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PIESCEIEBME O K 9 7e & W RIERIS Z /R TRIE T, BALEIC L5280 F#H
RGPS FRO BALD. A M I TIFRERD OIS ) N E ) T — 3 a9 VN ERET
HIRK &Y, PRICEREZ RIZTEBR-THDH. 20X 5 72iEToRTTEDFIA
LT, EBHMERIERIGICHEI VA Mh A iBE 5w k5 IL-1p/NF-xB #% ¥,
IL-6/STATS #%#%, FOXO ¥ 72 & DIGMEL23 1 541 TUV 5 (Cohen et al. 2015). a7 == F
T T3 ) 2K @TnAChRS) I ZEfix R 5 BE DO~ 7 v 7 7 — UK
MECHRBNML, £72, aTnAChRs FIBMITRIESIG &2 T2 Z & A3 5TV % (Wang
et al. 2003). AW TIE~ U ABMEET LI LT a7TnAChRs $F T T =X N ThH 5
GTS-21 & 579 % &, BUEH OB T ORIESICE KO X7 RICB i 52 7 F L
TR DI A, BRI OTMEDBIR Z AL D &0 D ARG A MRGE LTz

2. Jik
8 DA A D CSTBLEM ~ 7 ATkt L TR T I 30% AR BRI AT T 1L
%fEH L, GTS-21 10mg/kg A #15 Lz, B\ 6 G MR T b 2 NS 735
LOME AR L, JUEMEY 4 R A 0 mRNA, 280 LALRHE L. 72, B
15 1 B&ICIRBH5 T STATS 38 LN NF-kB 0 U Vb & o /% 7 5B B0 Zefi s 1
OERBMEME L7z, S5, M5 3 BRICHE L AILAHERZIE L. HOEBT
1%, GTS-21 7% a”™mAChRs # M L THEAI L TWA Z L 2R+ 572012, GTS-21 & &%
|2 @TAChRs 72 4 =2 b Tl % A F A 1 =F 2 (MLAVE £215 LI ARBE T A 11
> mRNA ZJiET 5 & & HIZ, «TnAChR / v 7 7 7 MaTKO)~ 7 ATk L CEMGE T L
fFR% - GTS-21 #5247\, RIRSHH E AL A TIE L7-.

3. fEF

GTS-21 #4512 L v B8G#% D IL-6, IL-1B 72 EDH A kA > mRNA OB TS
L7z (M A, B). £B8UGICEY, BRHTOVA AV TRORIEAT 4 =—F—T
&% STAT3 3 LN NF-xB @V U LGEMAITEIIN L7223, Z o#ni: GTS-21 #4512 &
DAERICET L (K C). [FERIZ, #3753 fkgIicBEd 5> 7 )/ Th 2o MuRF1
BILOFOX01 HEERITHMAZRD =0, GTS21 BRIV AEICEA L (K D).
THHORER LB LT, GTS-21 13EUE% OIRER L OIS E 7 E RO 288 L=

(¥ E). GTS-21 #512L 526 DFIE a7TAChRs 7 o T=A N THDLAF NN T =
=FoFEEB IR aTKO = 7 2 TIEERD SN0 7-(K F).

4. &
AT TlE, ~ 7 ADEBHALEET VK LT aTnAChRs 7 3= s TH 5 GTS-21
ZRAWS Z LT, (1RGN OERGB LM T OV A S A AN SETH 2 &,

Pt



(2)% A FHA v FiROEEEN T TH 5 STAT3 B L UNF-xBD U VL3I SN D 2 &,
(3)% o 3R 7 F LTl H MuRF1 & FOXO1 OEMAMHEI S5 Z &, (4)8d5=
WEEsAL O E R DR S D 2 &, 2Lz, 51, GTS-21 DA k4 > mRNA
I BRI K OBVE 1% oo i B IR 1T MLA Off B L a7TKO ~ 7 2 TiFRH b
7, (5)GTS-21 7% aTnAchR Z# 4 L CRHRZFIE L T\ D Z L AR S L7z, GTS-21 12 &
% aTnAChR HRSIIEME S O RF PERIERIGZ I L, fhiZfE 2 dcET 272D 0F 72k
Wi L7209 5.
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