Caspase-1 1E AT T-E A A5 S0
SO T, NIRRT R T NF-«B 1%L, NF-xB X r] LU TNF-a (R38R EE 5, AT /2 1 6 i i
PRI T30 B B R B A [40] 0 T WRWIEE[4117E 4T M5 ICH KB TNF-a 5200 1) S250H, @k 5 H 2
KFHIEIT fa » MEENNLH LY TNF-a KI5 LERE AR EL, K IVE FI P42 TNF-o /-3 1 5% R M SOV e A2,
A% I e i) BT 240 B ) 28 P SR, St 4 i 0 T B R kD> o R HEDI BT S0 ICH DK B TNF-o 5200 (R B B
T 5% TNF-a SR RAE S BAT K, AT AES TNF-o /- A HLJE T4 5%,

8.2. BIEFTZ (B

Fas (XX Apo-1/CD95/TNFRSF6) & fir AR M IS T2 4k, Hilid 5 H A FasL 454, & Caspase
F5@M, HRAMPT IR, 2 ICH 5, MR M EER, M2 Fas. & H FasL £
KGN, EESBOE Caspase 0K, Hlid tBid 5% 1 B 45 2RI A4 T2 B8 (W0 )2 Bax/Bcl-2 A1 BNIP3),
UL, el T8 p38MAPK I RESE SR Fas {55 158 K KL A45 5 @ B (PIBK/AKT, Shh)lidEid 1]
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JHTR 7 T Fas Rk 77 5P Fas MITER o B /20044 H W (PINK 1/Beclin 1) | #7835 52 4% 1) #f €1,
F BRI IE R AR AR R AR M, (W REAE R S5 1 N S5 TR R AR SRS O . Al Fas/ FasL {5
SE B R A BET AR T B [42] 0 SR EE[A31FEET I Y Fas/FasL {5 5 8 i o B afn o4 28 o 5 oK
ARG 928 b, R IUETRIBEAK 7383 Fas/FasL {5 5B K/ $ M Fas. FasL & [A/KF, 04
FIPHT: . MAZEBE44]7E KR ICH J5 Fas RIASHEHMM T X RIS, RIHERIERE T
ICH J& Fas FIRIATREAMIA T, HARE LEMRIEM . SMOEEH @ DL B S HE I o] R 2 5 T
Fas/FasL 15 5 1@ M40 ICH JG 4.

AN S EHRNAYT ICH 4 MR yE T ML S S 1 — kg, —J7 I e Bt 74T 1A 2%
P, B AR T IUE R 2R m . SR, EREEEIE T S . R OOE R
JHT O T A AW ST TP A T S ok M S SIEE RS . /S PAR-]
HARIEESE, v W ICH S48 U2 [0 M A7 AR, = 2 [ 2 AH H 5 B DI R 1. BRitk 2 4h,
EFATT ICH JE 4 ARyE T 2 AL 2 (B A AZ e, AR ECE. hRA1ER, EFAMSE— MR
PRI 2S, AL B RGBSR R TGRSR 2, R R PR T, e i e ) S RO K A
PRPETIE B (p38MAPK, Caspase)- F2 & £ RIAR (% Bax/Bel-2/BNIP3) AZHEA-A 1 EH W (4% PINK 1/Beclinl)
DA Wy [F) 0 Shhod R, JERGEKRIPUR TS . ElVaYT ICH Ja 4 T rE IR SE B iz B A, BE
Ml TAE G R RIS, SR T IS . BET, EHREAMEERT R E A, A T B DR
EEAI N F AR A2 I6 77 ICH 5 4B M8 T BARL], DL FEINLHZ R E B R . ARRIE T 25 £ 1t
FEEN P B TR R, HEB PR 45 SR HETR T .
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