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WE: B HiT o AE A (ACS) Bk ik iHiB % D2 (RD2) AHE 4K G & Q1885 4k 18 (GPR18) K-F# %
W, Fobr st B E B AME TN, ik IR 156 1] ACS %%, BN R XN A HMEE S A TAT ALK
A (UA) A= 2 tb s Ui st (AM1) 48 FHRBARNIREHLERE M BEX S AL I RTAE5 S ImEa, FitH
SYNTAX % Gensini #F% . FiH AMI BH 343 A 6 AT, AHREZERAR 0T FH (MACE) 9K AHIR,
B3 X AMBE RRARAG RAF4; FiL B A 95 4 ik H4E A aTi8 48, K M ELISA i542 M) f 7 RvD2 4= GPR18
KF, pATHE ACS AR, EWRAEALZ. Gensini iP5 A MACE X AR A4y % A, &% & ACS Bm1F = T4
J A TG FIWT P ey A ME. 2R D5t aAnrt, UA 284= AMI 48 % % fo 7% RvD2 & GPR18 K-F34 2 F &Ik (34 P<
0.05), H AMI 484&F UA 48 (P<0.05). Q¥ % 5% 3 %% 486 7% RvD2 A= GPR18 K-F 34K T2 i 48 (3% P<0.05),
femm i) £ F Lt &L (P>0.05), @Spearman 8% 5 #7277, ACS %% & RvD2 5 GPR18 K-FEEAE £ (P<
0.001); £ AMI EZ %, HHE 35 SYNTAX iF4F= Gensini 5 Z A4 % (3 P<0.001), @% B %% % Logistic &
Y3 M #2 R, driF RvD2 A= GPR18 /K-F2 ACS K A 69tk 247 B & . ®% % ROC & 547 277, RvD2 B£ 4 GPR18 %t ACS
G RATRESHLA — M AAL, 426 ik RvD2 B4 GPR18 K -TFAL 5 A A 2316 ACS &5 5 1 = T 42 & H Fm
sEHATNG, & ACS #9tk47 A&,
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Abstract: Objective To investigate the changes in serum resolvin D2 (RvD2) and G protein-coupled receptor 18 (GP
R18) levels in patients with acute coronary syndrome (ACS) and their predictive value for short-term prognosis. Met
hods A total of 156 ACS patients were enrolled and categorized into unstable angina (UA) and acute myocardial in
farction (AMI) groups based on medical history and clinical examination. According to the number of affected coron
ary arteries, patients were further divided into single-vessel and multi-vessel lesion groups, and Gensini scores were
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calculated. All patients were followed for 6 months and classified into either a poor or good prognosis group based
on the occurrence of major adverse cardiovascular events (MACE). Additionally, 95 healthy individuals during the sa
me period were selected as the control group. Serum levels of RvD2 and GPR18 were measured, and their correlati
ons with ACS clinical type, number of coronary lesions, Gensini score, and incidence of MACE within 6 months w
ere analyzed to evaluate their predictive value for ACS severity and clinical prognosis. Results @ Compared with th
e control group, serum RvD2 and GPR18 levels were significantly lower in both the UA and AMI groups (P<0.05).
Moreover, the AMI group showed significantly lower levels of RvD2 and GPR18 than the UA group (P<0.05). @S
erum RvD2 and GPR18 levels were also lower in both the single-vessel and multi-vessel lesion groups compared wi
th the control group (P<0.05). However, there was no significant difference in these levels between the single-vessel
and multi-vessel lesion groups (P>0.05). ®Spearman correlation analysis showed that serum RvD2 and GPR18 wer
e positively correlated in ACS patients (P<0.001), while in AMI patients, serum RvD2 and GPR18 were negatively
correlated with SYNTAX and Gensini scores (P<0.001).@Multivariate stepwise logistic regression analysis indicated t
hat serum RvD2 and GPR18 levels were protective factors for ACS. & ROC curve analysis demonstrated that the ¢
ombination of RvD2 and GPR18 had certain predictive efficacy for MACE after ACS. Conclusion Combined detecti
on of serum RvD2 and GPR18 levels can effectively assess the severity of ACS and has predictive value for short-t
erm prognosis.

KeyWords: acute coronary syndrome; resolvin D2; G protein-coupled receptor 18; clinical prognosis

AV RKLE S 14E (acute coronary syndrome, ACS) #%r LA MEE RS VIS WkRE, IERES AR Bk B S o
AR T T R B K SR A TR AL B SR O il B AR ik 512, A BN AN o A AL R HEBR bR HEIR 55 LA T B L. AR AE 2B
53 BT At R B Mk M AS T BOF /B AS 2, AT 5 200 WL I 78 sk YR (EEEENE RS s B m U EA
A (R LR A5 o AR, ACS [AER AR R H8: b H & R . MRIEIGAR TR AL R, K ACS HBE i —
F. HRBER2IERAES, BETC 8OO IS0 B B R ERLGRE (VA HARAZMOHUEZE (AMD 41; At
THFEFEEZ —. ACS RIFFARE EBFER WA, ™ A AMI H B E 2 PCT RIGYT, ks AMI 28 & iRk sh ikig
FEENRBEAERE . ik, K208 S s S Y5 T4 B NI AT, 2 N SORARE R 2 SOWAR A, It
SRR RS BRSBTS K TR o B B Gensini V¥4r. Rk# B B G RVIR 6 4 H HRIZ T K

JHiRZ D2 (Resolvin D2, RvD2) f&—Fh%& 1L A MR NE R A FEAROMAEEM (MACE), 4~ MACE 41 54E MACE 4.
i, 3T H 574K GPR18(G Protein—Coupled Receptor 18 GPR18) TN BE ARG 0 [ 3t 95 il{E REARAR 2/ S xt lE4H (CoND,
RAFPURAER, 2 —Fh B M5 4O br &Y . BEAET T Hep i B 64 . Lot 31 41,

S IfLiE RvD2 ZE AR5 AR e i AT — & B, #Rif, H 1.2 PR B M 3 A AL Fa bRl 5

FIRT RD2 JEATZ5 ACS HRAE SR RERIAR, DL RAAERP s WO T BT S AR, L e PRI A
155 7R B R RO TIOII PR T 9 TR BT E N, M= 7843 1 E PR S TR S DA% & R R (i I SRR A . i
JUIESS . YMCATIARAETIRN RD2 5 GPRIS AEACS BRI e b . 47 9 S 2R ORI (LDL—c) SAHRLETRE (TC)
FERERIRAEARF, RS R R g e sk R (HDL-c). L IDREVFA6 B ML 2 058

7 RS RATHURAR R AR U1 . S i3 B (LVER) WL 88 11 TCeTn DD JULBRISGE 1) T CK-MB)-
1 R 5T R4k (BNP) LA C KRIZEF (CRP).
1.1 FREXZR 1.3 BRRFEE

ARBFFEILAIN 156 1 ACS i, 1M 2022 4E 7 H & 2025 TR 12 /NS PYREE B E FKIL 5 mL, & T EDTA-K skt

43 A T RBERKE B S IRER SR RO Rs, K FEET 2AMNE 4CL 3000 /min B0 10 6k, Jh AL
St 42 B, BE 114 Bl FHORBBIR S (2025 Abkak R EP L SSRGS T S0 CURIRRIN. SRARER

17



Medical theoretical research BEZFIHBHIR 2 2 4% 5 2 #2026 4

A

it

JEW B2 ( enzyme linked immu-nosorbent assay, ELISA) &
MM Resolvin D2 (RvD2) K ISZ4A GPRIS /KF, RAFl&
WHEIE T BMAENAERAT, BEREERU T,
1.4 FEARF kw5 22 e b

SEb AR BIKOR AR VT 8 LA i BRI AE =50% 7 I IR S
A, RBRFETF RIS A EES s R Sk A —
SCRIZ WA ACS o HRAR 5 28 11 A8 SRR 43 T B Sl 2 SO AR A
AR 2= D WAL Z 5 F W 1O IR N BRI LA E .
Gensini VP FEARETTIEIEAT: ARG I AR A48 Ab A 8 S AR 43
B, Wa5EmAA B AR DAR R (1731 X5.0, ZEATFESC
LB X 2.5, AaRBIIK X 1. 0 28, % MEF > 2 FUNRITEI .
1.5 BEVI A

Xt 56 1 AMI BB 52 N 6 S A B IERE YT, 103% MACE

RSN, BHRE A IR O UUEZE. 13z 5 # (PCT 5K CABG).

O IR AL IR AT
1.6 G2k

SKH SPSS 27. 0 B AF AT Gi it 22 M. FF & IEB AT
EER U EFHEZ (X £ s) TR, ERSDMAHEER
BLLAM (P25, P75) ik, MALESHMAH t 5%, FFIESH

Mann-Whitney U #4%; ZHIESFREELTZ0H. FEESH
Kruskal-Wallis H #2455 ” o THEGRCABIEC 7 L, 4
LB X 2 46 36  RvD2 5 GPR18 [AJAH i@ T Spearman A
FOHTHEAT AL o BRI Logistic [BIHS T /X 0. 05 A7
Bt PN Z H KB AL, PR MACE S I JRATRE
iR 3% o SR FH 28 TAESFAE(ROC) Bl 28 P4 1fL3% RvD2 55 GPR18
AKX ACS BRF R TS B R, X 0.05 MAZEREA
it Lo
2 4R
2.1 CON .5 Acs 4 &l PRS2 MV 41 [A] — i lfn PR BORH EL R

3 HEFN LDL-¢ . HDL-c . TC . CRP. c—TNI. CK-MB.
LVEF b8, Z R a g4 : 3L (/K0.001), W 1.
2.2 ACS 41 RIS TY 7 48 7] ML 375 L 3

5 CON 4Lk, ACS 1% WALmiE RvD2. GPR1S Lk, %
FIIH Gt L (XK0.001), RvD2 5 GPRIS /K F{K (P <
0. 05) o5 UA ZHLAH EL, AMT 1fiL i RvD2 . GPR18 7K P& (P<<0. 05) .
WE 2.
2.2 ACS 4IRS B NP 46 [v] ML 375 LL ¢

1 CON 25 ACS “RIlf AR I 40 8] — AR IIfm IR B2 A EL 3

. Con #H UA 40 AMI 20
R (95 ) (53 i) (103 i) F/Z{8 PR
R/ 5 50415 67+11 58+ 14 24. 674 0.01
51 /451
5 64 31 83 1.395 0.25
7 31 22 20
BMI/ (Kg/m®) 23 (22, 24) 24(23, 26) 25(22, 27) 39. 65 0.01
W2 S0 2/ 451 5. 499 0. 05
H 49 14 55
X 46 40 48
R sE /5 5. 704 0.04
H 31 6 18
¥ 64 47 85
WE IR /11 2.682 0. 024
H 45 14 40
o 50 40 63
75 1% / 451 3.798 0. 07
rey 45 28 50
X 50 25 53
LDL-¢  (mmol/L) 2.7140.77 2.15+0. 80 2.90+1. 10 11.507 0. 001
HDL-¢  (mmol/L) 1.4740.52 1.1240. 30 1.0140. 24 36. 947 0. 001
TC  (mmol/L) 4.184+1.17 3.69+0. 92 4.384+1.28 6. 002 0. 003
0. 66 1.04 5.26
CRP [umol/L] (0. 51, 0. 76) (0. 55, 2. 74) (2. 09, 27. 53) 123.6 0.001
BNP  [pg/ml] 153 (86, 255) 552 (296, 1826) 34. 4 0. 225
eIl [ug/1] (0. 0(1)',0(1).01> (5.31?' (7)2. 85) 80.2 0.001
CK-MB (U/L) 17(12, 22) 72(20, 175) 44.9 0. 001
LVEF (%) 66 (63, 69) 62 (64, 68) 55 (48, 62) 54.3 0. 001

VE: Con#h: fEETPE40, UAZH: RAAR SLJRM, ANl 48: Z M. SAUAE 2, LDL-c: IKFAIE X G2 BAZ, HDL-c: &% IR &

GieBEE | TC: EIEEEE .|
A EIK o

CRP: C A% ® .

c-TNI: L45% & . CK-MB: WUBR:%BE&F] Lhg., LVEF: A 4t&4 4. BNP: B A
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2 ACS {HImAKRSSBI 4 (8] M 3% RvD2, GPR18 7K FELER

4 4]
w3 (Cr‘l’fg})ﬂ) ([fi 5%) AMI ZH (n=103) 71t P
RvD2 219 196 161
(pg/ml) (189, 252) 156, 240) (133, 204) 43.12 0.001
2. 48 2.58 2.06
GPR18 (ng/ml) (1.81, 3. 30) (2.01, 3. 20) (1.58,2.67) 14.974 0.001

7E: RvD2: JHiB% D2; GPR18: G & & 1%5&-L 4k 18,
F3 BYRTESZIHTHEMS RD2 5 GPR18 7K FEEER

ZH 5 i RvD2 (pg/ml) GPR18 (ng/ml)
RO AR 2 46 171+56 2.24+0. 88
23R 57 164+44 2.17+0. 72

¢ 0. 743 0. 859
P 0.343 0. 459
F 4 ACS ZHEEEME RvD2 5 GPR18 tHE M 4T
ESES RvD2
GPRIS g p
0.73 <0.001

7£: RvD2: ;iR & D2; GPR18: G & G 1%8-$ 4k 18,
R5 AMI ZBE:EMSE RvD2, GPR18 5 SYNTAX & Gensini i HIFE LM ST

RvD2 GPR18
(e r P r P
SYNTAX $E43 -0. 694 <0. 001 -0. 452 <0. 001
Gensini ¥#4% -0. 782 <0. 001 -0.514 <0. 001
=6 =AM FIETRMZEZS
i H EEEXS IR ZE Walx2 P EXPX(B) 95%C1
RvD2 0. 024 0.012 4. 151 0. 042 1.024 1.001-1. 048
GPR18 0.017 0. 008 4.705 0.03 1. 002 1.002-1. 034
L -5. 011 1. 506 11. 072 <0.01
%<7 3E MACE £E5 MACE #R[iI3& RvD2 5 GPR18 7K P EL %
ZH 5] 1% RvD2 GPR18
E MACE 4 86 17845.2 2.3640. 08
MACE 4H. 17 125+7.71 1.5140. 10
¢ 4.706 4. 698
P 0. 001 0. 001

JE: MACE: &5 AR FH,
# 8 I35 RvD2, GPR18 XT AMI B &% BREHRITUNEE

S AWTEH AUC 95%CI REE i i
RvD2 144. 985 0. 852 0. 753-0. 951 0.721 0. 882
GPR18 1.725 0. 850 0. 760-0. 941 0.767 0. 824
(RS — 0. 884 0. 808-0. 961 0. 802 0. 824

5 CON ALk, ACS A& WMy RvD2. GPRIS bhfw, #
A G L (K0.001), RvD2 5 GPRIS KFREE (P <
0. 05) o5 UN LA EL, AMT 13 RvD2.GPR18 /K F-B&#{i (P<<0. 05) .
E 2,

2.3 KR AS S W 4H A L5 RvD2. GPR18 7K HL#
ST RAR I F 22 S0 AT 4 1M RvD2 5 GPR18 /K- 4H [] 22 57
Tt FE X ( P>0.05) 5 WFE3 .

GPR18 (ng/ml)

2.4 ACS 4 BB 35 RvD2. GPR18 [KIAH 44T ) ‘ 5
ACS #1H:%% Spearman ABIEMEAMHT SR ILIE RvD2 55 GPRIS i

HANIE [ 884
BIFMX(2=0.73, /X0.001), W34, B 1. Bl 1 ACS S ME RVD2 5 GPRIS 4B HE 43 4F
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2.5 AMI 41 & L7 RvD2. GPR18 5 SYNTAX & Gensini TE4-KI
AR T

AMI 4535 Spearman AHICHES3H7 7R 13 RvD2. GPR18 &
SYNTAX J Gensini $F43 2 A% (/0. 001), W% 5.
2.6 Iil¥E RvD2. GPR18 /KFL5 AMI /G MZ H R ST

AMI J&5 A MACE SFRIZ 3 logistic [EIHAMTEIR A
SR AMT J5 & AE MACE SRS fa R Rl 3. WK 6.
2.7 MACE - TE 41 [A] i 375 RvD2 J% GPR18 7K Ttk

Xf 103 % AMI #3047 6 AN ABEY . 5TE RIF4AELL,
TE A R4LIMTE RvD2 K GPR18 /KFR&( (P <0. 05) » W3 7.
2.8 [iL¥ RvD2 55 GPR18 Tl AMI T 5

MfiiE RvD2. GPR18 HL— RIKAXT AMI H# A RS ROC
M2 745 R WoR, 2 RvD2 KB 144. 985ng/mL B, AUC
4 0.852 (0.721, 0.882). 24 GPR18 AWi{E A 1. 725pg/mL AT,
AUC 0. 85(0. 767, 0. 824) . FiFfHRFREL & 5 AUC 24 0. 884(0. 802,
0.824) WK 2, %8.

ROC £k
' yf— iER 3
— RVD2
GPR18
08 l—' ‘7""“
g os_["'Jr
x 04 |
DDDO 02 04 06 08 1.0
1-$54
E 2 I35 RvD2 5 GPR18 Xt AMI [F &4 T REHEI TN B
3 Wig

ACS 38 % T ANRUE K LR B Mk oo A A A BB A A A 2R B
Rk, R, SFEODRSIK > BE 4 2, JF Rl fE
AR TE, TGO LR R, e 28355 O LR L
W L JIUH I AT B AL P TC B P SORE SN, 1% RS
25 ACS MIRAESRIEERE, 5 BEIRAKTUS % VI,
AR, ACS MR ARMIET R EIZH ETHES, HIAW A
B, BRSNS TN TR R Ly SR
JRRAAEER . AT, HATH TR ACS BE T IRB bk
T E R ST B AERR SR A — € R, BT S
UK. Foog BRA TN EREHRE S0, XM
Al ACS AT F WU i 27 il

20

RvD2 & KF S It R & 4 7§ 1B 4 ;i ( Specialized
Pro-resolving Mediators, SPMs) FEHHIEEK G . ©EH
Omega—3 2 ANIFIARITHR CRplje DHAD 7ERGRIVEHT R ATAE IR
I IETES 5 . B KBS R M RvD2 B BEMH 4 K&
R RREV R FEE, Oy —FhE M I RAEA S ™. B
O MG TR E, AATZEBN AR SRE S RLAE O
I R A R ) B AR < 4R 22 B S e 3R B, RvD2
i3] Caspase—11/GSDMD A i 14 £ T sk e 38 Lo LA 95 5
AR A S WA SE, RvD2 AT B BE 4 I -GPR18 {3 5l
I Sh kR R 3 R AN 2 T SRR, SRR
78 RvD2 B I 1388 S Y/ B e v 14 2 W 4 i SR R 1) B B
IBEA ROE AN KR PR R, $om HomT BEAE 9+ TR 4 4
RE (KB ALATT e . AR SR RvD2 TEARRE DAL
RO U BELR ekt BRI PR, EDGIE T BEAE RvD2 B 5%
SRR RE AL BEBR 1) R 2R R R RO 7T 5 3E— BT 7 R I RvD2 75
O EH T RARE OCLRA NEEAEE, XWT
RvD2 #r BBl ACS ™ B FE B MW #E, X BN I0E T
HAE ORI T BB EER TR ER, IE Stk e ik es
BAE™ EFR VA R AT o

GPR18 J& T G HAMBERZ KK, EZMALNE &K Gk
YR IE, GO BRI MORR. AN AT, HREL,
NS, IFS SRR . FIPT ALY, GPRIS
S5 THRERRE . PR ML AR RE 5 22 R 0 Kk 26
RIR"™ AEARTE 5T KT RvD2/GPR18 it STAT1 A1 NF-KBp65
AN BRI A, o0 R ) U 0 T 3 /N R
(Lo S BRI B o S IR 7 R I GPR18 AT /E Ay RvD2 2442
57 OB S P ETE B 5 AR B R R *, R 7 PR A
Bkl FERE AL bR B R . AR FCR R GPRIS &
RvD2 HAHBRANSCME, EINIE T BEAE GPR1S 1 RvD2 SZ{AJL[H]
Z 55 F KRBT 0 R A R R A: R R I
GPR18 TE/CJUBESEA B hi AR 8 L UM A TR R 2,
XA e KO TE R S B Bk sl AR AL, LB ¢ RE 00 T B
GPR18 (iAW PEAE, M3 RvD2 THAE FRE. X bl
BOAIE 7 HAE O WLER A5 5 B A AR IR E R, TR B
RvD2 335Vl Sk el ik £ i 7™ B R B R R o

BEAE SRR AL S a0 R W, MR MEZS T RvD2 (/) RS2 v i
HIEZSN PR R ERE s FOILRIN, KRB RvD2 R JE it
Eilg 40 7705 ox—LDL FIJH T-40M, J3gas A BEHe i i
HASUA IR AL 5200 R W B R bR GPR18 B [HIKI/INER,  7E Bkl
FERE AL b BB R AT 3 N ™ o ASHIT 7t SR B SO AR K 3
SIS RvD2 5 GPRI8 /K-FAHIN 2 F ST %= X, R~
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] % 7 ik < T e BEL R 2 e 8 RE AR FE AR [« g ik — 25 F ¢ RvD2.
GPR18 HiE KAEFHAZEMIOC R, DR A SRS Hhoch S O IR SE
AT SYNTAX $¥43. Gensini $¥4y; JEiL Spearman A4y
B, TEIRBN AR BLFLE 5 RvD2 A3 B AAR ek, Haz s+
5 GPR18. Zr#r LR IA, X A[fE GPR18 1EM RvD2 [ G & 18
SR SZ A S B 1 2 B0 KN RERE A e e i R rh LA I 2 E VIR B
(YR, T RvD2 75 SR O UBEBE P T J T K i #6, A8
BN

BEA: 2 00 0 I, RvD2 72 20 Hh -5 fe o P i 2 v J
2 BRAR T AR R AR AR I 40 03 ) ™ AR, R I RvD2
T P AT A R IR S . 4RI RvD2 I GPRIS fE &
P WURBEBE 58 25 T () T At 7 P s 4RI . R LA 7 i
L RO WUAE B AT A 6 S A B, Hh R RAE
MACE H4- Tl /5 R AT ACS B If3F RvD2 A1 GPRI8 /K1 %
BT R AE MACE HEAEBUR A R 4L (P<0.01), X5 B 1 RvD2
L5 GPRI8 /K Je e 1 o0 UUAH B P 45247 v e VIR BB 0 K,

AW FERA B 22 ROC #2675 RvD2 55 GPRI8 K& Filil] AMT
ARG B2 W RRE I T B UG 56, 0 L 5 DR 3K ] e A 7 AR
NBCAR S A H45 & L RURAF A R BT A R R ITIX
PIIRERFRAT ACS 8 BTG BA — 2 TN {4 -

Z5 LTk, (M RvD2 55 GPRI8 /KT ACS F3# Il A ™ A%
FERA—EEIME, —FHARAEARYER T2 5 ACS K
TRHERE, JFAE TIOR3 T 75 0 5 7% Hh 8 A W R 2 P T 5%
EAB TR A DEARBE, RIEART RvD2/GPRIS £
ACS HHIHLA], SERTTREAFAE M . S JE Iy KAEA R, Jf4h
A LR — P T B 5 i R L AT o
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