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Abstract ;. Objective To investigate the expression changes and significance of o kinase 1 (ALPK1), a member of the
a kinase family, in cartilage tissue of knee osteoarthritis ( OA). Methods Twenty-five patients who underwent knee
OA surgery in Pizhou Hospital affiliated to Xuzhou Medical University from July 2018 to October 2022 were
retrospectively selected, and cartilage tissue samples of the patients” knee joints were collected. In addition, the tibial
plateau cartilage of 10 patients who underwent lower limb amputation due to trauma in the biological sample of the hospital
was selected as the control. Immunohistochemical (IHC) staining, Western blotting and real-time quantitative PCR ( RT-
qPCR) were used to detect the expression of ALPKI in cartilage. Results The results of THC staining, Western blotting
and RT-qPCR showed that compared with the control group, the mRNA expression level of ALPK1 (2.126+0.930 vs
0.995+0.049, 1=4.112, P<0.01), protein expression level (1.880+0.722 vs 1.025+0.062, t=3.706, P<0.01) and
THC-positive cell rate (P<0.01) in the cartilage of knee OA patients were significantly increased. Conclusion The

high expression of ALPKI in cartilage of patients with kee OA may be one of the reasons for the increase of inflammation

DOI:; 10. 13429/j. enki. cjer. 2024. 01. 018

E¢UA: PEEZWLEESZE FOHE (2020M681739) 5 VL4 DIEZEEFFIHHE (LKM2022048, 72021046) 5 &0 i
FHRBHIFHE  (KC22273) 5 (RN BERFR2AITIRE B R SEIR S PR (XZSYSKEF2020004, XZSYSKF2020033)

BEMEE: 3K, E-mail: guoyilong888@ 163.com

HAREH#: 2024-01-20



.86 - i I BRI

2024 4E 1 55 37 %% 1] Chin J Clin Res, January 2024, Vol.37, No.1

and destruction of articular cartilage. ALPK1 is expected to be a diagnostic marker and therapeutic target of kee OA.
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Tab. 1 General information of patients between two groups

2 51 %k B/ (B)  AFERE (S, x+s) BMI(kg/em?, xs)
X AR 2 10 2/8 68.00+3.86 29.46+1.66
OA 41 25 5/20 66.00+4.90 30.29+1.54
Ll 1.152 1.410
P{H 1.000* 0.255 0.166
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Fig. 1 Electrophoresis and IHC staining of
AKPKT1 protein expression in knee cartilage of two groups

F2 MHEFBECTHCE T ALPKL ) mRNA
RIBIKF L G e AL il

Tab. 2 The mRNA and protein expression levels and

immunohistochemistry of ALPK1 in knee joint cartilage

between two groups of patients

s s ALPK%QTRNA %;I;; oA R (% )
XFHEZH 10 0.995+0.049 1.025+0.062 5.570+0.770

OA 41 25 2.126+0.930 1.880+0.722 12.06+5.152

¢ {H 4.112 3.706 3.931

P1E <0.01 <0.01 <0.01
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