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Abstract

This article reviews the research progress on the mechanism of traditional Chinese medicine in
treating chronic obstructive pulmonary disease, providing new ideas for the prevention and treat-
ment of chronic obstructive pulmonary disease with traditional Chinese medicine. Traditional Chi-
nese medicine mainly prevents and treats chronic obstructive pulmonary disease through mecha-
nisms such as inhibiting inflammatory reactions, alleviating oxidative stress, regulating autophagy,
regulating protease anti protease imbalance, and reducing airway mucus hypersensitivity.
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1. 518

1844 BEL & £ il 9% (chronic obstructive pulmonary disease, COPD)& — il LA 3l 4 it A% 0 B3t 4
BN JRE S BB , I ELH RO MU 0T . R £EEE . WLPAThBERRS . Mo . STos o R 0 A
EMHANRIL, DA AR Z IR FERHE, BA AR, SBUEE., SBURENR R[] AT
A GRS F B TR 7R, COPD H SR RAEAK 40 SKF4REEH N, Hi 2 2060 44+ COPD
il B AR S (1) R R AR 4E 540 5 N[2]. TEAERERE 2030 47t Hig 1 PH ZE 1 e s 4 51 A
AR L —, HATERRIE A B A BFECR T 1AL/ (3]s B AR TS e B 2 M Al 1)
HZWAESAER. BRETEER. B KA R4, (ERBRR MRS AT (1 U 52 BR ) A il T e i)
Wtk M EEZ T COPD HA ZH . 2@ IR (4], ASCF BN P B 25 5O fRORE . Jekiz < il
RER Ay W BRI T B, TR AR - DU AR S T TR T A, NI A EE 2
TE 15 FEL 2 i B 4 A 5

2. FIHRIARER FRER

14 L S M it A — b LS R O L PR A B 1B M SR OB R o T AT R
R, BRI L bk O A B AE JORE 4H P SR 4R DL A ) 31 -6 (interleukin-6, 1L-6) YRR SE A -a (tumor
necrosis factor-a, TNF-a). [1/2-14 (interleukin, 1L-18)%5 48 14 K 1 () K &R 51, 28 4 8738 ik 1 i
IR L A1 17 51 AL 4 B 90 SRE[5] s 4 4 DA - AN R RS A TE ARIR 20 B A0 B 4t 43 WA RN, R
B RN AR M R UFHIPA R S BUR A SAE[6]: TNF-a 858 R AL 77T LURIBEE I & 8 R A G
(matrix metalloprotein-9, MMP-9) {14 i, 2 B4k ot 2 (1 m g it AT T 0 LA PR PR B8 B L xR ARG B, 2
HEEEB[7]. 575 258K HAE NIHTNE 2 PEG AN L COPD #:8Y, Z/NE e g T ia 7
Jei, R COPD AN RS M A A4 e . mgh Mg, EngandcEm D, NiEma gt
IL-6 Fik, HPuRHUEITRE N/ EZIHIZIE T «B (nuclear factor kappa-B, NF-xB){& 5 i@ B AH < 2
AR BAEAZEOIRFLRIN, B IJ7 0B 54575 n] DU I ] COPD K BRI ZH 2R i 1) 22 2 I 3% Ak 2 1
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P38 B AR KAE SN, R ] AR 2L 2R TNF-a 1L-8 S5 RE R 12k . SRS IS5 [10] 84 H % 5
T-Hii COPD /N, RILE A i K4 21 b i) TNF-o & AR, 2800 3% 2 A6 8 i ] 98 RE R
FoR % COPD HIANE N o Ak SR [L1]EEMF 78 K B ES (-1 il e BE AN AT B COPD KBRS A IL-1+
IL-6+ IL-8. TNF-a B #AER 17KV, [A]I AT FRAR S U v e v v 1 4B s BORT A%, - Bt h
PERLAAAG . WA i, B P S I 0 ) AR R TR, AORELE Y SR ARk T COPD K
Bt it 2H 205 B R it D e

3. EMAILNHK

AR Hh AR AR B e 2 IR B S A R G BRI 2 TR AN P4 5 R — Al BER A, COPD f8 3 WPl
AN 5 75 T 2 b A R B AN TS MR SRR, AL RO OE S NF-xB 5 5@l S E A1 k
VA SOE N IR 0E I IR 3 B 2H i A FH RS2 AE R MR . ETR PRI AR bk S PR A 4 P 5
SOEANPRAENG P ZRAE[12]; AN S BUR AMIUE OB R G KM, — 7 EPE AN IIEE, W ol-
FUBE 8, 5 — 755 MMP-9 A3t 25 11 B (neutrophil elastase, NE)it 63 , M 1 s fii sz 52 o i btk
B A 50 A5 U BE S5 R [13] s S8 R BRT 45340 A< b R 4 S B AR T, AT BG4 M
ST AT B EE 1, IRt — DR IORE, FALRIE T RS S8 ORE, AT P2 A 0 — 25 1R S8 Ak 7 A
M G R [14] o JE N GH[ 1515555 FH 2 0 00 25 S B AR L ) ASA9 4 AN S AH 55 B 45 i 22 W 15 5
1] COPD /INERASEBURIF T2 R I, S BR A S5 ISR B A B B 35 B AIK T & JH O S5 R BG5S (1) AB49 4t Ffa DA &%
COPD /)™ L3751 L B Aot S R T P 5 UL TR RO KT 68  E A L f 25  BEUA DRL 3 e 18
FLER A S A SLIE A ML AR A 6 A S R 42 RIS 52 i A7 B R 1 (TRPVL) AR A RI4H L 4 3% P450 5Kk 2 WK
B A B 13 (CYP2AL3) R F A UKL DTER T 8 1 6 (SIRTE) ALK 1 E2 AH G F(NRF2) & K 78
o 77 EAR[L6]55 ) Bk B S B T TS AL R ORI 1) BEAS-2B 4Hiif, 45 SRR ) Bk B S )
/> T BEAS-2B I A A, HAE R S AL B S A P T S M g . Bt 5 [17] 4 AR
25 AR R 1SR T SRR AR PR G 22 B (LPS) B2 5L 1) COPD K BB ARY, R B 1 S 4mdk 1 K i o
N R KF, S0 T R A B A BRI A5 IR H IR S e A BG  vE 4, LR R UM REBRT BB 5 4% NRF2
WA K.

4. VEIRLHAE A

B W — MRS I ERFILE],  E R V2 PR AL 2 —, 5 COPD KAV, (B
DIpLHEI ARG, COPD B3 I W R IRAT P T . B WG AnAN AW A2 Bt — 7 AN 2 S EURVE &
W AU S 408 P 4 8 B 1 i, O T R 1 M B ZE AR I O BERE (18] 55— 71, e R i R 2 S B
MR T2 LR B AT B2 0, TSI KA s AN S COPD i3l £ 6 1A 45 #4 R T RE V) 502
fl B OB R M B SRS AL R AR TR LR B A S PR 1
KA VIR AR[19]. B2 RT LLXUA A0 B, 8 5 WA E BVE R . L2055 F A
SRR ASA9 4, BT U AL 254 Miti 2 B 5w F i B AR VLA = i (BP 1K)/ 2 F I (AKT)/mTOR
oL, REEANN E R, 4ERFNIREERRAS . RARIR[21]55 R A A G, A SIE SRS TS,
ZE AR YITE A7 T AR ROR BUE B A S R EE 3 (LC3), FAUE-1 (Beclin-1)&iA/K T [
RIER T IL-6. 1L-8 & &, EHIE WK R COPD K5Il b R i A WS N X1 B S5 [22] At
FRM, @FEFSIBITHERESIRZ S S COPD KRAEMANGZE L HE AMP L G
(AMPK)/WH 7L 370 75 1A 55 3R #L 2R I (MTOR) {5 538 B% , 101 240 /0 B WA 1, 203 COPD K BRI A AT A2
TEIR IR [23] 5 I AR A L ARSI TS R B, Z-ER T gl 1 PIBK/AKT/MTOR {5 5 i B ik K1 AL
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N HEAWEEA 5 (ATG5). AW A 12 (ATG12). Beclin-1. LC3 £ FMEFRICIIFRIE KT, 0] F WA,
4EZZ COPD K BT HE ~ % .

5. EHBMRERRRS

COPD J& —Fi it 28 (1 18 M PR e s, L rp b MR R e 2 g . 2H 23R R R R T 4 B T
WL EIEH24]. EABMAMUS 5B R, EPESE B, WATEES), R ENRR W
al PUEE F R (al-AT). 78 = 40 i 8 B 7R (SLP1) 55 < 8 2 1 B 40 770 (TIMPS) 55470 28 11 il m]
AV B B B It /e D, O HLRE RS A 2] COPD HISBAL, B A Bl A 1 il 2K e 2% 253 U /<,
i, 33 COPD (K E[25]. AP [26]5 8 58 B, 1E IR 7 F1ifE, K ETZ4Z MMP-9 FRIA
RUAFEAG, TIMP-1 BRI B3 Tk, RUNE M J7 fets A ot 4EFr COPD &gk & (1l B§- i iR
IR ~F 4, ATTT ZE 2% COPD (3R TR PHPFSE[2710F 70 R B 7S W AN SR e vT LLad ik |1 STAT6 F1 TIMP-
1B, TG SESEFEIER T 4 (STATAF MMP-9 ik, /bR RN, 458 ARFHTE
FIBE P, TS COPD B I thfe. FEJ5 281550 50 KB A KWk T-7il CS BEA LPS %K)
COPD B4 A] LU K BRUIE o-1 /i FIRGRA 3G 0, BRAK NE 21k, T BSe 15 BE AR 284 K BR (1) Dy e
ZGEAE ] . TRERE 291 7t R BRI £ H R T-7 COPD K RUREALG, 45 53 B 32 3% 20NN AT DAk 3 it
HLIINRE P AEA SIROK T, Rl 223 2 0] LA FIK MMP-9mR-NA, it G fili i 32 457 .

6. BERSEMAD I

FEJORE PEAC LRI R, OE b SRR AOIR G0 M 2 23 tH R BG5S K& SNE
PEIE 1 S0 (ROS) A b s 40 B 7 A2 (1) P D8 P vt M 4R g 3% B2 2B K [R] 7 32 4k (Epidermal Growth Factor Recep-
tor, EGFR). EGFR mJill il G #% K 1 kB (NF-KB) &A% 3 s K 1 K I MUC &K (1) 84 3¢ [30]. EGFR i&
AI LA CHE A2(FOXA2)ZIL T, AT ZE MR IR 248 Jf PR 38 B MU VR 110 3 WA[31] 0 4&AE S A L
AJ DL IS 0% p38 MAPK 3 4 i % 85 5AC (MUCSAC)HE K 55 [32]. A bS5 33 st KB, RFHIR T
<% T il COPD KEBLAYfG, &5 RERM I+ @ #if MUCSAC ki3 hnzKid@iE & 5 5(AQP5)
REARILAKT, WA STERR I W 25 me (34125 K F AN 7 (. 5. AR, TRE.
WEDURE, BRHIZRAE), #MMZRE H(NS . KER. IIHE., RAT B, )RS F(NZ.
WikE . AL IR TR BRRE) T COPD KEBEAL, AIT 4L 235 /K & AR 40 M L 451
il ZH 208 B R R ) MUcSAC. MuchB Rk /KPR B2 25 BRI, RIIAANS 51T HLARAR I il
UL = Ik RS L5 COPD KRR AUE RN = /- W IR ES . BIIE[35] 5 ATl &40 %% T 7l COPD KR K ILif
7K ML 2L A AR LPS 11524 Toll BE52 44 4. MUCSAC Rk Bepi A 4 8 35 AR, IFeks 7 0B kG
W IIRAS , AR5 4% NF-xB {5 5 8% A XK.

7. IMNEERE

COPD J& TR “filiflk” HVEWs, #WakkT “m” ZJa, i, FERifyT COPD Wi/ iz
HORMIA RSB, gk, FFOFEIESRIEZER . ASGHEIE B85+ 256 COPD HLfi w 7T, KL+ 2
Piit COPD AT Zigte. ZALAMIIEN], 1 BRI SO SN A SN I A B R L 70de «
P, WITE AN - SUERAMAM . P2Piih COPD ISR, WAL, H—, PEHE
J7 COPD fEFINLHIE A%, MARTERTERER) . Bt Ra TR L=, RESWSLIe RXHRET 7 inyT, ot
Z T EA PR ORIERGAIT W 45 BEE R AR & 2 AR R, [RIRHAR NI R v o 12 1A i PR
WHT, HEEZiPiia COPD M LSl SEWIEA, i EE2ifhia COPD SR AUt Kl SE (IRl A AR -
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