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Abstract

Chronic Pulmonary Heart Disease (CPHD) is a clinically common heart disease closely related to
respiratory diseases. Mainly due to various reasons (such as chest, bronchus, lung tissue or pulmonary
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vascular diseases), pulmonary hypertension is caused by increased pulmonary vascular resistance,
and the right ventricular afterload increases, resulting in changes in its structure or (and) function.
The core pathological link is pulmonary hypertension, and its pathological basis is chronic alveolar
hypoxia, which causes pulmonary vascular contraction and remodeling. Blood volume increases,
blood viscosity increases, and eventually pulmonary hypertension develops. CPHD has gradually
become a public health problem of worldwide concern, which brings serious burden to the quality
of life of patients and families. The disease is often repeated, the fatality rate is high, is a serious
harm to human health, affect people’s happiness of the disease. Therefore, this paper mainly sum-
marizes the research situation of CPHD from two aspects: Pathogenesis of Western medicine and
etiology and pathogenesis of Chinese medicine.

Keywords

Chronic Pulmonary Heart Disease, Etiology and Pathogenesis, Pathogenesis

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 53|

Bt A SIS R 2R (8, CPHD CLiZ i o A AR AL A . 44, 5
FEl N CPHD &35 (5 BT KA O T (1) 6%~T7% [1]. CPHD J&fk P RGuH —Fhs Wi, Z4kR T
ek B ZE PR R < 8]k il o B il e e S [2] -[4]. BERHS] o, FKIE CPHD HIEH AL 4%/
Ay AR ERERE 3 Tl 39%~46%, WAL mik 15%. FKIE>14 5 \FEE Lt 5 1 0 254 4.8%o,
Horp>15 0 NBER N 6.7%0 [6], 11 H. Ao X 00 3 i TSRO IX [ 7]

CPHD & i Co BB ER AL« STV - ity 2 e Jis s XL A5 9 A2 46 A (1 2 AL ERL, - 51 1 i 2 g
ik w, WEhBOR Tk, SUEAOHER, SR A O D BEAS 4 B HO, AL LR R
Fivah ke, FROR AR BRI i e Ve sh A, SR A Wi, A, MA R L . Mg R
I, E Bk S R SEELAHE TER T, il ik e 2 B 22 R AR SR A S i, SR e DU L.

2. HERHRILE
2.1. Bl ERFEaE

I 1603 P 7 200 B AR S P i 1 A AC 4 s I 2 XL Y AR FH B AT = AR RRE FRCRT IfL % PR - (EDRF) F
MY AT FI A 25 (PGI2), ] ™= AR 45 I8 Rl -F- 1 4 2 35-1 (endothelin-1, ET-1) [5]. 7EBRERAE T,
Fi BN 0K P R 20 T et IR, 5] I A U 4 TR - P R 3R -1 (ET-1) S Il A 38 (TXA2) 1 7 7 WA [8], 4L
PRAL TR PR ER A, ARSI Z K i ARZS RREEARAE, IS P R AR RS2 4%, G ORURE TS %) N 2 & 5K R 1
AV B, ARG EF-1 282 . IEEAS, WHZIZ, X R IRER T EF-1 KiE &
FEPUERRES, — & PaRIA[9], RN, ET-138n]/EHTMizhlk-riEIgnie, 8 smass e, 12
AN Y CaZ IR L, S InE MW AR, SFEUM SIS E[10].

22. fiEEY

AR TR I, 18 1 B mT 40 Ky BB S RNA R Ik, S il 2 ik L A o ) e
Kv JHIE (KR, SEGEY Ky JEIE 8 b, (e e sl o1 LARI 2800, 52 e i ot o 45 1B il
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FZ, RIS E I A T, SR E EN, HRMER M NI g A, il
KA A MIAER[11]. MBS, IWahkEE7E . R, DI RE, MR g2eR, 258Ut
Bk [11] . Al ik ) = 2 Bl sl bk s g AN RTE T s  EEAA, HL R AT AR, M PR R 5]k
BT s T LA PR ik o8 1 5 5 ] B LAY, « HIF- Lo 388 B0 B R 10 1 8 P 2 A K 7+-A (vascular
endothelial growth factor, VEGF-A) }z % JiE K7 A %-17 (interleukin-17, IL-17). FH 4~ %-18 (interleukin-14,
IL-18)~ BlJRE¥RSE R T--a (tumor necrosis factor-a, TNF-o)) i3k P 57 40 3658, 33k i i ple ifn 5 5598 12] .

2.3. IRETFE

VAR, BEEBTIOIRN, B R IS T RNA (MIRNA) K220 il L4 8904 25 B R 5um,
BRI ULAE M I TSR, T R LA B YRR [13] . ARBE R I I R BE VST o b
R miR-21 R LA BT B R RS E . AONE S N A i o A R, [EIN miR-21 @i PSR
B PRl —— M3 2 R [RIVE A 2(Spry2), AT A Co LAH B ™= A e S PR [14] o 3 AP IARI 5T B, LA
IEEAEST, M miR-30a RAUAH L MIEARIFIER; PUEHZ. Affshiin. SR, miR-30a
Tk B, AMUEEINENAZHREE, &0 PR A KR A B RIL G R ONURIE, (4 O ThRE RS
FIRA S KRR AW T4 B o, JET-4 M miR-30amRNA X Fik &8 & T4 124, % miR-30amRNA
T A O R AU T R 5 T R 3R [15) « A AR S5 1 Iok 3 S B A R B SR A B B S R T Tu (TUFMY)
Bk RAN T PAH BIRRE, B0 PAH /NI B ) 245 LRt /N2 ik i B Ay, 1 %k TURM I
#H PAH BRI . R, TUFM FBREIRER 7R N PAH IR R, IX ] R BRI -T2 b 4 15 W F g
PA[16]. JEEEAL7]E LI E D, miR-182 Al miR-210 MM RNA L5780 ) FE R I 12205 B35 1
I, AT AR A S BB A 0 ) R K AR bR B . BEAE MR S IT R, SRR H A R ML A
TR AR AR R, IS SRR T AR OB B R

3. FERARN

HEE AR Y CPHD G R LM A K i o138 L JRADSEIEAR S WK LU AE “ ik “Kpp ™ “Mi
B 0T EERE, KPR CRBTENG) P iR, EAURMSEN, HIBRWET . fRH T,
Wiy i ME AFRENEREIR, LA 2 A R A YA O S e PR R I 2 A A 18] i A AT UG il
Zefili— I — B — DAR AR T B 0 T AL, K2 BRSO NA RSN, Bk Ae, MEEONE R,
BURER AL AT AN 2EA B, A7 B QR AR AGR o H0BT T [19]#0d% A CPHD Ji AL LACofifi B <75 M 9 AS
PR YL ARR, 16T7 2 AR IECE 2, PRl BB % . XISEZ[2015 ) 8t /& CPHD fJK
SRR, WA AR IR, BB, AR AT A SO, SEUOREERE, T . RESE A
BUR AR, AR,

3.1 KUERA, LSIMTERE

TNLE Jeit AR, S MEIR R e D AR, RIS LR RAS, Bom H ABUIR =45, fifi
ZEERE, ATERCRR, WAE RO R RIE, RN BT, RIS, AR
W WERBIRBA R SBURRRAE . Horb, XLLOIE = F R REAET], WP EMAEKY, WHL)EE
T, AR, GO RIThREAE T MUK, O T HEAR AR AR, UM R R, O K Eh e Ay, IR
RBIT A (BREAEAE < 00 DRGSR 1 0% DX R N A, AT T, Ak, R e R, M
NARIMAER IR, JaRZA, fukid. P BEPHIERIG K AU £, I 7 46 488 DL IR AR
NESS, RERR RAK[21]
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PRI BAEATT L), [N R B R 2 o R A A AN VA TEA BT T RS AAD 0 B 7 ) % 1) A
filis B E RS R Y) o A MRS e, ORI AN IBUE Bt DU I AR AT B BEAS ML 5
B R B SR R [22] o L IO R RS o (Ol R AR IE AN A, 00 RSO, T AL, o BHANR,
MM BKIESITEST, PR . TS, BRSNS RS HONIZA £ AR

3.3. SR AFEE

FENTRE AOFEAS b, AMNEO AR W W, CHX T EFE8E, MR URE, 5130k NE
PARIBSER T2 % K Wi A IEWFE « 8ouTrE “BlifE, AReER, - A, AR E
FTRK AL U5 e, N2 SIRANAR, AR ZEFEZE, ST, SEUM AU, X B AU 4R %€
TRAAKIREE . R CORPE-TT « 0WAHIEENETT) H: “RIAL, AXAFT, WZm. ” f5th
AR, Rl TG, AW RE, R, WA AR .

gi Epmid, PrREEZOR T K BRI T 583 o DA SN AR IR B A RS s AT REAT S, 4
saBr Bt TR IRA, I BNV, 2% S EUR RSN, @AY, RS SR
IR TLA5 SO IR A B AT, JR)7 BB 7 BARI . El TR, ARE
B[R] B AN R R ST R R B 22 AR, B DA 1 B 1 A R B FR A

4. BEE

LR Lk, i WIE CPHD HUARALE] R P ERmBLSE T, AR T AR L. K. Rt A
WIRBIARHLE AR , MR B BERE R AR I RBOR, &5 R L2 RS
REFCIEMBNE LR T “A7 , AARIERE, JORMHL. PHEMNEAL . A MEIIBTTHT T 7 R
M, AEFENETE L. BT CPHD M RASIRHLH &iaTr, TieHhEIERNER, THRBH S
BBV, H AT YBIE FEATO0 SE A I AR SCRR, AR TS RO B =, JEES A T DUT R 2
SERHERVS T, HE D IROR AT IR T R EI DAt G e S 1 A BTSN B o

E&WH
[ R BRI R T -
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