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Abstract

Hypertensive myocardial hypertrophy is one of the most common and important target organ dam-
age in hypertension, and it is also an important pathological link connecting persistent blood pres-
sure load with heart failure, arrhythmia and cardiovascular death. In recent years, with the progress
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of imaging, molecular biology and transformation research, people’s understanding of hypertensive
myocardial hypertrophy has expanded from simple “left ventricular wall thickening” to a continu-
ous pathological process involving mechanical transduction, neurohumoral activation, abnormal
cell signal, molecular reprogramming, fibrosis, metabolic reconstruction and microcirculation dis-
turbance. At the same time, the clinical evaluation mode has gradually shifted from the traditional
left ventricular mass measurement to the comprehensive identification of geometric configuration,
tissue characterization and functional injury, and the treatment goal has also extended from simple
hypotension to reverse remodeling, delay the progress of heart failure and improve long-term prog-
nosis. In this paper, the basic pathological mechanism, pathomorphological characteristics, clinical
evaluation and diagnosis, disease progress, treatment and intervention strategies, frontier and con-
troversy of hypertensive myocardial hypertrophy are reviewed, aiming at providing reference for
further understanding its occurrence and development mechanism, optimizing risk stratification
and exploring accurate intervention paths.
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BRI . X EEHILFE Y, SRSERELAAGEMIRAE TR, BoHBEN SN
FE[15].
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i ML AP o JUPE 9 168 5 S = 3 2 P o JUL A B HE 2 3R L, 1T B 5 e 4 A R R 41 44K [29]

ORI P ) o A AN 2 FL A R B R BEAR S 2 — o FRERIE A T AR | AR N YR B b HEB
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3.3. BRENE

FERB AR T, FrERi 0 il S BT ECR I, JFAERE T8 REGEHRAL. M - iR T
B LA R LA TS R D RE S5 o B ORI BERE, ZORLARIMAK . U85 454 35 AL AN AU AL B R A 32 158 i o =6
M T 8 B I iy B AR PR T J5E A [ 0 3 ) B A5 &5 [31]
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o L o LR B (I PR VP A 8 R B sl e “ e S R IR 7, Bt JU R A, 4B T g
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e 75 o ) P T R B SE R A B i LA B B WA 5 Th RE I 0 0 o I PR % ] Devereux A X
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S I o O OR BRI, REAAR G ) AR X S PR 3 e 45 40 S8 URK, AT BT R O 3 FR BRIl e Th G S
B, RE A TR IR AR T B8 4 )2 [4] [33]-

Ll A AN, TR D W B AT AL S AR R, O ERE SR A e A . FLR AR T1 (A
FANEAR BT FH T IEBIVP A R IB LR 4EAL, MRN8 75 7E 4 SURAE 77 T 1A &2 [32]
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HNF[35].
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X — B AR AT AE B AR UL T RERRAG . OB A S T B E A 2« BERR R AR MBI, 7
LFEEF T, HFpEF 1 HFrEF X 2IANEH) CMD #5220 i 5 5 L 7 i 3994 i 8 BEL 7/ o s R 7 I afL de
NG PR A R ARy S e ] 2 (1 ) S ) || DG o= o 7311 T B = 5 R I 1 =
SRARTETE U AT T 0 LRI, LRI A JE O L3 e B A0 [37] [38] -

ey, AR EBERED A 2 O R & Re iRt & k> . TRIiBRE AL Be /1 T e
FTATP G E, X S8 OB A IARI O] I, R RAREE JG ik — P oK . BN b 7y Ffar 51 A )i
PR 43 B AR Tl E R QRS K, OIS 5 B AR A A L R A  TE 0
NI Re 305 1Y) L EEHEAT[36] [39].

ELR I B, T i s v O WUIE S 7T R A HFpEF 88 HFrEF. § 2 58 ¢t m O R AR R . O LA
FERY AN ET 5K D ReFRl,  J5 78 I SE 2 RICA OIS KA DI RE T . AR BAEIRIK EAE, (H3t
YA BRI Ty R RRAS A U R A S A 3 FE[38] [40].
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RAAS Il 7T & 10 ) A R Bl . 25250 MR, ACENARB 74 Z JEJERA AT B %
PRBEA 7R, T 45 8 P B . REVERSE-LVH 3G HE— 20 oR, ¥b P Ll 40 SH A 4 b 0 ] o I 3%
BAAR R I8 1 0] B AT AL A AE == i, 37 ARNI 8 i L 1 o0 97 335 1) 244 vp LA 98 0 [5] [41] .

FEMCEER -, MRA FI SGLT2 #7544 il S EE R MG B V697 . BRIN R RT3 HFpEF & 1 % i & 45
. T AARIREON Ele’s SGLT2 #IilF 0 & s B i LB A, =R EMIEIRE RFER, H3R
i 78 i HFrEF 5 HFpEF 1% &[6] [42].

X T RFER AR BB PR L%, RDN RIAE AR AR PEESIGE YT, (e A S i S A RS 25 MR T
MFE PG IERE E . SUbFEIN, JRE. BRANAT DASH 24 is 7 R Pl & e KIS F e, A
AT B TR, A Bh T4 A 2 IR m] A A A XU T B o g I O LA JEE Y6 97 (1 2 SR A
TN, RS CBEE - WER - PO ISR BE43].
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ek PR BH K AR A Th e PR b (CMID) IEAE AN “ PEBEEL G il HL3T 3 A 9 HHE 3 IE )5 2R AR B2 ) T EE LA
HFpEF Uit e, WUl e 5 LA gL B IS, RSkt it —2 &), CMD £ HFpEF A
HFrEF Fslyalf7eE, JRRIEAAR, $FonIt B0 R PRI [10] [38].

CMD S A& E S DhRetESi . S5H1E CMD 5 i SRR AT sk ok, Dhfgtt CMD U3 %
RN BRI RT TR IEAG o [, v AR At A BEL g MU ) Tt Jk LA i 26 15 5 voi AN R S IR A
SR, AT e Bk D REASL I (9 73 JR VR ¥ RT e R AT 2R 3 o B [44] [45].
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ZANHNZE RS TR TIE EARRRS, U E AR F A . SO T i X — U SEfH, CANTOS
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[471.
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NGO HFA DI EEaH. BRG], WM E otk 5EE
Pho HRTPREFIAERR, BAESNBISIEA L . Bl 5 Ve AR R AT R P BR G . ERIE, AL
EEMEN IR TR WAIRARTRE, T AREAREE I T 02 WA PR [50].

75 BBEFEHEHEMENERXRFYL

o E MR R BN CE TS, 30 S T e A3 R IR A S AR YT R, AT L
PEC B BB B BARER il 2 — o SCFF “BA —@RRE 7 MR 3 2ok B8 A%
S2HF 7T . Devereux 254E LIFE iR56 A RTHEVEBNFINE L0 0 M eb, X 941 L2847 76 0o I LVH F /55 I 26
FHATHREEE R, KIUATEREP A REREEIK, S50 ME %A O M SETANA R R
fik[51]1.

SR, EIRUEAE I A RE T B AR [ T R AR . Bk, IXRIFTE R 2 8 T R LIRS o i 3 ) 220 23 i
BUOWEEIERE YT, BAARW T 2B IR, (A 2HBRRARIRA: HIK, BN R AFREBKR.
B AR B HOAATE LVH R, g R0 RE oM 2 5 B EE IF 2 SEACHILm M AR ik, @
PO H IR B TR R, FEARE R IR AR YR UL B AR S S
TG RRERZ . Bk, LVH [BAR AT RERE R 0T A 8 4 Rdabn, o b e, (HRM 25
P & G 1 R A ERAT[7] [32]

SO LVH B B L6 ST #E AR [FFF (73 B4 . Costanzo S8 11252 [BIH 3 #r L, B
SREBNRIT Bk B> T A SRR, {2 LVH AR 0E AR B R RIS I R SR PR i
Ao 2024 FET SPRINT /O HL B BRI 2 dride— 4o, sl B T 25 B &k LVH 380 LVH [=]
H, {H LVH [FIHEE 2 RN R R M55, maEfe e . 7o/ MR s R e [52] [53].
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S R e NN )2, ORI S R 2 B A2 S R, B AR 4R AN O B AR St ] R Rt
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Thaesss, 7 & LA KGR R A -
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