E R E ¥4 2025 4 8 A% 46 %% 158 Int ] Lab Med, August 2025, Vol. 46,No. 15 . 1891 -

[21] HAN K,KIM Y, LEE J,et al. Human basophils express
CD22 without expression of CD19[]J]. Cytometry, 1999,
37(3):178-183.

[22] TOFT-PETERSEN M,ROUG A S,PLESNER T,et al.
The CLECI12A receptor marks human basophils: potential

cERRE -

implications for minimal residual disease detection in a-
cute myeloid leukemia [ J]. Cytometry B Clin Cytom,
2018,94(3):520-526.

Ol B3 . 2024-12-12 & 191 H 11 :2025-04-11)

S2MEKESIEEE NLRP1.PCSK9, copeptin
KESBRIRKEEEEREGHTEHNXE

PR T H— PO ERAFREST —F, FLZE 071000

 E.HH RKiTEHEIREAEACHBEZH TR LS ERALEMNBHALARESY LINLRPD . W& "
AL B A AT & @ B /kexin 9 & (PCSK9) | = ik & (copeptin) K F 5 B RSk ik E 2 ZE R BTG 0 £ 4,
FiE ORI 2022F 6 A F 2023 F 12 AN G 137 #l#EAT BRI BREF 69 ACS B &4 ACS 442 137 4
A & B E AT R, I Gensini REAF 5. ACS B ABRE KR F U (n=062,Gensini< 30 4°) F=
FEHEEFL(n=T75,Gensini=30 ), S ACSUAEFH#IT 6 MAWMAET HBEATA AT ERR S hEFH
(MACCE)¥ ACS & & 40 AT R BEAm=>51)F )G BIFH(n=2_86), KA BEI % & & WX 34 o 7 NL-
RP1.PCSK9.copeptin /K ; R F Spearman #8 % £ 47 ACS 24 NLRP1.PCSK9 . copeptin /K F 5 Gensini #F 4 #)
#Ex ;KA % HE Logistic @254 ACSAEBE G LA MACCE 9 #m B ;KA XL TS LB LRy
# NLRP1,PCSK9,copeptin K F 3 ACS 4L & # )6 R R FRM M, R ACS 21 TC,TG,LDL-C, hs-
CRP R+ & T4, HDL-C KP4 F 5 B 40 (P <<0. 05), ACS #8 NLRP1,PCSK9, copeptin K F & F 5 &
21 (P<C0.05), ¥ EH %4 NLRP1.PCSK9.copeptin K-F 5 Gensini 34 & T2 E % F4(P<0.05)., ACS
40 NLRP1.PCSK9.copeptin K-F 5 Gensini #4352 EA48 % (P<C0.05), /s & R 4L NLRP1,PCSK9,copep-
tin,hs-CRP 7K ¥ 5 Gensini ¥ & & T /& B4 2 (P <0. 05), HDL-C K P& F )& B 44 (P <0.05), NL-
RP1.PCSK9 . copeptin, hs-CRP K -F & ACS 41 & & /6 X £ MACCE # &£ B % (P<(0.05), HDL-C 4 4% #
B % (P<<0.05), NLRP1,PCSK9.copeptin &K -FFM ACS &4 F)6 RRE ¥ & T @R(AUC) % A1 A4 0.860,
0.831.0.824, ZFBHATMBEZRAEFRRM AUCH K Z 0.950 M, = 2R ANV EIRERS . ZFFELHM
M ACS BHFE AR AUC K F=FE—Fn(Z=2.418.2.743.2.845,P<C0.05), & ACS &# fhiF
NLRP1,PCSK9,copeptin K-FF &, 4 ACS EFFRE FRHAEAKRE Z,ZF KA ACS B F5FE R R
15,

KB ARAREESIE; HYRESERLEMBEZIKRES 1;
kexin 9 A ; Fopk&; BRIBKBEERE; BHAS
DOI:10. 3969/j. issn. 1673-4130. 2025. 15. 017

NXEHS:1673-4130(2025)15-1891-05

WE AN TR G/

FEESES:R543.3
XEFRER A

AMEE K ZE S (ACS) J2& i T e IR 3l ik ik £t
i 5 SR P I 51 R 1) ik PR £ 3 o 368 5 £ 8 ik o A A £
DDA 228 1M A TR i 2l JikoRe 2R 51 R L 5 B A N B
DIRERERG K 2K IE W A BT LA R S DA T D i e AR 2
kPR KR ACS 19 EEIRYT Tk AR 2 YA
I CUn LA 3 A 790 BT i/ B 25 D) A AR Y (An &
B Te AR sl Ik A A6 7 SO AR 3 ik 55 RS AR 45 L AR
SR — T i A i A B 90 I R B I T BRURIR T
X E TR B E S, Bk, R H AT R R
FORTERY LTS AR A5 W 1T Al ACS B8 28 5 AR 3 ok e 7 72
JE LR PR BRE B, B IRY A SR
BURESZ AR SR 1 (NLRPL) A S0 2 e 2 iR K & & R

x BEEWB.RETRFHEARNAZEZNIH(2141ZF254) ,

-1, 02 U R 40 M B 7 4 i A FZ-18 (TL-18)
FE 20 A 18 (TL-18) B2 , I 4% i & b7 » © A B
AW, NLRP1 5 56 0 5 £ & 1 P 92 0E 7K 7 1
ARAR B )M Y . R AE R AL A AT R R
kexin 9 A (PCSK9) Jf& — F 3= % iy JH- 41 Jid 73 6 1 2
ity , i 52 B PCSK9 A3 i 1 46 A0 e AR 5 1
L7375 A8 HL I 3 R T 5 4R R AN B PR 1 7 A R E A
5 o T8 A 30 E A0 DR G 43 I T T A 7 A
BT, FIBKE (copeptin) 2 1 T i 12 14 & i
IR T A — b b 28 B, 0 A SRR L0 LA BE L etk B
ik g AR A I 2K R K S T v s BT AR SRy N 980R N A A
PR 2 — T VAl R B I R A 0 R R
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3T NLRP1.PCSKY . copeptin 7 Cx Ifil 45 %2 95 H i1y 3¢
BEVEH L HEN NLRP1 nJ 85 CAS B35 I BE (1 4
KA K, PCSK9 Al B8 S5 CAS & & IR [ EE AR i 8
K RAE I copeptin Fl HES 5 CAS B FH K N A2
4 5 I8 DTG N ) e bR B Bk e AE . B A, 2T ACS
F M NLRP1,PCSK9, copeptin 7K 5 5 Ik 3 Pk 5k
ZEFREE MR FUS B OC R ORI R I, AR B
TEXT ACS B 17 NLRP1.PCSK9 . copeptin /K5
Se MR Bl Jok e s A R R TS 1) 56 R AT R T
1 #ER5HE

1.1 — %R $EH 2022 4F 6 H & 2023 4F 12 H A
BEWC TG 1 137 M i 47 5 AR 2 ik & %2 19 ACS &
ACS AT 137 {5 444G fk B i) 2 S 3 S X IR 4. ACS
Hrh 5B 68 i, & 69 fl; AFE W 40 ~ 71 &, F
(58.1248.30) %, XA H 67 ], % 70 i ; 4F %
41~70 % ,FHJ(57. 9748, 250 % . W AFR#E: (D 1E
AR BEC ML N FH T bR sh k& IEh 3 KA R EE
(B A L 1 R 2 . % ACS R 27T &
(MR kL A fE 22 2 VA 8 RS (2019)) 7 e 5
IR FER T ARWA S 6 A BT A, HE
BRARUE . (1) A IF Hoft0 i 45 92 0 S L v g sk %
el s M R G S SR TIRE T () AN
PR 25 oA 7 15 et R Bl Wk e 28 I e . AR B B
FRBMERSCREAMRWHEIT.MAESHE LK
& EAE R E R L&,

1.2 Kk

1.2.1 — M wRhlcsE iodE ACS 41 B x) IR d — i
TORE, EEALHE MBI AR L R SR 0 A R AR
5 Wi 4E He (SBP) | £F 5k i (DBP) | & fH [# i (TC) |
I =EE (TG | % B2 g 85 H (HDL-C) I % B2 B 2R
F (LDL-C) ,#i % C J i 2 1 (hs-CRP) .75 Ji§ 1l 4 .
1.2.2 SR sl kg 2= R VEAR KT v 4l SR
Gensini PE4rPFEAl ACS B & BRI PRk B A FEE . /1 3
A I B AR T e R Bl kR A5 i D 9 AR R A

B 78 i B8, MR 41 5 728 3500452 %o 107 ) A o 28 250 B ke 75
B X N BB E A5 H B & B Gensini PE 47, Gensini
TE s R I e 7% AR B ™ 7L AR 4 Gensini #x
L or. ¥ ACS BE i MR EHR AN (n =62,
Gensini<<30 %) FIH BBk %8 41 (n = 75, Gensini =30
430 ELRTE S 4000 2 2% SCHk[ 8 ]

FKHIZ2E AT AN ACS EHIT 6 MAM
Bl 17, AR B U I (AR A R AR RN RO I
(MACCE)" ¥ ACS i Z P M FUR AR A (=51 Al
Wia RIF4H (n=286),
1.2.3  FEA UL & NLRP1.PCSK9. copeptin 7K F-
K ACS 41T ABe 4 H BUR &Ik il 6 mL, X HE 40
TFARK 24 H B # ki 6 mL, 7E 4 “C F LA 3 000
r/min B0 I W K & 15 min 38748 F 2 I3, 7
—80 C NI B 2= . SR FH M BX o 5 W B 3k 56
(ELISA) I fir 45 B 98 %5 % 1l 3 NLRP1,PCSK9 (i
Rl & [ R Y B A BR A FDD | copeptin
G & 288Kt R B 28 7D KR,
1.3 Geiterabs BEabBE R SPSS27. 0 Bk, 4%
GIERSAARIHRERLL x4 Fox A R ¢
56, TP R LA BB 2 R R L 41 TR) B AR
X K% ; % ] Spearman #3481 ACS 24 NLRP1.
PCSKO9 . copeptin 7KF 5 Gensini #E43 B9 41 5 M 5 % H
Z[H # Logistic H 8 ACS 4H B & Tl g kX &
MACCE 520 K 2 ;5% H 52 30 # TAEFRE (ROCO) il
2243 NLRP1,PCSK9 . copeptin 7K F-Xf ACS 4H # %
WEA BRI, UL P<<0.05 NESFAG ¥
2 5 R
2.1 ACS H A AR TR S5 B, W
S ) AR O I A B R G B 25 I8 Il B L SBP,
DBP lb#, 25 K4 it % & X (P >0.05), ACS 4
TC.TG.LDL-C hs-CRP /K& FXF F 41, HDL-C /K
AR T B ZH (P <<0.05), W3 1.

*1 ACS AFIRBANGKR BRI 2 (%) = +5]

15 ACS H (n=137) XL (n=137) X/t P
il 0.015 0. 904
% 68(49. 64) 67(48.91)
i’e 69(50. 36) 70(51.09)
() 58.1248. 34 57.9748.25 0.150 0. 881
Ao ML A5 R 9 M B 0.132 0.716
A 62(45.26) 65(47.45)
Jc 75(54.74) 72(52.55)
SBP(mmHg) 133.15+18. 38 129.89+16.75 1.534 0.126
DBP(mmHg) 82.21413.27 80.5611.48 1.101 0.272
TC(mmol/L) 5.164+0.92 4.2140.83 8.974 <20. 001
TG(mmol/L) 1.880. 45 1.1640. 20 17.113 <0. 001
HDL-C(mmol/L) 1.5840. 36 2.4240.53 15. 346 <<0. 001
LDL-C(mmol/L) 2.7840.56 2.01+£0.29 14. 291 <20. 001
hs-CRP(mmol/L) 2.15+0. 44 1.13+0.21 24, 488 <0.001
25 J& L BE (mmol/L) 5.2740. 64 5.31+0.68 0.501 0.617
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2.2  ACS 20 Fix} e 40 NLRP1,PCSKO9, copeptin 7K
FIE ACS 41 NLRP1.PCSKO9 . copeptin 7K F 34 &
FXHRLH (P<C0.05), W% 2,

*x2 ACS A Fn1 %t B8 28 NLRP1,.PCSK9, copeptin

KFELEE (> E5)

NLRP1 PCSK9 copeptin
21 51 n

(ng/mL) (ng/mL) (pg/mL)
ACS 4 137 30.79%10.61 106. 87421. 35 226.50+37.52
XA 137 20.38438.23 75.33420.18 150. 39430. 67
t 9.074 12. 566 18. 383
P <0. 001 <20. 001 <20. 001

2.3 ACS 4 KA Bk %= #2 % B &% NLRP1, PCSK9,

copeptin /K5 Gensini ¥4 b T E A4 NL-
RP1.PCSKO9, copeptin /K5 Gensini ¥F0 3 & TR
JERAE A (P<C0.05) . L% 3.

2.4 ACS 4 NLRP1, PCSK9. copeptin /K F 5
Gensini ¥ 48 9 M1 56 ACS 41 NLRP1. PCSK9,
copeptin 7K ¥ 5 Gensini BE 4 ¥ & IE M % (r, =
0.651,0.724.0.589,P<C0.05)

2.5 s RIS A B4 NLRP1,PCSKY, copep-
tin KF 5 Gensini W0 19l WiJF A R 41 NL-
RP1.PCSK9., copeptin., hs-CRP /K ¥ 5 Gensini ¥ 47
8 F HiUR BAF41(P<<0. 05) , HDL-C Kl F #i 5
R A4 (P<0.05), L 4,

x3 ACS AR B FEEE £E NLRP1.PCSK9, copeptin 7ZKFE 5 Gensini #E4 L8 (= +5)

205 n NLRP1(ng/mL) PCSK9(ng/mL) copeptin(pg/mL) Gensini P43 (41)
% BE P 7E 4L 62 27.3846.37 99.57419. 25 205. 84435, 29 24,3844, 62
P AE 4L 75 33.6147.43 112.90+20. 46 243.58+33.17 46.93+5. 26
¢ 5.207 3. 898 6.439 26. 375
P <0. 001 <0. 001 <0. 001 <<0. 001

x4 FEREFMFBEANRAE NLRP1,PCSK9, copeptin 7K F 5 Gensini #E43 EL % (7 £5)
fEbs TR R 4T 4 (n =86) BE AR (n=51) t r
TC(mmol/L) 5.114+0.78 5.2540. 66 1.074 0. 285
TG(mmol/L) 1.85+0. 35 1.9440. 40 1.379 0.170
HDL-C(mmol/L) 1.6740. 40 1.4240. 26 3. 989 <<0. 001
LDL-C(mmol/L) 2.74240.37 2.8620. 35 1.872 0.063
hs-CRP(mmol/L) 1.884+0. 33 2.60+0.45 10. 752 <0. 001
NLRP1(ng/mL) 27.36+5. 65 36.57+8.52 7.602 <0. 001
PCSK9(ng/mL) 95. 24420, 63 126.48+30.51 7. 141 <0. 001
copeptin(pg/mL) 210.55+21. 35 253.39445. 83 7.428 <<0. 001
Gensini W43 (4) 28.34+5.39 50.85+5. 28 23.809 <<0. 001

2.6 ZHZE Logistic MIFHT ACS 4 & i 5 & 4=
MACCE B mHZE L ACS & Wa 5 H AR
wE AR =1, R &4 =0), NLRP1,PCSK9,
copeptin, HDL-C, hs-CRP /K (iE£: 48 w) h B A& &
T2 & Logistic A0, 458 ¥" . NLRP1,PC-
SK9 . copeptin . hs-CRP 7K F-J& ACS 41 8 ¥ fil )5 &k 4=
MACCE 1 f& & 2 (P<<0. 05) , HDL-C {33 H &
(P<<0.05), W5,

2.7 NLRP1,PCSK9, copeptin 7K % ACS 40 & %
WA BB IRMANE  ROC £k 20 45 5 %R . NL-
RP1.,PCSK9 . copeptin ZKFFi il ACS H& fij5 A R
P T AL CAUC) 4351 R 0. 860.0. 831,0. 824, =
FHECA T EFE WS AR AUC 4 0. 950 i, =3
A TI0 AY R R R, — B BRI ACS B T
JEARM AUC KT = FH B — W (Z = 2. 418,
2.743.2.845,P<C0.05), W#F 6. K1,

x5 ZEE Logistic M35 ACSHBEME L £ MACCE R mE =

AT B SE Wald X* OR 95 %CI P

HDL-C —0. 642 0.223 8. 300 0.526 0.340~0. 814 0.004
hs-CRP 0. 939 0.275 11. 655 2.557 1.492~4. 383 0. 001
NLRP1 1. 331 0. 26 26. 219 3.786 2.274~6.302 <20. 001
PCSK9 1. 452 0.31 21.948 4.273 2.327~7.845 <0. 001
copeptin 0.938 0.23 16. 620 2.554 1.627~4.009 <0. 001
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xR 6 NLRP1,PCSK9, copeptin Hiill ACS BEFER RN ETISIFES

i H AUC 95%CI REECOD FREOD LRI FARE R

NLRP1 0. 860 0.796~0.923 80. 40 74. 40 32.15 ng/mL 0.548

PCSK9 0.831 0.754~0. 907 72.50 75. 60 108. 82 ng/mL 0. 481

copeptin 0.824 0.746~0. 901 68. 60 76.70 232. 98 pg/mL 0.453

“HBAE 0. 950 0.912~0. 988 96. 10 65.10 — 0.612

T — NI .

1.0

0.8

0.6
L
&
m
0.4
#hELiR
(DNLRP1
0.2 (@PCSK9
' @copeptin
@=HEKE
Gsx%
%89 0.2 0.4 0.6 0.8 1.0

ERE

1 NLRP1.PCSK9.copeptin 7K F 3t ACSHEE

BERBBAMNEH ROC B2

3 it e

ACS J&— P B fin P 0 W5 » 1 3l bk o8 e i Ak 5 1 ke
%) 5e8 DR Bl bk e 7 5 3, R SO O ILAS BE B0 S0 .
B A A 2 ) 9 AN T b R P O D
[7] FsF P A TP 5z DRt L MR S IR i S5 R B R
M N SRR Y R 1L ACS 1Y & HL
il &2 2%, th 2 Fh I 3L IR S 4 RE PR 2 et IR 20 ik
PAELEAEERNERZHENFZ—, %5 ACS &
R 5 B I T A AR R A BT R R B S A R
TR &R

NLRP1 R AE /M I G K15 5 1 22 2 11 40 i
AW NI TS SORE A0 M IR B R B AT AT R
B, NLRP1 2 55 e i P i 25 rb 25 22 B i 363 405 51
RAEFR N, BFSE & B NLRPL /K - bl % 56 Ik 3h ik
o3 B SR T 7™ R R K e iR 3 Ik s AR S B0 1 it
T 5 I S A O L e A L O R L 9 R
NLRP1 235 38 hnn, nl 9k — 25 8006 % 0 B, 4
IL-18 Al TL-18 4 i A ¥ A9 B 80 m Jal o 4% ™ 2
REUS D ARBRE S B R ACS 20 NLRP1 K F & T4
MR, 428 NLRP1 5 ACSHWIEAF R, HEREH
NLRP1 KV FRERAEY 2R NLRP1 mEikE
AT X R %Y., ACS 4 NLRP1 /K ¥ 5 Gensini
TE4r B IE M6, #27% Gensini P4 E 0 VEAR 5681k 2 Bk
o 74 7 TR B A A, 1T B O S e etk 3 bk it 4 s
7S TR BE (]9 R Bt T NLRP1 (9 48 5% )= v K E . TS
AR NLRP1 K& THUS B 40, NLRPL K
ACS #H B & i )5 & 4= MACCE W&k %, NLRPI1
KT ACS BB S A B AUC 4 0. 860, # W

{E} 32.15 ng/mL, #2727 NLRP1 AJ4/EH ACS BT
JEAN R TETE TN TS b5 . 256 DL g5 5%, 3 DU AE etk
kM 7 B NLRPL il i A 5 R 0% & i 1l g S
E QS - W) [ BT v s ) | B 7
FE R Ak BE B 1 T B, I 1T R 42 fifT g J5T R 4% AE 4 Jf aE A
LA R L ik — A 002 0F 5 f e ) 396 R A1

PCSK9 J& i 2 [ 5% 10 il 52 1 19 % 51, PCSK9 1
i ik T8 LDL-C /K Th & . & 5k 3 Bk b iy
JUEL 0 T ARy S AR, DT I a4 A7 L, 388 o B e i
SLH KUK T 51 & I B JE - . PCSKY i 2 5 i
A B BE R 4R 1 52 4K (LDLR) (1% %5 & FI% 2k T+
ASAARE 5 JIEL 0 it A B A 3 ok 498 5 R S 4% E S B .
— TR B JORE B 453 405 A AR TS L kAL $E [ PC-
SK9 MG IT E A IE SEAE B AR LDL-C 7K S 9k 20 1
RN Dy B BT A AR A R B,
A4 PCSKO K TREREMN, #£/7 PC-
SK9 /K - Tt &5 w1 e bR gl bk Bk g B M E R R
ACS 4 PCSK9 /KF 5 Gensini P43 5 1F #5¢, #ER
PCSK9 W] g VE h —Fiig 2 A= W br i 1 o S el R 5 ik
AR AR, PSS K4 PCSK9 /K& T il s
K 4F 41, PCSK9 /K F & ACS 4 & & Wi J5 & 4
MACCE B G 2%, PCSK9 /KFFiill ACS 3% Fi
JE AR AUC J 0. 831, # Wi fH >~ 108. 82 ng/mlL,
P&~ PCSKY /K- HA — & 0 Wi 66 1, BB 495 FH T4
BR 5 ACS B M E AU . 28 A DL a5 3, HEm)
PCSKY i#id #8717 LDLR Y F% i . {2 #F LDL-C /K Ft+
1R . I T A B BE B (4 T ik 5 R Ra e M 5 AR ACS
H LDL-C 7K - @ T %F B8 20 45 3 B — 5k, 55 4h,
PCSK 7K Tt i 38 2 412 1 J=) 35 2 i 1PN B2 35473, 184
BB 24 10 AU RS o DT 51 22 i A T K 28 i A S 0 i
BRI KR,

copeptin #& AVP BitE Ik i3 F K i, AVP 19 &=
B4 PR ) BE ST AR NS 5 VA 0 I R AS R 43
W 7 T8 N B 4 S S N PR Y L VR SRy O LA 9 1Y TR
EREEE /Rt 7 I I e = 1 R | i a2
copeptin A] BE 8 142 HE /K A1 8 B0 W B | I A8 U 4 A5 L
R O ML PR Y & A b R AR . AL L KR
) copeptin AJ LAAE b — Ffr Sz W ifi 87 7 84 A P9 B2 T B
B G A o 38 3 R YT LA R 2R b L S ) I A G R
a5 N B T RE S oK ER 7 i, DT T 3 2 ik ok R R 1R 1
TR, ARWESE 45 W%, ACS 4 copeptin 7K F &
F X4, 278 copeptin 5 ACS W &4, HEHk
A2 copeptin K- FRIEHRA L, 7R copeptin 7]
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e 7k AR 3l ik Ak Y 2F R R A 5 A U0 AE G,
ACS 4 copeptin /K5 Gensini TF4r 8 IEAH K, 2R
copeptin 7KV 1y o 83 bR B0 Jhkovs A% i) A B e ™
WG A RH copeptin /K5 T 1 J5 R 4f 41 , copeptin
S ACS 4l 8 #F W5 & 4 MACCE [ f& |6 [N &.
copeptin /Kl ACS BR& HE AR B AUC K
0. 824, #&Wr i & 232. 98 pg/mL, #&/R copeptin HA
AR A BU BE 7, AT LAE S U & A MACCE | 5
S R R B IO TR Z5 A DL R AR 4 AE e R
KB A 1Y 3 F L copeptin 38 3 4 HF 145 0 25 Y
AW 5| LA A A L 3 T A JE A R RN B e i e
T et AR Sl kG B HE 42 B 0 S R R T
Jon i e bR 2 ik e A

8 b prik, ACS | 3 Il ¥ NLRP1, PCSK9,
copeptin ZKFTFE . S ACS B i 5 A B 115 K H
R, HBE T ACS BEDE A RM AUC KT =
T FLA R A R AN

2% Uk
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