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[ Abstract |

in regulating a variety of cellular processes in the post transcription that consist of proliferation, differentiation, apopto-
2 2 y p p p P , » apopi

As a family of endogenous and non-coding small RNAs, microRNAs are known to play a key role

sis and immune response. microRNA146a(miR146a) is the first microRNA which was found as the regulator of im-
munity in mammalian. Concerning its abnormal expression in autoimmune diseases, miR146a has been paid more at-

tention. Understanding the mechanism of miR146a will be helpful to the diagnosis and treatment of autoimmune disea-

ses. In this paper, we review the research advances of miR146a in autoimmune diseases.
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miR146a 5 miR146b & miR146 Kk 5 {H
WIS IE TR B e 4K, miR146a £ T AN FL
AT RIS 5 5 gL AR 1Y) LOC285628 Kk A (1) 4
AR FIX b, miR146b £ FEE S YL AR L P
HYIX B T BT S 35580 2 ME BRI A A
AZ& miR146a )85 51 R “ UGAGAACUGAAUUCCA-
UGGGUU™ i DNA A% RNA 45l 11 fE 1L 5%
FAER MR ih miRNA, S8 )5 72 RNA Py ) 1 -
Drosha ¢ DiGeorge IIfi 7 [X. 8 (191 H T~ 8 43 i B A
RIARGEA P HTIR miRNA, 5 b M A% % 7% 2 M B s
7E DNA SYYIEE 09 4F F R 20 28 WU miRNA |, H o pg
A miR146a 5 RNA P TTE S 145G, S5
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IRAK2) MR IR FE R 32 (4 AH OC K 5 6 (tumor necrosis
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5 B F (interferon regulatory factors, IRF)-5 [ ik
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AT 88 (myeloid differentiation factor 88, MyD88) |
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ICOS-ICOSL {553 #% 114 5 3£ £ JF D8 1 T 40 i
(follicular T cell, Tth) 1 B 4H il iy 4= & Hp0r 28 46, A
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{0 1 R A S o
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IRIEATAGIN , 25 5 2 BRI B 4% (B o miR146a £
K] L REAIG, 1 TRAF6 FiI NF-kB [ 56 5% 5% P14 o8
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R R HE /0 54 PR BR R TURR I H PR S 473 1) — 2%

- 1275 -

PEIi o I RFEBN AR ST LT b 38 S Dy g
BERG . FEHTEE TS & B TLRA-NF-Kb-1L-18 f5 %5
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PEREALAE BB 27 4t ik 4%, & 753 5 7 ] Smad4 2
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Research progress of transcutaneous electric nervous stimulation in pain management after hysteroscopy XU

Li-li, YANG Liu. Depariment of Gynecology, the People's Hospital of Guangxi Zhuang Autonomous Region, Nanning
530021, China

[ Abstract] Hysteroscopy can be performed in the outpatient department of gynecology, which is a common,

safe , feasible, and accurate procedure. However, a major obstacle to its successful implementation as a commonplace

procedure is pain management. Transcutaneous electric nervous stimulation is a nonpharmacologic pain-relieving

method based on the delivery of pulsed electrical currents through the skin. In this paper, we review the research pro-

gress of transcutaneous electric nervous stimulation in pain management after hysteroscopy.

[ Key words| Hysteroscopy; Pain management; Transcutaneous electric nervous stimulation; Research

progress
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