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[ Abstract] Non-coding ribonucleic acids(ncRNAs) play an important role in human normal physiological processes
and diseases. ncRNAs have been proved to be involved in the regulation of various inflammatory diseases and can be used
as biomarkers for disease diagnosis and prognosis. Gout is a common inflammatory joint disease. In this paper, the current
research progress of ncRNAs in gout is reviewed. Micro ribonucleic acids(miRNAs) and long non-coding ribonucleic
acids (IncRNAs) may play a role in regulating the pathogenesis of gout through a variety of pathways. Targeting ncRNAs
may be an effective strategy for the treatment of gout.

[ Key words] Gout; Non-coding ribonucleic acids(ncRNAs); Long non-coding ribonucleic acids(IncRNAs)

S KR T B4 R R £h (monosodium urate , MSU) I, S XU RIRETE N 1. 0% ~6.8% , K%
P PETURS R 0 S AR AR S RAE PR A0, EEE 4 0.58/1 000 ~2.89/1 000" 35 XL 43R K % |
ARAUFE AT T, R RS K, AT BT R SO AE R A5 BT b= T, 45 W5 U0 6 XU 3T
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HAEA N 40 AEAGIE AN 55% Fe A7 o SRR &
A R T ) PR 2R A 475 v PRIR IMAE (hyperuricemia, HUA) |
WL 5 BHER ST PR AR S M TR R | R
5 R, A G IFRE SRy 25 45, Hoh s 5
RO, R KUE DL R IR AR AU 2R B AE
' PR P 3 P A B M O R 55 . A LR G
1B AH DG SCHR, MBS 474 1 i3 4 RNAs (non-
coding ribonucleic acids,ncRNAs) 7557 X\ H 7] GE & 4
AIPER
1 ERHRE

i XU 8 23 Ay s DA SO FE R XU o ek R I 3E 0
HTCHEIR HUA FOTCHEIR MSU SAIATTER . 9 XU
PR Al PRI, 3 Ay RV S5 98 S VRIS A A1
PR AU G 4 01 2 pAy B 2 i 2
PREZAHRMEDS D | I PRI > 6. 8 mg/dl, Bl HUA,
2 HUA FRE AR N DR IR 1G5 145 Atk 1) ~F- 8 e £ T
J& , Kt MSU SR IARTTRR T 0G0 i M B M Hr . MSU
A AUUERAY BT AT JCREAR . A AT FE ST B TR,
ARy AR IR 2F 4 0 2 K7 B AL . 1
W A A2 SRR AL AR AL, S 5T i ) MSU
PE WEAH ARG IR S A% EL sk R -« B (NF-kB) {5
S5, o — 20 B0 NOD FEZ iR 1 3 (NOD-like
receptor protein 3, NLRP3) %444, [ J5 B 13 2 il
Jr 7 -1B (interleukin-18, IL-18 ) , #8255 P ML 41 g B
TRCHR AT R R 7 RE B ( neutrophil extracellular traps,
NETs) , et 50 F o i WU G R R E 5 2
FAE AT AR C, a0 TL-18 e PR 58 B 1~ ( tumor
necrosis factor-ao, TNF-o) #1 NLRP3 #5E/MAZE . I
DU S AV A 55— B I G, AT RE 5 32 AR A R A
PEIRE I AR 1 il B8 507 B 1R 66 5 it 2 1 R Ay
S AT LT T (BROCTHY B 48 T SE LA 3
BB WIERAL . BRZLM MSU (& 1R BE A2 F i A 1 3
KA, Kat MSU @b I RO, 2R 4 V4 18
PRI KRG 2, BB OGS MSU Sy AR IT AR
G2, SRR T B, 5 R B = DR B R
AR EAF AN BT, AT S BN W] 39 5 e
ST IR SE, 2 R R, BEA
A AR SZ R A A il 5 | R 1 Je B, 0 B 7R R 2
BV B ] ANl A RIS W SRy IR A, SR
BT AU B S, TR AR L2 s
RS,
2 ERBRTT

i KRR TT 73 e R AR R PR R 7 AR R
KINAIT o 2S00 XSt A PRI, mT LBl £ A A 8

PR 25 BIOKAN BB B 5 256 [ 5, e 422 ) MSU b
KGR Y S AE SN, M MR JRAE , o 175 )™ T P ] I
HRZG . KENATT I b0 SRS 2 i R IR R G T
(urate-lowering therapy , ULT) , % Ifil. bR 2 A1 21| GE 1%
Vi MSU SRR 9 BE o ULT 445 4% Foft B A1 Bk 182 /K
RS, 29 B =28 (1) A B iy 2 ek b
WIS e 410 o < 1 6 2 1l 1 245 4 ( RV ey 4 A il
TR ), G g R A A A w45 (2) 38 PR R HE i
259 (R HEPRBR 2 ) , 35 2830 4 BROBAEBR , 10 P9 e
&F IR IR A URATL H0 3k 571 25 G 40 1k 45
(3) FEAL PRI ER e A SR K s 1k o vy L 5 Tkt i) R
PR (HARRRE) 259, 2R & —Be 41 IR PR 1
GENRTIVAL S
3 ncRNAs K EIhfE

ncRNAs &—J&E 4 i 2 H B RNA, DIFES
NI VE T B2 5% s 7 ), H Hif ncRNAs &
ZLWEENI AT L2 5 8 i 25 RAEVESG , 22 541
R AR (N B BT A S ok R BRI E 5 5
5) P ESEINREME IR AT 21, BERE AR B 12 Wy A 7
JE AR R, A I v IF K 2. neRNAs A
PR E D K 4% JE 4% 5 RNAs (long non-coding ribo-
nucleic acids,IncRNAs ) F19F 4 % /)N RNAs, JF 25 %
/N RNAs ¥t 4% piwi-RNA | snoRNA | siRNA F1 % &
% W5 E) 12 1) miRNAs,, HOREZ ) IncRNAs
il miRNAs ¢ % BU2 5 98  FLARIE 2 g 2K
MR 98 R GENE L1 BEAR s 55 XU AR 5 i LA B A
PRI AF A E B o 72 , 55598 XURH 5C IncRNAs FI
miRNAs AR D
3.1 miRNAs miRNAs ZHEALORSF I NI E 2 A
RNA, KJEN 19 ~22 MR, e e £ 1 5 5
LSS A DI 22 b AR L R Rk . it T 5
AEFEAFZe A b & B T miR let-7, 3= 224E A 0 8 42 40
IS SE AN AL . miRNAs %3k £ 7R T HAZ A DA N,
FERE 5K mRNA 2R3k, 8 5d 5% mRNA 1)
3'UTR 454, 2 RNA i 2T S 44 7F mRNA
Wi TR mRINA 555 B, T 5 2 AR
RAFAANLIAE )80 . miRNAs 5 Z2 g5 25 U AH
O, AR XU S B PR AR M R 5 1 9
8, HAFTE T AN DR A b, B RS A7 AR T ML R I
f PR . miRNAs I AE % 5 P Rl 4, o nde
FEPR IR miR-2911 TN, mT LA ] P B Je
SR EE i
3.2 IncRNAs IncRNAs 2K B # 1 200 MZH R
i) neRNAs , 7EAR 22 A= W) F v R BB A 1 o
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AT 38 IncRNAs (1 FF e 2HE T LA Bt /)N BK, RE
W RARVAREAEAT . M4 IncRNAs 57K [ R4 i
PRI AL OE R, IncRNAs 7] L 43k 2 A 1] IncRNA |
N T IncRNA 3455 7 IncRNA | [z X IncRNA X Ji]
IncRNA, IncRNAs £ 40 i Sk, an T 44
JH B2 B b 4 A G T PR R 4 R W A
FOAESm XU e e b e ¥R FEAE R, BT T e
P2 240 i ] BRI IncRNAs 4S9 MUY R AE 1 72 o

4 X & FYLE B E miRNAs

4.1 HUA A3 miRNAs  Zhou %" 5% % ¥ HUA
/N miR-143-3p 7K 251K T {g e 0T IR
ZH , miR-143-3p 75 1A P 3of & 3K & W AT DA 3 41 )
HIEWERE B /K 9 (glucose transporter 9, GLUT9) 1) 3£
IR AR R 1Y EE R, P9 & B HUA RE A1 1l
PN B A LS A2 L, Kruppel F£ T~ 2 (Kruppel-like
factor 2,KLF2) /2 miR-92a #UREA  KLF2 454 M4 N J7
A F(vascular endothelial growth factor-A, VEGFA )
a B3, i miR-92a ik, 24 miR-92a 1 VEGFA
1 FRIR B KLF2 R A 842 HUA A 509 P Bz 200 Jd
I A8 A A AR . miR-181a j@ 5 T H CRY1 %
[HIFT TLR/NF-«B 58 22 ik HUA 75 |2 18 1 B e
o5 G B /INERRE AL R /N B R B RS
I miR-663 & HUA B PN B 240 it B Sk 35 25 R 68 1Y
miRNAs , miR-663 #13L [K 1 TGF-B1 i 4 10 S
R BRI PTEN fE3F P K 40 ML H% , X4 & A= HUA
I, A miR-663 Al P B2 48 HE A%, 1 miR-663 ji
1B TGF-B1 4% PTEN, miR-34a W] URATI
2R, /D IRER M) R, 75— W58 % F] miR-448
A DS ] — i S R IR 7 A 1) o S 1) Tl , RV B RS
E Ak, HUA mliET miR-155 9 eNOS ik, 155
W RERERT , HUA m] 138 miR-155 75 P4 Kz 41 ffg o
gkt . —TFgE & BAE HUA Hl# R, miR-92a
A KLF2 235, #Emdm ] VEGFA | S 20l & Az i
b B8R T HUA S0 ISR 059 T RERLIR . 58
it EJH miR-663 , n] DI HUA JaJ00 Bz 4R A HUA
AR TR A PN B A A% DL S TR TGF-B1, )
i PTEN 2 [ 735 . miRNA 5 HUA #4140
2%, H miRNA F1 HUA 5|58 5.0 M58 5 0 A B I
S AFAEAR . BAR FRBFFE 1 A9 miRNAs 7
HUA R JRER AL v R IR A (B 2D R B
1Al BERl ULT A4 A5,

4.2 AT RAAEBIAOC miRNAs - AR A
PUAE 2098 KPR DG 2 3 T miR-23a miR-24-2
miR-27a &k 5 FUfd e it BEZH I8 25 FAIG, T REAE M 1
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PEFRRE T2 59 KPE Y R 1 &% . miR-233
FEJR KU 20k o 0 3 IR, 2k R A 0 5 T
IR AR L, 20 99 X 58 1 8 S IR T (Rl
miR-233 W[ figf NLRP3 % % & 2 59 R R AE
B miR-146a 2 85 FLIESE S 15 [ A G5 1 i
TR e 2R A b A R R R A
R NESE miR-146a il 51 5 TRAF6 F1 IRAK1 F: X 11
3"UTR i3 7 51 HANEC X, B1°15 TLR T ¥ifF S B A 422
35, SEBII TLR {5538 #& 16 M, N #] NF-xB
fE S0, RIERAEM B oot . Esk
4 miR-146a [T FRIRFEAL T MSU @A 211 1L-18
TNFo MCP-1 F1 IL-8 3L pyE k"7 miR-146a X
MRS 58 1 & A= B B s I 5 4 T, miR-146a
Be= n R i 1 TRAF6 IRAK1 1 NLRP3 4858/
AT 0 8 AU 56 35 421 . Chen 251 BIF 58 4 A
miR-146a 3@ TLR4/MyD88 {5 2% 538 I 1 1% &
PRI IR DG R K BRI AR SO, o A IS0 FH 3
SO T AR A IRAE IR AR G R R R Il R v 22
#5509 miRNAs 4 20 4>, #5984 B miR-3146 7E
SRS AUPE ST R R I3 B R e Rk, Rk
JKF-5 TNF-o IL-18 /K5 IEAH G, miR-221-5p 78
XM R A RMEREMIIE HRERIK, ES
VAS IL-18 FiEKF R A, KK miR-221-5p
AL ZE A TNF-o IL-8 IL-18 S5 R K F 3Rk,
1fi T 9 miR-221-5p MIAH &, IL-1B & miR-221-5p (1)
FOIEPN T AT L miR-221-5p 7R KU 6 T & 2k
RAEREA] LA 48 28 P 240 ML X 1% 77 A=, miR-221-5p
AT REVE MBS AR 57T 28 M A E ) TR HE A
miR-155 7E N\ 2B HE4H A 1) A2 28 80 At J 3K 20 11
RAER T RPN . A BT IR A SC T
RAPERAERT miR-155 [ 2235 & T flt BEXT B4, 40
forf miR-155 [93 F R F-AIK T SHIP-1 17K, {2 i
T MSU 52 AL, 4 TNF-oc F1 IL-18 (1)
PR 5 EARBESE— B, miR-155 K F- T AT fiE
SXHEN TL-6 1 TL-8 7KF-, DT fish 28 9 AUSE 5 1) SR i
BSR4 i ik miR-155 A G
0 SHIP-1 "N, 2F M s Ake/NF-kB 8 % , i
PEAR R AR 10 A . A G & B miR-155 £E
MSU 753 (14 /)N B XU 28 5 H 2 P A R] JE Y, 4D
miR-155 Jifi /b a] BEAN & 22 il o RSt R A A R0R
J7 0T i. WESE &L RSV ALGd i 4 15 miR-126 F1{#Y
I PI3K/AKT {5538 [ , -4 Min6 21 ifd 0 372 IR FR 175
BT RERERT , $7R miR-126 5 T JRIR 5T
I . miR-223-3p Fl miR-22-3p 5 NLRP3
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(1) 3" 45 BRI X R BORH BLAE M R 3858 2
P8 miR-223-3p Fl miR-22-3p 0] LA 2 # NLRP3 )
FERA R R SRR A . miR-9 Al fif
NF-«kB 1 JAK-STAT {553 f& 2 1 , T T LADSAR IR
R I NRKAOF 4™ . Ao R BAE 54
NETs {1 3% ¥ H 4G =F & 1) miRNA-142-3p, NETs AJ 1,
H5 miRNA-142-3p FR2 3 F WG4 it b i i T IR 28 i
C FYFERFEAT TNF- K 7 miRNA-146a
BER/INE R, HR PRI P NETs FLEFA: RUINR T £
X B miRNA-146a 1] GEAE R0 40 J I 6 =2 /i &
T — sl B, A BT NETs fy= ™
A7 4138 7 HoAth 5 5 P 5%, miR-325-3p il i 1)
] A 4 o A 1 25 D A A B )R
1810 miR-302b W] L i 40 [A) NF-kB Al Caspase-1
{5538 I A ¥ MSU g 1415 5 19 9 E S bz TL-18
(7=, TR IR AU T R e Hp B B A A s I
F71 0 miR-302b 43 BIJ38 3 #1 1] IRAK4 F1 EphA2 i
5 IL-18 i %% s F A, TRAK4 1 EphA2 3[R 3R 3K
AR MSU 5 319 TL-1B8 85 H i R, A WF5ER
S MURIJCHEAR HUA 5 #84T GWAS 2081, & 3L T el
TCAEMR HUA T R AU 6 A3k B A s, Heh—A
J& MiR-302F 3 1) SNPrs9952962 , J&— 37 i X
{375, , AT U JeAitk v HUA S0/ R . miR-302
R0 P Fie 308 3 42 DR 3R 58 S A AU T 4 i 48
RE SV o A W53 3 3 35 RS 4 R R IAE 2 R R
PESCTT R 5 ATl RE#E ] IL-1B 1) miRNAs, #F—2
5% %P1 miR-488 1 miR-920 W] ) 224 i) IL-18 (1)
3'UTR, 171k miR-488 Fl miR-920 AJ . 2411k MSU
V5510 THP-1 40 g IL-8  TNF-o JE K FI2E (3 1 %
35, 0] miR-488 Fl miR-920 wJ LLE Y 2 PR X1k
ST PR A A PR T R AR L A B ARGE
T MR RRE T 53 22 735K miRNAs™ {5
FHOE miRNAs [1E FIBLH 5 R TIRABR

4.3 18RI KPS RIAMOE miRNAs - HHF5E K
BT =0 AT LA 9 08 R KU DG 15 R 9 miRNAs, 43
2 miR-339-5p .miR-486-5p Fl miR-361-5p,, {ii Ff 1| 2
BRA T8 IR A O T 4 mT B i 2% - CCL2 F
CXCL8 ZHE M1k, I 1 miR-486-5p .miR-339-5p Fl
miR-361-5p FFEIA"" o BIFSE & B XU IncRNA
Jak3 [ 25 52 3k, i 1 Jak3/Nfatel/Ctsk il 76 8% & 40
J AL e S BEVE T . IncRNA Jak3 & H i
Wk % B 9 XU A2 ol v 80 5 A - A 43 R 1Y)
IncRNAs,

4.4 KRB T IneRNAs - Hu 285 % 9

IncRNA ANRIL i i+ ceRNA HL %l 5 miRNA-122-5p
454, I BRCC 2 H YRI5, NS NLRP3 &
S /IMAR I PR FR 5 AE I &, FE PR IR B o Hh &
FEHEORAEN o 382 JE PRLES BRI I8 AU OE 5 4%
FRE Mg RR X RRZL AN i A% A 22 S R 1Y
IncRNAs , Jifg AUPE OG5 48 A8 35 AP ) i v 22 S 63k 1Y
IncRNAs A 1 815 245(FC >2), &3 IncRNAs AJ227913
22 R AGR AT AR 9 KPR DG R B E Y IL-8 &
U A TR A A 0 BT T
DR ST 5 B R R X R ZH 2 [A] ) IncRNAs 23K
g% 7RI TCON_00004393 F11 ENST00000566457
A BE IR YT IR WU DT R I gt 12 W E b i A
B HULAT UL, IncRNAs 75 555 XU 2 114 3 455 4o,
A LR, AT DA by g XU 00 R0 1 5 0 4 S P A
B AR CaOx B85 BTG /I B AL
IncRNA H19 F&35 B 2T, H19 AJ §E7E CaOx B 45T
5 I ST L TR B /N B R 200 B e e e
fEHEVER]. H19 7] 5 miR-216b A7 EAEFHIF A %R
. miR-216b 38 i B #2454 H 3/ UTR i3] HMGBI
21k, H19 A HMGB1 [ TLR4 I NF-«kB 1)
FIk il CaOx B E5TT0E HE 1755 1 B /NS b B A
i NADPH S Ak R & AN, B HI9 5 miR-216b
A EAE I A] LA 5f HMGB1/TLR4/NF-«B i % &
AR,
5 45iE
I KUY A AL 1o AN T A8, R B RITA BN A 8K

IREIRIRY T 125 AR TR AE . miRNAs Fil IncRNAs
Z: 590 WU I 1) 25 A B B, 3k S8 /N o3 -6 80 R
iR A R SRV E 2R 24 e T hE
i3 2 AR e R KU AL v 44 SR
AEXT T2 1 B A5 35 , neRNAs A] DL B384 dm sy
FELR ()55 ST K-, RE T R R 3 05 1 e AR L& S8
59 KaZ Wi NG Y7 A I neRNAs F5 2 — L IR A
R,
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Research progress in surgical treatment of secondary hyperparathyroidism CHEN Yuan-yuan, LIANG Bin,

DONG Xiao-feng, et al. Department of Hepatobiliary, Pancreatic and Splenic Surgery, the People's Hospital of Guangxi
Zhuang Autonomous Region, Nanning 530021, China

[ Abstract] Secondary hyperparathyroidism( SHPT) is a common complication in patients with end-stage chronic
kidney disease, and the incidence of SHPT is relatively high. Patients with advanced SHPT often develop drug resist-
ance and need parathyroidectomy. Surgery can significantly relieve the symptoms of SHPT patients, such as bone pain
and skin itching, improve the physical and mental health, improve the quality of life, and reduce the mortality of SHPT
patients. The main surgical methods of SHPT include total parathyroidectomy, subtotal parathyroidectomy and total
parathyroidectomy + autotransplantation, but there is no consensus on the choice of various surgical methods. This paper

reviews the current status of surgical treatment of SHPT through consulting the literature at home and abroad.
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