E Rt b ¥ 207 2021 42 2 A% 42 %% 34 Int J Lab Med,February 2021, Vol. 42,No. 3 + 305

- &

50 B L 88/ 1 R B IS A 35 B L.C3 1 L Beclin 1
53R %S RIAXERR

X &LANELEZM LS BR L RKRRS
M PEHRF. L EFRARAFR;2. AT AFIR,BRBRM 712046

B OE.BN A F 5 ERNEET K (RA) & H A o 4 fm i (PBMC) % LC3 1l . Beclin-1 #
mRNA M R E KPR L RAEE R NN ENRFE L ARALEERAREDE . LENM RV (L, AE ki
2018 44 AE 201959 ABEBPEHXFHEERIE T HAMHL 6 RAEREH 58 #I4EH RA 40, B #14k
o BB A6 IR A AT R4, ARIE 28 X F R B ESH A IEN (DAS28) ¥ RA 5 AESH MMM (ZH AT A,
WEEHEE)RE MM, AJA LR LTS PCRAM RA HEEENBE . RAAPEFTINA(LERS
AL N6 BB EBTELEUERZRAEF LR GEREMBBN, 14 #1)LC3 I  Beclin-1 8 mRNA 48 5F & ik K-,
KR BB R, R R WX B kA RA éﬂ}ﬂ”ﬂf’ﬂ%%lﬂ% a(TNF-) 89 7K T, #) A 4ot 5 5 % 54 LC3 1l \Beclin-1
mRNA £ RA HAed 7 i e Wey £ 5 H A, 3 454 LC3 1 .Beclin-1 4 mRNA s+ £ A K-F L5 REERBEDD
BERAEENRG XA, 8 RA 2 PBMC ¥6 LC3 1 #9 mRNA st &k K F & T4 st B, 2 73 A %t
FEHEL(1=2.894,P<<0.01);RA &3 #20 LC31 % mRNA AAsF A X K+ & TFEMPH, 2ZFA%TFEL
(t=2.872,P<C0.05), Flat.LC31 # mRNA #asf &k K-F 5 DAS28 #F4 & KA TNF-a K-F 2 EA8 %
(r=0.783,0.671,P<C0.05),/125 CR EE G LM EMR(P>0.05), H5EFTaARE,ETEHRA EH LC3
Il .Beclin-1 ¥ mRNA AR £ X K F R E TR, £2F A% FEN(P<0.05), &it A%MELR LC £
RA ¥ B A W5l & 9% & 3 B RT3 16 RN,

KEF.ERBERY X, HBmEHE; £mE; B E

DOI:10. 3969/j. issn. 1673-4130. 2021. 03. 012 FEESES:R593. 22

NEHS:1673-4130(2021)03-0305-04 MHERFRERD A

Relationship between autophagy related genes LC3 [| ,Beclin-1 in peripheral
blood mononuclear cells and rheumatoid arthritis”
WU Qian' . ZHAO Liping' LI Yankui' \JFANG Yani',ZHANG Ronggiang""
1:School of Medical Technology ;2:School of Public Health ,Shaanxi
University of Chinese Medicine s Xianyang s Shaanxi 712046 ,China
Abstract: Objective To detect and analyze the relative expression level of LC3 [[ and Beclin-1 mRNA in
peripheral blood mononuclear cells (PBMC) of patients with rheumatoid arthritis (RA) and the changes be-
fore and after hydroxychloroquine treatment,as well as their relationship with disease activity and inflamma-
tory mediators. Methods From April 2018 to September 2019,58 patients with RA diagnosed in the Depart-
ment of rheumatic nephropathy, Affiliated Hospital of Shaanxi University of traditional Chinese medicine were
selected as RA group,and 46 healthy people were selected as healthy control group. According to 28 joint dis-
ease activity score (DAS28),RA group was divided into active stage group (high, moderate and low activity
group) and remission stage group. Real time quantitative PCR was used to detect the mRNA relative expres-
sion levels of LC3 I and Beclin-1 in RA group and healthy control group, before treatment group (without
hydroxychloroquine use history,16 cases) and after treatment group (using hydroxychloroquine and reaching
clinical remission stage, 14 cases). The levels of tumor necrosis factor a« (TNF-a) in RA group were detected

by enzyme-linked immunosorbent assay. The relative expression levels of LC3 [l and Beclin-1 mRNA in RA
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group and before and after treatment were analyzed by statistical method,and the relationship between the rel-
ative expression levels of LC3 [[ and Beclin-1 mRNA and different disease activity and inflammatory mediators
were analyzed. Results The relative expression levels of LC3 [I mRNA in PBMC of RA group was higher
than that of healthy control group (z=2.894,P<C0.01); the relative expression level of LC3 ]I mRNA in ac-
tive RA group was higher than that in remission group (1t =2.872,P<C0.05). Meanwhile, the relative expres-
sion level of LC3 I mRNA was positively correlated with DAS28 score and TNF-a level (r=0. 783,0. 671,
P<C0.05) ,but there was no correlation with C-reactive protein (P >>0. 05). Compared with before treatment,
the relative expression levels of LC3 [ mRNA and Beclin-1 mRNA in RA patients decreased significantly after

treatment (P <C0. 05). Conclusion Autophagy related gene LC3 Il has clinical value in monitoring disease ac-

tivity and curative effect in RA.
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