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ANZ(Panax ginseng C. A. Meyer WEAT MBI NS B ZFEAEELREY), EFEHNBEZEE, £4%
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o ARG B RAESE, 4 AEYEEERS (0 A2 28Rl Rb1F=HENEY)BEL AL
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RELESENSHEDNERS SEHEER, MNSEEBRRSECTHH KT R EHER, FHFRTHF
N ZENLH .
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Abstract

Panaxginseng C. A. Meyer, as a perennial herb of the genus Panax in the family Araliaceae, has attracted
much attention in the field of traditional Chinese medicine (TCM), and has been widely used in the clin-
ical treatment of cerebral ischemic diseases, as it is categorized in traditional Chinese medicine theory
as a “qi tonic” herb. Modern pharmacological studies have confirmed that this medicinal plant and its
active ingredients (such as ginsenosides Rg1, Rb1 and other triterpenoids) exhibit significant neuropro-
tective effects against cerebral ischemic diseases through the mechanisms of anti-oxidative stress, inhi-
bition of apoptosis, attenuation of excitotoxicity, and protection of mitochondria. The aim of this review
is to summarize the phytochemical constituents and pharmacological effects of ginseng, provide ev-
idence for the efficacy of ginseng and its active ingredients in cerebral ischemic diseases, and explore
the underlying mechanisms.
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1. 3]

Jigi 2 Hp A B T AR AR R BN I R . SRR, B DU & AiE T R A
R, F TR A v AT 0 2 it R R R R B35 T, B IZH AL . XA
AN B B A R, S I [ RO AR A TRy, RIS g i PR B B AT
PR R T UTHE R AIE 1] (2] 26 v 32 50 Dy R il A o A o (H R D ik ) A S LR o 4 o K 7
e T B, R PR A R LR 2O 80%, AR AR B BRI R A

i SR AL (CT) B R AAE A i 7 L 2 5 SO AL M RS AN A2 5 T 51 e e 2L Rk A 4 o 4o
LREEWT TR, CLE A G, Ja I AL 43 P A P i L s S0 GO B 0 o i — 2R 9 52 2% R0 3 B A B 2 BB S
TS AR RAER B XA PE IR . A T4 (3], REE RN E AT By
IR, 3t R H R R, R JLP R AT . PHER iR T BAR AT DU 22 fif Bk
RER (HTC IR AT 2505 ok Joe B0 e HEAT ME AR 2238, INTITAVD RV S o BB, @A PR B 76 2 4 55
e Rt A R A R . IR, PR 2 AHAEE R AL AR PERVIREI R T 52 21 4 15 5 i o
TE[4].

AZHNTINEZ EAEEAEMAS TR EREE, 2R EIRATZ A NE 5258, B Ko
R BRKE 2 R HEEAAMARY . JiRk. RN PURAT- S22 RZGEIER[S]. B
EXRNSUTRRN, HAERST CLTHAHME H ot e, KETHFURIAS T UUA Rusd CI ifh, &
BIRIER[6]-[8]. ASCK RGEAZS I EEAEYML 0 B AR, B 45 NS REE LR T
CI Y25 BAERINLE], T RERHESS, IR HAE CLIRYT rf ATEAE R B S R SR T2 7 1)

2. ABHEYLE
NS LT 5 H A A ML B B VIR, WA BLAL S ALBORART 5t CLLI AT 4R2 . %749 i 22
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R 7 NS ORE RIS, X NS O i B 2 AN DR fi il O R EEJEURE . BURIE TR, NS
(0 E B4 2 B BLFE NS R H (Ginsenoside, GS) 0%, RAEEL . M. EHRMZMEEITR. Xk
A NS R 245 280 B ) o A

21. AEEH

ANZBH & —RNUH =R H, AANSTENRBINEERS, HAEANSBRS TS EL8 3%
2 6%, NEANSBH S EA AR, (HX IFA I 55 HAE 25 RS F2 07 TH A E . A2 B 22 B 58 2k
%, NSRETFREENASHELAIEER, #HbmyUseZThes. RIETE T N . BIRPTELE
PE DA K o8 0 B BRI S [9]. NS B H Z B LR & S E 1, AT R E RS 20
PE, X SRR B SR R SRR LA A (0B 45 M Ry 4 i 22 b

IR TG EMGFIE, NS RERISNIELER . SRR B r B — R, ke N
Z B LAVUIS =% N 5 R Al 10], E—P A5 N N2 B2 (Protopanaxadiol, PPD)FIJiE A\ 2 — gAY
(Protopanaxatriol, PPT)% KE2&. PPD i 7: A2 21 G-Ral. Ra2. Ra3. Rbl. Rb2. Rb3. Rc. Rd. Rg3.
Rg5. Rh2. CK. Rsl. Rs2. F2 &{L&4); PPT MBS AZ 21 G-Re. Rf. Rgl. Rg2. Rhl. Rh3. F1
& FHARMAZEERE T LA =21, USSHEIRBRAX, 05 AZ2H G-Rov G-Rol. G-Ro HI
. KW G-Ro M G-Ri %5[11]. BB M ASRE N =K H, HARHE NS A 4E P EE,
J& TR GEATAEY), RVEFES TR — MR AR A S B, MERKRAIANSEE RT2 # RT3. 4514
SPRFREY, XERANSREEMEY) P00 B W2 MR e, Ha 2 7 B H A
FIFHEEAZEETE . Rl C-20 AL BL(S/R)FIFEIEALAL £ (C-3/C-6/C-20) AR, FEL R 2 7L
2SR JJ - E . AL, BRI T — 2RI KM NS H, B4 F3. F5. Rkl. Rk3. CY %[12].

ERERHE R, ASR—BERIRRAZSZH MR . Af, ASIREMNHAZRRA SR T
R R AER R MBRE], O I 2 AR T ik . S8 ORI, A S i B3 LR TR 2R
FHECTARES, RIS AS B H & B L NFE B 2 6. i, NZ%2H G-Rbl. Re.
Rd. Re. Rg FFENM T ASHIHFIZLA i ; 1 AS 21 G-Ra. Rgl. Re. Rbl fl Rf W FEM NS
R, EFFERNE, ASHEPNLEF S 2RISR, ASRLFHASTEEL R
W= X—RUBIE Tz RE, NS P s B8 ORI S B R R R 13]-[15]. 25k
FITiR , 3X £t G 1 A 24 F AR AL vV N $ BN 2 28 B AR R o3 1 B BRI, FH 0T F T 22 S FH Ak,
WAEFA IR . NS RBHEFIEAZLAF Rbl. Rb2. Rb3. Re. Rd. Re. Rgl Al Rf, Bl 24T A
SR AL Ja ORI LA NS B ERYT CL T RITER

22. N\&ZHE

ANk, BN CIANS 5 E12) 80 A Z MY, HE & 5 ASTEK 80%LL 1. X
SEZWE T BN . SR DA R =2k o, FORE B A AR R RN B AT S L b
RO RS ARR[16]. ERXEERRE D, WEHALARNSERNEE, —EFah A ESE
(K1 90% A Lo SERE I iy SRl s 7 OURE AR, LB AESLRE . R ZFRERIRERE . MEL 2N, ZHEF R
AR TR RG], B 20 250 R0 40 & S USTE BRI & -

NS ZHEN 52K T BRI A B S R, AT RS b e 2 B AR YE 2 W[ 17]. R IR 2R
S Eh A AT PR AL R R SRR R, o B AT B LA LR . RIEZRE R VR ZRE, S RKENEL
BERETR . FRAE 2 W (RS — IR IR E 2 0, P RARHERON R 2% RBERT LIARHE B 245 7L
PERERR A LEBI) . 2 A AR AT R DL FURRIE IR 1035 & 1 > USSP b AT 028 Bk =, RUBT 4l
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rNCLUT JURSRAL: 1) T RUSR SRR AR IR &5 A B L) B0 SRR AN~ LR IR, S BON E ,
WS HAMBENEESS Ao 2) I BRI RE R FUMERERR . SRR T B, S A RE R EE, R ERE. oF
FUPERSIR S . 3) BV UPEREIR : £ B e UM IR AL AR, G5B —, BH A S oS B R 2
XA RIT A BT S HER AR\ S 2 0 10 S5 A R S AR AR WIS A B AR IR (18]

2.3. Hittpk s

ANSHERL 91%MAER, HhafBamR. WAk, REAAM. SaMRE 17 MaERKR[19]. F
BEEME, AR FREIERR TR N E S A RE A S BOE AR WA TR, AT B
MEERR. ASHIENEERMEFEE, EIHIEITA TR E T A0 F IR .

NS R 2 B LR 1 0.1% 5 0.5%, £ RMIRT T ASHERIN &S, X2 NS B
FAMERNZ —. HEBEUZERSEFEFEI B MR, HPmsaRama s 65%, 25180
B- NS RRE IS0 ZN o-IRIGRTEIG I BRREIR: A WA & 30%, A6 AN SHEE.
B FIME RS, K d b 20%, FEN C21~C35 HEEREE[20].

HAT SRS & R TR 45 Na. Mg, Al. Ca. Sc. V. Mn. Si. P. S. CI. K. Cu. Zn.
Ge. As. Fe % . ZHIMEITCRIENE RRMAHBK S B S5 EKZMM RN EDERRGIEFRE, LA
MAEKEE. e Rl Rk Dime s BAA EEER21].

Ak, WEFERAE, AFEFEHOR RS 0] iR I AN R A B N Th . Rk, FEE R
R ASI, BLHEEANSHREMPH[12]. B2, NSRS ZREFE, LIS s sy
FREDIME. Kk, SASEATRANFFAFEEZ L, FRES T, ASBHMZHERN LR ENEY
TEVERCAPT CLIR AR E AT SO S BSR40 I I A AL .

3. ASminBmeER S
BT FRER S, ASEE LS T CL SN2 BRI, LN MWZOHLE ISR .
3.1. IMEUNE

X #H 22 R Si(Central Nervous System, CNS) 11 28 JG IR A7 X T 415 Ko Th g i As e A se i 22
REIL, AT RBIET T B SEONM IR, X2 R EZME RGN LR 2. oF
FLARHA[22] [23], P& T EE ML TT RS AL NN 22 SORE SF R s . Horb, AR OE X
R N iE PE% (Reactive Oxygen Species, ROS)FHE P U 7= A2 5P E AL DT 8 R 48 < (M kAT, SEUH H
Xt 4 B R 23 38 R A ) & CT R TR L R i) — N LR .

T i i I - £ £ 35145 (Cerebral Ischemia-Reperfusion Injury, CIRDAJE L T, AR HA TR EZH
Bon, IXnlRe2aldE S8 ROS KIid B FEAE[24]. ROS 4NN {E S &8 R A EEAER, JUHEEMm
EARAEKNERT, 55— RPMERRIRSE VM. b, ROS Gelg B 5 64 230 141
KorFHTAER, M6 2 2R i 8 A 453497

SIS AL KK, NS B Rd @ FiR A IEESUE D T (BB IR A By, A R
ROS /= A MR UL AL, AT RER AP 40 BB A7 7S I (R [25]. #hATSE AESE, A2 24 Rb3 wlid #i
) 45 B R e B P AR SR PR AR A I AR RE B o R4, ISR 3 N2 28 Rb3 RE6% Jak/ i 40 21 i A
SRR, SR BTG RE T (261 SRTT, HAA DI RIVE FALHTS A Rt — 2 W . Chu 58 N A R R WI[27],
ANZEH Rgl Al@E ] CIRI JG miR-144 (35 E, S0E Nef2/ 50 S B oI i, AT b S i fi o
Dong %5 N[BF 7T K I[28], AZ R Rbl #E CL 150 N N4 i SME 5 1 15 Bl s AL ) b ok 44 il 2
PIPUEAAER, AR 247 (E i . Ye S8 NRIBFFER I, FE4s/NWEEZE AR T, AZR2H Rd IR
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RO R TAKIEHIZE[29]. Zhang 2 N RBL, N2 BT Rbl Al MHIIET, T3 I s 4 S8 A0 S SR 98 0
SRR AER LR ER[30]. Wang 58 NI, NS 2 5T 02 K R4 B ) S840 R, o S 4040
HHOWE 2 A AR DG BRETE ME RS N, 3 SR LT A P RE R G T, AT ORS00 S 32 AL B3 [31]. A S 2 HE
REWS AT BUE BRI = H R, R AT AR Bifi. R, ASZiaEditaiia
B (U A AL . 2 B H B A B (g 1, BRI TR RS &, Ao/ 1 pl ) 4 i A AN 41
U EB[32].

Zx LRk, NZAE CIRI H BT AR R FOBEN LR B 1 2 07 T B SR SE, (B Rt — IR
Wt 7 LA B B AR R ISR ARE A, DRI PR S FH B8 (4t B 18 S P B A 3

3.2. FEERMEEMG

B & B (Glutamate, Glu)/& CNS H—Fh R Z M A PEM ARSI . 7E C1RAER, KiE Glu #RE R EI4H
HAMAI B o X — 3 A 2 5 A 20 0 P P 5 8 R P 3 T v DA S A B P I TR 3G N . 45 B8 1-(Cat) i ik
BN SEIE Z M AVERE, RN, B OBERZIRE, sl RN KRB, 5
Y 5 FITHREMIBE IR . AN IBIE R T E 2 5l e dn i B i ik, BPgnfazKph, b0 S8 s
THEERERS o Pt B (1 47 1 ) A 2 51 R AN P IR K R BE, e T S IR IV R RN BE T X — 1
WERRJgDLA5 H1, J& CTR B0 (0 B 22— [33 ] M4 AT BRME RN AN B4 S EU & e i 5 FIBE TS,
WL 5K — RPNV GRS, W98 S SRR AN, BE— B E R 2% . R, Glu 193 B R
K5I RIS TR CL G P i A a.

WREY, AZRBH Rb2 e A R8> B RN FH Ca? AMAHI A ROS A R[34]. Sun A
MRFFE R B, ANZEH Rel nfHfZ 3 0N Ca? AR R — S B M B =4, 2% CIRT
JE WA T BERSEAS [35]. Guo 28 NIESE, AZ i Rdl A Al Agil il BRI AN Y Ca? iR BRI CT i
AR [36]. ZEARHEE NI, &1 NS 21 AT Re 2 5 80/ BRI A 28 S0 1 g 5 PR3 S A0 3 2R /K
EF R IXANEL GG A N Ay BRI R B S A S A AR T R3]

B2, N\SEHFBELP IERERFR. FERMASDF SRR S EMRADABAN ca kg, MR
HDEATHERE RN, B UE B AT CIRT #2454 Y . 2R, FEERME, SEMHASEETRS SEAR
W Glu ALER, MR S st R N . PRk, fERHASRER, TFERESEGfR, DRI K
AN E R ER, [RGB e I RIER -

3.3. MENRAE

M2 4 iE (Neuroinflammation) 2 ¥8 CNS W R AR K FESFE, MRS 2H 2335 4% BB gL i) — Fiod B 4
TP N[38]0 £E CI HIE], MMWAEH . LA P B AT A DA o I DX 3 I A8 P e 60 3 52 Jo R TSI R A o
BT 51 R B RAE SN, ANURT BENN ik 2L AR 5405, S AE H A AL vh R % B AR T [39] . Bl S AE M)
ek, — RV IR NV 2, PRV A SR T REKE 240 . & ROAE R BREE, I8
Al RERE— RN B S, ARG CEE T2 A

AR FERY], NS REERREE RAETT T HA BZE I /. Guan S5 AR, ASRE
H Re Aels W35 o N 22 25 i5 AL B VNG 14 ROWE PRIk, JEm gD /N Rt 48 R B 1 DL A SE A
TR, T RO A 28 SRE A0 03 I ) SAE S BE[40].  EMTAF NRIRT T RE—DIESE, NZRH
Rgl BEMEHNIHIIZ E RS & B R A 2 R 8 A 3 (Nucleotide-Binding Oligomerization Domain-like Re-
ceptor 3, NLRP3) ¢ PEAR IS, T4 NLRP3 KRR &, &35 k> (41 i/t % (Interleukin, 1L)-18
IL-18 HIRETG TR 2R S Bi[41]. thht, BOSCEE NRIRTTER Y], NS = Rgl e RE PR CIRL K

DOI: 10.12677/tcm.2025.147437 2976 HRE 2


https://doi.org/10.12677/tcm.2025.147437

WA

BRMLIE A IL-18 A IL-6 FIZKV, SRARMREIZEREIR, HEMIHIHI0EE 0, R 40HE[42]. Hou 25 A\ HIHF
FAESE, TAEIAS B Rg3 80 Rh2 AMUAE R ZRERAIMAET, B REA R 58 P40 K (a0 1L-
la/B~ TL-6+ IR A FE Al -7 (Tumor Necrosis Factor, TNF)-a F1 5.8 41 g 41k, 55 4 (Monocyte Chemoattractant
Protein, MCP)-1 {1 K& 734431 Lee S5 AR AL HE—DAESE, NS4 Rbl Be W #| TNF-o. 1L-18+
IL-6 X3 mRNA (1K, MR THE JO0E o k¥ B 2R [44] XIRFRSE NI 5T R, N2 21 Rbl
RENS B K SR A 2 DO REBRBPE 2y, I ZH 2R b IL-18 FIPEARB B, JERRIMIE T IL-18 & &
[45], XEANZEH Rbl v RgE R IL-18 FIRIE R MK R R CIRI. A2 2 H Rb3 Hl Rgl
FAZALAE LS, 5865 535 PR L 2P 2 2 IR 7 IL-18.1L-6 F TNF-a [f17KF, 1T 23 CIRI[26],

i b, NSRBI R R RS Sl SO R -, W HIRE OE R, A CLIPL#IG
T HRAE T R ) 1) 2 B0 R TIORT SRR

3.4. HEIAREAT

CIRI 2= FBUBIELL BT o 2 A M Co AR BE . Rk, AT #2840 B0 T RIIR 2 v T7 1 T ) o
JlH. MAEMBET-SZ2MERRAXR, B B MMKER 2 Bel-2)EmAXGEK A AR &
(Cystein-Aspartate Protease, Caspase) £ [ IR il 1 55 [46] [47]. Bel-2 85 [ SGAE W 15 40 B 1 e o5 o0
YER, Frp Bel-2 2R A FEMMHI 40 TS, 1 Bax (Bel-2-associated X) & A MI{E#E 4 fB I T2; Caspase & H
FG M T R T S BT B A, Horb Caspase-3 AL T AN 20 F, FL¥0E 5 vl S B4 i i
oo Xie % NIUESE, NS4 Rgl nl s /kbr: C1OR R Thaetnth . 45/ NEEZEARER,  IF FRAR i i
S a2 R E LS AT Be 5 T AR B B O 2441 3R A K[48]. BARZFEE NIESE, NS
B Rel nliEEfEdE Bel-2 SR MIERIE, #f] Bax A1 Caspase-3 & [ HIFKIEL, M| CIRT 75 F 1K
PR AN AL I8 T AR [49] [50]

b 0L, NS REAF Rgl @i #E A 4% Bel-2/Bax P17 S 3011| Caspase-3 #&1b, I 2 ok 2 i il i 598
TR AR TR T, IR SEHEAG B B R 2 ORGP E

3.5. fRIPERR(E

LR AL A0 RE AU 10 2 EEI T, ORI e 0 e AT 22 e i 4 S A I R s B e B A CT
LR O ELE S B s e AV ThRe RS, BETI SRt AN, LKA ROS I3 ZRIE,
I AR T M T A . PRI, AORIAThRERYIE W 5 kR B A EM[51].

Ni 88 NIESE, A2 24 Rbl Gels Ry 2 T R0 e 32 SR ME B0, dEFr LR R Se B0, Jf i
ATCIARE AT RS AR SCRF[52]. FERAE NIWEFLR (53], NS 217 Rbl REWINHIZRL A0 ), 18
MR EAN R C LG S B BE G, R T TR A, TR MR B CIRI G AL
JS2 (3 = R 5 AR 7K CIRT 1) S P S et 1 P B B R A ) . WIS ISR NI USRI, A S
T Rgl A8 & PRARIGIE LG AR i (0™ R, s thfg. Bhoh, AS 2 Rel LHEREL
Rk %, X CIRI B A &3 RS E[54].

SKIIEYE R Y], NSRBI iR AR AR S 0 5e Bk . 1 5B PR B 1R 55 2 i A IR P LR A
Thfg, o CIRI FIsh RS it 18 i 4L s

3.6. HAth#LHl

PRaEHSE NIWTFLR T, NS0 Rg2 Xf CIRL BA GRIPET, 32 BRI iRE A T AR A /0 A0 I il
REPHZTE SN I BR55]. WDEHERE AR NS 24T Rb1 XF CIRI KB AR 22 R o 40 .l SR A0 B 2
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HABEMEM, JEEXME T BA RERRFIER[S6]. HEWEANIESK, ANSEH Rg2 BAMEMAK
Fib s T R A Ui L A L R AE A 22 OR A AR I [57]. ISR AWIEE R [58], NS EH Rg2 fig
B SEAC AR T BRI 6], IR R MR SR . XRHI NS 2 Re2 B A HUs AR T AT 0 1 afiL M
REMWTT.

4. REERE

ZiEpTg, Cl2—MERINEAMRMRE, WA, ZREARMZRESETEE. ASH
ZIR PSSO, IRz, T AL ORI WSS SRR, A S R R TR ) e S i
ZRHLEDN CLRERIER], XN EAE TR NS PR IR A WHAR2E JORE . Bl A
LU T AR R I LR T RS o IXEEAFIEAE N2 S HE P Ry ONTR T CL R EA 2259 BEAh, A
S R LR R R I PR S SR Y — e BT, B B AR AL ZIRAR Y DL T A ST AR S A T
X HEAWEMRA, BABERIRKE .

R, HATR T ASHE CLIGY T PN AR 2 8. EYe, NSRS RIRZHE, AF™
Mo RR NS AEAL A O IR EAPAE 2 R . FLR, NS I DL AR 58 e W, JLAE CT A i LA
TR RANSE e — B0 BAh, NSRRI IR FER B, i Z KRR I PR 6 04 =2
FEHAE CLIGYT IR -

AR B BRI TN S L IHE RS BRI BRI RS AME, D CT BT S B 2%
BT BRI S, ARKRMHETETT T ARG LR LA TT i — RIRABE LA S A RS2 73 1
YEFIPLER, WIRRILAE CT A B AR IRE Rl R RIBEAIR R S, 38U NS RS PERYE CT
TR RO et = REREANS SHAGM RGN, e CLERAITRCR: RIF AR
S, B AR 252

SE

(11 SR, sl PR A sp ARAT R AT 7T ], P E IR RAR L, 2016, 24(5): 594-599.

]
[2] EWAE, ZEE, g, pEREH 15 FAR LB RRE L[] FTEEZ, 2021, 36(6): 803-807.
[3]  APmelr. S o o R R A R R L I AU Ol (0], A B B A=)k, 2017, 14(4): 189-191.
[4] BT, MEE. PERARITHIER R AL, W R E, 2019, 35(6): 145-147.

(51 EME, BRIE, PhEL 48 NSRS KGR IRT SRt ()], e, RAE. 18K, 2024, 25(3): 250-254.

[6] Jin,M.,Kim, K., Lim, C., Cho, S. and Kim, Y K. (2022) Neuroprotective Effects of Korean White Ginseng and Red Ginseng
in an Ischemic Stroke Mouse Model. Journal of Ginseng Research, 46, 275-282.
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[9] ZkiEl. ASRBHZAEERTIRERD]. HEAGWET, 2017, 12(12): 152-154.

[10] #Ffh. NS =l s Mt 7E[1]. o E AR, 2016, 18(1): 7-15+55.

[11]  mf, BEREE. AR KBRSt R[], hEE 253k, 2021, 27(1): 127-130+137.
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