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Fig. 1 Differentiation process of adipocytes and insulin sensitivity.

[5¥:] Indirubin @ PPARY U 7 RIEVEIE, ELISAIETRME L=, 7z, ~ v
2GR ATS0EAR A 3T3-L1 HE Rk 2 F VN CRE NG RITBEAIAE 2> & AR IR~ oD i e
IACIREERIC T 28 &, iR IRIRIZ 31T % Glucose 1% &, GLUTA4,
Adiponectin, & OF Estrogen D E & 41TV, Indirubin @4 > 2 U RGIIESCGEEH
Ze il L7z,

[#5 5] 50 nM Indirubin (%, [FI#EE D Pioglitazone & t#k L 1.35 f#% 5\ PPAR vy
Ay RiGEER Uz, ZORATEMEL, PPARy 70 % =2 s GW9662 (100
nM - 1 nM) (2 &0 REKRFHNCA ZEISHE vz, B aTERAm Iz 3 5
Indirubin (1 uM - 1 nM) OFEZKRFI L= & 2 A, ARVGRIEEHIE O pk@iE 1S /A
~OHP I EARTE L, ZOIERIZA > 2 U ARGFICHR S . WIS, R
NENGHIAE %95 Indirubin D84 5t L 72, Indirubin (1 uM - 1 nM) TRE L
ToHfE T = > b e — LRE L bR L C, Rosiglitazone ZLEERE (1 pM -1nM) & [AIEE
RN YA X /N & Z A DM 72 R i D 73 #2578 80 2 el 73 Ak o JE 1EAE,
D P 7 A RE 2 Al L7z, £72, Indirubin ALELIC X 55 R
Glucose IREED A ERIK T Z/RL, &b T L7 1 uM Indirubin LEERETiX = >

Fe—LREE L 137 % DI TFAR L. T L&, GLUTA I EIX

Indirubin ZLEFECa > Fr— UREL LR L C, KT 148 5 OF B/ % R



L, TOEBIAEKEN TH-7=. ZOFEIT 1 uM Indirubin 1X[FHEE O
Rosiglitazone & tLifii L CTHI 1.2 5N H D TH 72, & 512, Indirubin ZLFE L 7=
AMARIZH1F D Adiponectin, M O Estrogen Z3ibfElx, =2 hu—/LiEL HHEE L T
H xR 1.85 1%, MO 1LeAEDOAERWETIEZRL, T ORBITITHME
IR A E 2RO 7.

[Z£2] PPAR y IFMIR DN AR & U CHERBIMENMERF & 7] 5 2R - C
oY, TOEMBERERIULY T FEGHNLA~D U T FiEI X 0 iEHb s
U7z PPARy 75, PI3K/Akt %, Extracellular Signal-Regulated Kinase (ERK) %, &
Y AMP-Activated Protein Kinase (AMPK) SR DS D o 7 F WARTERITXH T 5
R, KO m A =22 L CHIHEN D Z & ITERT 5. FFig, PI3K
| Akt > 7 F )V RITAIR 53, Glucose ik, K OMEE % O %3 720 AL B RE R
BUIBET 2 2 LR RIN TN D Z 2D, GLUTA FEELESAINIC L 5 M2 &
DL, KO Adipokine 23 EHI NN Indirubin 23 PPAR y &7 LASKERISICHER L
TZATREMEHEEL S S . E 72, Indirubin ALER U 72 ML I RO 2R RE SR 22 b
BLEL ST, ZAVITARIIRTERAR AR 2> & AEAAE AL~ D 53 LI RO REE AR
HHE 2 15T 2B IZ BT, PPAR viIEMEIL A I L2 IRE & i BE B AR T3 8L
RZOTEVERE, S OICIRERHEEY BRI LEEE 52 2bD L
R TE D, A%, LVEMARRFPLETIEH D, DL EoZ &5 5 Indirubin
(31 A ARG A YGET D AR D D 2 E NN SN b D EE R D.

[% 2 2] & MEB LEME HT-29 MaRIZIS 1T 5 TNF-o BFERIEET V& H
V7= & T Persicariatinctoria &8 B4y Tryptanthrin OHIRAE X B = X b DR
[EFR] TNF-o 1%, UC DRIEFEICE W TR BEERAT A =—F—D1DOT

HY, K ERORIEICES L COX-2 #1X U & LI-RIEFHREIES 7 F L2 Hl



W5, ZOCOX2RBUAE L LIcTmRAY ) A4 KU T FMRER, HilE
W72 TIER <, RIEEZFHE LHRMIZ TNF-a FHE8MRIERS Z g S5 &
I, PGHICK VAR SNIZRIELIET DIED T 1 — RNy LT L
BHIIZ UC o EEB(LEFIEEZT. 61, ZhbofIMTHFEInT
Intercellular Adhesion Molecule-1 (ICAM-1)i%, RIETTHE, M OLRIEE 4 5] & i

2P L THIBIEAUCEA G T 5. PPAR y EHEEK TIX UC HIEO—KTH Y,

UC J&8¥% 12817 5 Key Drug 5-aminosalicylic acid (5-ASA) (% PPAR y /1 L 7=Hi%&k
JFEERHZRT 2L, 2% _—
SUMALLATEE (%2 | ICAM-1 [TNF-g i
. - s Intestine with = N
R Lo e Bt D oL

]

e o

PEREGNC ) 2 R 8| sssessocccocece %@g@ OOOOOOOOOOO Vs
Muscle layer
@E)ﬁ*ﬁ#@y@}) %) : (E L:% 9 / Serosa
Cell membrane Cﬁ)@ '

E l_/ , PPAR Y %f 1:,% E(J k L f: R - Transactivation of

membrang orepresso 2 COX-2 mRNA l
&_@ CPPARY S RXR
Tryptanthrin @ $T% %iE 15 a PPRE -
PYIX COX-2 gene (25

PTG TG
COX-2

% *ﬁgﬂ. L/ 71—: (Flg 2) . Fig. 2 Tryptanthrin may suppress cyclooxygenase 2 expression via PPAR y activation.

29D

[51£] Tryptanthrin @ PPARy U 7> RiEMEIE, ELISAJETCRME L7, & MGG
BRI HT-29 MR T 5 TNF-a B8 RAEET L& VT COX-2, KW
ICAM-1 R H S8, TOREELTE L Tryptanthrin 12 X 2 HTRIERN F & F A
L.

[# 8] 5 nM Tryptanthrin 1%, 5 nM 5-ASA & [FIEED PPAR v U > Rk Z2 7R
L, PPARy 7> & =2 k GW9662 (100 nM-1 nM) FEHIc LY, ZOfEATEE
IR IR E BICIH Sz, £72, Tryptanthrin 4L U 7= > COX-2 3§
B XREERFNICAERIKR T 2R L7, ICAM-1 3 BLRIZ TR L 5 2 720>
-7z,

[#Z£2] Tryptanthrin (%, ICAM-1 I E L 5.2 12, COX-2 FEHEZ I



L7243, Zaud COX-2 7' BE—% —» PPAR vy ¥ 7 F /MEEER O It AEIIIAL
B35 PPRE O—HIZEENTWAHZ LIVl hizcd Bz LS.
PPAR y (X W HilfZ32 177 bDE&E X HN5. PPARy U Y RiZk % COX-2
DE T L Falb— g E, COX-2 Fut—4— %7 HlaE A ¥ Activator
Protein-1 (AP-1){EMALOIHNC LV SN D, 2D &b, COX-2-PGE; v
T FIAKERRIEN, K OSSR 2 SO T H1EHZH L T 5720, KiES
TR T AR 7 F MR O W EARIT RN b B o 1H H MEMERFIZ 0 T
HHETHD. RIERFIZIE, TNF-a 13RI EEGHIARIZ I T ElC p21 Activated
Kinase (PAK1)Z 78l =&, NF-«kB OIEMHALAZFHET 5 2 & CRIERIG 2 B0 T
. ZDOELEPPAR y 7 A= M, WFIFEHL L 72 PAKL ZFHFE L PPAR y FH
BAEEEIELZ LT, NFkB DX T X ab— g U EHE LRIEMNGE
ikl 5. L7=23-> T, Tryptathrin 1% 5-ASA L EREOHEFEE2HHOZ L2z,
IkBo S fRIHIVERIC X 2 p65 OEENBATR LHIRT 5 2 & T, HEMRIIRIE
REFRET D 2 ENHEREND.

(48 PPAR v IEME(L A 1 L Indirubin (XA > 2 U ARBiMESEVE A, Tryptanthrin
IIPIRIEMER 2R 2 LR En7- 2 &0 6, ¥ 5 #E Persicaria tinctoria & A 1
REMERR NI 7= 7R BAR O — B2 D b D L £ 2 .

<BEW> F@wX (RFHRD)

1) Indirubin Promotes Adipocyte Differentiation and Reduce Lipid Accumulation in 3T3-
L1 cell via Peroxisome Proliferator-Activated Receptor y Activation.
Taisuke Konno, Kenroh Sasaki, Kyoko Kobayashi, Toshihiro Murata

Molecular Medicine Reports, 21(3), 1552-1560 (2020).



