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Abstract

Chronic obstructive pulmonary disease (COPD) is a prevalent chronic respiratory disease charac-
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terized by progressive and irreversible airflow limitation, with recurrent episodes and poor prog-
nosis, imposing a severe global disease burden. Traditional Chinese medicine exhibits unique ad-
vantages in the intervention of stable COPD due to its holistic regulation and simultaneous treat-
ment of root causes and symptoms. Modern studies have verified that this therapy can regulate in-
flammatory pathways, inhibit airway mucus hypersecretion, alleviate oxidative stress, block airway
remodeling, and balance immune function, thereby effectively ameliorating clinical symptoms, im-
proving patients’ quality of life, and reducing acute exacerbations. This paper systematically re-
views the TCM theoretical connotation and modern mechanism research progress of the “earth-re-
inforcing to generate metal” therapy in the treatment of COPD, aiming to provide references for its
in-depth research and clinical promotion.
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1. 518

158 B 2 ¥4 %% (Chronic Obstructive Pulmonary Disease, COPD)f&—2& B A AT 1t . AN Al AL fr)
TEVENRFIR R G HEME, %O B A N R M BR dI Ve SR B 28, FEBEIB DD RE R I RER, K 12 R
RIS BRI AR TGSl R R 3 0 e S5 AR [1] [2]. iR AR SRR . Bk, W
ORI GEE. SSRGS BEARRL R, faE AR ERM B RATS], CARRCN A B0 ) B
RAFETPAMERS . BBV EE T 1007 5 AXHIE S HER . Sl Sk SO SRR, (BAFE L Fh 2y
WEIVER, iz AU 245 R i B T A, BROR B ) i PR KU 2 P 5180 i B BCR . AHE T 78
B2 B —XPREVR T AR, TR 2GS0 R BEARHHIE . ARAS IR T B, ARG i 2R 50 < I P A
HRW . EATERATERHERES PR G, “BEAES” IEUMREIT. BAREL AL,
#3525 COPD A bR SEAZ LR AL, BLE) V2 N T COPD (i fH & 2. JET 1k, AL RGEMPLILF R
[ NSRS SCERAIE T, AP B HLERA IR IARAE R AL S A7 T S A AR 5 2R ok Je B2 4607 THI e T 4 T
L5k,

2. “BBXHEE” %iafr COPD MhEER iz

FEAL G EEHFIER Z rp, AR VERHZEVERIZOR AT 8 T “iAK 7 “WilE” BRI SR IETEE, HAmAL
RO AT B R SE A . AREARSE, REBIBT AR, ARSEREIERR AR . AR AL AN, T SE H
AR B, BT BN TCBOR ARG, TR E D RE RS R A AR . SR
MISRBERX AL, BRI A S SEI B U B I S E e M IR A L A, Lo A D
HIsRFE WA, Spmats, RERNEM RS “UE A R O B . 2T ER AT
AEFRATAER) “ B AR I, SRR SCHE, CHiE bt AR B 9L, LA RS
Py e UMAYR GRFRFRIME [l 37 1, SeBLAR RG . FRASR B R 1%, 23S COPD RSk
AR IAHLRT o

MBEMFAE BN ERE , B NG RZA AW, — S 7ee. i BIhaerfaE, Bk
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A B

R B KRG TR AR TR TR, IR A 2 Ml SN Re i BT G R BRI, MR IY S B A, IRIE AN
AR 4, J7 T VARIE ) B S5 M AR A B AOIRES o [N, Ao Py ksl « o AR 2 R,
R 2 457, COPD i3 i Jkia, KIBA, RETZER ST A, Bk BT f, ZEi&~0E. FH
AL, HET SR RS LN IR 2 IR AEE, AT BB AR R sk BELIT I 2R MR S M BRAIE R, A
ICHR BRI S AR R O BEANE T R AE A e, TAE TR IRAEIE . W ERIg b DhRe,  MUE S BRIz ik A=
Ao BB AL JE ST A, B B REIE P I8 e 4 S SN B A, AR BB RGN B DR K
FE AN IR DLSEI, TR ARZET . PR R AR R EUM AR A RTTRE], ETTNE R,
REBE . BRI SN, WA S SAUER, B REREY, GOSN RIE. MRS
AR E, COPD FALEI A AR R B & Z B BEAE R 3k QU AR AE , MR 2 s B
MR R RN T R RN 2 IR R AR R G B ER Y A, RUAA U T R 2 I, R S T
IR AN Z IR, IR THIRRR RE, RASRARNAE T8, ERE AR A, ZD itk
N2 IR AR A ) ERE R B, R as 8 AR R vE [ b b, nH RO R B O, ISR AR .
Ak, B SR E 2 BAMNEANE ARG, IR T i AR IR 22K N AR A, HLA
[P HRAEAMAR ) A, ARAE T B s A kAR T, s A S A &, COPD JE T 1S g
S5 B ERSER =, i M . PURE RS, B2 AN bk S R AR, IR LT PR [
Pl PhERE, SRETHUAREATRE T, MARVEFEAC SN E XS, 7870 36 R IE AR 1A% 02T AR
3. “ELH$” AT COPD MILRIERHE

DR R 2= FEUE S, COPD s BEHEAR FHB M 8 RE . AR, SE R e /il SIEE S, Rk
i % 22 SR HEA LA L R OK S, S ALHIA AL BN, HESm 5 R el o i aE K a7 R 0,
“Rr b WRVETTE 2 8 S T PR EIAT, YA ERAS, RIFEIESE COPD Jife. i
ST RERIVRITVER -
3.1 BERIEFESER, IIHRESERE

FREL MRG0 9 2 COPD KAEKBIZ CIRshILE], REFRmeRE, &FEERH. %
B JETDhRE T BEAAZ OISR . B SS . 05 5 AR 25 COPD fa i 2 I uE ~0E - R 41 A
5540 55 M 1 1) Toll BEAZAA, 0E 4% 1--kB (Nuclear Factor-kappa B, NF-«B), i ik (4 40 i /) 2 -
18 (Interleukin-14, IL-18)~ &R FE A -F-a (Tumor Necrosis Factor-a, TNF-a). 414 %-6 (Interleukin-6,
IL-6). FI4HESZR-17 (Interleukin-17, IL-17) %54 % R 170, TR RCAIE BRI, FREei itz . 2 10
FERE IR UE T8 LA RO IR A R AR A o DARR S AN I D AZ L () il BRESORL P 28R 4% TLR2/4
31 NF-«B R FEIE R, @i EE 1B EARIE. ] p-1xB 5 NF-xB p65 F #1751k, /D12 % K78
Ji, 235 CGE COPD 7R K BRI 48 IR 1 5 Al 20 L B 453 [3] [4]. Hu Z5[5]. EREEE[6]MAF Tt — 2
UESE, 55 A E9RvE 77 AT s I 0] TLRAINF-xB BG4, PRI SIE R0 B, IR 45147
3.2. MHRISEFES T, MEMBESIIEE

TR R 1S 3 WAIRES & COPD H EL I R BRAFAE[ 7], tH2 SEURTEIERE . fmaguT- 22 1) M
NGRS T S R R R S, BRI, MRBURKE R A RAEEN
() 22 P FEDR SRR, WPICE RNV R R E W, BT A B TERREE ), WA SIEN, — T
HRTER AL RIAZE, RRZR: AT HE R TE IR L, R G kA, IR B0
PUIERR, RAEFFEAFEIFRIREN s, T RCEYEIERS, RS2 RS TR R . ZFEFBIA AR 5
“CHNAR G B AR Bt E R T EUR I R BRALAERE, SR AN e AR T YT COPD ALK R, 45 R R
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K FIMIRG B B e HER B eisb, 2 BARE BRI REsG o, S SV B 2t 0 W] i e {2 o
iy A< He LR IR bR REWS Ik COPD M- CERF R R 7k i ~UERHIE, SEZtE Lt . Mmeiii A [9]1E
S, HAEFMLE AT RS IE T ] “1L13-pSTAT6-MUCSAC” {5 51E /N FIAE . SE MR
ARSEHUN, H Rt 5 EART MMESHE TG ER, AR TR, RRRSE[10]RH]
L IIEE R COPD KRR, KRIBMAKNMKBER. BWR. KM GENE T, EXT
¥iE COPD KEFEAR “Mlif < mE " SRR AE N AR IRAEAE MR RO HLAIR B, MITH 5B 1 ifyT COPD “H%
T B KRG R TR T IR, AGERE T, BI IR E LT, KRBT
PROEL)” L “mfCEe)” 5 AR B FEIER .

33. EMESLNHIRG, BESEERHRE

A R (Oxidative stress, OS) /& FEHLAA P A R BEIT B R AR, 7= AR K v 14 450 E i 2 (reactive oxygen
species, ROS) Al 1% [ i3 (reactive nitrogen species, RNS), HL&HT AL BE /73 DL A7 a7 T B A — Fboms
FLRAS[11]. BRI A A 0 B A A DNA & RE R 71, 1 H RS (e ik — 28 500 K7 1 &
B, AT 2 1) 9 A IRE AR, SEUIER A ISR [12] . A S N FE R AR 1 Ji D T DA A A
T 55 B AR5 G 2 i S AR I DR 2, AT DAt SR AH PROBE T 46 12k DR - S N VR PE R 3R [13]. i B 2, %
iE 5 AN AR A LRI o ek, BRI W) aT IR E R s, il A ke 2
#E5)) COPD M fh i RE[14]. FT RGN I O BAE T B AN 80 BRIV B o ARBAE[15] BF 70 K A
IR 25 i 7 B A 186 i #4804 T (Superoxide dismutase, SOD) 3 14 L &2 23 bt H ik (Glutathione, GSH)%%
PRI A, MU S TR R R 52 R, R TS S AL =P (Malondialdehyde, MDA) &
IR N, KBS o . AR [16] B FUB RS 1@ ANt SOD _Fiif i) 4% ]
¥ p-PPARy W ETHEAEH, T RAER T PGE2 & & FFE, HAEMM T2 50, I+ HAEFA4 ETHIT R
T I SR LA PTE AL RE TR AR I A 2 G 52 S A 2 “ R LA 4 ¥R YT COPD ML Z —.

F AR EE B LA, WS 3 — REAMLHIHTHSUE E ;e IERSAAfE, i SiBERE
KA, BN SIEEIB[L7]. “OEERR 5 R A . B R AN b R e 2L R HE B T
e, JFHIURIRTUR . ORI A FILF4E(b[18] [19], INESIER%E, T8 COPD il T ib B 5B AR[20].
H i 4 & & 1 (Matrix Metalloproteinases, MMPs) -5 471l 71 (Tissue Inhibitor of Metalloproteinase, TIMP)
VR 20 75 18 24 o 5 4T B AP 35 5 ) A A B S B AR 2] 3K S il S R R SR A Tl B R A S T I oG . 2R
A BA[22] [2318F 50 KL COPD KR AN S =697 5, M ZURBRINGEEH B, AP IR
UURALL K MMP-2, MMP-9 Fil TIMP-1 1] mRNA FA 34 BT R R, Horb DURMIT g IR AT s R, “ o
TS EREEE A I EE AR - PR B AR T COPD AUE B2 SiniG K RE.

T/ SR [24] I PRI T 45 SR R IR 1 AR 4 7 e PRI A 2 T3 Hh % A A2 K (Rl 7--B1 (Transforming
Growth Factor-p1, TGF-B1) A Uil N Jz A4 K [ -F-(Vascular Endothelial Growth Factor, VEGF) 1) &, /b il
(1) J5 40 6 4 PR A7 58 ol B o Bt S I 3R 8L, DAL PGB S . Li 6 [25) 0 AR I, bt
J AT @ S| NF-«B/TGF-p1/Smad2 15 5 3B /b £F 4 FR SR U, s AOE 0, X Ja e i o HEL45
A3 R0 98 RE 5 N LA S 3 (1 R SR A

3.4. MEFERZENRE, HIENGFRELSE

COPD i N A7 £ GBI T B, IX P BN R BE I 2 5 TR AEMPIRIE I G 3 5
SN, ERORTEEERE . PRI APk, HRE” . COPD B DA, BEREAE, XEDIM
XN RMRIR RRIRA T E A S R A sy, B EIREse T, DU gl B
HDAMAREST . BeF 2, BRI AR o B A e R FT . AR LS [26]F 78 A B JR 2k s 11 AR 1 T
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Fha 5%

COPD K ff)CD} . CD} 4ijfi . CD; /CD; HLEEEHN, 1gA. 1gG. IgM ZERiktiin; & HE& ik
ISR, P2 55 A& B N BRI R T R 2 LT S BR B E 1IgA. 19G. IgM &, I AR
a5 05 AU 2. “35 1AL VR RENE SR A2 MY S 2 R AC TR G %t

“RE LS DUk Res R Gk o IR TUIRIE, W TE AR MR AT R % COPD i E i B [27]-[29] -
LA AE T R A 46 B IS 5 1% (Short-chain fatty acid, SCFA) FIRETE « 24 1% B BEZE I 1 T B2 A0 |5 L R %,
SCFASs /b, {8 238 3L ¥ 25 15 Wi R 52 1 GPRA3 B4R S 4 /MAs NLRP3, oA 1 48 i PR 1 R b4 354,
A PEN R JER AR AE[30]. AL, WE RS IR E I R — B R s, HERRN R L
A A2 1) SIgA, T SCFAS J2 fizil b f 4afa ik 3= EERE SR, SCFAS iR/ K2 T3 SIgA 1%, R
G eI AA[31]. Mao S5 [32]F FL AL, AN AEERE 7 Rt 5 93 [l S AR A1) SCFAS/GPRA3/NLRP3 ji
Mok COPD KRB A Tfe, THUSH COPD KR AVER THEARKKFEE T, SEHT
SIgA K B TF, il 98 RE Yk o

B T NS TSR R RE Ty, “RELAES” iEMAEL IE COPD &35 B & 1 i . COPD FF4lA7
TR JSRE SN, — i FEPE _F 2 B 5 e i i1 [33], 3X S LR S 11 )3 8 S i 52 2 18] AP 4 25 AN ] 43
RAEA B SRAR B AR FIBH B — iR I . 22N UG, e 40 Bd et &G o [ SRR RG
WHEZH . BAARRER) S A0, BRIZEHIE KR OB S A R, XA o 7 A s )
JRAA T RRERI R A . AP TR SORE R AE UG, TR B 5 G PR T 9O N IR AAELE .
TPEDNRER LT KIE, BT =8 AN RERIE AL, FUE R ST e iod FREREN 52, J8 3 e il
i 52 G B A0 2 ) 250 . 22 3R NS5 [34] R 78 R IAMNHEE AR 7 T Tl 5 (1) COPD KB, 4] I fili v HE
Peilih CD; . CDj 4iffikis & CD; /CD; Hii B EF -, 5 Lidiss R —5, M4t CcD,CD, Mtk T
YA (Treg dHAf)ZIA MR E TS . Treg A2 4ERFHUA G2y SZ R BN R —, X S A s 05
5 BA ORI, TENLA S RS A 98 RE SN 7 T A #5458 B4 F [35] 5% 0 N <5 [36] B 7t A I »
i e ks AT FH 5 COPD &g /M I 247 Thi7/Treg bbfE, 52 %8, Thi17 40fE a5 HIfE 2 R+ IL-17 &
= N, T Treg UMW IPT R A7 IL-10 B7F,  “B5E4247 SREERSA]IE Thi7/Treg 5% 21 .

4. ING

COPD {EfE Bk NSRRI RIS, HARTEIEAT V. SBUREIEIERIRS A, K IAT
R AR E MR BTIR 7 R BN IR KA TR AZ O R K o P8 22 FUG ST W] PRIE G2 i S IRER, (277
FEARRNZ . FHHEERR. “BhAE” BRI PEIAT AU S BAEPHEE4E, S22 COPD fi
R RE . RPN BAAZ LR AL, DU IEDG . ARASRBONIGEST RN, SE AR IR O B R oK
BB ER SR 7“3 B P3R)T COPD MIRHENLE], UESKIZIG W A % SO R . 10 &
WU G, P UEEE ., P R D RESE 2 FL g4, SKBL COPD JREERERE (14275
BT FEAREL T R EEZ AR . ZRE L A RN RIL S . PR SEEIESE, ZIRVEATA
AR B I AR ST DRE S A4S R > BRI E R, AR B R 4 S R PG
S E N HNE, RN TR EARRT MPEEE. BRI M AR SR A
H—, BIAURZRET COPD fUEW], S S A/ T I REON B, MRTE B B 2T
TRz, H=, MR G RAAAE R, AFE AT AR LA HLEIZE R R, W2
I FRIRIZ . AR AT REU LA, WIEARRE AT Z A E L], S - 300
FERIAFENL]; Bedh, WA SR AT I, M S Ea bR R I AR R T PR S5 S B
kR, APl “R BT iRVAAE COPD MTEALIIA T MRS EAL . AREALRI, FE R h B2y
ENS P K PR e p AR TR 3
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