Advances in Clinical Medicine Ifi/REE23E/R, 2026, 16(2), 2742-2755 Hans XM
Published Online February 2026 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.162686

M ERA PR LR (R ThRERERFIETT
/R %% B AR R R

BEA2, LEE2, FEE2, 1 AL

UREH BR 2 R AE S MR EEBE R B Ry, R
PREE R LR AR T e R, R

ks . 20264F1H12H; FHBE®: 20264F2H6H; KA HM: 2026424 13H

R

B /R 24 HEER A (AD) R — A R IBATYEBOR, FUWENLH] 5 LR A ThRE RS FUIMSC. PEEIRIAN 8§
BTER” S8 “HIEAL” , SADKIANNTIRERREREG. ANRGERT “B - Lok - I~ Hi
WAREWZER, RUBERE. B, BH. BRI S5LRADNATENE. REEH. RERBTITR
WINREART N E—P4ER T AN B RP A (AR I, FARE. ERTE)ELSE S, B
BRI MHEARE. RS PE. RESBSEV SRS, SELRGETRE, HimT
WADREHRKIBT AHR, AT FESAIRTADRE T H KRR 5 R I .

X 5in

B /RIRUEERA, Eohiik, SORLATHRERERS, F45, MBI

Research Progress on the Treatment of
Alzheimer’s Disease by Regulating
Mitochondrial Dysfunction with Traditional
Chinese Medicine Based on Kidney Theory

Taotao Xuel2, Hongliang Shilz2, Yijun Yin12, Shuang Liul*

IAcupuncture Center for Cerebral Diseases, The Second Affiliated Hospital of Tianjin University of Traditional
Chinese Medicine, Tianjin
2Graduate School of Tianjin University of Traditional Chinese Medicine, Tianjin

Received: January 12, 2026; accepted: February 6, 2026; published: February 13, 2026
“EIRIEE .

MESIR: R, RS, TR, R WEIRTR b 2T R LR R T BERR SR T B R 22 iR BT ST R ). R
B2k, 2026, 16(2): 2742-2755. DOI: 10.12677/acm.2026.162686


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.162686
https://doi.org/10.12677/acm.2026.162686
https://www.hanspub.org/

BRI F

Abstract

Alzheimer’s disease (AD) is a neurodegenerative disorder whose pathological mechanisms are
closely associated with mitochondrial dysfunction. Traditional Chinese medicine theory posits that
“deficiency of kidney essence” leads to “insufficiency of the marrow sea”, which aligns strongly with
the cognitive decline observed in AD. This paper systematically elucidates the modern biological
basis of the “kidney-mitochondria-brain” axis, proposing that kidney essence, kidney qi, kidney
yang, and kidney yin correspond respectively to mitochondrial DNA integrity, quality control, en-
ergy metabolism, and antioxidant function. It further reviews research progress on kidney-tonify-
ing Chinese herbal medicines (such as Liuwei Dihuang Pill, Cistanche deserticola, and Rehmannia
Decoction) improving mitochondrial function through multi-target mechanisms. These include re-
pairing mitochondrial structure, inhibiting oxidative stress, regulating Kkinetic equilibrium, and
promoting autophagy and biosynthesis, thereby intervening in the pathological progression of AD.
This provides new theoretical foundations and strategic directions for integrated Chinese and West-
ern medicine approaches to treating AD.
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1. BIS

B 7R 2% 15 BR 995 (Alzheimer’s disease, AD) & —Fh LUBERE JE05 . 1012 J1980R K EREAT I KGR 5
SR FHRATHEAR B[ 1], R R B3 BRI M. Rk AD N “ORIR T ORI R A
57, ImRRION SRS S ARTERE ) N, BREBR(KRIE. KA. RHL BUTARR) .

WRIEE R G 2023 F4dE, REMHTLF 983 77 AD #3%, TiilF] 2050 4 AD ik 41 2000
Ji, mttA b AD B NRZ . WKEERRIMER. AD KHAH SR RIAEA o] 135 H ik = ARG T
B, RRIE S 5 KBULEH, 4677 9 DK =L 18871.8 143570, 44 B Z R A4 27 R UTE S 41 [2]-[4].

AD ZUIRENLEI . AB TERMFEER AT IO tau B AL EERERRILIS], H bS] RIEM FE BT
B PRAFAEgRL,, FHPERE K EM A ITOR R TR AR TI[6], 3 72 5 b 22 o s A G,
fESRZINN “HiR” RESHM. BIHE4EE N Thae LT . PR RS F 5 EeE, BT
i, DGR T SEE A L . R, SRR . R, M5 EMXRS AD AT
TR

AD PG R IE YT DA 2 8 0R 5+ SE AH R ER EE A0 ) 71 35 4 NI55E NMDA SZARTS BRI [71 RS #AT 3%l 55 24
YITiERE. MEZ XA, fREE S E% 78], HirhZiERNHI G 2SR, ZBANF
AR RE N il BUEAL . ik MRS, BIYER /D) [9], MPEZ5 2 85 iR Y7 [10] [11],
AR, HZERYT AD JTROT R I TIEZ5[9], b 2596097 AD BREE B S m T Ia 2.

WK, 1£ AD /NRAER h, ZRRAR D) REFRfG K AR T B-TE M i L (AB) TR I [12], FFS5#& Tt
oL INENTRE T s AD i BEARFAE S KRR 25 UIAH DG [13] 0 Hh 24 1 di ik ey 2ok A Dy ge gV 7 AD
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[14]-[16], FLr “AERIR” KAEBOEST BB #[17]. AXBERGRE “NEiRR 7 Hig52niik
DREZ R AEY) 2 AR, P RS ANE TR 2 IR bR D RE . T AD RO ST JiE

2. NFINEERETRS AD HYXHEX

LR PR IE IS A LI et N O BE[18], HIhEEREL FEHI A eI TNk AD & . “ Rtk
PIAR UL HE H, LRI T e 57 m A2 AD IR SR Eh BRI 2 [19], ML 3G B ) 52 e i (k1 53 %2) [20]
BT [21]. mIDNA 5845[22]. A EACIHIRERG 23] LRI RI[24]. B WEERRAE /1 T (kiR B
%) [25] A B ZRRiARTE T2 5 [26], I 2B H AR A2 T & AR EE BE 71271, AN IR AB i tau Jps 3L 1K)
SO, BETRBOR AT RERERG . INFIBERSAICAZ I IGR , 1E B AD 1% 0 [28].

3. FE “MNERR” BEit5 AD X R

CRHX « ZWk) 8 “ NGB, Jos, RRummnsasE”, (R« BN S RR) 5 “FAEa8”,
XU T B FE AR, BRSO R . BRI IEI[29], GBI RGN Sk RGOR A B IE
Thee. {ERE T, 1815 (CKD)S AD IR ENLE] FAAEERE S, WEER - M RKE RG(RAS)HE
TR HERh 2 LT 4570 AB TTRA[30]. AF9T2R[31]-[33], 'BIhfie 455 AD AHICAMbr £ (U ML 3K 4 42
BHE(NFL). BERRIL tau 25 A (p-tau)) Bl AB KPR FEAMG, RIS BE h AR, S (RAX -
W) BEEAL, MEEN, WRzE PRIRERHETE.

4. “NERR" SLAFIIENEKR

FEPERR A KB RAZOKI 2 B, X d R R EREENE R, BRI EE
FHPRANJT I, R B AR B oKk . 70 i id an

BER LR “ORZA” HEKK DNA (MDNA) eV K (R I UIAHG . “BHE” R4ERFA
ARSI AR BT, B4R KA B SEEHERE. TN R BSOS Z IRA R
[34]. ZRRLAAR T BE A W SGK M H AR IR, RIA mDNA A R, AT IR B & A4 80 Tk
S, RPN COREEERRFEU” 0N AR[35]. BEAh, mIDNA [EEREAEREE, T 5% Rk
RS Tr ARAR G, 1K PR B SR A AR R[36]. BTN, ZNIRM B AL T i 1
OGG1 M F M IEVIFRER, A E mIDNA $105[37], M TR EVIE “SFRGRER 7 X gt AL M A
SERYESP T TR, B PR ] AR D ML A 20 g (JE 2 LR AR) Zh IR A6 - 55 8 A% e BEAE ) 2 AR B -

B “CHEBNEISE Y SRR TR IR B B BB A, BAHESD . IR, FERAR
WAETIRE . FLrHESDE AT B N 4E 5 40 A P A 8RR SR AR I Zh S R . SRABARIESE 1 W R4Sy
PR RG E 1 FE S A [38] o LA 57 B 4% ) 28 Goxd 20 M N RS AS AR RIAE S L. Zobi i 8l J) 2 4 RR TR A5 A
THRE[39]s AR AN G AN T BT R [40] . B WIS BR A2 SR 2R AR [41], IR LEHLHIIE R 4EHF N A B A
SEo MEURAMZEMIER, BAMIIRE S SOn0 R T2 e 4R 5 4 A IR AR 2 77 T 2 DL HE e BE A Tl g
—EE.

(5 IE K7 Il D2 QU 8% ) 3 W ' P VA S NS x =X AWV & S Sl VSS SN SR R = = R (BN LN
“arlZk” RYEFFHUAET R A Th BEIE S IARA SN Jy . B BRI RIE RS K2 E . R
FRERANNE D REVRIR S, AT b S WAL RE B A AS 2 5 AR PR [36] . X 5 ZRAR IR 0 D iE——ATP
AR TERG T DRE LR EEAR AU o ORLATh RERENS , JUHZ LB BE(ETC)RUR T I, 2 HILFE ATP
AR, e DL A A RE B TR, REMT I SR B B WRE R [42] - ' BH K B A7) 7R 3 3 52 TR
ATP G B E T B PR ) R AR A5 e AR [43] [44], THTIEL AN 1 H PR A VA1 HL AT S 2 O o i
S5k PRTMBLRAL S ATP PR, KRBT “RHER SreE A Ay e — 2. Bk, aTRok <R
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RRHAR R B A D B R AS 1 5 AR I o

B “imiEm20” Dhell SR ia ik RmERE . B BIRER A, BAWE. %
Fe TEMBIZ AT BB G RN, BRI BIRGET . DR, S
BRI, BT —MiHFEM SR TTHPIRE . “B” 5T “BH” Msl2h68, KT A Piai Rgxd
LRI TR (ROS) IS . ZRRIAALE Bk & B ATP i Firh, 23 A v il 3774 ROS [45]. B 1Y k&
RAET, Nrf2/HO-1 B EYE T, SOD. CAT SEHiAfbBFRiAZ M, S ROS R 5% 40 M [46] -
ZN R B R AT IO Nrf2 A% A, R R DSk, VSRR E ROS, SEIL “WEMIFEK” (anp Ak
T

5. PERMMMS SN EINEER KB B AD PRy DAL

FEPEE SR T, Oy BEL S Fl s BRSNS RIERRE AriE s, HIDREM IR A
AT 4 e B AR I AZ O3 P —— BRI SCRF . lan, ORIk, HESHIMBIEAT, AT LA i
LR S ATP DAAERR QRIS BT gt jkifL, AR, & Rl RED) RE 5 ZE T 40 ok i3
e SIS A, ARMAERZIR, ZRihZ 5HE R AR S B R R “isie”
THRERIROMAREL ;s il =SR] WP, 5 2R (A PR AN BE R 2 B AR B DA OG . el L, 2R A AE
NN “RER L), HIhRe S U SL RO AR AL . SR, AERT R IR BRI (AD) KR B SR
B TR SR O O RAL . ESE, AD IR L T RS “BREARE” OB B,
W, BRI RERRAYI BT . BT R B S EUNEE LR, X5 AD M JTiBAT A R W
RIEE B K, AD B TARMERRLZIE, “FHE” & “ARE” 2R, SHEIInnss, &M, fiti
S BRSO REPYT MBI NS IR OSEIEIR RIS RER I, FE— R LU R R
BRI . HE, AD SEZBFHUIMK, MHEVOVEENARET “HrE” 1 ERFEE, dohkD)
RERE S 6 T LR 12 “ RS 5 R AE AR 2 T A S A . PRI, RBP4 4 B A0 S A O 240 L 2%
H I RERRG AT RERS S Z HEI, {HAE AD X 4R @M, A B R BAT SR AT X AT R K
oo - 2R - K DhRERIIOAR L, AT AD B ERET” AR OIRIL, Dy ERARANE o 2 ik Aok
RIIRELLIATT AD $RAE 1 I M (14 7a R 45 A R 2L .

6. NERBHHRHEFBEMER S LA EREIEER
6.1. ERETRS%AIA DNA Hifs R AMET

CERE” SR ORI YERE A TG S B IE R BLAT], NS RZKE GG R o RZHKEERZ T
ACBE, IXERS RS AT, AR AR R R RS IR T B IS AR K R T, AR TREA . 21
GUMBE . BRZWERERBMEEGE. BN, SRR “CER7 . IR RIL, #NEER K
25t Rk A DNA (MtDNA) f e s P4 R4 i 7 7238 6 2L A BR A i AR 9 1 o

6.1.1. #R$P mtDNA SE¥ ¢

(Fi » Bl REWR) RU#fd 7ol B3 BEAESIEMTE: “LTh8, B, e
SREAF T LR, R T B S BT BN R
KBARIRTEH, CERT RN CER RSN ABRMEA . KK B R AR R L IR AR B
7. BRMAE ST, BEERRIEHRE RIS E) ULy A (g BEIR A [48] [49]. (377
W) TRE: “BE, B, BRI, A SR T B A Gy AR R R O AL [50].

LRI T REREAT E FEZ IR DR E 2 — . ZoRiAk DNA (MIDNA)EAEE T 2R b A4 35 57 A 7 T 41 i
% DNA (NDNA) IR WEE DNA 731 H T A FE A B S48 774 K& ROS Lk kifhpy i, I HEt= 1%
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% DNA JIFE 1 418 F R BRI OR3P PR S5 44 DL K i 2T DNA $i A2 2 1L, mtDNA AHEL T nDNA X H i
SR A2 ROS) I RIS M NESS, P 5 KA iR $hk . WG 2 MBI Bifh[51]. &
IR, mIDNA ZIZHI R RRAMSIU, FEAEACBERCRCR T iEPESE(ROS) ™A 88 i, s min
JE| A B 45 477 A B BE SR [52]-[54] - Xt BE A AU TR A 5 X ) 3 2 T R M1 2 A2 e A 0 (e
ZIRAT RS FEREOR) AORZ L WL [55] [56].

JERESCRE “ORRZHKE” , BOE TAMAA R, X5 mIDNA KR RBALRAETE T 5 9 0
JS2 o OB R — 2 5 B A R R L P 438 I 2R A Sz He miDNA AR 25 7R, XAtk B BER
mtDNA i A fi (KR s34t 1 iRJ5UUG oo B i RE R 5 B AR SRR [57]. ERIE, WT LUK B BEH i Hh ) mtDNA
LT RGRIRE RIS /1, PN “Je RKE” AN 7K L — R A2 Bk s pe Ky . HpE
AR, BEROUE T e REIR” .

MIDNA HifE— [ X 52 D 3AX, mtDNA R S5, & 5o 5 B 1 A A2 AR 57 1 [X 45k
[58]. WFFUARIL, £ AD & RIFI EJZH, D HXRARZNEINT 63%, ZKifA DNA # UL (R T F#
1 50% [59]. 1X14E mtDNA 145475 (5 A2 M1HE D10 /b) B2 3 B2 A I WS e A2 ) O B I Ak P ik PR 3 0k S
R, A D INRI 2R AR D RERRAT, T RCERIEEIL .

T 5K g JRVA A I 7N R L B8RSR B P RS I 48 o 2R AR LA RE /0, ORIPERRIAR DNA, I3/ Zki ik
PRWERAL, BEZHLHRR, LR AL, REMZTT ATP K, i AB TR S EHI M2
TR A[37], T ER 465 /N RIS AL I DI “ SEORG AR AN B 7 [60], IXAUEH] T MAN B REFE LR i DNA J5
T FA a4 A

6.1.2. HMHIZeRIFRENMMAT

HER N 3 2 B AR 5 R 2 W RS 1 SR FE IR [61] 0 ANIAR R 22 11 BE G, B U 445 40 o5 38 (A ' /N BR A,
B /INE AR AT RE T B (U B /N BRUE S 26 FEAR) 2 S BRI R PTG FRBE 7055, AT I 4 B 1 5 22 XU
[62] [63]. Kk, “EAEME” MZMRAL(WORE ) NI, 285 DIReIGR) nl DA S o 4 Sy 4, el 2
FFERERY ET UM, LR ThRE IR RGiMESER

BRE A LR B AP SRk o R T R B RE S 1 R T R A R B AO Th RE S A I R R R SR A ATP
(641 [RIET, 20 MY 175 7 bR BROE R A AN M . R R AR BT 527 TR 536 R E . 20U o, H
THRITAZEAE WANE 2, AR LSS 30 ) A 40 A i 578 8 T2 G [65]-[67]

LRtk 2 5 SR FE R T (R TD) & AD #1402 I O B IR [68] . L i i
(%452 Bel-2 FEE AR, fMETEA Bel-2 SILIE T Bax M EAR TR 208 1A S8 il 5
PE, E4H S C (Cyto C)MZRRIR N, 5 Apaf-1 454, TH1k Caspase-9, Caspase-9 iiif Caspase-3
BAEG YN H T2[69] [70]. 7E AD H, AB SR RIZ ATREER Bel-2 SR & A P4, S IX 2 2ok kiR
T o AN S R 2 ] S S A 1 B ) DG B B 1 (0 Bel-2/Bax. Caspase-3 %), /4 TG
TI[71]. A AW AR, EE2ERE T 51028 i o R S b A PR T, b it gk C R, 4
caspase-3 WiiE, A HIEI s e TI[11] [72].

6.2. BRKRISLAFREIZHIKE

ESAAHS. FBES0IhRE, RYERFIATRENE . R S5EREEE ) % AR
YR B ESHEN CREEN” RAThEEEE B ANEF RSP REY 2SR R

LA B R I R AR W LRk SN . kiR Y R A S A BOL R g R R R S . 2k
R e — PO B B WO, 8 [ WA A W S B A S B s A I kA, L Th RE RS W] 5 SO
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W Tau FAEBH, MIEEERT IR 2 B9 (AD) IR A [73]-[75] . LRk sl fy S timh & & (A (W1 Mfnl,
Mfn2. Opal)f14r%48 H (1 Drpl) AR Lkl s 2 5l G747, AD B3 KA/ R R I AT B2
R B 8D 1T 43 4B A3 N [76]-[78] . B A A= A i A Jo S Rk DA B 4 SZ AR R AR, X — PR
I CREB/PGC-1o iBZ& A, MM 4ERR4H fl N AR AS[79] -

S AERBIESPATERR, WAL S Re BN . BRRBN ) (A 5 4y R TR SR
“RHRH” T ERERES. BESEBM), 2K A S ESEREE), ZF TR« B
FHAL” o ZRRIARLED) A S VRSP I AL S A R 0 B RAR ™ - AR R AR AR BRI ThRE SR IG, I
R E LAY, AR R B WG ThREAE 4N 2 T TS LR
Eb: JE &R IS B D RE A I SR A (M), OR B A R ZCRLAR (T &), 1AL 4l N FREE, Bij 1k ROS A%
FEPR T4 “iEE” AR, HZRRIR BN ThEE TR, SZARRIARMERL, ARThEEZ Y, 20 B RN BT
Helt «l” fhee TR, B “SARRE]DT .

#ifiF(euxanthone, f#iFR EUX) & — i izt 26 Hr S BRI S M SATAE A, FR 3R 6F 7 A 1 485 4L BUN 391 . 2y
I I 175 5 () R A S8 A RIS o3 it AR 1) SR I E A BT S, B RERS {248 Bnipl. Beclin53. Pink3.
Parkin. p3. Bax. Caspase-3 P LC3I/I5F K 51 I RIE RIA R IE R K. #it, #id R EUX #E17
0T, AT DU 045 B Rk 7 22 15 A A IO sk R PR B R A B Wk 2 2 0 1 T FE2[80] - B B R £ T 2
WY(ECS) W] .3 L AD B2k Mfnl. Opal & H3RA/K -, T DRP1 & H3RIAKN-, #EN ECS wliE
AT RS )5 A, WA E AD AN R BIAT N2 [81] o LLZE BE n] R I I T LR R R & 4 AN
ARk IS AB25-35 55 AD /BRI KN Th RE RS A OS fill 45145 [82] « MBS PR TR B AD KR
CREB/PGC-1a {5 518 %, $& m L bR A= W45 FURE 7, 5N ZRA A I R i Il R T A, 50t 2R A T e 40147
(7 b 3 I B SR A RS, RIER LR UL IR, TG AD KBRS SRR TAEICIZ R
[83]. 45 ATLLIE N i PINKS8. Parkin Al PGC-1a ik K ili%s SAMPL /NR A TPk E 2, [F
BN 15 R R A [ W RN 2R AR AR R A, T AR 2R R R AR [84]

6.3. BT ESZNFRENBRESERE

BB “Arilz K, RHRREEABIIIEZ) . BB RO REE RSN . IRANE B2y
IO Y 22— 2 DA SR AR 1 e B A BB R AN S5 A

6.3.1. BELNIFEERH

IR FRIRS B . EE IR USOR 3 WA T B MO B ATP fiER[85]-[87]. X ehb & 2 il /N b e 4l
R E RS AL, BRI B CEBIAE” . RN Z R R BN R A T RERERS , 45 ATP £
FANAE B SEBOME S 4 D) RESEIR, B 2 BT NE A BT R TR, FL A (R RE S B IR (CKD) I K 4
5% e [85] [88] [89]. J& B H Witk = B 4EEHE 22 A B AR5 e 1k ) R A4 D RE PR A EL3E 8L AD,  HIRAT I
WO AR, CKD B e NG A AD [ R 235 1 =1 [90]

KL 5 PR 2%, HIWFERREVIRAS T EAER 20% /45 45 o 1X — =y BEFELS F o FE M 4 b Ak S Tk
BERR AL A=A ATP. ZRRIR RESAR I BRAG 2™ B RZ A AN 1D 12 5 mA M & ThaE. WHatat, Zerifkae
A FEATZ AD BT EEAFAE[23] . FDG-PET S8 A B 7R, AD SB35 I I AFAE) 12 0 2 B AR
T91], BRI TIRE ™ EAZ 4. B LA A B e O fk o] B M AN A SR D RE . BN RTRGR (1)
HEHLHI[92]

PIARZ[93] A “HNEBH, ZKEM” Thal, 117 “&. KBE” , M 7T[94] [95]3 BH A A BEE 1
& AD MR a2 D Re R RAEAR . EORE 2R [96]55 1) SCFE 48 HE PR K HL AR U B A BB R A 22 OR 4
VER, 1 7E 53 BN SR A Hh PSR B 4 AE T BB 0% 38 iR 2R A 1) RE AR I Th B, andemy ATP BgVS 1
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ANEIR P2 1) A2 [97]-[99] o Hy AT HEN A AZR AP 22, 2038 AD AEIRRINLA 2 — & 2t i e 2 AQ s & A
Ko

6.3.2. f&BLRIIFBRLZEW

VFARPE[ 100145 A B AN B Hh 2507 A Scste B BH R /0 SR T 200 P 482 A e JHG R 45 40 S o T 2 B By
R TERRE T, RRAREE RO, BEES . SHEEENRZREM[101]. XA R
TIE T B3R A A B T ARURI S5 P A P I W B A 5 A 220, DT ST L 1 28K P AT A Bl o 3k AT AR ARl “
FH7E L " RO AS 2560l . RN . S BURIDIRE T, Rk & k4 B2 M m A8k, %t
B> HEFIEEL. WL e, BRI, FIRZRA B 5T Re M I K[102]-[104] . X P 2
IR, B3 SEATP A RECR 20 TR, IEMEE(ROS)A s n, FErl kg )a shan il T2 P [101].
XATCABEACA B BHAS L R4 A2 ThAZ O R e R

LR R IR W TS G5 MR AT J DhRe (W S B i Lk . AHOCHF AU B, RIS AT 05 - AR
BUH AD B3, LA 2L N ZRR AR B A 1 LS 2R A I (SRR P JI5E) DA % 2R i A 5 P J5 R 22 ) 254
DRI L 25 1) (LR AR AH DG I R FEE, MAMY), 35 R A 7 BT 43 00 00 281 (1 52 25 BV AR 1K [ 105] o 3K LB on
JETH T3 % 5 BAR R ISR K (ARG O, B JTARRE) 25 A (P 3 HE R 2 VD) A BRI M ) 2t
PRI (P L) S AT S TR 4504, R PRIREE SA AH 25 3 FT) R AE TS L sk 22 90 2 S e R 1 5

B R P 25 P TR R SY , 2R T A2 [106]7E F ABL-42 AbBEIK U251 20 A A 0 52 3128 i 4 i
TEJEIN . LRRIE WL, SR RARTEAS A R, 175 B S (Verbascoside, VB)Ab#
JEAREIT M A, HAET 0.25 uM 1 VB, 1 uM [ VB ffi U251 41 i 2R ki ik 45 473 31 T .04
e, PN BEACNE T T I I Ot SR AR T A A R BRI T R

6.4. BIATESZRERENRGINRERSS

B BH LA ) ) 20 B B g, 2R T PR RS BRIE ESE(ROS) AR o 76 IE % AR BRAE T,
MU P 375 14 420 (Reactive Oxygen Species, ROS) ki 14 %( (Reactive Nitrogen Species, RNS) {45 il % &5
FOA IR T BT A B 18 R G IS BRI R ], dEREE MRS DB A . MM NANE R S
ROS/RNS (A4 Bl R . B3 M WU B & TS BRAE JJBT, X BT R F T, AT 5]
KA E R E AL N I (Oxidative Stress) R AS[107]. ZRRIAARVE N BHEAT A EEIR A 3 B B, (ARt 2 40 g
WIETE ROS =4 1 f £k, MZRRTREZ 00, 258U TEE(ROS) =414 £ [6] [108]. id & 1)
ROS ] DL 5| A AL R, LRI S by, SRR (R ¢ BRmid s T kL, Eif
AB FiE. LI P-Tau & ARIE L BGLHRA DNA S4E) 91, #3E—BeEt AD &4 K JE[6] [109].

(RHEZEH) T P N EAAE . 55 Z ARG a2 2257 o MAC S I BE 0% S SKN-
1AM AR, P ROS i & 774, FHIE AB IR R R R [110]. Hho 25 2 7 HAT *1 I AE 8
PEIANMLI T, A A (11155 @ I Zh ) SEaE s, 1% 7 IS Nrf2/ARE 15 5@, iy E bz
SOD. CAT)FEik, JEAAMSNE, MHPH] 7 AD /RS2 M T,

6.5. EERM: WHIEYHIEH

R AL BT R P BRI (AD) R B R L. —. 2R, AD 5 CEE” & CBERAL”
FYIRAS, TR R R B IL[112]-[114]. PER A E By R - AIBa A R
BhOEFET ATEREL A, MG IhAE, SEOCIZRER[112]. RERE[LI5]# SR H, AD FIRHUZON

CEFHE - U - BT, o U RPOmEE OB B R R . CEIR AMUSIRE Y, R
TR E R . B R BRES[116], VOB IR A HE AR A AR TR, A5 IkThRE
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PN FE CPEENE” , XS UE R AL AR, A B¢k Eig#— P FEE TiX—IA
W, BN S R BRMUE . AD 252 FhEUARBORARDE, # 5 “Hen” s« S8 4UNR[117]-[119].
i B A7 (YHD) & — M TR R R R MG BRI 1 rh 25 52 77, FLAA s R Lot #b
B AT S BT A B E[120]. BF 78 Bow, YHD ] iEid 7% 5 H 3t ABL-42 35K, i3 SAMPS
INRACIZRERG, ORI SRR LE R, SRARIS AL I BEHI[121]. SAF AR, “mE stk - X
&7 A4 AD KEE S X Zkifhk CypD Kik, MMk mPTP FFil, Wiz dhifkints SAMET:, xf
AD Bijie A AEOME[122] [123]. CypD (RN D)y mPTP ({5t i F A 1, HAmii A B T 435 4okl
I EE
7. BEE

TP TR, AN R 2R R 2R F R LR A Th e, HAE AR B =
e — RGBT, A s rh ) B S AERE H AT I A S ORI IR TR 5 AL, i B s A4 [106]
PR SR IOV BESR T 2R AR I LA, 2R B8 16 P2 5e 8 1R [96]-[99] . — /AR R 1Y 2, B{FH IR i
4% Mfn1/Opal 5 Drpl Ki&, ZHIEZRiARR &/ 2R M[81]; (2R B 7 MR TY Bel-2/Bax LLfl, 4
LR T BR[82] . = AEVERRIRY AL, AT i 1 5 PINKL/Parkin /i S 2RI 1R B (i AB T
BR[121]; MofC iR AT Hes SKN-1 [FIVEGEES, HE5m Pt A LB e 71 [110]. IXLENLAIEIRIAA R #N R HH0RS
- GifiE R - RS - SRR - ARSGE” e, AUl 2 R B A TR S .

ARILRGHRIEE T - Sohitk - ik ThEERIF BB HESE, Wor 7R R 1B . B R R
s AR A DNA S8k, B, sesm A i b Thfg. B7CiEse, S h2dd e,
AR 55 BR ORI =R 2 #E R R 2RI D RERR AT, AT IE 2R /R 26 BRI (AD) BEJE . H TS 5
ELEEACN[A] “HFRE - LR A TER - FITR R MISRERE, (AR BARNLHI. 25005 Ll PR AL 75 T 5
Frill o ASRHIE TN IRAET B B UEA SR AR 5l P 2R FR I ST AT AL, DA R R PG ER A A 2
RARIESL, UHESD “ WE iR AD KIFEHEL S5 E Frib.

ik, HEE NIRRT it AD PERKThRERRIGEVIMIC. W - LORLK - I ok RS X
KR DNA 5B IETERE, XN ATP ZERINRE, UM E I BN SR S ThRE S L, Ty
PHERAE AD HLHIAT TP X S5 4E 7 BARHT R . RN o 25 (Ui N Rt B AL AR 35 FT 22 2 3 1R AR
mtDNA. 53N i A RV S (et B R BRI RO, AT 4 T 5O LR AR D RE
IEZEAPLTCAET. HSINHIEER, Boxit “AFRIG” 1£ AD Biif R 77

g SR A A
ASCHTA (8 2075 AR R 20 R
E&ME

FEHAERWIHRITE , 3T 51 AMPK/MTOR 15 54/ S 20k A4 Dh e 25 SR I 25 B A ik 24
277 BRI 1697 BT R Ik g B A LA 72, (2021ZD023).
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