FTHREF 2019 F 4 A% 48 455 7T H 1149

TE.IGKHFR doi:10. 3969/j. issn. 1671-8348. 2019. 07. 017
MK B % http://kns. cnki. net/kems/detail/50. 1097. r. 20190327. 1054. 041. html(2019-03-28)

FAMERET EFERBEIEMKEIERTS RNA ZERREDH

mER L HE EL R AL L Eaks ko e
KMEARFZEEHAE,FM 550004;2. BHEARFHEERFERERALEA. @ %M 646000;
S.RMEHMKFESFAELEFIE, XM 55000434, 57N 4 AR ER&EEF, T 550002)

[(HE] BB HiTRAERET B (PBC) & # sh B & 3 A4 40 fe (PBMO) b £ % & ik 6 K& 3k %
# RNA(IncRNA) £ PBC £ b a9tk A . Ak A A lllumina FHi@ 0 53 K40 5 64 F A F 5 4 PBC
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[Abstract| Objective To investigate the role of long non-coding RNA (IncRNA) differentially ex-
pressed in peripheral blood mononuclear cells (PBMC) in the pathogenesis of primary biliary cirrhosis (PBC).
Methods Illumina high-throughput sequencing technology was adopted to detect the relative expression levels
of IncRNA and mRNA in peripheral PBMC of 5 cases of PBC patients and 5 healthy subjects,then dysregulat-
ed IncRNA and mRNA were screened. Gene ontology (GO) and Kyoto Encyclopedia of Genes and Genomes
(KEGG) pathway and protein interaction network analysis were performed to searching for the dysregulated
mRNAs which related to the pathogenesis of PBC. The relationship between IncRNA and mRNA was predic-
ted through the Cis-analysis and Trans-analysis, and searching for IncRNAs related to the pathogenesis of
PBC. Finally, certain dysregulated IncRNAs and mRNAs were verified by quantitative real-time PCR (25
healthy subjects and 25 PBC patients were enrolled). Results A total of 5 143 dysregulated mRNAs (2 318
up-regulated and 2 825 down-regulated) and 716 dysregulated IncRNAs (367 up-regulated and 349 down-regu-
lated) were found in PBC compared to healthy controls. GO and KEGG pathway analysis indicated that dys-

regulated mRNA was associated with inflammation,immune activity, metabolism and T cell receptor (TCR)
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signaling pathway,nuclear factor-kB (NF-kB) signaling pathway and chemokine signaling pathway,et al. The

early growth response factor 1 (EGR1) was involved in inflammation,immune cell activation, TCR signaling

pathway,et al, which may be involved in the pathogenesis of PBC. Cis-analysis found that IncRNA NONH-
SAT250451. 1 had a targeted regulation of EGR1,which may be involved in the pathogenesis of PBC. The re-
sults of real-time PCR showed that the expression levels of IncRNA NONHSAT250451. 1 and EGT1 in PBMC
of PBC patients were 7. 26 and 3. 91 times higher than those of the control group (P<C0. 05). Conclusion The
IncRNA NONHSAT250451. 1 may be involved in the pathogenesis of PBC.
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1.3 7

1.3.1 PBMC s R4 PBC B3 5% B4 4b
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*x1 IncRNA NONHSAT250451. 1 ,EGR1 #1 GAPDH 35|
A2 A 519 PP (bp)
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EGRI: F 304 K 5 5 I 15 GAPDH .« 3-8 % H i i 15 40

1 2 RNA RRERE
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2.1 5 RNA 258 H TR AT 10 4
RNA F£4h, RNA B KR F a5 F 5 1g,260 nm 5 280
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cRNA,

W9 on , HeE A 5 22 R R E A IncRNA 716 4,
ZE5 KB mRNA 5 143 4, GO gt 5§
KEGG 43t &3, i 3 22 5 £ 35 1 mRNA 5 RJE o
PETE M AR G 5F ) RE S 2 B o 8 A Sl A O (i
TCR.NF-«B fil Jak-STAT % {5 53 J) . 9% 40 il
e A 8 A A5 53 B (i TCR {5 503 %) 19 5 o 0%
#HATRE RS 5 PBC RMMIEHZ 1, Hp, 2Rk

1153

R EGRL 5 % 40 M3 7 o0t 00 HBE 5
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EGR1 5 IL-1p.1L-2, 1L-6 Hl FOXO3 % 41 H /¢ .
FOXO3 mJ L5 FOXP3 254 3 8ULR I 45 P T ik e
A (Treg) B S L 101 F1 1 44 P9 4 3 - 5 412 1F
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