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#  E 284 kA (Type 2diabetes mellitus, T2DM ) 52 & T At ZHBAT % ZOH AR L m 7] A2 69 —Fr A4
WELA T B REIG EIR, 2RI A ML B 2o e 5 23 Fo i £ & 4%3% (Insulin resistance, IR) . FL
RIEF ¥, T2DM 2 JR& 95 A 25 7T stk A AT B2 s Bt 5 R BOR R . BFS0HERR, ¥ & 2574 97 T2DM 77 & 2
F AR SRS SUS SBRABTRY ., RERZWRRER TN L mIeE, Lidd A sRL
(Oxidative phosphorylation, OXPHOS) B_ % = 4 ATP 45 A8 VA 4 5 2m Bl 0 2 6 -F 487 . o kAR T R A% 2k
W FFF AR B S T2DM 09 2 A Fak . AR A T B 206 97 48 om0 de 8 SR Ak
IESE A2 2 P B 28 33 9B Y K AR A5 09 K xT T2DM #vm 69 MRk . B bR LR T &k 0 K
BB T2DM # % & , A B B 2538 3 42 A AR A 589 SR A TR T2DM 89 48 A AL
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i 2021 4R 1Y [ B RO IR & 2 A, e TR A
Wi PRI 19 N 294 5374, Hovh 2 BUBE JR 95 (Type 2
diabetes mellitus , T2DM ) KAHE 544 90%" . H iy H [
W PR N o AL, 7™ 16 A NS0 il BN A 3
T2DM J& i T 8 F A SR 407 1T 5 A ) 5 , L PR A
HRAE SRR AR S, 36 Ry Sy T S U ) R
HIKHT (Insulin resistance, IR) FIER % B 40 D) HEFE I,
AWFFEINT , T2DM 5 SAE S BB VIARSG , [ LR
Qb TG R ARR AR RE IR A, PRI el ik =2 o AR A
iE ", SRR T Y SAE 5 R By RARHUR T2DM 1Y &
HRIEH BBV LR . SRR AEAT AT
T,k 4 4R i RE a7 AR = BRI (Adenosine
triphosphate, ATP) , ) i i £ 7] S B Qi M A E 1Y
AR DAL AT A3 e 9 4 2R AR A T 0 R E LAk
BT B A | 2035 T2DMY T4k, b B2 2576 T2DM
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LERAT IR AL A

BIBEIA AR T Z BN TR . S B2y
Ko O P 43 AT 30 5o I 45 22 AR A 5 1 9 0 LA ol 35
T2DM, [H 1t 2 35 480 6T 3T 4F >F (1) 40 S iif 5% F J iE 47

1 REERRMS 2 BIHER A

2 BUBE PRI P A 18 VEAREE RRAE , Hh A5 7R B
S HFERIER T TR, RAEA BTN
AR, 15 PR E R L A0 (interleukin, IL) 5
W IR RFE R T~ o (tumor necrosis factor, TNF-a) \#4
A PR IR M PR 48 7T | 5 0 S5 0 38 3 A ] A 53 [
T 0> TR AR O  EM TR R R E S S BUR
5 ZART, INE T2DM YR ™ RAEA 5 ] il i i
c—Jun 2 5 K ¥ 184 7% ( c—Jun N—terminal kinase , JNK) FlI

T HR AT R B (2019B020201012) : 25 M 37 26 3 A Bk 09 BT R B = AL, B T A RAEF
* ok ABIAAERE R, B, LA SR, ERHR G @ MR b TR
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#% Al ¥ B (Nuclear factor kappa B, NF-kB)i& 1%, FEAG
R R AE S5, W 1 PR . AL, INK NF-«B &
R AL RE AR U TNF-o  IL-6 Z 4 R A BT K5,
M TR B — 2B R o 228 SOV -5 T2DM BB AHSE
PR, /e 8 R 7 1 7 A R e 5 R AR 5 e A%
S, X FBiiA T2DM HA 8K

2 HKREN SHRER NS 2 BHER S

LKA T RERR AT (2R IAR 3l ) 2 S Al LA K bR
FI R 7T A 2 RAE SO, 5 2 IR FIER 5 B 4 2
AE A, (8 IR 52 12 M S A A T2DM B 1 i — 28
. HETRFSE 20, 78 T2DM B Hh , ZoRiARTh A 2
JE S B Y B A L B AR TR
2.1 ZEAR RS SOER B L 2 AR R

ARLMAE S SR ) E AN, 5 T2DM
IS PR B AR B 0 1) i A S DD AR OG- A T2DM SR
Hh, 2RI T BE R 5 T2 ph TR R AR o R
SECA, T T 5 KT 3 P 48 (Reactive oxygen
species, ROS) A AE Ji, FH I ER 980 S0 , 34 it &
AT AR E ALK YRR 2, Marchi 55" F5E
SRR T RE B A% BORAE SOV AR 55 5, T2
2R MR DNA (mtDNA) 3 i B 12 1 T — W R IR 4
(cGAMP) & il T4t 2 ZE NI (cGAS-STING ) , 3

TR MA R TL-1B FTTL-18 4330

T A S A R 7 4 , 2R T i Ak A
Az AT RAVE R 5% AR IS AL SRR /A [R] I v W R 8
2 N 7= R T 209 ROS, 5 -5 TR A G B ERi AR 3
244 S AMIFFE R, ROS W] LA o A Ak 4514 mtDNA
HE T 5 W B £ KL R N S A BE R 1K (Oxidative
phosphorylation, OXPHOS ) £ [ [ &35 , { SR04 (1) I
W Th e & A R di | AR U 219 ROS, 51 & RAE T Jl—
ASEMEDE IR R A D) R R AW R ROS AT 5
AL A L, VETT PG NF-kB 25 RAEH T . NF-kB &
PRAE SN I FZEA AT LA ROS % o M Ak it o 7
B, 410 NF-«B 13 46 AT LAY Bl 0 2ok 7K ) e B
15, 3 i R 0 3R MRS BB v T 2> (AL A3
AU AR I R R T AP AR B R R G D RE , B4R
A 18 (Oxidative stress, 0S) , W& 1 fx . OS 52 R AE
SN (A fih g™ 38 oA 5 30 B LA A T — b 2k A
AR, 5308 4l ML D fig &k A BE 4G R IR, DA 51 &
T2DM™,
22 KERFHAFEAHEFFOLER LS 2 A
]

LORLAR Bl T 27 2 48 SRR TE & Tl A= W15 3 L K%
HhFEIREE B RECT R i oy SRS PR R —Fh 3
BPH RS o GORLIRRG th ZORi iR 25 15 GTP Btk
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A, F L R R AR 28 ZE 45 81 1 (Optic atrophy 1,
OPA 1)LLK AN B SBORE MR il 45 2 11 1A 2(Min T, Mfn2)
FIr A o T ZORLAR 23 20 Hy SRR SN 7 2L 1 1
(Fission proteinl, Fis1) & 2} J7 #1 5¢ & H 1 (Dynamic
related proteinl, Drp1)ZH A",

LR R Z)) ) 27 2 0 2 T I RLARTE T BE B S A
Bt By RIS s 7 51 ROS 77 A=, R
A ZRLA ROS (mtROS) s & I 34 SR, 08 TNF-au
AT , A2 HERLIR RAE SN, ik — 20 S B B R A5 5
B T IR AR WY U R ARG, SR SR 4L 4UIR™, Drpl
2 ki 1R 30 25 8 F 51 (Mitochondrial dynamic ptotein of
51 kDa, MIDS1) 78 i MUE 46 18 T B i B2 3R 08 880 T Ik
By 40 ML ) 2 R A T oy B X R Ay Bl A
ROS A 0 &, B AL R [, JBE & R 43 W (Insulin
secretion, IS) B i BAIG , 3 iR B 20 g D RE T K™, i) 3%
HEAE BN FE T T2DM KAz o Park S5 5E 13 %] 7]y Bl
/NS R Y Drp 1 EAT BEDITER , wT LAl g 224
(Lipopolysaccharide , LPS )i T B ZERAK 5324 FT ROS 1)
Az B, IF 98 T B A0 TP 22 240 AL B E O
(Mitogen—activated protein kinase, MAPK) Fll NF-«B {55
I g, LAMORFEARAE 2 A0 A 7 A=, il T2DM B
— R WFERARIE OPAL = nl 5 R R B 41
AR T, BRI A RS AT, DA T B AR R 5 3R
8973 W5, I RATLAA 4 I AR RS E 5 SORLAR B) ) 27 2 Al
TR ROS fih A% R4S & SE AL S M SAE 2 A 8 1 3
(Nucleotide—binding oligomerization domain—like receptors
3, NLRP3) RAE/IMA, IF HLIE 1L-18, #0158 5 3% 1E
AR AL S, (A5 PR 8 R BUR PR RRAR". IR BT 5T
T LR AR B S 5 T2DM A AR R B e, Hodh £k
KR Bl /03 BV 25 AR SRR DB, 5
R AERE LI, TS BOWE R 19 & A o PR vl DL
P95 Drpl \Fis1,Opal . Mfn1 I Mfn2 5 AH 5 8 14 A K
NLRP3 RAE/MAAHESF LR Rl 5 F153 2L, 98/ R AE
BN, 4 T B TR R B AN B, T T T2DM Ry i — 2P
K.

2.3 AR BT 89 KOE RS 2 AR R

LR B W T DL BR 558 M R SORLA XL
R ot 42 e 3+ o3 BT SRR [ W
& W % K A 5 BNIP3 (B lymphocytoma—2 gene-
homology 3)/NIX (Nip-like protein X) . FUDNCI
(FUN14 domain containing 1) #l 7z % /v % PINK1

(PTEN-induced putative kinase 1)/Parkin = Ffi /<[] )
AR A2 G 2" ik [ WEAE T2DM 1) & J e 5]
FER, MRS H SRR R A F B A 2
| RARE I, T BOWE PRI & o A2, ORI I
A FILAT B, A — 7 T R RS DR AT LR AR R B AN
ZARE S B AT e A EEAEA, 55— mi A
Wit 37 B 2% 7= A= B8 22 (R 0 M A 1 Pl 3 5 ol 3 TR R 2 3
R RE R 2 i U B A SE T
Brinkmann ZE> #Jf 5% %% W] T2DM g2 & 19 B 85 L
PINK1 7E 4% 55 B 32 B, 2E0E s K BRURE A 1.0 i
1, PINK1 |, Parkin /) ¢ 35 BH o BEAK , i 75 4 ki 14 1 w5
ZAL, SRR BT R R AR Jin SEPBFSY R
PR S B 40 P Y PARK?2 38 PR B i s ), SR ity B
Wi i BE B ZE AL, S BRSO 4l 2okt
AT H 57 R AG , AR 4 TL— 1B A RETC , A iox J i R &
BSCRN 3 WA 7 HE S S5 S (A5 5 @ 200 L A ) i Dk
55 1 H Wu P58 R, @R FUNDCT 2R 1 22 5
HLAT 4okr R W D RE R AR 2o R T Ak 4 L R
REFBACE S S = g hn . = FUNDC1
S AT RE 2 S EURIE M UE— 25 KA AR T2DM S
AN . —HXUIE 69T T2DM 1 —Zk 254, 7] LA
PR 2R AR A 5 1 SRE SN, [ B A 552 36 22 B — XL
AT DL 2 145 PINK 1/Parkin A5 (Y 2014 7 15, 95
B ROS 3 B A= ki, DA T i 2 R s s o 19 92 i it
i, AP I (BB AR AR A D RER . B S 2, A
AR A SRR 1 TR R R B Al RS RS
FC G 2 E T & 45 4 B R b5 3 1) 1 ik
SAE T B AT LLGE AR T2DM e IR 2AT R AP IF ST 5t

3 HEDFELREN SHREZR 2 BERR

T2DM J& T BE 24 22 I V8 i bk , R4 ok B 4l =
SRSV IR E ) T e R i,
B IKRI R =2 — /D7 (U SCRF)IC R TR
R TE DA (A 3 R NI M sy S JE 2 o7 N (L 1
WG 7, DA R AR T AT 7 R I 45 T R s e 1Y) 5
BL 22 AR IRHE 265182 BIF9E 3 B AR v B2 HEIE
BLfih AR AR AT G RN B SE , U SR Y
RRAEN 2 — FHAFAE , T ZTE R ORI 5 5 4k 7 4
FENG R 5T AR 52 T A A SO O It nT 5350 58
S oV T A5 TR PR A B S R LA S Rk
I BE ARREIR A, T A A RO ML 45 s i — 2L &

( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology ) 921



2024 B ANB FEIUHEE  *Vol.26 Nod

BORIE R . ARAE AL A T 925 1l AH EL 5% ), 22 Fof
Hp 2 2 K AT RO 0 vl AT 3 A0 T2DM 4 4 2ok
AT H Al 2D R R -1 7 A R R R AE N . T2
P2 G S HFIE ISR , R AT ARNE AP IR I Ik
RS T VR R SR AL D2 AR D45 1) T2D M EHR A1 d
K. WL, EH EENFA P E Ly 25
LRV LRR AN T B R AE T 7 T2DM & 4= K ',
DIHAARAS R A7, HA BB/ NRIVER i il s %
Ex =R T
3.1 FPEHATERERDREFE T ERET
T 2 A kA

HArc kM E FHS B R b 25 & =2 07 vl
PLYE T 2R AR T BE 5, 45 1) 2R RE IV, JE 2% 95 s 0F
o B TP EA /INEER B S . (B S 2H
WF 5% 2% B /INBE A B AT BH 0 BB 48 (BT TRl 66 I A 4 T
A, BUACHIFFE N D & 30 /N BERSCLE W8 R s B I R0 1 13
B FA T O AR ™ WF5E B, /NEERR AT LR
LR A 2 kAL B 3 (SIRT3) X £ ki A& T BE A1 ATP ()
F A B PR RAE R, DA B 22 A5 5 0 N A A
L TNF—o A% A1 S AL B 1 -1 . 1L-6 . 1L-8 “5 Al -+
I, J0Ah NF—kB 5507 188 A 20 10 4% 1 8 25 0 58 4 i I
R0 /N BER AR AT DL o 3 45 2 7R ROS 7K, #11
il NLRP3 % AE /IMA B 7= A=, LAS S 98 i S 7, M T A
£ T2DM KA KIS, P2 v & A PR A (Sal-A) |
JELASE (PAL) 7K T6 M G430 B9 & R Sal-A H
AR PUOBERIGIE , ML bR B8, fEF ATP £
B, 34 AT 3 3 A R AR AR M 2R 1 O B (CaMKKR )/
H T R 0 16 B 11 84 (AMPK) |, 380% AMPK Bl R b, %%
TRZRL AR B R A B R A Ry — Tl e 25 52 5 591D
A2 SRS T 2RSSR 5T K B i S ]

JHT 28 T2DM db/db /)N B g B 28 HRPTFpE A 2k
WL ORISR AR TR . B A ke B I R T e
i 1 545 p38 MAPK/NF-kBp65 {5 5 i % , 3% db/db
ANERIBE R A 2L, a2 b AR T fig , B IR R E
T TNF-a IL~6  IL-1B By R B KV, 18042 R AE S0
HIOWE TR B AT R 38 2k Zob 1A T R B A5 T B S K By
16 T2DM S e o 3% g U S — e 24 52 07 B0k , B
A g SR UL R Y D, B9 A W 3 A UKL g
2 P GK K BRI EU AL G b | el S A4 T
fE , D8/ X AILAA B LA N S D A1) ROS 119 2o
PR D I AR R, R S RE SN, R B A
DIRE , 03 IR, IR T 191 T2DM 1) & A R Jl, 2
5.0 BA IR B SF D150, s © &E W 2 TS
O AT LA AMPKGHE %, 32 = ZORLIRZh RE , 15 i ATP
B, R AR, PR AT JE SN, IR IR, PR A
A 1P B AR 1V HA T R S5 T AL
FEHL I AIE 5T 2 WY AT LA i ZORL R B 8 , i 2 3 45
AMPK 38 % 8 B ALK, 98020 ROS AR, 4% R
ik S (R 1) o
32 PEHET XKD A FEREFFHRERLE
T2 B A R Jm

e 24 30 2o 38T SR A 1Y) 43 R R T ik 2
RSN 325, T ] 99 , SE 30 T2DM A 22 i, &5 DL
MZA SR LE B ASE, BRPESTER
2R, /N AR S I B AR 20 T2DM K U i
LR AR T Minl (OPA L P 1547 —Sef HE/E
kg 7 U0 B T & F 1 (Silent mating type
information regulation 2 homolog 1, SIRT1 )/t AL B Tl
A 388 B8 W) 380 A2 AR y B B S TR F 1o (Peroxisome

proliferator—activated receptor <y coactivator—-1a, PGC—

F1 HEDPT LMD EERRTRE S0 R E R T 2 BERRE

T 325 -k 78 7 L) e e & A R
AP k) STRT3 An 3% H) £ 42 4RI, T 47 A5 AR B ATP 64 4 %, ; i 33 4 i) I8 B Jz B v%
)~ BE 73 PRI v A B E: (NADPH) 89 A R AR AAL B8, 8 0 ROS £ A%, & &tk TR £k FY Reddi F AP 2 L 252
Iy B
JEEER-A  Ek i@ it (CaMKKB )i & AMPK & B3 4L , AR 2% 5 4k B v 4 Wu P Qiang 55
— 1o 4% p38 MAPK #= NF-kBp65 15 5 i % ; AR £ 72 B -F TNF- IL-6 . TL-1B ) R g

ik

EMBEE AS Fp 4] ROS 3T B /= &

ZhARF 5 40

% AMPK 38 5%, 32 5 Z AR 2 48, 3 A ATP &8, 8452 AL 58k , 4% 4 45 i X,

¥BIBSFH AH
FHi5 BRIy P

RO

32 5% & F R T Ak, 18 i A 42 AMPK 38 % F 8 AL B 3K F & ) ROS £ &%, i 22

ETTIT
& = [y

$ Ve ;?[38]
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R2 HEHFTRAER N FRES S0 RE RN T2 B R R

¥z 2k W 7 U Fe e, B Lk
BAE AR AR BEK R RRA B T Minl .OPA1 8 & ik ,iA4% SIRT1/PGC—1a, & & X AR IR PN
ES ¥ 3 Ak F94) Drpl A5 09 Bk kL, A% K & MK (NLRP3) Ao IL- 1B 64 &35, 4% ROS & Al W %) 45 410 o 26141k 25 3 26142
RlEAaieE B4R HE5E Drpl Fisl fo Min2 89 %% , BB LA AR BAS , Bk ROS I B A R, K9 R, ) &% RE"
ABEHFRgl F45  TFAPINKI . ParkinZ& & &k Chen %
REAF A7 Hd Drpl & & R AT S AR 3 ) 5 kAT AR Minl Min2 & & 89 &k e Sl
F®3 HEHFETLHNEEEIFSHREZR T2 BERE
W E 2R Z AR 6 £ ¥ I 25 A4 X ARA-F 09 KRB 8
. [E 25 f 35 R AR T8 KR W58 2 B s A )it R
b5 5 2 B R T i i - S 215 R AR
iz 2%k % I7 B Fe e 5 B Lk
g8 4 wE AT & £ v S
LR o A3 B A8 UL 4 e B ARS8 & LC31 % LC3 1 64 254K F= BNIP3 #9 % ik , F& You B A
f&ROS #9 /= £
P PINK1 i@ ¥4, 5 & 2 F 4R B " 48 & & & (4o PINK1 , Parkin LC3) & & ,
Ked-1 FEeRs KR EF Su g
LS LR B K B MR IR R AT
CE & LN P AR B, B Y E R B ke A B i
R p62 84 £ ik & ¥ LC3I % LC3II, £k @ w38 3 , & 0 & 4tk 45 , 3
Ml S AR pO2 09 R SR L A0 s
# ROS it B = &
) 2% 5 84 JB Fh AT 3K B AR R R A RER, AR 52 K
WHZHA L PR A IRHARRRBAAR ARELE o o

lo), DIBE SRR T i AERr SRR R & 5 53 21 2
BV, WA LR AR B EEHTAERE
(Curcumin) FIH% & 1 45 Z2 B o3 IR B2 24001 5% 12
N, B EEA A EEN, PR PR,
WF5E R 2 AT Drp 1 A T A9 ZRREIA I 2, [ 4%
JiE/IMA (NLRP3) Al IL-18 19235 FE AL, ROS A i /)
T 235 TR 5 40 M R TR, ] T2DM A & AR
Jir SR UE S B Y O A A 2R e T R R
Bl J12A MO (U0 Drpl  Fis1 A Mn2) (2635, W 5%
SRR AT , RAE I /D , LUK TH T2DM, A2
T A NS B Rgl MRS R RTINS B
Rgl A LA T I8 PINK1 , Parkin 25 [1 % 3k , 5 PR R 1A B
I 5% 53 A B AV 9 i S 17, D/t 2 UM DR A 2 4031
SR M 22 TR, B B R 55
fat ML 1M B AL, AT A0 Drpl 48 334, 1R 1T £&
RAR S S125 A, A 3 Mfn1  Mfn2 8 [ B 35, B
TBHEIRI - #E WU AR (R 2) o
33 PEHZAFTEERAEFFOEEFRTFR2
A ¥ Jk I

SRR ANES S TRRARRAE, HATC AL 5
RAT AT L B B M A 20 A T LA B B
TR, PE— L 3 T2DM, 205 RAF P 2y
ZLs R P BB WP HRE 2 5 RAT RE S (e

LN B AR IC 8 1 LC3T R iA10 L3 1T Ay 5% Ak Fn
BNIP3 ik , I 0] DL I 76 1k [ R PR 4ok At
RS E , DT S0 2 b A i 1 5 i, AR ROS 1772
W JNE K B TRM, B (2 A (Astragalosid, AS)
FLAT ] AE P | I A0 R T AR T, X
TARYT T2DM & SCHPEE Y. a9 i7s AS TR LA
A 1T PINK 38 B% , o035 4k hi AR B AR OC & B (an
PINK1 ,Parkin ,\LC3) FR Ik , Jid Zebifk B m, BRI 0E
JRE , B AR T i, AT 3 T2DM™, A5 3 B
P A2 ] DA AR AR L, Dl 16 M4 A e 2R
FEA L R B B A M T RE . A I S Y
WESE T My 2 08 0l LU BE p62 iy 2235, I 55 LC3IT, &
1F W DT SR AR 7, # ] ROS A B
Ao ARG K BERERE =B R (v T4
J6Z AUEE CHOEE AT RER IE TSR BEAS E
P WP I S0 DT 5 S0 1 PR I D 1 K AR DA
I R ORE BN, DT M R S B 4N ML T R L B R
T2DM"(5£3),

4 INEL

25 BRI, 2Ok KT i OXPHOS 7= 42 ATP, A i
Mo, A e REH [ B4 Mg L HA EZAE,
H IR S0 ] LLE NF-kB JNK . NLRP3 2541 X 40
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{55 18 %, T B i A X7 BRI, 1 U E SO A
DIRE S, I e 8 5 BUA ML P B SR AR A0 A A (e fi
T2DM F e A= K Ji& , DALk ml LA 2o b 3 2ok A4 5 19
RAE LAE T2DMAEAR o 18 2 i 2552 05 S AT B0 ml
VAH o Bl st 2R AT | W AN ZL AR B ) 2 T R A2
TALRLIR , fof 20 M0 PR 5 A E IO AQIBPIR A | G2 M JE S

N o A B2 B B RIE AR A DR, vl i 2 A
FOZBEE TERARA T 1 RAE B2 H ETE XS
H I 2l R s 2R AR SRE P T2DM A AE AL o ke =
KRGS, PR R AT i — 2P BT VA 0 ) 2 b
PRS00 RAE ) 252 05 B ioy, U R 255
T2DM 1l PR A FRA AL 0T 22 () 330 B il R ARl -
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Research Progress in the Treatment of Type 2 Diabetes by TCM Regulating Mitochondria—Mediated

Inflammation Control

CHEN Quanxing] » MEI Manxue®, SUN Haoxiang' , ZHU Wei’, SONG ]ianping"“
(1. Artemisinin Research Center, Guangzhou University of Chinese Medicine, Guangzhou 510006, China ;

2. School of Pharmaceutical Sciences, Guangzhou University of Chinese Medicine, Guangzhou 510006, China ;

3. Guangdong Provincial Hospital of Traditional Chinese Medicine, Guangzhou 510000, China ;4. Science and

Technology Institute, Guangzhou University of Chinese Medicine, Guangzhou 510000, China)

Abstract: Type 2 diabetes mellitus (T2DM) is a metabolic disorder caused by excessive energy intake and insufficient

consumption, which is mainly characterized by the dysfunction of islet B—cell dysfunction and insulin resistance (insulin

resistance, IR). In modern medicine, oral administration of T2DM may be accompanied by adverse reactions such as

liver and kidney function injury. Studies have proved that traditional Chinese medicine has the significant superiority of

multi—target, multi—component and multi-pathway. Mitochondria are the main organelles for cells to provide energy.

They supply energy to ATP through oxidative phosphorylation (OXPHOS) reaction to maintain the functional balance of

cells. There are closely related to the occurrence of T2DM between mitochondrial dysfunction, abnormal mitochondrial

dynamics and impaired mitochondrial autophagy. Mitochondria has been gradually confirmed as the target of traditional

Chinese medicine in the treatment of diabetes, but there is a lack of an overview of the effects of traditional Chinese
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medicine on T2DM by regulating mitochondrial-mediated inflammation. Therefore, this paper reviews the relationship
between mitochondrial-mediated inflammation and T2DM, and the mechanism of traditional Chinese medicine to
interfere with T2DM by regulating mitochondrial-mediated inflammation.

Keywords: Traditional Chinese medicine, Mitochondrial inflammation, Type 2 diabetes mellitus, Mitochondrial

autophagy, Mitochontrial dynamics
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