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Abstract: Objective To investigate the relationship between serum lipoxin A4 (LLXA4),histone deacety-
lase 6 (HDAC6) and lung function and prognosis in patients with acute exacerbation of chronic obstructive
pulmonary disease (AECOPD). Methods A total of 235 AECOPD patients in Handan 285th Hospital from
May 2021 to June 2024 were selected as the AECOPD group,and 181 stable chronic obstructive pulmonary
disease (COPD) patients in Handan 285th Hospital during the same period were selected as the SCOPD group
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and 268 healthy volunteers who underwent physical examination in Handan 285th Hospital were selected as
the control group. According to the prognosis of AECOPD patients after treatment, they were divided into
good prognosis group and poor prognosis group. Serum LXA4 and HDAC6 levels were detected by enzyme-
linked immunosorbent assay. Peak expiratory flow (PEF),forced vital capacity (FVC) and forced expiratory
volume in one second (FEV,) were detected by pulmonary function detector,and FEV,/FVC ratio was calcu-
lated. Pearson correlation analysis was used to analyze the correlation between serum LXA4, HDAC6 levels
and pulmonary function indexes,disease duration, COPD assessment test (CAT) score in the poor prognosis
group. Multivariate Logistic regression was used to analyze the influencing factors of poor prognosis in AECO-
PD patients. The receiver operating characteristic (ROC) curve was drawn to analyze the predictive value of
serum LXA4 and HDACS6 for poor prognosis in AECOPD patients. Results The course of disease in AECO-
PD group was longer than that in SCOPD group,CAT score and serum HDAC6 level were higher than those
in SCOPD group,while FEV, ,FVC,FEV,/FVC ratio, PEF and serum LXA4 level were lower than those in
SCOPD group, the differences were statistically significant (P <C0.05). The control group had a significantly
higher serum LLXA4 level and a significantly lower serum HDACS6 level than those in the SCOPD and AECO-
PD groups,and the differences were statistically significant (P<C0.05). A total of 173 patients were included
in the good prognosis group and 62 patients were included in the poor prognosis group. The FEV,, FVC,
FEV,/FVC ratio,PEF and serum LXA4 levels in the poor prognosis group were lower than those in the good
prognosis group,while the disease duration in the poor prognosis group was longer than that in the good prog-
nosis,and CAT score and serum HDACS6 in the poor prognosis group level were higher than those in the good
prognosis group, and the differences were statistically significant (P <C0. 05). Pearson correlation analysis
showed that the serum LLXA4 level in the poor prognosis group was negatively correlated with the course of
disease and CAT score (P <C0. 05),and positively correlated with FEV,,FVC, FEV,/FVC ratio, and PEF
(P<C0.05). In the poor prognosis group,the serum HDAC6 level was positively correlated with the course of
disease and CAT score (P<C0.05),and negatively correlated with FEV,,FVC, FEV,/FVC ratio, and PEF
(P<C0. 05). Multivariate Logistic regression analysis showed that CAT score,increased serum HDAC6 level
and decreased serum LLXA4 level were risk factors for poor prognosis in AECOPD patients (P <Z0. 05). ROC
curve analysis showed that the area under the curve (AUC) of serum LXA4 and HDAC6 combined to predict
poor prognosis of AECOPD patients was 0. 924, which was larger than the AUC of serum LXA4 and HDACS6
alone (Z=5.172,3.025; P<C0. 05). Conclusion The serum LXA4 level is decreased and HDACS6 level is in-
creased in AECOPD patients with poor prognosis. The serum LXA4 and HDACS6 levels are correlated with
lung function indexes,and the combined prediction has certain clinical significance.
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1.1 — %R BB 2021 4E 5 H & 2024 4E 6 A7E
HB 3 — )\ 1B B w12 1 235 ) AECOPD i #1/E
AECOPD 4, 5 % B[] 8 76 I — O\ H EE Be st 12 1y
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B\ BE B AR 1 268 4] 114 fee B A S AR Sk X B
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B O IRIRFERI T . HEBRARUE . (1 A I Ml S B
(A I s () T BE A R I AT 5 () 5 IF 18 P
PR . SCOPD 41 . AECOPD 4 F1 %} & 20 — it %6 Bk e
B EFTGI#E X (P>0.05), BA ] ok, i3

1, ABFoE 2 WM — )\ T B2 B B F0 HE 25 0 45 i A%
WE(2021-030731) , HLFT A B8 K @ WG [ 2+ %

BAE R E A,
1.2 ik
1.2.1 I3 LXA4 . HDACG6 /KR BB F IR T7

B O BRSO S RS T (B85 8 8 h LU ) ##fik
M5 mL, BT 4 CHEETFLL3 000 r/min &0 10 min
(2 [ D 5 2 IR RN W], 5 . Microfuge) , B | 2 Ifil
T+ 2R I B 28 W FfH 46 (ELISAD A LXA4 ()
KU e AR A R A A, B 45. 69-98872) . HDACG
(3 H Biocompare 2y #] . 5 : ARP-E3508) /K-,

*x1 SCOPD #8 . AECOPD A BA— R BRI LB [2 (%) v +5]

41 51 n B R D) TR B35 % (kg/m®) WA ) B ()
xof e 41 268 174(64.93) 60.037.96 21.9842. 22 132(49. 25) 94(35.07)
SCOPD 21 181 103(56.91) 61.77+£7.67 22.2842.25 97(53.59) 72(39.78)
AECOPD 41 235 139(59.15) 62.76+8. 14 22.40+2. 28 136(57. 87) 99(42.13)
xX*'/F 3.334 0. 909 2.326 3. 742 2.736
P 0.189 0.403 0.098 0.154 0.255
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B I KD .

1.3 SGiitefabs SR SPSS25. 0 8834k 14 o i %k
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o5 R A ST BEAS ¢ K56, 22 2 ) L A R FH B R &

22500 180 LR T LSD- £ 36 5 1105 R LA
BlE kR KR, AR AR X K R A
Pearson A5 Hr MG A R 40 M3 LXA4,HDAC6 /K
S5l Tl BE 48 bR A CAT PEA3 (A 5 k5 2R £
A2 Logistic MIH4MT AECOPD /% Wil J5 7/~ B i 5%
e PR 2 5 2 1] A2 i 3 AR R AE (ROC) il 2643 B 1 v
LXA4 ,HDAC6 % AECOPD % #il 5 A B A4 T i 4y
fH. L P<<0.05 AZESASIFEXL.
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2.1 IGIKRERZE SCOPD 4. AECOPD #H fil %t iR 4

3 AECOPD 445 ## K F SCOPD 4, CAT ¥
53 Bl i HDAC6 /K-F-#) T SCOPD 4, 1fif FEV, |
FVC.FEV,/FVC .8 .PEF X Ifil{% LXA4 /KK T
SCOPD 41, ¥ A it % E X (P<<0.05) ., X4
3% LXA4 K F & T SCOPD 40 fl AECOPD 4., Il
i HDAC6 7K AKX T SCOPD 201 AECOPD 4,24 &%
WAHS 8 X (P<0.05), W2,

*2 I PR 3% 1 #E SCOPD 42 . AECOPD At BA B L8 (z £5)

i H X B AL (2 =268) SCOPD 41 (n=181) AECOPD 41 (n=235) t/F P

e (AR — 5.26+1.54 6.5542.03 7.116 <20. 001
CAT 453 (41 - 20. 4646, 18 25.7147.43 7.687 <0. 001
FEV, (L) — 1.244+0. 38 0.96+0. 31 8. 274 <0. 001
FVC(L) — 1.61+0.52 1.494+0. 48 2.438 0.015
FEV,/FVC HAE (%) — 77.02+22. 31 63.97+18. 54 6.511 <0. 001
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HE 2 Il R 3% #17E SCOPD 42, AECOPD Af ¥t BA BB (z+5)
i H Xf B 4L (n =268) SCOPD 41 (n=181) AECOPD 4 (n =235) t/F P
PEF(mL/s) - 65.47420. 14 59.81417.43 3.068 0.002
LXA4(pg/L) 4,46+1.42 3.87+1.26" 3.37+1.05" 47.082 <20. 001

HDAC6(pg/mL) 135.43+42.87

154.74£47.65°

177. 6052, 43 49.151 <0. 001

T 5 B %, P<<0. 0555 SCOPD 4 A,  P<<0. 05— s T E

2.2 IRKRERHETUS R4 PUS A R4 i 173
Bl FHEMATG BRI, 62 MIBFMNATIGARA,
WG A4 FEV, . FVC.FEV,/FVC {4 .PEF } Ifil
W LXA4 KR THG R4, i fEK T iE R
U4, CAT $F4% & I i HDAC6 /K -3 & T 5 B 4T
W, E=2RHAGIT¥E X (P<0.05) ., W% 3,
®3 WERANEREREFAMBSRARANR
BB (%) 3 = +5]

T T R A4l A AN R4l e P
(n=173) (n=62)

PRI 104(60. 12) 35(56. 45) 0.254  0.615
AR ) 62. 347,43 63.8448.36  1.292  0.198
IR EHE B (kg/m”) 22,3442, 27 22.584+2.31  0.711  0.478
WA G2 95(54. 91) 41(66.13) 2.355 0.125
PRI G 71(41. 04) 28(45.16) 0.318  0.573
A IR 43(24. 86) 18(29. 03) 0.414  0.520
G I IR 57(32.95) 25(40. 32) 1.093  0.296
A It 32(18. 50) 15(24.19) 0.923  0.336
JRRRGE) 6.23%1.95 7.4542.06 4.164 <<0.001
CAT W43 (4 24.76+3.12 28.37+5.23 6.439 <<0.001
FEV, (L) 1. 0520, 32 0.7120. 21 7.781  <<0.001
FVC(L) 1. 5440. 47 1.364-0. 43 2. 644 0. 009
FEV,/FVC HAB(Y)  68.18421. 44 52.21416.47 5,326 <<0.001
PEF(mlL/s) 62.3318.65  52.7613.54  3.704 <<0.001
LXA4(pg/1) 3.654+1.12 2.580.76 6.965 <<0.001

HDAC6(pg/ mlL) 162.47£48.63  219. 83464 39 7.283  <20.001
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PP B A % (P <<0. 05), 5 FEV, .FVC.FEV,/
FVC A \PEF ¥ 2 IEAMH & (P<0. 05, WA R4l
M35 HDAC6 7K F 59k 2 . CAT ¥ 43 3 & 1E 4 5%
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Bt DL AECOPD B HRE M (W/E AR =1, 7
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HDAC6 /K- (5 s AL HEBR SL 26 P48 b)) o B3 728
W7 Z R E Logistic M 437, 45 £ B 7R, CAT F
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#®5.

x4 WMEARRAImS LXA41,.HDACG6 K F 5hiTh At
R URE . CAT ESHHEXE

LXA4 HDAC6
WiH
r P r P

i i —0.411  <<0.001 0. 406 <0. 001
CAT ¥4y —0.402  <<0.001 0.414 <<0.001
FEV, 0.467  <<0.001 —0.493 <0. 001
FVC 0.472  <<0.001 —0. 468 <0. 001
FEV,/FVC 0.452  <€0.001 —0.478 <0. 001
PEF 0.471  <<0.001 —0.484 <0. 001

x5 AECOPD BEMEAR B EZEE Logistic
EVER

A% B SE  WaldX* P OR  OR 9 95%CI
i 1 0.423 0.254 0.277 0.096 1.527 0.928~2.512

CAT ¥4y  0.515 0.228 5.094 0.024 1.673 1.070~2.616

LXA4 —0.552 0.232 5.654 0.017 0.576 0.366~0.908

HDACS6 0.519 0.214 5.891 0.015 1.681 1.105~2.557
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K6 MmEF LXA4 . HDAC6 3 AECOPD £2&WiaAR BN ME

iR AUC AUC 1y 95%CI P T A T (. REE D FERED AR
LXA4 0. 786 0.728~0. 837 <<0. 001 3.085 pg/L 93. 55 56.07 0. 496
HDAC6 0. 817 0.762~0. 865 <<0. 001 185.513 pg/mL 91.94 57.23 0.492
THEBE 0.924 0.882~0.954 <<0. 001 — 88.71 85.55 0.743
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