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[Abstract] Emergency and critical diseases is characterized by suddenness, complexity and unpredictability,
which can lead to severe adverse prognosis such as shock or multiple organ failure. It has been confirmed that the
common mechanism of aldehyde metabolism disorder leading to the accumulation of a large number of aldehydes,
injury of cells and tissues caused by toxic aldehydes, and organ dysfunction existed in various emergency and critical
diseases. However, the definition of the theory of aldehyde metabolism disorder, the detection methods of aldehydes, and
the application of the theory of aldehyde metabolism disorder in guiding the early treatment of emergency and critical
diseases have not been systematized and standardized. Therefore, Chinese Society of Emergency Medicine, Chest Pain
Branch of China International Exchange and Promotive Association for Medical and Health Care, and Multidisciplinary
Joint Committee on Cardiopulmonary Resuscitation and Extracorporeal Life Support of Shandong Medical Association
organized multidisciplinary experts in emergency and critical care medicine, pharmacy, and molecular chemistry, etc., to
comprehensively review the basic and clinical research on the effect of aldehyde metabolism disorder in the early stage
of emergency and critical diseases at home and abroad, and jointly formulated the Chinese experts consensus on aldehyde
metabolism disorder guided the early management of emergency and critical care medicine (2023). The novel and
common consensus on the aldehyde metabolism disorder aims to further improve the treatment level of the emergency
and critical diseases, so as to put forward a new, safe and reliable treatment strategy for the critical patients, and improve
the overall survival rate of the critical patients.
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HATE 2, U LA E T2 M e E
SIEPIR I S HILAR a0 . 2K LE G AE (acute
coronary syndrome , ACS), 2 VEMEI F 38 ZES1E (acute
respiratory distress syndrome , ARDS ), JKEEAE | fili 5l fik
151 (pulmonary arterial hypertention, PAH ), 245 B 1
AERR IS 255 1E (multiple organ dysfunction syndrome,
MODS)., Eghikke)z | Fshbios b FLgRes, B %
HATZARER

[y U 2 (aldehyde dehydrogenase 2, ALDH2 )
ST CEEATAE B S TEFNN TR R DT T (4- %
e 2- TJ&1 (4-hydroxy-2-nonenal , 4-HNE ), [N %
(malondialdehyde, MDA ) ) 53 () G E R . 5 —A
FEAIEL , ALDH2 FE K GluS04Lys (4B rs671) 275 3k
DR e A 22 2 R B XU 19, €06 ACS
P RSSO A PR M R
O TR S B kT 2 0 A R R AR
PBRE TAR AU T A AT 58 R S A e gk , B
FHEEACHIZR L i ds 5 2 fa B B 1Y FIR0A
1 HRFEF

kAR QZEY  HIEESY 2455 Tl
W BAE B AR TRIEES S | B SR
FHOL RN TARN, 2 5AIERA S E RS T
Ve 5 - O FiREg 2 sk BT ALK
AR 45 5 @ UL 5 - SR ST I PR ),
B SCBRAN AT L T UG L % IRANZS &y, I 4]
Far e E AR WA s @ U A4 5T
SR SCHRR R TR R RN ST R PEAN 45 @ 2Rl
PEH TGRS ;@ PR : 5158
LRI R4

TAEH A T o AL Rl P e P 45, i id %
G T SCHR VAT, 55T 2 1 B0 AR AL il A LAl
W L2y 7 BUIR il 2 sy 7 20 e 1 B
o A T A OCHE N, ALY i [ PR e
raEMH 5B BHAEF 5 (Practice Guideline Registration
for Transparency, PREPARE) #£47 T /M CEMHZ -
PREPARE-2023CN810),

IR e 2R 5 SRR 5 20 L[] ) Sk
FHRMG SR A a5 FRURZS G 0 K TR R
ORI - RS EAE” OIEREE 2

WA T “ 30 I I 1 SR s D
JE7 Pl 2E” “MeREIE” S I A LR AR
IR e (T WA RN SR
it 45 ; e SCRE R IR0 45 « “emergency and critical care”
“cardiac arrest” “acute coronary syndrome” “aortic
dissection and aneurysm” “pulmonary hypertension”
“pulmonary embolism” “sepsis” “acute respiratory
distress syndrome” “organ failure” “aldehyde”

“aldehyde metabolism” “aldehyde metabolism enzyme”

“aldehyde dehydrogenase” %5, i 2 Eds 45 41
B P, v SCECE 2R e 5 v BRI ) B 2 I A
H ] A= Py 1% 2 SCR BRI P, A1 SRR e e 4 5 [
57 B2 B 34 PubMed/Medline BRI | fif 22 BE 2% 3C
fifi Embase (4% & 1 Cochrane [ H1FH 284 ; KR
Al R E] 2023 4 10 A 15 H. #eREE, Rt
TRy vk 2] R4 T SCHR U A A SCHR el 52, I\ 2
i A A A 5 STk , I X gl A SCRik HEA T B = A K
TS

RSB0, BT STk H R A 1 [ N A 2 fe
HIE QA TE B 22k 3, 45 5 MR L R Wil IR
iR AR E E A, W 2 B S BT HE A
TS B, BEE TS — e R R A
et B, e 200 i R ZE AL e R 2 e &
EFHROE T E R KRR (2023))

2 HindEE

HEFE UL 1 G ERE A B RN 2 e B B 2
IR EEEL, RO R Y B B, o
RSB L 202, 35 WA B D B R, 2 2 EAE
KR SR AL 22—

P S22 V2 AEAE TR N HLA5 1 278 1 5 A Bk
FEEEA P T, 2 L (~CHO) Flke 5 (BUA
JiF) M SN TG HAk s B Tk
5y TS R, v AAEAE THILAAR () 1 251~ 41 41
AYEYI . HATAS R BRI R
A 20 R, FEASE PR Z8E NIERE . MDA, &
T NEARE | 4- R -2- VAR L 4-HNE 3,4- 5%
WKW 3,4- RIS N 4
YR , AT 53 0 R TR AR 0y T 5 AL AN HR R 5
FBCE | SCADRE R T 53 Ay L R0 R D T S AN TR Bl
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1 2 EOR YR TN A QI MO A Ay i A ik
1 ARG A A o IEAY T A R A3 SR
A A it R A U R R R O
MDA Sz A6 AR DU R 57 B R 011 22 AN A 17
2 (polyunsaturated fatty acid, PUFA ) i i 35 5 & i
(cyclooxygenase, COX)., Hii g5 2 i A0 | M Fede G
Jifg a5 — R IIEHE S A B AR 45E A, (thromboxane A,
TXA,) SRR H) . 4-HNE D)2 58 it B 4% 4L
n-6 PUFA iyt R AR iy . IERY o) — > B 2R IR
AR B AR R AL, o b A RIS A i B S e
Az W R G AR | bR IR 2 A
HE55 R s IE e A A B SR BN o S BERE SN AL
(8 3 [] SRR IRAL | A W PR 3R T SR KA I R O
B AL IR P B O3 YALARSZ S5 Z R
W, B2 N4 R G Y AR R IR S IR |
MR R 5 S T e fiki- - F %l (hypothalamic-
pituitary-adrenal axis, HPA ) 521244y, A HALZ
Tl IR U, B A2 B R RS 5 N
ANMLE T i/ PR AR O SR ER RS | AR R
e i s 2 AL L K R BT | SR AR S A
5o HEGAK, DL ERREZS TRERYE AL, M4
Jl 2 RIS LA ) T E A B A AL
PR RS EREEORAE ] -

M2 3 i i WA e AT A 7, e Al
it = ELAL 45 ALDH | B3 U (alcohol dehydrogenase,
ADH). FEERIA 5 (aldo-keto reductase, AKR ). Fi %
fL 1 (aldehyde oxidase, AOX ). 2 0 2 E AL . 75
e H K S ¥4 (glutathione S-transferase, GST) 55,
TP ER AT Z2 R A, HLAS [F) M7 A 7 40
FR 73 A MR R AT 22 57, 22 P A Qi i i 4% 13 [ A
FHARE GRS . ALDH2 3= %2 £ SR I07 =
A1 SRR IR TR, S XL 2549 2 (9 A 1
BR A FE SN PRI AR A WS 8 ABL,
ALDH2 rs671 ‘R Iih 5848 Je NIRB i WLAY AL R AR Z
—, ALDH2 rs671 B 235 MEA7 78 TR Rk 8% HY
ARk 50% B9ZRTEA TR ALDH2 15671 &
PR 22 25k I RAE T I 098 2T ) AR AR i
RGN, e S BN B TR BRI, 5 2 &
SR A BN, W2l v o Sk Sk
S BZ92 | AT M R HEARTATR I, 3k LS ST P PR T T
LLEEARERYRAE ", [RIA I A T4 v ml A s
A By 2L M AR H i e Do stk

VERRCR , HALHI S5 ALDH2 3L 0 g iR 2 A1k
(single nucleotide polymorphism, SNP) H¥,
FFAHIUMERE Lo 26 ALDH2 3R £ 15 0 LA
BE G T 2L A DM B BIF9E 25 2R s, R T 21 7]
P 5 ALDH2 JE R, 278 5848 7 ALDH2 JE[A]
SR IUESER IS R R AR ok 2
G PR AFER AT 7Y 3R W], ALDH2 rs671 FER 2 7544
A FEALDH2 B 5 T, BS NEFZ A
THE BRI Z ) AF L AH G, T ACS | RS 10 B fiE
WA AR PE Bk T O )l | 25 O R
Pl AS b U | S S PR A E Bk )2 4 RT
AES ALDH2 rs671 £ [N 22250 S BTG VERER T | &
WERBIRA L,

Az BEOKF (0 35 P m] % 4% A BRAR AV T
BRI PR U 2 5 9500 1) A A e o BRI
1L 4-HNE f92EHKF 4 0.3 ~ 0.7 pmol/L. £ K
Vi) 4-HNE AT DU 3455 p38 228335 AL 1 it
(p38 mitogen-activated protein kinase, p38MAPK ). £
P14 C(protein kinase C,PKC). AESM5 S-#17
lif} (extracellular signal-regulated kinase , ERK ) 55 2 i
R , G sAZ R B2 AHSCHH T 2 (nuclear factor
E2-related factor 2, Nrf2) )30 , 51 2P A L R B
TFFIRHIN, A8 AKR A 2R - 1 Db 2 R % 2 il
(glutamate-cysteine ligase, GCL ), GST . 2+t H ki 4R
ALY (glutathione peroxidase, GPX) &5, ¥ dr A b
B 2255 . 1M 55 7K £ 4-HNE ( > 10 pmol/L) N #]
B BN 20 T AR T IR
BRACT- AR AN 4-HNE ]38R B0 LA,
AL E S G2 R A BAE I 1 (receptor-interacting
protein 1, RIP1)/GPX4 &1, ffi RIP1/GPX4 £ [k
1k, 225 RIP1/GPX4 28 K OF-  fil 0 LA (4 2
PESRSERERIET 7", BEAh, 4-HNE 1N Bl iA 5 S
BRI IR A7 2 (hydroxy-carboxylic acid receptor 2,
HCAR2/GPRI09A) i i il 51 A XU, B G 2
F Gy A HHLREH A G Gy, TR A SE
T2, 4-HNE RAXRENS 5 28 5 & AU, i
ATV SRR R A, B 4-HNE B E:E A A%
5 DNA SR HTE AL 1 DNA 2554, BET 7%
AN 2845 . Bl4n:4-HNE-DNA 255 )5 T4¢
p53 FEH K ~CAGGC/A- FPFIE Y, JEHE: 249 13 4,
T HAZ G IR R N JH- A0 98 S B MRAH DA it 1 5
AR

TEFREREAE T, A QI 3R AL (TR 4 A BRI e i O
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i) S B R RN SR A, LRI 7
ZH 2R b ] I B A PSS KT A AR AR AR I 2R
FLE#diE) 2 2 5 2 S HIEPIR I K A KR
P EIL 2 - E AR D T R T Bl 4 A
Rk ARG - TS (gas chromatography-mass
spectrometry, GC-MS) I AH a3 - g R (liquid
chromatography—mass spectrometry, LC-MS) % 5%,
SSEEAE PRSI ES R ] LC-MS J5ik
B IE— R N IR AR LB 254 1Y
ANTRY AT A3 g i W 5 55 A I 5 i I TR AR B0 L pie e
R BYANR) SOR] 23 D R | s R A 3 B
FBE AR T 10 i TR | B G AR B Tl o
o - A AL B A B, B AT DL J5 A IR 5 , 7S Al
DA ALDH A AR PR R >, 2E RS 4 A 47
Mot R AT AR o i AR X B R A R
FREEA o, B - ANTRLFITRE IO 5 i A iy S i oo S Ak
SRR P X SR — i B R
R A AR T LR SRR 54 A R R U
KMo BN, AWFFERM, LA MDA Fl 4-HNE AR
AIEERAL S YR At — R R E A R B
§i 5 2, AT A RO A AR R T
SIS SR . HETHE TR Y], X e ) S i
E0 /S RNV ) K27 SR SE v xS T
MRES SPRI R R R RIS . FIERIRR LG
FAER Tz ST RE AN | RS I (55
b A — R AR T A A% O LSR5 1
TENR B A b BIr o 4 Y B A i X I s
BEITRABIESE , AT LAE 7R — R 91 8 2 A i FE A AL
il TR A TR XS — ZR A BRI AT e B
AR YT HE SR S S
I i A T 3= A T B e 4 e 2 1% . GC-MS
P LC-MS %735 4-HNE KZ R G e bl
o2 KGR Z T X MDA (R, 8 1 MDA &5
AR FE R A 5 P W 5 £ 58 UK MDA A6
A _EJ7 % AT AR R 18] A S8 ORI 2 B HARE &)
FRE T 30T (ER 52 IR T2 OB S U i ek
Rl & JRAVEAT A Rt — 2D 42T Ah A
RIVTTEE T SO R e AR AR T e vk i e LA by i
HEATR . AR (gas chromatography, GS) A&
FETT T X5 R M AR T EAS I O B 5 3, O A — e R
JE FRIE 1RGN ) L T P AR, HL 52 BTN I
T AR AR M, el B AT T PR BRI (R | 2 38) /Y
RIDTTE , b T AR E MR A PR ME LB GC HEA 703

Mro ARk, BEE T AL BOR A RIBUL JiE , — R G5
Xk i T A e 1T AT AR AR LS T & it
o BRI B A ARCR D (I A [R) &L, LC-MS TEN)
WA P AR BN 2 N . LS, 5- -1, 3-36 0
i (5, 5-dimethyl-1, 3-cyclohexanedione, CHD)'*',
2,4- —HHFEIRPE(2, 4-dinilrophenylhydrazine , DNPH ),
5-( ) Sk - 1- kB [ 5-(dimethylamino)-
1-carbohydrazide-isoquinoline, DMAQ I8 e
WAL AR AT A kiR H T T 2 bk
R FRETRE A LC-MS 34, Tie %5 BT T3 17
A AAEGRI T et R T T VRORH €533 - S 22 v s
(liquid chromatography-multiple reaction monitoring,
LC-MRM) 4347 J51% , 5 CHD . DNPH #4& 4 fii 44k
TR L, AT A A A 1 S TR A, 4 A SRR, S
RUCAR ey, U B vy o VR, TR R
BAT WS

PEFF L 3 “AhE KU (AN PR R )7 | 45
0 AR ILIRT BN ) 2 S S O R I ok
L/ FEE TR A5 55 2 T 2 EEAE R M e 2
SERLH i R XA T B RO A AN 2
T FE Y AN RERR T M e EAEROIR A PR S 2k
S0 AR SUE EAE R AL b B A L
AIPETE S R IAT T .

SUCHAE (AL PEEREE L ACS, SRR 28 |
BRI . ARDS | BRBEAE Sz 2 MR BRI 58 55 ) TE S 23
AFAE R R R e R P o A — A i
B B DI RE A AN T IR I A 23 R
BT ERAL, — il R e 2 de e, R —Fh
1B R ] AR . A B B R R R
LG HRE B — AR N PR ZK AL L AU R A
A AN R P B A, 1111 S B M D RE A2 45 5
SRR BRI 1 e — 2D I, MR 2% ] S E 2 48
BIIRERERS , SR fE N R A

N SSEHAE R AR R B UATE S AL T 0
WORAS, nTRE S 4h & 4 B RAE W 25 A 1IE (systemic
inflammatory response syndrome, SIRS), #: %8 2§ 2% i}F
— KR Z2 48 B DIRE iy (multiple organ failure,
MOF)"™ 5 S A0 P S e e S AR T 33
f & B DI RERR A ], L AR A SO 21 E 4% 2
REZRTL A IR, i B B Y 3R i,
T BEL DT 17 P rr) g 32 BRI , T DA g BEAZ 1k
(R A 396 i B S AT R fefT 2 A S AR 0L 3 RN A D RE R A
(EEEA
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ARDS | FRFEAE S M R R 5 25 95 Jok 12 [] 1f 1
A A SN T | BE A% T8 I 1 IR SR AL A T -
(tumor necrosis factor-o, TNF-a ) £ [ 40 Jifg £ -1
(interleukin-1,1L-1)5F4EFE AN BT | AEAE DU R 5505 1
R K 64 (reactive oxygen species, ROS ) 3
P A S, B RSB . S5, RIS
HAR 22 R R S ] AR SRS (i R AESBE OK 5
2P SN LA 5 B T, S0E 23 ) 4 B
B, PR A B RAEVESI1 S D RER AT , SAE A L
ARt AE 2R P R R

RAE W W AT 22 A0 M A Wy A b A Y A 2 AL
), A S TR 2P TR A T 9 S oy A 41 i 4
0517 AR SRR S, s AR M4 S IR AL R
F 1 2 G AN A2 SR A s [RI, 40 K 75
B J2 20 B 22 TA) A7 A0 S B 5, B0 1Y) SR8 4 i
2 2 B AR 1, N ] 5 | B 22 G 02 4 i D
FESZIBe AL ™, SRRSO X —1F KB A2 3]
—ERRE R . SRMAERE LS LT, AL 2%
DRI ES G N AR IR N R o A a1
TIET ; “AiI TR S IE SR Y ki , JT ik
— 2 R ECHALA B A5 B D RE R, A3 AL O L
RS | JF B Sh R pesh UMK i S i &2 s
ShASBHEWS S T QG HEAER R, TR R O
T, NRMBOR R Ca™", — Bt T 4R AR i
e, B S LR A Ca® B2, S EZR A B
5% 42 FL (mitochondrial permeability transition pore,
mPTP) 5, SRR L A 2% b4z b ik B
MR, 51— R IR,

TE 2 SE EAPIRZS T i A HLA UL N RE
JITRE; 5350, ROS A i Z2 st A Ao 25 VA FE
St A A SN, 30 B L
W AN MR | A0ME PR a7 A S5 N PR B 2R IR Y
ARDL , BETT A 4 B AR iARHE 1 L B4R A8 PN
AN B B AR TN A, A TR A
TEREA IR ) ) 2 B, G P e I R SR AR O A B
Je FLT G SR B DI RE RS PR A
A A A 1 A T A B P 5 A 8 S 1
REVEEBIBIR | ORI 05 | A0 AR P AR R
PEFET | TR EAE 24 . DNA 5 A7 451 B A e €6 T 5
B, HALH 3= e TR PR Y B & AR A P 0
B R LAUA N TR B RGBS AR T
FAPRAE 1 B A, FE B D 2 s 4R A T
FAE—E R IO P TEIATT IR 2R R

T, SSE ARSI S 2 B s Bz, AR
DA b UL i S it L B A B 22 8 o A A2
ZAERAENG IR BB LA A ML AT T A RCR
WA EEBIAR, P e Sl —Fhog 9 B A ik ik — 20
] W12 2 A v SR R . BT ETIE
HPEERITBIF T AR e 2 e FERE RO i PR S R B, Y
PR TG M TT LASZ e A B A A L A7 L AR ARAE
S 7 TR 22 Tl A 3L P2 SN, DT 38 A A
077 5 BRSNS , — BRIV IEMETG PR 2 R AR B S
AL, R E R — BUR AR R R B 2 I S TR SO
iEY A5V 3

AU 4 ORI I3 I3 O L
Hh R G ) i 105 1 (MDA | 4-HNE %) 7K F- B 5. 7
Foy . T EIE I P AR B U B 3 IR 5 S BB FA R
KR BB, 5 LR A D RERR 5 A1 ROS ZK-F-14 4,
PEMIE S A E DI RERERS . HER O IR IR S
JRPRASIN (BN T A, T 52 90 ) L S g
B A B U , 4 SRR S A 1B

OIS E U N2 LE A R B, BT S
PR REF RIS E R RO E R A
TR, O BRI RE G ORI #h 2 T RE
B itk A (B80) oA 2R A ) s B D RE B A Th AR 2 2 2
I 50% RRAEAR  OABRITE I35 O D) RE RS
SR PRI JG LR B AR A AL GRS 53, A Ry SO L
A —FIE 2, AL RO O I BRI 52 05 5 0 D BE
BEATAYEZEHLH] . HATC A K R SRR 4R
AR T AR it S b2 R P Bt ) PN R PR P
(£L4% MDA | 4-HNE 45 ) R ARTE A B 5 v 4 T 2L
ﬁfﬁﬁ {42—4310

Hayashida 25" B4 IR 5252 S5 24 h KR
L DNA F Ak Uidahr 8- FR M A 2 1 (8-hydroxy-2
deoxyguanosine,, 8-OH-dG ) 11 4-HNE #1755 411k
Rl & B8, 8-OH-dG 1 4-HNE A0 4R 534
AL R AR O N IR s 1T 25T H, AR
KO WZLZ rh 8-OH-dG Al 4-HNE BP0 L2 A
B b 52 2R 5 — TS 4 R R, O
FERIEK A EIEIKE (restoration of spontaneous
circulation, ROSC) J&5 3 ~ 24 h I35 MDA 7K-F4{EF
ARYLBETHE ', 7R 4-HNE FI MDA X i I
VRS I n DI RE R h R #5 T EEAE . BS
— ISR 45T o -3 PUFA Kehidh g 115
A DR O AR5 R B 9505 0 ILZH 21 MDA 5
4-HNE B FE5 G WK JF s o g s — 4
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&7~ T MDA il 4-HNE 33 P b A YR A O 5
T O IR AU 1

ALDH2 J& ] T BT A 1 LT AN R s
% (40 4-HNE . MDA ) fif 59 Bl 1), BFoe R,
TEREONILIME , 4-HNE (40 pmol/L) A 18 i3 1
B FOMR 0 UG A BRI , (2 U B3 R SR 4 Rk
PSR (57 FZRREAAR ROS ZKE8 0, E i S8 b A
s, A5 52 05 O UIRERERT ; TR PSS 8 R ik
ALDH2 % Bk 4-HNE J& , 7] B .98/ 26 ki i ROS (1)
Az, TR R | B3 52 05 e O T RE, i —2F
PR 4-HNE 760 PR 15 5 5505 0 D) RE it o A L
BEEURIER,

25 L RraR A BRAT 52 75 e A I i v T T 7K
-, AT & 95 O T AR TR 5 S O Y e
T ) P A0

HEFERL 5 - 72 RSN ok AR B AL R F e B b
HAUJ ACS B IIE BT R 2] 4-HNE . MDA |
PR T . 2 R IO A 5 T R PR 3L 2, R
(methylglyoxal , MGO ) Z IR WK V- W A5 . 4
TE ACS PR T Il 5 AR W ASHIN , A By 1 e |
PN T A8 6T -

ACS B—HIRIREEAAE, EEALEE ST B Al
D HUEESE | HE ST Bt AL L AT AR 0 28
Jogt ) T BRI A A TEEIR Sl bk oS R b Bl 4
2% , NI FEOEAR SRR A e >, ok
Y SR S K AR ST R, 4-HNE &AL
& 555 1 (oxidized-low density lipoprotein, ox-LDL )
FOBEHIE AN 0 £ Y, 25 s koK HE AL
1 %t S JB 0 5 T A R A ALDH2 1630 ik
FERE AL T AR R T

1997 4 Niwa %5 75 A 5 bk 5 He 4 41 i %
2% FP E A E] 4-HNE | MDA | INHGEE . 2 8 i
SAUHTE BRI A MGO TR MR 25 64 . 2002 4F,
— TG H A 342 B0 WIUEE B 8 35 1 1820 il fgkt B
Xof 1 9 4910 REAIE IR 2B, ALDH2 rs671 S0 L
FAERER R BRI | H A E AT
I RIS T — A 20, ALDH2%2 25 3 PR 17
e A SR B KB | O LA BE iR 0 ks 220
SEPR I KU T g

1§} 4-HNE 1 LT ff B2t , ALDH2 75 R 20 Y
Hp g A T U AL 3, fR HF 4-HINE [fg, i
s 4-HNE- 33 S LW R AN §] NOD FEAZ IR 3
(NOD-like receptor protein 3, NLRP3) Z&4iE /M4

W I S O A-FINE- S S A VA 3 B
15 324K y (peroxisome proliferation-activated receptor vy,
PPAR 'y )-CD36 3 H L1 1 AR AN AT B . esh,
ALDH2 )i it 4-HNE &35 T il Ve il 1
VAL 1z 24 P DAY B IR 1 R 1 A5~ T LA S (vascular
smooth muscle cell, VSMC) B 5%, B2, iXEEhF5Y
BjiE7R T ALDH2 1ES Ko RERE AL i i) 285 AR T
FEATRA T i ALDH2 1671 B9 SNP 1 5095 AU
AL B T AR .

etz 2 UL 6 7E 2tk 3l Ik J2 )2 (acute aortic
dissection, AAD) 835 N BB 3 5l ik 4l 41 5] 2%
HiE B MDA | 4-HNE 287K 825 T, FLRE Qs
SEHEME ALDH2 75 AAD S5 AN [R P rh A 4% X181
VEH, HEFEAE AAD S8 vhoAG: DU it 5 I s 7K ~F- Al
ALDH2 B K B BEA T BT 47

E B ko BEPED 7K 2 1 R 0L EAR Y 50% LA
RO EBIRE . T Bh i)z R4S T 3h k0 A
i PSSR 11 0 S BKEE T Z R A I . SR
1 2 S M DG I 38 At 2 (Bl L B Ml R 55
AR VR AR, T = Bl KA BE R R o S BUR B SRSt
T2 AR, SR s sh bk 2R R
2R 1.3% ~ 8.0% M NFE™ s AR | AFIRHE K 3y 254
=5 AAD [y R 0

Cui 25 BIFE SRt SC U6 40 45 5L b s, A
H&E SR B-ZFENNE (B-aminopropionitrile, BAPN )
FS ESIKIZAY CSTBLG /N FUBR 3= Sl ik 415
Kl UGN E] MDA ZKFTh e Rl —IZA T
20 5 E Bk Je J2 B 5 20 il fa HRT HE S Ao 5 6]
WRAITFERIT, Bk /2 83 1 MDA R A2 4]
8 PR RS I MDA 7 8l ke J2 ih el
AEowEIER

Cui 45 FEBFTE AL 4O A R R4
FARTHEL T HIIE T 3UEAS Y 700 41 % 692 f
ARG 2R BEFARR K-, 25 3 s, AAD K 13K
BEHAM K- B S T 5 i e W], BR3AIR AT LA N e
M4 %R TS/ AAD, Bl K 5L LK
SFREGS R AAD SR S X I A St O TURESE
(acute myocardial infarction , AMI) 5 fiifi#4: Z€ ( pulmonary
embolism, PE) H X7 JFA . HFFEUESE, 4-HNE A
A 3 I B R S R A A A, i R B FATR AR
Ry 2, Mg 5.0 L, W] 4-HNE o] 41 BRI R
IS R, 5 AAD B &R R IRE

K A PN Sz R B R BRI SR, 5 B
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A RISE AN LE, #5747 58 ALDH2 S A&
= B ke J2 0 3 Sh kR i KU A T 50% T, 3%
B ALDH2 n] D)LSE 2 3 5l ik Je J2 1 3 50 kg 1)
K. St —AES:, ALDH2 iR T
E BRI B KA HAT B, RERS AR 8 ik
T oA RS JZ R A RO, KL E SR,
ALDH2 B[4 S 808/ RNA-31-5p(microRNA-31-5p,
miR-31-5p) F&35 T, FEm ek 280 U FH mRNA 3%
KA 5 sl i ALDH2 5.0 MR A AR, Al
LI VSMC By F UL 7 — 50 %t 18 E B o
AIBIFSE R, ALDH2 BLE S M35 S N 74l B
SAP2 HiHR ELK3 mRNA FZE P 1579 Lin-28 [7] J J
B (Lin-28 homolog B, LIN28B) %44, BHi5 LIN28B
5 ELK3 mRNA Z54 il ELK3 1k IR E N K
J#BEDTRE A2k 3 sh bR iy 4

DL UESE 2 B, PRI R R 4 DL IR B R
X s SE g 9 W 5 [, ALDH2 Hp ik
MURAE AAD S ] AR

AR UL 7 - AEMRTRAE | #7 B P AEREYE . ARDS
L& PE/PAH 45 227 S fe HOAE 0] R0 i e v m AGHN
B 4-HNE ., MDA | Wbt “ SRR | THOIE | -1 | B
WL NE L O RIS 20 RFNEDKE AL,
FAAEREACISZEAL , JF SR 1 1 B R B UIAR G,
AT 38 A3 AR ST 44 (extracorporeal membrane
oxygenation, ECMO ), #2214 B IEEACIBYT (continuous
renal replacement therapy, CRRT), A T 5% H 34k
1A P (targeted temperature management, TTM ) FY5
SR S AR A, B BRIy T R 5 50 R
L A G

WREERERE SO AR K T TR S 2R 3
B B A A B DI RERERS ", K2 60% HIMRE
E S 2 A MG O . APF50IERA, ALDH2
A LA I ] mPTP A9 K — S AR B 7 A, 3
TR 22 W75 7 B I REAE /] Bl CoHIE AL 8 R B4 il
U DIRERERS ™, A, ALDH2 A4 / 45 4
OB PSR SR B- SR IR IR FT I TLEE 1 i - i
FL3h W R A H R 4 A (Ca™ /calmodulin dependent
protein kinase B-adenosine monophosphate-activated
protein kinase-mammalian target of rapamycin,
CaMKKB-AMPK-mTOR ) 753 f) F Bk 40 1 A 5 %)
I, BT T 5 P R AR G O L 3. ALDH2
A3 LV R AN BH A% 2H 2R 1 2 O BE AR 3 Chistone
deacetylase 3, HDAC3) [n] SR AR S (o K i 22 1 > 1)

NFEHEE A B EE o (hydroxyacyl-CoA dehydrogenase
alpha, HADHA ) Jlit 2, e 10 i 2 b A4k - 25 /IMAR 34
2, W 5 e d R AR 2 8 S O LA e -,
KGRI MR O U H AL T I E AR Y TR A

P QI S 5 il ALDH2 7575 B i 2obiik &2 1
FRECUNATIE | CoJEFIA I ) R 5 7, ALDH2
OGP IE S AE 2 A SUH i / P50 4 5 3 e
RAFARYE R, FEAT DS 1 T o 20 R R e
SRR B, I BT AR Lo L R | P it e e
I/ FREEES . — T AT 613 {5l i i He 58 ek
S KPR 5O L5075 R A T R T R A T P 9 4
JABIR , ALDH2 SR 1l 43 B O B8 1.0 7
WX A T ARSI , B4R ALDH2 I
RE AT AT LR L 50 T 5888 . IeAh, ALDH2
A ARk I AE 175, ALDH2 RIS 3307 Alda-1
Al DR 2l AE TR S ALDH2 AYYE M, I Bk
TR EIC Fgs S 2 F B (acute
kidney injury, AKI) /INEH, ALDH2 7315 Beclin-1
(—F 25 ampLH izl s & E) AR A
W, AT AKT 7', ALDH2 J2& i X 1 25 R Ge il
TR, FE R 3l Ik P ZE A R o R B, 3
ALDH2 5 P4 1T DL 38 i K i, 9/ NEEBEAR B, i
P05, HIRY 7 2540 5 4-HNE J5 B A/Km 186 25 (H 4
(aquaporin 4, AQP4) A%,

ARDS J2 p fiti P 5 R () i 21 S DR 5 RS A
DAt [ AR AR I A S 35 R AE A9 11 PR A E, TR 1
FRIERIMIAE 2 I o BT HE ARDS B H HAIT ik,
H = %0155 ROS MJE )] 523 4-HNE 3. 5%
R, 5ARMA Alzet H(—FEEREK/NB BRI,
A DA A S50 sh ) fe sl s Y, B i i A
DI /7N 1 T 2 02 4 S R A b 3k 1 X2y 591 )
BT IR ARDS /INERAH B A Alzet ZE () ARDS /)
FRU7E 2 8 T o A T R85 %2 ALDH 15 MRS 771
Alda-1 J5 , AR AN 1 52 230, 8 S e A
it 0300 25 R PRI, AR 2% Alda-1 X/ Bl 4
PSRRI R R ARDS B fE
. BFFE R, K/ B I K R B2 88 T
HRZE A T R0 55 v B4 305 P T TR S TS T 334
ity i A 30 27 M A VR A - B A0 0L 1 B B D e
B JSAE , B4 ARDS 5 J8bt , i 75 S5 00 o 1.
RPN TR A ARDS BEXRFEE

PAH J&—F ™ 5 (O UEA TR , 22 R
Sy B AL A5 BEL 7 R8T L P R i A
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A . KRR, A AN 30755 1 g i
it AR RN B L W) A-HNE 7 i 1M 455 B g
HAFEAEH O 3t %ok BRI 2T,
ALDH2 #8h50 Alda-1 ] LU 855 4% 5% 5% 1B
(nuclear factor-xB, NF-kB) %1k, B4k 4-HNE . MDA
KV KA L2 i e, BETT i A A EE A 0. it
A EGRAAE A0 PAH AU ALDH2 A DLd i
FR 4-HNE ¥ 75 SR A 5324 F it 2 k- 3 L2 i3
5E, TSR 1A PAH A a AR — I ) ik
Ai5S PAH /N BB B9 5T 7R , ALDH2 @B /)N
B8 LA S8 1 fit /N s Dk JUL AR A I 2H 21 4-HNE 7K
SETFER, BE I T A WEE AT ERK1/2-Beclin-1 35 4,
TET A7 0 Z AR JE LR 44k, 2 W] ALDH2 7] il i
ERK1/2-Beclin-1 38 #5755 F Wit , AT & 44560 PAH 1Y
BTG E " Genipin JEHE TH 2 B-Hi4iHH
TE R AR IS 7=, 2 — PR R R SR A A 3K
(—Fh BB 7R LRI Z5 44 53— 40 SR R R AR e A
T L3 v A S A B AR SRS A AN R AR 14 )
J5), T N L 5 L Lb e 45, Lk B
AR T I R R P A 222 ] . AE KB PAH
PRI | Genipin 38 i3 B H e — RIRIE K A5 T
AP VER. Nagano 25 245 18 191 5 KA I
Joa Fll PAH 2L (#5 AR ALDH2 JE[H 2 251
2% 9 BDAEIR H AR N 2 ug - ke + min™', I
W N 1~ 2 ug - kg™ + min™" Z i I BEL AT P A
30% VAL BTt , [ i T 2R ) L v 46 ok it
N L3 R 3 7K SF R e it A5 BH S, S5 2R R
ALDH2 5 K Z2 25V fO L 5 a8 H- i 7k~ B 2
FIER LRI ; M, ALDH2 JEH 248 8L
it 60465 L 7 B8 AVt /N T B A T R PR AL, R A
ARG ALDH2 7 38 20 5% i g e H- e AR 261X
BN 3 )%, HE Xt PAH 973K
3B &

AR AP a4 17 [ e 1 ZE AR S S F A
1R A0 R [ P A SRR RTIG R 5T, R S A Qi 25 L
SEULAER ) iz 2E UL AT 1 5 2 a FE R TROA
LB 7 A7 BB F R BURERE R L. ARt
P TR AR 2 AL — I | SRR BT UL R
S, DB B S T — 20 2 fE I SR SRR K
-, HET R SUE EE AR B T L A AT AR
BHR, P E 2T R R IR AR, R E
LA UL ELAR AT P B nT A AT el s IR AT
FERH I RAF 58— 2D B E

HIAMEBERE D (LR EERQZED, BT
(NZRREFFE ERESISRL), R0 (AR R & ERE R
LR, XM (LR KRG ER 2R, BRI (LA R
FEBERESISEL), XIERE (LA R 57 & B2 B ), X3 ]
IR R 2 5 45 B 2 e ), 1 T 9 (LD 2R R 2 5 45 BR 2 ),
TR (INARKATFE BB ), RIBEE (AR5 & 2y
Be ), B (LA R 27 G R 2B ), AR 48 (L AR R 57 6 e
BE ), AN CLLZR RS 578 BR 2 Bt ), A S0 (AR R 574
Beo e ), T 2R (AR50 6 B2 e ), MR (AR K257
BEEEBE)

HINERAM R REBFEFEIAF) DE (LA K5F
BB RIS, WSO (il R W AR BR 22 B ), W et
(NZR R 57 & BB ), B (T R E P R B 12
FH), Briiig (TR NREBEIZRD, BRE R (LA K5
BERZED, S8 (b B ERO: MRS — BB 22,
R (IR R 757 8RB 22 B, SIS (LR R 57 &
= e O 2227 ), R (AR R 27 B i b i Kt B
QZED, #/NE (B NRER 2, /N (e
BB AE), fLar QIR P E B 22 HAE B2 Py,
R (LR R 25 4 R e BAE R ), R AL A (L AR R
FEERSZED, XL (LA K7 & BB LANEL, B 55
(rPg R 2 VR — R B ), B3 A AE (U4 AR R BE / U )11 48
PeeBler b s Bh), S (S ER AR PR B ), S
CHEPRTT R By vp Ly ), ) T i CHT VTR 2 I 2 e R 5 —
BERe 22 B, AR (AR R 57 & BB a2 B, ik 5
(R 2 v g B e FAE R 24 BE), Z# D (T g 4 A IR R
B 2B, AR5 (B HOR A MR il BB R, 0
AR 57 8 BRI PRI AT - P 38, RIEEE (LR
SEEEBERASEE), K (IR R B 2 Bt ), BRAR (o [
Ak R (b R0) ), £ 52 (AR R 5 & BB FAE 27,
FHFH (AR RS E B 22 Rh), B (RBUR 3 AR
BE B 22 Bh), BUARE (R R 50 & R BE 2 B, I8 4
(35 B R B i = g FAE 2 2 B ), e (Ll R R~ 545 R e
SR, R (LRt AR B 2028, B (LA K578
BEREILPr), T (P ERLABE LIS I S @RI TE AT,
TeAE LR Be s Bh), ikl (5 e AR ERBE 212
BH), ik (AR I FF & B0 NEL, 5Kk SR (fh H AL
Be 2B, 5K (VLR 24 B 2 Be B R 5 — R B i F),
A (LR R 57 65 BE B L AR ), S (L ZR R 275 65 R B
PRER ), SR BRI (AR RS2 5 & B e R, 5K SCRE (LR
KPS G BEBE OB, SRR (LR R 27 57 & R Be A e ),
5 QAR R A5 & BB R R B, skl (AR K457 & =
Bl PR AT e 2 WF 78 ), KR (T 42 22 R R 257 Bt ),
RALIL QAR R R AR AR )
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