Traditional Chinese Medicine FE2%, 2022, 11(6), 1293-1299 Hans X
Published Online November 2022 in Hans. http://www.hanspub.org/journal/tcm
https://doi.org/10.12677/tcm.2022.116188

ET “PEM - &R RidmSE@MIERTT
R0 NIRIE

¥ 2, AEAT
RUEILHITTPRE a1 ST [l
P R B 2K B R PR 4 4 BB, WL I

WekE H I 20224E10H8H; FHHM: 20224F11H17H; KA HH: 20224E11H28H

R

12440 /73238 (chronic heart failure, CHF) R Z MO I B RR KL KM B, BEHSEZRIES, OF
MR R BRAEGERETRBEZRHME. EBELHTEHRIF, RRATIRESK/ERAERNE, B
AMUPE ROV BRE R HERL, HEEFERENMNME S ONARAT . FEEIN, BSESS, KM=
W, DRAFABRBMHLOE; BREh, KEAE, HBRERL, TUBLE. &R “HER” 52
PAATENES . {EFVERE. ThEbie R A A TR =TI, AU “FEE - hik” B NI R,
ARINER BRAEEREEEREOCERBTIER, REHARSEBERBTOREZAR, USHAE
PO AR FGITIRAEW SR, oA R ERBRLRAAT) R S 38 MO R IR R
e L.

X 5in
“RERME - Rk, MR, SORRTIRERERS, MMM, B0

Discussion on the Treatment of Chronic
Heart Failure by Spleen-Strengthening and
Qi-Invigorating Therapy Based on the
“Spleen-Mitochondria in TCM”

Ying Dong}, Qiongli Zhen?*

The First Clinical College, Hubei University of Chinese Medicine, Wuhan Hubei
*Affiliated Hospital of Traditional Chinese and Western Medicine, Hubei University of Chinese Medicine,
Wuhan Hubei

TESEE .

XEFIH: wEw, WAL BT b BEM-ZRAR R AR MR T B MO J )], PEES, 2022, 11(6): 1293-1299.
DOI: 10.12677/tcm.2022.116188


http://www.hanspub.org/journal/tcm
https://doi.org/10.12677/tcm.2022.116188
https://doi.org/10.12677/tcm.2022.116188
http://www.hanspub.org

WA, B

Received: Oct. 8", 2022; accepted: Nov. 17", 2022; published: Nov. 28", 2022

Abstract

Chronic heart failure is the terminal stage of various cardiovascular diseases. With the increase of
aging population, the disability-adjusted life years and medical burden of heart failure are in-
creasing. In the pathogenesis of chronic heart failure, mitochondrial dysfunction plays an increa-
singly prominent role, which not only reduced the energy supply of cardiomyocytes, but also in-
duced oxidative stress, which led to apoptosis of cardiomyocytes. In Traditional Chinese Medicine
(TCM), “spleen deficiency” can lead to deficiency of “qi” and “blood”, which is the pathogenesis of
chronic heart failure. It is found that the spleen of traditional Chinese medicine has many relations
with mitochondria in concept, acting range, functional characteristics. So, in this paper, we will
take the theory of “spleen-mitochondria in TCM” as the breakthrough point, elucidate the role of
“spleen deficiency” in the development of chronic heart failure from the macro and micro angles,
and put forward the treatment of heart failure by invigorating qi and invigorating spleen, in order
to provide theoretical support for the treatment of chronic heart failure and lay the foundation for
modern research on the mechanism of mitochondrial dysfunction promoting the progression of
chronic heart failure by TCM theory.
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1. 518

MG PE L ) IRTRIE Z MR B R AR N, OIREREET sk i Re A4, CIEZR AR 7 T F%, R 20
MBI 2R B[] #2021 4 rp O MU W BT SRS ) Geitard, O 71 380 IAE Be AKX T
b0, (P BE T S e N FE T FR A B B —, B AR T UTE IR T SR [2]. BRI TE 25T T R
Gb, rp R 2 AT R U O R AR PR O R R R IR, A BRI B A, AT R BRI A B ARG [3]. EH
BRHLIT T, BERE S8 O R A R R E VI K[4] [5]. B, N “SMAZIR” , GEE KGR
WAL AR L RS R, EFRAH([6]. SRREFAZA Mz 040, RelbE . IR, R IREE
Ak N = W2 iR 1 (adenosine triphosphate, ATP), AZH A& Fhh AEim shiR L ae B0 FF (7). dukar W, Wi
EMES . EHVEEL DhReke il BB Z ML AL,

2. “rhER - K" REEIERE

75 20 4l 80 AR 1 PR “ R - 2Rk FHOCERUE, TR EEENE R B RIREL
REZFHIBAE, P& B A—DRE, EARSE T HL RGN, 5 RZThEe. e e
BEAER[8]. LRRiR S I RE B AL T, MRS A dr g s iR (L RE = [9] [10]. FRATTEGSE T AHICHE
FRIAEE P SLRR I b
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21 HE “B” SLREFRESI R

LRI I E TR R BRI AR . AL BERRAG A ATP, (REE & T G vd s AT, Th RN “J5
RLA” , BRERWAAENT, HFAMRERKE IR, Zohiihye S ARE st 1 L Z K ReE
SLAit, A ERLAR ) RERAT NI R BUNHLAARR DI REAR T HERZ 0N, 2Rk ThREFarG S B R - A A
A BENIEEG . LA A = 70550 BDIR S v B A R R A A

22. HE “B” S&NEEREEMNN

B NIA RZA, MR Tate, Wb L, HP AR 2, ARSI
SRRIIEF AR, CRAXY . “Huz <, WEIENT, ANGIEEL” o QR iz A T 4 B AL
JBAN, NENRG. SERDIREESI BN REE, X5 EEMRAETREVE 2 ARE KU B

23 FE “B” SZNEIEE R R

231 “BEEBN” S%KHE

s 7 PR T BB MOKS, BHRBRARRE, W A7 Afugd: HEhRE, <R
AR s P R A S B E, AOR H AN . T BB SECT R ThRE TR, TG
PEEHR . ATP [/ A8 T8 FR R A Zobi ik = SRIRIEFR . FULBERRAARHT, 8 TR OR ARSI
AR, T ATP AR/, 5 ARARRE T RERR G (Biafb 2R ), W ATP AE R/ [11] [12] . ZFEHRERSE[13]
W VEASE + WK ST R IR KRR, SRR AL, MR AR O ATP KPR,
O LSS 77 B, o JUE S5 1L 7 43 2k (P < 0.05)

232, “MEXEmN. gm” S5%&kik

(R« IEGR) Bl Mz /Ka 2, SRR, s T (RIX « 508 . “H
AT, BT o BRA MR T IS IERIEAT, Xt “IASmA IR 1)
AEIER . BUREEST, MAR2MARAMEEHS, HLRANBEINR A A 5HERS SE
B PR AR AL 2R RO IMIBR 1K, BRARIRR IX B 508k B 45 S i AR p[14].  “PRgein” sEmA T < 3R
H, Aeegkim, Weesim. IAREN N, WRERKE AR IERIEBIT, AT ENRKEEE, &R
FRERAR N AT K — RVNMMRORE . P 4ERTE ARSI FE ATP id Bk se sk, 4ERFIEH LIz .

233, “BEFEA, TR S5%hE

“MREARE A, EDUE 1RV TR A NIRAEZ B 7R UEFR e A Resitt G /1, X5 EEIZ
WINREFEAT 5o BUAREDZ R, BRGNP & A 5 MR, OIS & SN2 AT RSk
B, MHEATISRE R EKME ATP BIRGEE, TERE-ADP-Pi 44, BT il 4k 58 A s 45 5,
TR S TR B, BRAMS G M, REES, NA4EE, RAEVPIRSE15].
3. RN ThRERERRH O HFBN LR
3.1. ZREEYERIIE TR ORENER

O IFE — AN T ORI 25 5, 0L 95% ATP Sk [ 2Rk i) LA, — I 78R 31P REILHR
PRG0N RE ECRES, BRI E 1R N 50 773 B3O LR B0 (creatine kinase, CK) [ Bif¥) ATP
W, SRR EE RO EEE S, @il CK N0 ITE ATP @ &> T 50%, R0/
i A B O ERE R BE RN R [16]. 59— T 78 RIRE R 738, IS If 20 B00R B 140 ) 365 8 (HFpEF)
B HIE W N O EN LR B IR £R/ATP (Per/ATP) ELAE BT B, R W] HFpEF & DL R Al & s/ [17].
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3.2. SAFEEMTRERDNORBHAR

LRI A 1) 2 b A I R AR T 2ok ik A L B g 2 AL, BT 60% M Bk ik i 1 & SR AL
Mo SRR R ) S 2 BN & ORI AR ACE AN Th R A SS B 19 PR, L A MR A R e — A%
1R (nicotinamide adenine dinucleotide, NAD){&#iE 2 2. BE1LEE 3 (NAD-dependent deacetylase sirtuin-3,
SIRT3)s& FH L bifA L CBtALEE, Z 5T IR A . RGBS R AL 1
F B E[18]. 720 TE B F KL, T SIRT3 8= 51 WA 2R A e (1 BRIR i S g A0 ATP 5 15)
(R A Sl AL DA SR e PR R OB EE N, BRARPI 0, JFE T ARA =R IRIEIA . B TR
IZIHE[19]

3.3. ZRFENRRELHRBHLR

FEZEUR O AR, O LA P 1 K50 40 375 M 48 (reactive oxygen species, ROS) & 1 28k 44 1) 145 3 B 7~
A:[20], it & ROS MR U BUANE BT, fil &k 40 MR AE T 0Bk B, I 51 S i e & A (%) [5] 28 3 5t [21] o
UbAh, Zkifk ROS Wil &5 FIEIE 4T, W2k iiiE v i FL(mPTP) A JIE £ 25 11l iE (IMAC),
i mPTP I BOK AP st M BB AR I 2, EE R AT [22] o SRR HE [n) %0 B HH RIS B O
WEBRAE L /305 B WA AL A 26 [23]

4, PEMES O HRRERFIIEERERRS
4.1. REMREREM OFRHRIZE

O FJFEI S 2 D MV PR AR B R el R RIS RS ORERTIIEZON SR, LAY
RINOSAE, MRk, WERINIERTE, SaIEEEaEES. OREH, <R H AW
ZPHRE, O AEENMAT, MBS, OB TR, R, bW, HOL I NARE
PRSEZI, AHEIY O THE S DBIRE, FRSEKI. M. M.

CGRIA - 290ie) B “AmELETR” , MEANERZAE, [RMAERZI, (RIK - ME) H:
“HANTH, HH. B, FA =R 7 BRIE (BER) B “RIREAE, AR,
WS, AT, BT, SRR, BT alk. ” WM BEHKATIgIER, WML, T
B o AR AT SE,  MAKE AT LA . gesh, SSAUE T, OIRETRE, SR SO KT AT I
W, ORI A B AT R AR, DRSBTS AT R ANES . b, B R eE, 5%
e DRAERETIMR, EMEATIEN, MARMARZI, SR TR, HELE
HITHIRE 1% o

OIEJEHL PR, RMZER, KA, BOAZE. — i LT AR, R
) LN ZAMPPER W, BNGE, DWZER, SR, BB LA ARE T, LHE
TS MBEEAT W AR, TE R MR AR RS W A KR, KRR, AT K. 53— 5
1, MR, ISR, RS AT XA, IR, WIKIRA . “IBNHIAS, B2,
Hb SRR E EAIAE, E0AT FOREFZE, TEe¥E oWl Eid) B “Bb, OF i
R, WIS, o, NEATEMR, SRR 2, SORUIMA” , #URBERK
W, Gy b, BEERHA, HILOBHAR, MkERS . HARMOE, AMEA, WELIEN, s
TN )AL, RN O 3 Ja I %

4.2. CRRIIETHRERRTS )9 RO (AR
BURER 2RI, 5B RE S8 rh LR AR S F B OR A D) BE RS A B Gl A7, ki) A 3 25 [ 83 e s A
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FEE LS AR B R SR N BRI 4500 TEAS, HIEHW SR FE ML, S B3 B 2 I RE 4 i A2 4 g
R ERRAAE R . TR B R . IR . X A R T R R A N AR AR BRI AR S5 R
NI G o Jeb /N PR S5 [241 P TR UK 982 57 DA B 2R 192 b A A =0 O BRURBE 28, Rl A B JUTL 4 i 8 0 1 P 4%
BP0 PR DL R = Be RN, RIS TR AR B, TR 2E K B LA i 2 A WP 5% 55 6 ) (complex 1,
complex 11, complex 111, complex V)i {4 . #7458 & B G V3 B A, 0L ATP & & FFIK(P < 0.05). #T
IR & Wi (citrate synthase, CS) N =R IRTEI 56— D IR IE MG, 28K ARITIN B 5 A4 v 75 3 B A (1) DG Bt 2
o UiBA R RIRAS T 2RI =R IR IE A A B B R (L FE 52 2], ATP P st b . R EREE
[25 L KB AN S5 5 AL R B, A I A R iR ROS. 2R A f A7 S 2R AR 3)) 1) 2 AH K B
HRiE, SEFALK, BEHKRERARBEEAM. Mfn ) Opa & H£IE N, ROS & Drpl R
% FTHP <0.05); ROS e dhifAS AL BERR IR =4, FLHERR AT 51 RS0 M N ME 2 L 45 MR, 35k
AR Drpd £ 2 AR ZeRL iR 7 2 R 1 R BE AR 11, Mfn 2 Opa £ 2 TR 2 bR Rl 5 (R R B B 1
LRR I RIGE. BEIRD, S FEURE FRERAR M 2, SRR N &R AR 58RI
g BORREN )5 R A RS T LR & R R S A T SO D ReREReS, R A T0 LA
i D) ] 00 S Ak R N L

5. M SEMZRR L NIRIERTT

PNEBBR I 0Ty, AR, EENRZ TR, BRSO AL SR, K
P LR DR , MOl JI s VAT 2 DME R et <N, FHDMEIR . RO BIKZ 2. ARG HIR
MR T A TR E A R B IERIR T AT S ThRE I T [26]. £&ESE
71RO B ERENL S 4L, SRR O I3, W IR 2 2 UORLR T, X HE A
SHBE LM DR E. PRINEOCEAFEFEND . 6 min BATRK . Il BNP SRR
XHALGE (P < 0.05). Herb, RGO I N SERIR G RTCINIR, RERR MR, FLRGZK, BRARMT
EME, GG T O BRI FIRIURS R AR 28] WS IS 7 e 8 T O3 B, RILATT
PG ML, S P ERIERA 7 il BNP #2235 (P < 0.05), LRSI, 7o = &F SRR A e
$em(P < 0.05), ZRHIE M M7 B A R0 18 MO B F I I PRAEIR S DRg . B ABRAE[29] AR A
o+ TR LRSI OR SR, T R RIEO “ R =B AT, SRURA R, R=HAKR
S MRS L e, BV ZEHSA . ARAEESIER, H ATP S&EUIE EJHP <0.05), W] Al
PO 2 = BURTE B 28 IR R T RCR IR REA R R K R IR S5 5 D RE . LA BT &
ANy ad SRR TS R B R DI R T A B

6. W REEME

B, L, 84 %, 2021 4F 6 A 21 H¥IZ. EF: 271 EPLAR. OIEEHR: EREFHKAKM
P4 56 mm. Ao ZE AT M 4r 4 52%; BEAEA @R 3 g e O s, AT DRIk AR . Zi2:
R, MEAE, WEshESME, B, KRR, SUFEBEKM, SRAUEWR. Ak, bkt
4. I 130/65 mmHg, 03 83 KI5y, 5%, WHERZH: @iEmito/iigs. RS O,
WEB AR RHE. 2T %5159, WAAKR 109, K% 129, % H%E 69, HF 69, 5109, %
%69, %FHE 99, FEILE 109, 12109, IRE(Z 209, HiliLd 109, A EH 109, )15 6 g. /KER,
H2/M, 14K, FEECHE S, F=7). MERIITE, ERE, FrRE 8309, &
B 10g, EWAE 109, RS20k 14 7). BES AR, BEREMOIRASTT, S, S =Rt

Hoo REEF SR, MAAL, THEBoKRe, Maeitd: <R, SSPRRE0RNEE= 77 M
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SRS, RMAAZIR, MOMIAE, MZ AR, OIEREAYE S, B M BLIAT R AT, T
ORI BRRIEAE, ABAREIhRERH, KR, IS B igsh, mBUERE. SR ok, 5=
TR T

7. INET

ASCEET B - Zokiik 7 AHOCELR, WM “CRERMT SERRZ AR, RE T
LR AR T REFERSE RV E O R R A, $RH TR BRI E. R VE LA, IF ST R
KAERFER SRR, TARIR™ RE T B NI 2 R O WORAA I s EvR)T b S U b 2%
LORAREER . ThREA W GR A, IHeYE O BF AR R e . 25 b, f “PERM” 5Lk A
WHERR, AP RS SR8 IO R R 4R i .
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