EFAIESF 2% 2026 58 1 A% 47 %% 28 Int ] Lab Med,January 2026, Vol. 47,No. 2 ¢ 161 -

&
R ERTREEFME HDAC3 LXA4 KES
K-L 2RETEHRER

2 MWL, H RS L,E OHL,E OB, HFRe
1. 483k & 57 1 B 4E F 0% Y E 12 B A, T AL HRER 05600052, N FARE R A, 74L& M 061000

O EBHM KT 4GBRBEREXT X (PTOAN & H hFa%k a k LBtis 3(HDAC3)  flE &% A4
(LXAD KT I REAE-FHEHK-LD>BEFGEH X E, ik #£R 2022 %3 A %2024 53 ALER
TR AE SR B E RS 8 PTOA &% 154 1 (PTOA 20) A= Bl Bk i B2 & B & 55 #) (338 40) ,PTOA &
FHAE K-L 5% ok L A7 4, I R4 B R4 46 #)) VR4 (37 4)) AR FBR T 1 F e H Lo
ARRIRGEAF RIFTRE 2, KB BIE 2% R BRI 40 o F HDAC3,LXA4 K -F,Spearman #8 % 4 #7 — %
5 K-LaZRetmxkt, a4h#E HDAC3.LXA4 KF5 PTOA B LG X A AN KLk, R SR
A3, PTOA 4 i HDAC3 KP4+ 3 (P<0.05),LXA4 KFBEAK(P<<0.05), [z Twm Mum, N
248 i HDACS R -F AR KA & (P <0, 05), LXA4 K-FAR K BEAL(P<0.05), PTOA &% K-L 5% 5 o iF
HDAC3 /K -F 2 EAG X (P<C0.05), 5 LXA4 K-FE fi48%(P<C0.05), M5 14,154 # PTOA &% R R
JE K AR 38.96%(60/154), HREIRMIGm BH C L BEGKFIIFH A HDAC3 K-F7 & 4 PTOA &%
B IRE 69 a5 5 B & (P<<0.05) % LXA4 & A4 B Z(P<<0.05), M7 HDAC3.LXA4 K-F & =%
AN PTOA &% RR G0 M A T &EMA 0.795,0.780,0. 877, = F H At & F @A & K (P<0.05),
%it PTOA &% fifr HDAC3 K-FH & A LXAL K-FEAL, 5 K-L 5B e KRG Eta Lk, = F Kbe
o PTOA & &G e 145 .

KER G RBEEEATR; AEFOFTBALEI; BARE Ad; IUREBB-FHIHIAR

DOI:10. 3969/j. issn. 1673-4130. 2026. 02. 007 REESES R446. 1

XEHS:1673-4130(2026)02-0161-06 NHERERD:A

Relationship between serum HDAC3,LXA4 levels, K-L grading,and prognosis in
patients with post-traumatic knee osteoarthritis”
WU Shuai' sSHANG Wengiang'® sWANG Lin* ,FAN Yi',YE Bingzhao'
1. Department of Orthopedics s North China Medical and Health Group Fengfeng
General Hospital s Handan , Hebei 056000,China ;2. Department of Orthopedics ,
Cangzhou People’s Hospital Cangzhou s Hebei 061000 ,China

Abstract: Objective To investigate the relationship between serum histone deacetylase 3 (HDAC3) and
lipoxin A4 (LLXA4) levels and Kellgren-Lawrence (K-1.) grading,and prognosis in patients with post-traumat-
ic knee osteoarthritis (PTOA). Methods A total of 154 patients with PTOA treated at North China Medical
and Health Group Fengfeng General Hospital from March 2022 to March 2024 were enrolled (PTOA group) ,
along with 55 healthy individuals who underwent physical examinations during the same period (control
group). PTOA patients were classified into Grade [ group (n=27),Grade Il group (n=44),Grade [l group
(n=46) ,and Grade IV group (n =237) according to the K-L grading system. Based on 1-year outcome, they
were also categorized into good prognosis group and poor prognosis group. Serum HDAC3 and LXA4 levels
were measured using enzyme-linked immunosorbent assay. The correlation between serum HDAC3, LXA4
levels and K-1 grading was assessed using Spearman correlation. The association between serum HDAC3,
LLXA4 levels and the prognosis of PTOA patients,and their predictive value for poor prognosis were analyzed.
Results Compared with the control group,serum HDACS3 level was significantly higher in the PTOA group
(P<C0.05),and LXA4 level was significantly lower (P <C0. 05). Serum HDAC3 levels increased progressively
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in Grade [ group,Grade Il group,Grade [l group and Grade IV group (P <C0.05),and LXA4 levels de-
creased progressively (P <C0. 05). K-LL grading in PTOA patients was positively correlated with serum
HDACS3 level (P<C0. 05),and negatively correlated with LXA4 level (P<C0. 05). After the one-year follow-
up,the incidence of poor prognosis in 154 PTOA patients was 38. 96% (60/154). Increased body mass index,
elevated high-sensitivity C-reactive protein level and elevated HDAC3 level were independent risk factor for
poor prognosis (P <C0. 05),whereas elevated LXA4 was an independent protective factor (P<C0. 05). The area
under the curve for predicting poor prognosis using HDAC3,1.XA4,and their combination was 0.795,0. 780,
and 0. 877,respectively,and the area under the curve of the combined detection was the largest (P<C0.05).
Conclusion Elevated serum HDAC3 levels and decreased LXA4 levels in PTOA patients are closely associat-

ed with increased K-L grading and poor prognosis. The combined detection of the two has significant predic-

tive value for the prognosis of PTOA patients.
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