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Abstract

Endoplasmic reticulum stress is a pathological mechanism generated by cells to restore the stable
state of the endoplasmic reticulum and maintain the survival of cells. During this process, multiple
signal pathways will be activated. If the endoplasmic reticulum function is difficult to repair itself
at this time, it will lead to autophagy or apoptosis of cells. The mechanism defense function of
Chinese medicine in the treatment of diseases is irreplaceable. In this paper, the research on en-
doplasmic reticulum stress of Traditional Chinese Medicine (TCM) is reviewed to illustrate the
new target and new approach of TCM in treating diseases, and to provide new research ideas and
directions for the modernization of TCM.
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1. 5|18

PA T A AR A P () — R RBSPE S5 ), B RIS AR B MR AR, BRI Ca¥ kTR,
FHHAEFEAERE, FRERRAS T MR BBOE 40 A W R TS S E s, R YRS S R R AR A
G1]. TR R (endoplasmic reticulum stress, ERS) 2 H T 5k [K 25 5 2504 ol 9 o 6 A2 2L G — Fhoi
MR, EFRERINREH RIS ECRTSEAMENTIENRRERE, BOE 7 2ME S8R RN
DAGERF AT ARAS, B BRI 2] 0T X RO AR A B b 2 AR AE, B 5 8 A RGP BB
FAS,  Jeiln JUAEFRBT AR T B BRE e . TR 254 Jy b 48 RO B T AE V6T B B HOh Ry A AT 24
N, BEAE T BRI SR AR, AR R IR WEFKT WHe s B R 2R, ZRE,
Z A PEIRE s, T R 2R P T NS S R R MR AL S S TRV TAEE I EAL, ALY TIEL
SRR o 25T P9 5T BLIECTT T AR DG AIT AT, DAS D e R v 24 1 ) 2 3 SRR a5 B B T R 5% B R B A it
Bra T B .

2. PR R B RO TR

W PSS, FERHFAEEAMSMEARITS. TR, A5 NS 9K E 5
DEHE RGN BV XA TAE S E NS, NN TR T 4R 28 XA — RAME T .
2.1. ARMM BB =g

BT DX R AR I P 5T I R R A PN BT Y S B A R LR Thie, FEOE ORISR B
J5i 2 8% (unfolded protein response, UPR), P Wizt & 1 17 J W (ER -over-load response, EOR) LA B &l 7
JCAH 45 A 8 M (sterol regulatory element binding proteins, SREBP)iA 45 2% ik s b = F il AORSLBL,  FoN & i
HAWFF 2 52 UPR IX— R NI, Zi@ie X EFEVIE RN | (IRE-1). RNA #E 2 H BEEFE A 5T
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BE(PERK)FIIE e 5k K F 6 (ATF6)IX =M A [F 5 (/1 SIS S8 3] [4]. 2 T FEAB & hE Y
T 78/ R (455 5 I (GRP78/Bip) & P W RLI AR [ 5] 7E AR BT GRP78/Bip 4375 IRE-1+
PERK. ATF6 J&iAa & ARG TE SR &4, SOt , GRP78/Bip 54> 52 i, Rtk 5 T IRE-1. PERK.
ATF6 AHR IS S, T T AT N SO DG HE DR e s B R S5 - Fp AR s sl (6], Wil | ps. 1R
B T, IRE-1 (I4E R4 & XBP1 mRNA, PERK ) R i 5F 72 elF2 (EAZ AV BRI R ), ATF6
PGS B R EE R A K. EOR Mg & T IEMYT S & il i RS BN W fumiid 5, i =4
(I — 25 PR R SR S, EE R TR EALY ROS LA Ca® i 4 i RME, S B NF-«B
MIZRIEKT, AT 51 S4B ) 2 i e 2, [F]I) NF-xB 5 URP B[] IRE-1. PERK. ATF6 —F (42 [A]
AFAEHE AN F IR, & — B JORE BN P9 TR S S 178 20 (7] [8] [91s  PNJTE TE AR IR & il A
IR P A b A EE R R, PR X B IR ] A R B AN A2, R WA SZ 40, AT SREBP,
SEUBNIALTE, R8P AR IE P 5T L. R J5R B ZR AR BT 2 gk P 5 R SR 10] [11]. 24488, A
JoR I SR R AR 2 S BUIR B AR 1 [12], BRIG, P90 PN 25 i 1D AR PR D6 RO Al (1 . 43T AL AT g 2
IRE1/INK 415 #] ERAD (ER-associated protein degradation, PJ& MAH<E AN SEEEEA B
(apoB) 7K F-B&#AR, {e 3t fig i A8 PE ; 5 7] LUIE T GRP78 B #25 SREBP #H H.AE I , GRP78 (4% 1] 7 ¥ SREBP
R 2 IR FL AR 5F 384T RIP (regulated intra-membrane proteolysis, 11 i N & H /K )5 54 S x v, RIP
SCMASHH oAk RAR . Gy B AEAI R R 3 B i R s B A 2 MO R 13]. PR, SREBP i 15 44k
N2 5 (A 5 N SO R N 22, AE B ATIIRE AL BIARIRN, 1B/ E— I,

endoplasmic reticulum
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Figure 1. Signal pathway of UPR reaction
E 1. UPR R EY 5 S @R
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2.2. ARMMHR S 8=

TE P35 AN B AR SZ BEE A0 AN 22T B0 T I 2o 40 F Wi, HL BB X W HEAT 1 () B0 6 ) 1)
W5 ERS I, UPR [ = Fh&2 SRS 538 Bk 2 FH AN A1 77 2R A5 B 168, 534 ERS iE figH PI3K/AKT/mTORC
4% AMPK/TSC/mTORCI &M A M I Ca> /5 (1 F GRS AWE[14] [15]. E MR E4TIR )
FIRPE AR, R ThRERRNG . ZHaiE 2 RN E R AV ECR A, DAAERR A A2,
DA S A A7 R T B i AR 16]

MAERESE, SRZIAIROECT, UPR FIZNAR A S AN Re4ERF MRS S, LS BOS AR 115 5@k .
Iﬁm&&mﬂlﬁmme:%L%?ﬁ%ﬁtm%mm 4> C/EBP [A]J#5 H(C/EBP homologous
protein, CHOP)F1 JNK ({5 5B IE (22t T Bel-2 S HHIFRIL, KRG SMMBMET[17]. AL, AT AR
DX B L 1) 2 e R B 8 Caspase-12 /15 008 B A& PN TR I 2380 A e 1 AR 9 T2 % (A &) 2), Caspase &
FNE B B AR R PR T AR MR T, A A R o B AL (A% O 18], ERS ¥0& Caspase-12
Ja, SRS Caspase-9. Caspase-3 &5, & FHAMMIHT[19].

endoplasmic reticulum ERS

N

\
@

Figure 2. Apoptosis pathway map activated by endoplasmic reticulum stress
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3. RERIE A BRI R A RO AL
3.1. EEAFKEL

A AR A RAT AR A AN ) A BRI REZE AL, SR T BN B 25 5 BMAIZHT T A0,
A KIS RIE R, BT THVARIER A anisah, & & o ) 5 25 AL 20]. BFTER Y
Hh 24 2L R AR IR RV 2 T SR o 22 8 3N S A MRS S AT (2 E A L K S5 2 L R IR S 2T 4 3N
TR, T ILHE B 12 BEATRE R N B, B LU A 5 D) Fr JF B HE e, T HIUR S0,
KT R AEWS W B IR IR A5 KL, ORI R BE AR W S W R A I 0L, BV R R Tk A 2
WIR gz, Sehh, LR R W SRR LA Le b e A SR B e R, PSR R L i MK R
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AR L A AR A A5 B W R 25, HLAR W2 SR AT LI R 1879 A 5T 19X 2 SO A 7540 GRP78 R ZE 45 411 i LA
LA e B

3.2. E54pEE

TRANEREE 22 ] TE T R M AL AS R R BRASERS rh, 20 FH K SR A M B A R4 P9 B Cajal 1853 48 FRLAE S E 72
PG, FARSEANZ SR ZE . KRS ZE RN P Jo XA 48 43 AR A BRI A, R IIAR SRR AT Cajal
V) o5 £ L P ) L W R A A Y, 3B 4001 IRE1-TRAF2-JNK-Beclin i %305 B W, S5 e w4 i+
S PRI P9 5 D S - B R SR I, DLIS BRI B B TR MR R . BRI, KRR ERER R
P 4 IR A TR 25 5 T O DR B A /N R, B AR R AL/ R BE KRR, HBE TR mT LU B 5 A
TER BWR/NMA, G AU Z TS, AEIREE SR R IEE02 M PERK. elF2a. ATF4 IR,
I 7 BEEFREY) Beclin-1. LC3IL M1 ATGS HIFRIA. Nl p62 Fi&, R EME N ged PERK-
elF2a-ATF4 @B (23 T Ui E WA DS B I ERIE, OB PR B s 2SR B OR3P 1E FH (23] BA BN S451
VLI B WA IR AR, AR IR AN . FEE AN o 2 R DU 8 A S5 S T 2R I ) El
] (R W, DA B R A 7 1) H .

33. 2549AT

YHAYE T — PP AT R T YA IRAE T, RS T 2 MME I R DA R T R R 1T A B A T I —F
IR, IR, T2 RENS X E B AR T . BT R B A AL I A s I AR B K SR A 40
T2, RS AR B R A TR MR SR SR AR 2 70 24 /NI, 75T ERS BERY, 2% Rk FE K T AL R
B () GRS, 3R FH AR 2 VR 5 pmol/L 1) I 22 B TRAR 2R 10 h, WB R 43 B A B0 11 22 7% T e i 4100
HIARE RS ERS {55, 1 ERS b5 8 H GRP78 AL FiF AT M5 5 4 Caspase3 FiA & F i,
0] T R e T, I BB R AN A & Annexin V-FITC/PL A&7 £k 7 28 75 W A 38R f
ERS M&TO/AE R B3 by, db—DAEs 7 S DS E TR, R L A I e e 1 P o )
WORI AR B 2 5 R T T2 [24] . A-BEAHER AT LA S ORI 2 MY ERS SRAZHEH BRI T,
SR LA TR RE 4§12 AR R 15 5 1) ERS 342 PERK Ml elF2a MIBERRIL, F#(K NUF CHOP KRk
K, BGE T AR RS S A B E T2[25]

AN, W TR B e b 24 AT DU R AN R T, B NS T v R . BB R e
Js T S e P B SR BR TN BRI, o U S, UM REAR AR 2 TS BRI AR 4 B B T/ BRI B T
BEEWE R 100 mgkg ', FH—K, E5 14 K, ERRGHEEEAREEK 24 h, KIEFFIE A2,
FrEGet, 4T TUNEL AROUA0 WB KRG, & D0 S P o o2 Tt ELIR 1 2340 i 1) PERK
P-PERK. elF2a. P-elF2a. ATF4. CHOP & HWRIAREIL TR, UM B 2= e g i@ i Py st I B2
PERK-elF20 Jf % il ATF4 Fil CHOP [ 3215 kTl 5 0 0B i T2 (2610 [RIRE, % b b 24 1R)38 ME i 4y
. REERRR27], KAEFRNBRR28]. AZ R CK [29] #8040 M i) 98 1A (2 dhAE A

3.4. WHREAHEEL

R EBRE SN RGZ R, P FEAIARATE SR R S MMk, IR A 3 EL S B0
RIS o 075 55 22 38 B 008 B R R AR 8 S Wi hr,  EON T L B30 7 MR, ik, TR 2GR PR IR T A
BRAR[30] [31] [32]0 WFFLRIN33)EE A 10 =i 4 A W8 A BE LT 2 G5 BA S ys /b A RORS 14 M o o
L02 2 ffg Py JIE & B A H O =B &8, DR T I Lo2 4 g i piAR, IF Ha@ik FiEAF Lo2 4He ERS
GRP78. ATF6. IRE1 A& BT 475 N ) SREBP-1¢ Al SREBP-2 (1435 SRR AL AT L02 2L i HE AR

o
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WAL, SCEARPRE AR DT I PE R, 0 B TR A TR £ 2R AR I pAY R D IS xR P4 L P ) IR AR
EI

3.5. &5NEHGEE

TEA RN O RN HAE AT B2 A 5 AR ariE s, AN R E MBS IR, &5 R AR & E
R Z B4, HAIEAEE 2GR AR

S RAF 34 FHTE I 2 B B AP RE R A F R KR, AR5 ThREVKE 1K R A BBB P43 5246
AR SRS, KPP B AR XA RER A — € MR R . )5 BARSEJG BCH B aEtn i hr &, %t
MR, MR )E, F HE. JB R B P ECa B fEol, RIS HhE
IFCH LD, R EHT A0 4 e AR s B & B B8/, HN TUNEL 2 E BEH 2N T oI5 o,
AICAE AT A0 B s b, R WB Al ERS AHSCER (IRIE, 4113 GRP78 RKik /KR T
B, JHTAHOCHI VAR EE 1 CHOP M caspasel2 FIZRIA A2 0 A0, U6 VE S 2k Re A i) 52 4 41 A
1] ERS, MHI4IMIET:, SEEHAGWMMESAmBiniEE . RANEBS HEFEET TWENY b
B FMEITCRAER) ERS, S0t & FhAE L e ill, &I ERS 2 CHOP, GRP78 HIRE N, ZiMa
JUIIE A VS 1 T e HLE TR BRI, R 2R B il i 982> CHOP R GRP78 FR Ik #0153 4 i, sk
ZARMETCIME A IEER . AT, ARRIZEUY A HE AR 5 10 S5 AR 2500 W R RS0 A A 28 /)N BR AT T3
B /Nl R LR PR O, ORAP/INER N IR £, JF FLRT DS R GRP78 F CHOP [y 2[RI 3R 54 &K 1
PRSI, AR B R S A2 51 R BN R AR A AR B [36]. A B BATDUEIE ERS SRR
A S0 i 0L P A SR A3 [ 37

3.6. 250K BER

P IR IS 8 5 9 PR AR L R 7 ORI, ZRRE AR S SRR ARG . S R 2 MY, KETE
FUE MY Z TR B, BRI S 3R 0T DL IR AR (0 0] B 0T RS A0 7= 05 S AP 1 UL
A AR AR IR T 706, % PERK R ICER e, T 2 2% 401 40 P9 (1 DI14/Notch {5 5 BB (0 #0E, &
SRWFERERIXMBCR, RIS RIEL R HIH] ERS A0 ] iU - UL B4 2 - & s e &
RIBEAL[38] WETURIL, R BB PESR BN AL BEAR S 3 (1) AS49 (1) ERS SRR S, 223 JC-10 HI3iak
240 M ARG U 4 L A A P KT BRAIE, WA Y AR BV SRV RE 95 VK 52 1 ERS 51 R F) 2ok (A i Fi
BN B WB 45 FR WIBR B i S T 4L 1Y) ATF3 RIAW R MK, PINKI1 KA BT aE, HIFK
FERRHE s FEVTER ATF3 RO OL T » AR B B A BV PINK AN (A AR 25 B 1 78 F P BUAN B X5
SRTIAEDTER PINK J» B B AR BT ZRL 1A ) 5% S B T vt BE 0 KR B RIS - 327 R B B P S B
PraenyiE I PINK 1R IA K 1 R AR A5 [39].

4. ZIBSRE

LREPTE, V2PN BR B RN 2, AR K B SEEORIRAE, A& Al
M BTN, AT F ARy B B A R A 7 3, R P 8 3o A o ) 2 85 1 45 5 3 B v 7 R A
MR FIAT I T . RIS AR B B 00— R ORI HLA, o2 — PR B AR, s el i T4 A
R AT e TR A MR ECE T, ERAURAER], AT LU 40 i B ML 0 3 EL UL B 4R A E
] DAY BRAG R A B AR AR . BEE Bl BB M EED, BN GO0 245 5 ERS (158 RB#i ik
T T HENRANBIWETT, 2R RENSIE T 2536 TR L 20 1 IR IO LI SE @ M I e AR BRATTIR AT, rp
BT ARG TR BB ARNE, v R FL AR R SRAE TR ATRE . BT RO
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