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Abstract

Cardiac critical care medicine is a discipline dedicated to the diagnosis, treatment, and care of patients with

critical cardiac conditions. In recent years, significant progress has been made in basic research within cardiac critical care,
particularly in the mechanisms of cardiomyocyte injury and repair, inflammatory responses and immune regulation, microcir-
culatory dysfunction and vascular endothelial injury, as well as gene regulation and epigenetic modifications. These research

findings provide important insights into the pathophysiological mechanisms underlying critical cardiac conditions and offer a

foundation for developing novel diagnostic and therapeutic strategies.

research of cardiac critical care medicine for reference.
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Cardiac critical care; Basic research; Heart failure; Fulminant myocarditis ; Mechanism

2019 4 4 Ao T EBEIM b OIEERE L 2, G S
TR PR JiE o AR SO I AR A U M T 2 i il 51 sk
PR R A R — 2538

— Oy RE AR

(—) O S AR S LR A
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R R REAR (GRE =50% ) |, RIBAELE Z2 O = &7 sk D RE B i
M—2IfG R G A S o s Wil W B A % AR 1k
fiE SO AESS A TN RE R PEAR , LA SCHERR A 5 30 HF SR 9 )5
o 2R FIYLH R 220 EEF Kk I BE R 7, S ELL B4
EPIRIIASRETT 4> FR A, o0 s T3 b 8, 208 T 23| A il 0 3
PEFRUA ML o 5 DL A J5 DR 4 355 0 UL 40 M A K i) o 47 i A o0
JUUARSASE P 158 o 452 , 3K 4 R 28 5 M) 10 L) &6 1 2 R R iz
o BEAN, B R PR E SR 5 HFpEF %5 U141
S, BT ik 22 R AL B0 U 45 AL A ) 5 kAR, A i
HFpEF 9% &k &, HFEF 245 LVEF §E L ( <40% ),
PR O A KA N D REIGR , 3 300 IEA REA 25 L
MBS ) 4 BAEER , I 5 | L — ZR 510 F7 2 08 1) bR Ak
fiE' . HFEF 3220 i T 0 WU 45 5 B B s, . L4 i 3%
PIRFEE AT, FBOL WUREE 055 , O b, WL
A6 PR AL A S 005 O IR O LR 5 3 SB35 1T 5| /0 WL
ety S B0 WL AE 403 O LI DI g , e & 3L HF,

HE (5 B4 B2 53 2% 19, A 36 14 2238 % R0 A 55 (9 A
VERIY o SRR A o il P A S5 RE 16 AR JE A & HF
B — R IE R ERIE A, O WLAN AR Y RE 30 25 R R B S
Z /IR HF 9455 . HFpEF il HFEF 245 20k (4 2 i
FERIAAAE B VI R o SRR BE I AL 5 2 LK P L T1%
BRAE T 2 32 BH o ST A A 3 AR R = G A
WUAE DA SRR B )2 S8 o DR R B FE AR O IR o0
JULZAR L = BEAR RS A I T S TR Sy SR AR R ek A 11 Ok
s METEIB O AE R OB RE LRI & DT E I8, MR TR R
A8 I WA LA A B ATPY | Hev S S Ay M BTG
ZAK v BT 1(PPARGCL, L FRN PGC-1) 24 Ri A A 4 5 i
FIRE A 5% 57 JL TG < B+, ‘2 i PPARGCIA ( PGC-
lo) #1 PPARGCIB (PGC-18) 41 A%, ¥ i 5 2 Fi % 32 PRt 4
WS Z M (ESRR) 3 S AL R 5380 52 1 ( PPAR) FlA%
WER A7 (NRF) 25 22 Fioi 52 (R AR L, 7O 0 v i 4 2o
WA S AR E A . H9R PPARGC 1% I+ T
1R AT AR R A S A RN B R O T AR (R A B 3 )
W SRZRRLARZE R, S35 P4, b B 325 B AS AR 5 i, Qo 42
i B IS DR 0 1 2 R R 5 0 A I R Sk
T A 2 B AT I B ()3, Peilu She [T A1) BF 5 )57
FABE St /INEL RTEL B S N0 LA L S AR TR | e B S
IR F HEY2 5 HDACL 454, @ 4186 F & S mE b Fn g
] S P T IRE L, DR AR R SRS B MR IR
PR 235 7K, DTATAS LR A ST I W R i 7 2 48k AR o
PR R 5P T 2 A T L S R 5 ML o (o A5 M S R A5 LA 4
FRERA S K F. 1Z W58 48 78 HEY2/HDAC1-Ppargel/Cpt 3t
ROV P A S/ 1G5 (86, 1 W T HEY2/HDACI 8 2k b 4
AR O WET) BE SRR S HERF I CEEBL] , o HF 1 & L]
PTG R IZYT K44 T 2 AR AR

(=) dE4mts RNA 7E.0 WLEEAY 2 F-HLI At o it Je

JEZi % RNA (neRNA) 760 LT A4 i 2 A o, Bl
0, B2 microRNA 3+ A M G HE R 23K , 52 1O JUIL 200 M
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B AL RN BTG R, 2 5 0 U A B DS i 2
ncRNA B/E IR, A B 5309 B0 U AL, s o I 2
B, MicroRNA 18 f B &% #133%F # 4f I F 2C2 ( Argonaute 2,
AGO2) il st E R 45 1 1 (ANKRDL) (Y% ¢, 9
fith ANKRD1, #% ANKRDI1 (1433 23538 52 15 3 #M: MYHT 3%
TR 10 I S A 11— 26 SC B ARAE , BT O IEDR 3P/, 2
HHF [0 MEAE " o Li 4 %3 miR-320 74 KT I
YE 4 faAZ /S RNA, 755 CD36 133k, S 2R I
PRSI A, AT 5 LS Co R AR D 7 1k o 55 ILBE 175 19 miRNA
B i) HE DR ) 8 AR R [ R R R B9 SR AL R R A IR A, T 4
WAL DI REJ IR T /9 ROS I miRNA fy % 3% , AT Al
ABZERS miRNA B2 3 , 33X w] BE &l bR 1R O JILI 1) 5 B 25
L2 "o Zhan 48" B S IAA BB AR L2 ML 2R
AGO2 JKF-HI B AR, T 2R AR AGO2 fyaad 6 3% RT U 42 IR
g RO DI RE RS, X — B4 & T SIRT3-AGO2-CYTB
AR W R 0 U P, A 20 R T IR R R S B . R
VU AR AR DRI 2 (KSHV ) J e 5 2 1 47 5K AL G L ( di-
lated cardiomyopathy, DCM ) 5 KSHV-mir-k12-1-5p i 2.0 L
M TR TR S A e

AN, KB IES S RNA ( Long non-coding RNA , IncRNA)
TEC MLE B Hh R A5 AR T, HAE 34O 1L o 1 8
PRI 13 B BE S, (HAE A28 DCM w4 T RE i A T 4.
TR S0/ BRI N 1 R s dak 300 e Sy 3R A Wl
LN G 2% A8 H ARG I & B CHKB-DT 7E DCM SR 45 .0 AR
AP FRIR A B AR, 5 0 IEY SRS REAE C . SRS
FFH CRISPR/ Cas9 R ek 4 CHKB-DT Z% 45 s 4 5 i /I il
FiAd e CHKB-DT i i mT 5 | B S 140 JUE 37 5K 0 2 B B
i, I AR T s A4y s A ae & L0, S B00 LIS 4E 2 e b
f§o N T iE—20 ] CHKB-DT 4% .0 I BE 5 A5 i L]
YR XN B 23 g JEA O LA MR AT 2R 1 B AR 2 BT 9T, 40
CTENG M 2 (ALDH2 ) W] figJ& CHKB-DT A4 £, 3 H. CH-
KB-DT # N J8 B 7 ALDH2 193 3k, it 17 5 Bl 9 4-
HNE FRE ATP /b \ROS JHi AN -, X 2006
BERT . ZWFSE A Bl CHKB-DT &5 FUS(RNA 558 1) A5
YEFT, 3% /m ALDH2 mRNA S 5E M, W] CHKB-DT 42—
i 55 B8 AR A G Y LneRNA, 2107 DCM B T 7E#E Ao
Wang Yi BN BF5 1 0o E B 4 9 LncRNA DCM 41 5% 53¢
1 (DCM repressive transcript, DCRT) 7E4E R BRI fE )7
HOBECRA R, 98 K 8 LncRNA DCRT 7 1E .0 B4
ZUPE B 4R, T 7E DCM B 190 L b HE 308 e 25 1
DCRT-/-/]N B A HH BRC DI BE B 5 0O JUE Jib K, I A7 2kt
A5, DCRT # LA it 335 DCRT al iz It 3= 3l Jjk 4 7
RIS OINRERL S . IZFFE KW, DCRT iy Bk 20T
PTBP1 4 5] NDUFS2 4p i 7 BEER, T 7E DCM % Jid 72
Higs G 1O ELRL AR D RE AT, 31X AT LAGE 1k #h se 4 i Q10 >k
FBAMIAIT . Xie 45 BFSE % BL, IncRNA ZNF593-AS P 5
THUR I T 3(IRF3) RSB LA T, il I8 i iR 75 =
1) TRE3 @ A AR , DT o035 O JIE A B BT T RN A
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2 TGS AN U 6 0E - 2 W b [ e G5 2 2 i )
(SGLT2i) XL ML A& B3 1 PP /E F . 4n DECLARE-TIMI 58
WFFEE R B, BAR I AR B BN FE AR HEIR YT BL it |
FHFEAK 2 BURE R G I3l R FE BE A O 1M 38 9578 (athero-
sclerotic cardiovascular disease, ASCVD) 8% £ 5 & & R & B &
O IMAEFET -8R HF AR KU 23% 7. DAPA-HF & DELIVER
WSR2 B, SR 4% 41 i B 5 R AIR HFpEF J8 350 1 48
BETRKL , HAE HFpEF B4 A — 30 o SCLT2i fE.L>
B AL 5 28 & 1E ( cardiovascular-kidney-metabolic  syndrome,
CKM) Z [y B B b i T 220 25 22 BP9 B,
SGLT2i T S HLREME O JUE 40 F0 B RO P = S AR T, B A
S A A B IR SA B R S — 2 T2

= BRI M RS

2RO LA (fulminant myocarditis , FM ) J2& — F ™ 55 g,
o A= i O LG RE P 8 , AR e DR e A )™ Y L 7 3l
J1PEERLECE O HR IR SE R 5 . FM &AL
S A%, ATREW K B A% 5 LI I S e RS L FE 7
1 B2 Z R R R A EAE T . HBETA , & R R 5 2%
A [ S aod B TR T T it i 948 20 T O e R TR R A TR
FRFG AR X FR SRE R, R RO ML
KRG PR IS E SETRE RSN R,
BUA 145 LS I v B TR T 7 RAAFAE A3 Wen 25124 4
PO T EIRMER A RGBT 155 25 W) 0] 38 R O LA /N BRAE
TR IEDIRERSE IR o AFTE A AL S e Bk 1 R 4R
T RN LR /N BRI A 73, T A R0k 30 IR ZH R, D8R L
JUESERE BN o 3% 22 B, 7 2% RO LR BIR YT b, SR 9
i REOL T S M 254 o AL B0 I P BOR , BIF S A
BAREE S , 3% 2 A O JULAE /) B o JIEE Hh B0 40 o AR v A4 40 i
S5 1A G 5 2 S 35 A A R A 1 T el b i S
MR o BFFTAS AR L, S BE BREE 1 W) BESE o A1 ) 28 Kk
LA U I ZH 2R Ak R YRR 1) DA R IO 2 SN, ol PR
IR AT T A ML TR 0 P 8 Fy M2 B2 A i
RAEREEI R ERR R, BFTIE R, & R BRI 1 Ab
S o 20 ) P A i B W A, X R W] B S R AR NS T
AR A 0 P A IR VR L T8 X 80— (5 5 3 B 1) T3
X—WFFEE R T B BR A U A 2 R E S iR AR I R
iE KU , A RURAIR 2 S 1R O JILAR /N BRU B8 T 38 0 O I 2
RERIBTBILAE , 28 MO LA I S IR IR YT S 4t T 1
(S TR

Li 210 i | 25 [8] %% 5% 41 2% ( spatial transcriptomics
sequencing , ST-seq ) I B 40 Jifg 4% I )5 ( single nuclei RNA se-
quencing, snRNA-seq ) $Z AR, TA T T 4 % 47 i 75 B3 1Y
( Coxsackievirus B3,CVB3) 5 S 1 FM &Ll . R BHZ 3
R — LT R EAE ARG “72 h AFRL” A B i f4 4
ARG AEAEFRIRT 20% DL, 50 T3 5838 Bt LB
B R FN 0 o WIS A BRIA] B 20 o e B P 3 Bk
JLANE, OSBRI | R RAE BV BRSO T 40
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JTE S 1k o vh R B SCBEAE JT S8O0E T AR i TR R
(Interferon-y, IFN-y) il i Spil 7550 LA MISE T 5 #t K 74
PPEBRE R T REA ROBER JAE PR O E D RE , JLAL A =
i IEN —y/Spil Bilio %BFFE 0 FM B BEALE] S 43t 7 v
DA BYIRAG , FIaf & 19 20 FARTC NG J7 48 U T B BR T
TRIKBEE T IR S EER, AT B UG FM R UG, 760 M A
PRI U A B W IS A SE B R S, R IR AT ST
P E SR AN R R . BFFACR BO I, R W S
LR BESZ 52 M0 (9 4 B 5 5 — 3 A AL T AR R ) 45 18 1) 3 3
5 4340 B S AR RN A B (R AR B ES e T il — P IR, ok
R R AT R B F AR IRAR T S MM F , R
NAEARITSE SRR BT Co JIEA 13 10 5 1, HE S BIF 5T IR
1a] ik S A

=GO b IR AR AR AR e O b A e A

TR H R ALRIDETE 5 1, B 3008 D) RE 5 O
UL A BRARRPE U O fE A . PR R, R B R AR 2 5
BRI A5 R RE SR, 5 RO LA L Sl VR i A i AR
FIE SR 3O AR i A RS, o 38 e o ik S AL 114 7%
AT, AR IERGER B0 AR H T FITRTT SRS . A
PR TEM R GE D , AL 502 h AR RE 28 8 A/ a 0] Bt %
HAF RGN, BRI, OB RE R > Kb MG R
GRG0 R SO e = A B2 3 5k 4 1 20 Mk o R
TENEFN B OO LA h 2 3L T S8 48 i IH s RE R 48,
{45 ZBENEAR (ACh) (ACh &3 /N ACh #32 f&  ACh {5}
fifF1 ACh SZ 1A, XIRBFTEAE T — D NTE LR G IH B RE R
G, Y LA A R AR AR Sl A H 2 B T B B0 (PR U, 3 R
O LR A X4y, DT A 25 O B A% 2, X — R GE I
TREBRFE S B AN A S e = RO R A K, X —
SERARR 10 PN TR IH B R 2R Ge7E A 0 I vl A BRI RE
Y SCERRAE 3 — 0 28 LB 1O AR G B LA, o0
RHWIFITRE T HTT 18, R ARRAIFI G T 510

VY Bk ok R A 10 A8 ST e FULAR L

1ML -3 LA Y ( vascular smooth muscle cell, VSMCs ) %
SR FERE AL (arterial sclerosis, AS ) Jf FE i € FIA G E
PR A E RIS F R, A T LA A R,
o L O 2 L 1) PR K EE B ARRALE , BR R VSMCs T2 1 HL
HITTRES AS HYIRYT PEBEHT I SRS AN T PR S BRI LB
PABA " BFE % 30, TRAPL-HDAC3-HAK12 FLIER A7 7 41
LT CI TR 6 5 5 A6 43 70 (SASP) JE A
Yo ST TR BE S ALt % EE 9, {2 VSMCs 232 1 AS 1IfE
P o TR IE T Qe N G A, 2R
T g AR AR A FLRR (5 5, 8 A i g AR T O R
WUBHE XTI, N AESE VSMCs 22 AS BERR (W11 RVA I7 2 11
BB [FINIZUT AR TR 225> 228 TR Yp R VSMC 3
EANF KA FERE AL b B PRI 23K B AL . TRAPL £ 34X
R g A HDAC3 38 i FL R AR A 1 HAK12la, {2 i SASP
ik, Iy VSMC 22 28 A 3h Ik R RE Ab S AR 1R 7 i1l .
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