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> PP emjk (systemic lupus erythematosus, SLE) 5 * |44F
w2 pRALE B }}% RN E ”ﬁ pAE EMETw2 ~ p A {-g ¥ A
i me gk (cytokine) » # F R H A K FRETHFR G o L5y
ipd ﬂvﬂ.#‘%(Isollqu1r1t1gen1n » ISL) 5 #u L 2 v % £ ‘¥
Bam e+ o B AR i}'f*SLEr‘m% B oo A B H-12:F #2MRL-
lpr/lpreg & 4 = 4] %2 (Ctrl) % ISL& ’4iﬂz%f’/xi+ﬁz?]ff\}ﬂ
7 E o wI8e gy ISLA0 Ing/kgBW) AR GBI SR 0 T
%an‘if’mWi%‘ﬁﬁﬁé%%oﬁ%% - [SLietp#Ctrlie » H
iﬁmzﬁ4iﬁu4 e G i 2 [L-6 ﬁﬂM‘a,bwg:F#
w2 & Con A 1™ IFN- 7’£‘m»g'T“§i‘%“° Lok s AT R
* SLE&*L/IQ’“;%E%“ v 3% 33 ISLR2 58 en™ it 548 » ’?IFDIO uM
ISLP?ﬁ%F FIrFI FLRR = § 0IL-6 ~ [L-1002 % [FN- eha i
£ ed E“””ﬁ4wiéﬂmhﬁliﬁ¥ﬂ°$V@ﬂMITMﬁﬁB&€%
qaﬁulﬂﬁ*“?éer%ﬁPH’ “}ﬂ?ﬁfﬂﬂw%ki’%%
JAK2#7 SOCS1/3 #& Jﬁﬂ@Tﬂm*ﬁ@*’ﬁi% T ISLAp #8 4
FB P FBFUJAKG L R T 2 4Rt o P S R WP ISLY M i
ﬁ%ﬁ%ﬁ%@%%%éﬂ%ﬂﬁ@%%iﬁ”°

OB R BT R

: Systemic lupus erythematosus (SLE) is a chronic

inflammatory autoimmune disease which has an abnormal T and
B cells activation to cause the exceed secretion of
disease-related cytokines and immune complex, leading to
tissue damages. Isoliquiritigenin (ISL) is a kind of
chalcone and has been indicated to have potential to chemo-
preventive from cancer and inhibit the production of
inflammatory cytokines. However, there are no studies to
discuss the effects of ISL on the improvement of
inflammatory illness in SLE condition. To investigate
whether ISL can modulate lupus-related cytokines, this
study collects peripheral blood mononuclear cells (PBMC) of
SLE patients to examine the potential of ISL. In cytokines
assay, The results showed 10 uM ISL significantly inhibit
the production of IL-6, IL-10 and IFN-% 1in Con A-
stimulated PBMCs. Moreover, the production of TGF-A1 1is
slightly augmented by ISL, in a trend of dose-dependent
manner. In the assay of q-PCR array, ISL can inhibit the
expressions of IL-6, IFN-, IL-10 and IL-17 that are the
same effect to the level of protein. In addition, effects
of ISL on cytokines modulation is supposed to be through
the reduction of JAK2 and SOCS1/3 pathway. In conclusion,
this study reveals that ISL has the potential to alleviate
SLE disease severity through the regulation of lupus-—
related cytokines.

: Systemic lupus erythematosus, Isoliquiritigenin, Cytokine
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-~ 7,-,:":;
= 314 13k (Systemic lupus erythematosus » SLE) 7 > ¥4+ p #8 & & 5 I 2 RE o LBEE EGD
o *ﬁéﬁl,%ﬁialﬁaulﬁz 900-1,400 4~ 2. & > 7 5 & L g A 5 29.46-79.42 £ > ® § ik g A
Booodl g w4 12 & WH 40 170% [1] 0 7 % WP A LR B R AP M 1S § (AARDA), 8 £ B § T
FHAREAWMAR ﬁ%’ﬁﬂﬁ%véw’%u3¢HWA;w AP WA AR R O
RGN R PRERESPE A 2R L 2% ik AARDA AP R LA B R
AL EEGRAEZ R PR NHERE[2-3] - SLER 2P EFMALEA )ﬁimi— ANE o FFENL5I
50 et fd > T ELH oS AP A TR E G S 101 JRik R B BATLAR BA RS
ARAFPZE =¥ Lap o AHA kR SLE &40 JBM & L (theumatoid arthritis) B Ao fp i
AR R RA P BRE S RELEMAREYRERER G %ﬁﬂ%?%ﬁ%mﬁm? S
FRA NG g AR~ -
&E&ﬁﬁ?ﬂ%ﬁéiwﬁ%#&mg’ﬁwﬁﬁmﬂﬁa@ﬁW§tgﬁ%,d%%%ﬁ
A A f« PRl o 2 S LA 4 &4 (immunecomplex) st AL F T & 5l
220 S i@"‘f oo Elliﬂ*u kX /H*"%" % (glomerulonephritis) ~ B & ¢ (arthritis) £ x & o
SLE & % 4Fpcs | I% ¢ < & p %8448 (autoantibodies) » &) drf g% DNA (anti-dsDNA) 12 3 Fuss iy
(antl-phosphollpld)ﬁﬁﬁ CIpE A OREFLE € SR W F o T IV AT kA f gl LI o Tt
SLE & Miisf Xagm B A A2 3 KH #(medlators){:é = R AR ehd B0 2% 5 SLE &
A AL %"?f%‘\"nfﬁa% mAEF LA AE D L5k SLE £ & Xvz o p w444 SLE 2405
R d FEsR e LA TR W AR F @ s\ 10 Blded FAF £ 4 (immune complex) 0752 ~ fm¥e g
FhA AR e ks A o A RN LAF BRI E S FIPHNILRESRTRERE G T A

BB T B;]‘ui B4 FpE (andrenal corticosteroid) ~ & B e &4 2Eig FEE L EF 5
mymm FUR B ZE L 4 S WA ot B R %ﬁif*@KF@»w»@#%ﬂ@mﬁ#
BFFERAEIREY > FILAF RNV ELEF B + B 1#?_@_7‘»%‘;“%’7‘;SLE,§3'§E§C

%i%aﬁimw \€+epWifﬁﬁﬂ%km#mﬁgﬁﬁiﬁamwemg%%ﬂw%
BT R TAAEPARELAF B o - BT g NER MR E X BN & A (selective
estrogen receptor modulator, SERM)+ 12 # 5 SLE I}% BROER > Ra T m LIFEN2ZFH e - B
% e 4r2 B4 %% (isoliquiritigenin) & 3 &3 X4 T2 i E X B w4 > AFRBHEFR
FHAEZ 7 UASE N we R fopk i X BED S OEY o iz X R G EFFEHE RB R
B2 iR E o

~FE BN

P AT APM Y PR R T A A AR A RIS HTREE LS B H AR 2
WE FI % - & e frds foid B 2 17 R H I F 40 SLE mfrdp iR1E Mok > TA IR
=4

4

TE o AP AHSLE R F > A A LA R RIp R R AT TR

B

AANE LSTH B RIRET F T ¢ fhe figZ B engd L v ' X MRL-lpr/lpr o] &E L en T fm
R ST URE R FIL62 A E AT EpP L AY[45]; Fd ZEBFY S
l@ﬁwb#aﬁﬂ’ﬂﬂiéwéﬁ954*$§%i%4’4$$§ﬁﬁwWﬁ%%§$i
Fao BEFT oM RIS ALRE S ERP A S



P R4 ¥ % (isoliquiritigenin > {5 & f§ AL ISL) ¥ 1% 3 Jppp it £IE 2 H[6] - ISL » £ 7
Ba - g -u'ﬁ&+ GRTE® 5 Blde Kwon 3 8 X 45 0y ISL # v ded] 4 s %45 0% o 4 Sw % (umbilical
vein endothelial cells) & TNF-a 1™ 7 VCAM £ E-selectin sn% L& - Fr FF*E i THP-1 ¥ {5k 3k
HEE) AR RN L v i 4 0 T Y § 5B Fed] IkBo R e e NF-kB s i [7] - ¥
Fo ¥ JEBET A LR H X e ISL § i) NF-kB i 1t 2 MAPK 31 L @ £80T - % I LPS & 1 2
RAW264.7 E v n % & b 5% X dmbe ek chig 4 [8] 5 ¥ ¢ » ISL » # 1234 i Fr] receptor activator
of nuclear factor-xB ligand (RANKL)/E it e 4] » *% e ¥ dmre 2 & F Ji > T 538 LA F 4 eh
4 F g L et [ iRgeie [9] o ISL + Bl ek X B(ER) > £ § ER agonist s
ﬂm;@*ﬁﬂ”Umean@ﬁ%mBL%%awﬁ@%mﬁﬁ%%ﬂﬁ%’ﬂEam%&é
0.6 uM [11] - SLE s 12 d23% 5 F15 - 3¢ wpjjeck (estrogen) 3 £ & 2 U 5 B hiGE F1 S o op
%%ﬂﬁﬁﬁﬁﬁ*éﬁéﬁﬁé $ﬁm@ﬂ%?’BWERFEMxEMSEm’uwgk%
sk b 57%“““ VAT A AP ER A A ¢ o 3F 57 4 9 MRLApr/lpr & NZB/W F1 5-

ELE S PR PN IR TS T 3 S N %.'*‘mEROL gk 515 A1 & B8 L4 1L-10
khwwymﬁﬁ’“€ﬁﬁ“ﬁ%gﬁ mﬂﬂgﬁﬁﬂfﬁﬁmﬁ B [12] - %A o Ak kAR
TR EHEEFOUEEE T R BOTAROATE B9 TAR Y AR R - LA
BETEH o B A Ao Ui EF F O RGEE K E SLE R F e RE Pl B o
%I SLE &+ ERamRNA £ LE % > # ERBMRNA £ LE i< » 7 SLE ia i & (SLEDAI) »
&t ERBMRNA 2308 & 30§ 40 M [13] M m S B R Stk £ B AT B o

AR - L B S B R R B NN LG R R £ 0§
| (selective estrogen receptor modulator, SERM)SERM # i; » ¥ "lsfﬁi P #4E © ERa® ERP
A Fa BEF FAFDRRE AT PR ET L kA da M ) WA BT e

TR o

r F‘T 3%
1?5&p£¢§a131r'é~23

MTEE1EdFF &AL d 3 MRL-lpr/lpr /] %74 w73 &> f#&d APy o 3%
v P RPN L 10 24 e

oY

I

([ MRLMpl-Fas2) 12:88 |

% ORRE A ER
B R AER S AR ML S

1838 - HEEmTA

~ . BRI RBIRE RE R
ISL Control e e g o o Bl 4 R L

# -

[%%ﬂ%ﬁmwﬁj

[ﬁﬁ@%] | s | |%@%WH|

JIPSH#  § ConAdlitk
[ TNF-0.~IL-6 | [ IFN-y - IL-4 |




IFEHFRY LN EFOPFRKR (Felfk b 208); ) R 11123 ks > TRAER
BE LR oy fj'\ﬁﬁ:na o F 1 16-18 it d#s A ;#*ﬂf],ﬁ(Control)llﬁ ISL ‘2 (0.5mg/kg BW) » ¥ & ¥ 4
A NES 5 B SS RMEAES 200 ul o

T T F2(25F#) 1 CO 2 ' MR > REBRE LR~ WIRErin?? ~ B e
PR T R RGE FAA M AT TR P e HRE %4 o

OH
HO OH O
IO |

@]
SLE & 4 #{& & 438 EISL(1-10 pM) . EF ot ta
XAGnREY | —| AR mMGAConA [ ol 2 B FIQPCRZ A B £
4m Ji,(PBMCs) ] 8 T B 75 AL 2455 | 3 A R B HAHIBE

SLEDAIS 8 3-14

IRB (EMRP-103-040) N=3-8 (4 iz 285%)

Bl 2~ SLE % 32§ PBMC ¥ &K 3*

2.4 3 PBMC (Peripheral blood mononuclear cells) sm#e 2_ & &t

¥~ 2mL 1 Human Lymphocyte Separation #c » % & Hanks * = fmex g s e i ¥ 16 el e > i
HiR 318> sPd R F B ¥4 P 3§ 2mLFicoll-Hypaque » it & %455 & 4 & iF o7 > &
18°C-20°C™ » * -k-T .o #5172 2000 rpm/min » . 30 min o * £ mv}«g EREFEIR S m?. kE
PR NP K e o B T - LA o TR B B P o X B RBE § s iR
& ;r]% P L F R N Hofs fmre 0 A o % T e Hanks & e iiFim e 3 =8 o % — =t 2000 rpm / min > 10
min ; % 2-3 = 1500 rpm/min > 10 min > ¥ 3 # % R4 R fe i o] 7 o FHPcim e o KUK e gt
E25 £ %c‘ HH oo

3.5m %% ok B T

PLE for /| Bl A 28 en ELISA fif8z8& e o w2 g il 24 * ABC i 5u (avidin-biotin
conjugates system) fi¥% i & &5 4 $7iF o 0T K 96-well plate (Nunc-Immuno plate) # 4c » 12
coating buffer i £ #f-f# chiiw e jjrk B i 100 pl/well » ¥ »+ 4°C & i & - 4 PBST buffer
g 3 o rd A EhERME 0 R0 EEF R B £ 0 4o blocking solution 200
ul/well » >tz 8 & i 1 /] pF o £ 12 PBST buffer & 3 =t » 4c » © dr)k B 2 £ 8 5.5 Fp] + j? =
e 100 uliwell - F 8 F & 2 ] PR 0 2 PBST buffer 72 5 = » &% 4 » i 5 4 4+ % (biotin)
enFLim e FrE = skl 100 ul/well > 38 F & 2 -] BF > 2 PBST buffer j£ 6 =% » 4 » 28 2976 %
(aV|d|n) mperOXIdase 100 pl/well » %8 T @k & & 30 4 48 > £ i84c » ABTS 100 ul/well » & i%

54 920448 2 &% ELISAreader 3 P~ 405 nm & 620 nm wx & & » & 4 » 50 pl/well =7 2%



H2SO4 % 1b % ¢ & & » £ 2 ELISAreader 3 B~ 450 nm w £ g o i jplcniw®z e ¢ 35 IL-4 ~ IL-6 ~
IL-10 ~ TNF-a. ~ IFN-y ~ TGF-p1 -

475 mve e & & LR AT

¥ K E I v & 3k (Fluorescence-activated cell sorter) & | * P & 6 L4 2 2 o 0 4e
»F G ke E ke RPUAE  J R A T i R o e BRI B Ly kel
Jfﬂnﬁf’ FITC-(fluroescein isothiocyanate-) & PE-(phycoerythrin-) conjugated monmclonal antibody i®
oL E R - BPRRE - e d g R o T o d ¥R S i o R I 2
LER = B A G PR DR SR AT IR a0t b o KPR PR hm P R 5k e Bep A S 3x 108
cells/mL » B~ 100 puL ehim? %% o 4v » 2ul eh7 o % L H thdidl - 22 4°C T F 5 30 A 48 > 4o ~
2 mL 1 FCAScan buffer &t~ 1500 rpm 10 ~ 48 » &2 54 AR & 2 4kl > 3§15 > L4~ 05
mL FCAScan buffer » = & % ¢ o 5% & = L 47 > ¥ 1% 2% paraformaldehyde (PFA) & {7 fm¥e 7
T 3 4°C T F 3- iF e

Z_ & 7] PCR array

fie @l DNAsample : 4c » ddH20 % DNAsample ik & #f# 5 50 ng/5uL 3 ¥ £ fie #l 5uM
Forward primer : P~ 9 uL. ddH20 % eppendorf > £ 4 » 1ul 50uM Forward primer stock ; 14 2 e @ 5
uM Reverse primer : - 9 uL ddH20 % eppendorf > £ 4 » 1uL 50uM Reverse primer stock o 4 fie @
¥ i § k& 0 dNTP {8 7 i Mixture solution i® & i (2 ke Mixture solution % - & well 5h& - 3
AR % loading fwell #iciasd &) o B~ 96 3445 > & B well i& A 4 » 5ul Mixture solution ; = i
well & B 4 > 6 - DNAsample 5 pL - #-96 3¢ F3c 3 7k b > 3 -20°Crk 44 2~ 21 SYBR Green
Master Matrix - vortex {& =+ i well i& A 4c » 10uL SYBR Green Master Matrix o B~ 1} 34354k pE> 96
Vo ARRER 2167 F F 48 o Real-Time PCR 3R & 4o  Stagl 50°CF i 2 4~ 4% ; Stage2
95°CF i 10 4~ ; Stage3 95°CF Jis 15 #/ ~60°Cx & 1 » > = 40 # Repeate &= /% 2P £

KRR LG Fan % N\ 2% 2L >
PEIE R L DA SR I g

6.5u3 &

7 g:fa T3S E HE R i L N R X (mean + SD or SEM) £ 1 o ol B 5 5 endiedp o 0 A
T Byg 41 SAS ##8 (SAS/STAT version 8.2, SAS Institute, Cary, NC, USA) & & - 12 Duncan’s
multiple range test ¢ Student’s ttest i3+ /% > &P L 2L & 02 Control 2F i f -
P = % SAS il Simple correlation = 2 &Rl ] Bl ez B R & 5 fﬂ?’-’?;}i"% ¥ 2 ip B
¥ o s 4p B fhdic (correlation coefficient, r fg) & & = BT o & SRR F K 3K R A FP<0.05 &
**P<0.01 - & 5 &% > B ¢ #(0.05<P<0.1) % 7

I~B5EE%R(FSHREER)
LEHF e d E B ) RenToRg &

TSR T 0 %3 MRL-lpr/lpr 2| &2 4 3 % (ISL > 0.5 mg/kgBW) 7 2 58] K& - 3
RG#t 2208 - b P QK ehs BBF e £ ﬁlw% LY ifﬁ‘ﬁﬁ_ﬁ_.. =y FE
FIISL =) B sip ¥ £ £ P & 43 Control %(P=0.036) ; A% %< 7O IR M2 ARR



(P=0.071) » 324 % ¥ 11 {rf] 3 TR # 4k > ISL %5 § filehB Fame 4 dghan » 7y
TG sl HE R o s SRS T 0 R AR R T R e A D KR 2 o g F

B e ISL 3 £ B8

42

40
38
36

34

Body Weight(g)

32

—#— Control(EtOH)

30 1 —o— 1ISL

28

26

T T T T T T T T T T T T T T 1
0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30
Week

B 3 ~ ISL % MRL-Ipr/lpr -] 8188 & 2. B2 58 o

% 1~ ISL # MRL-Ipr/lpr -] 848 & 2_ 2 5
A

- BRETREEE % (L% E/HE x100%)!

5 4 s s B g s .. = na -
B \;,‘J Hg_sﬁ H-T—)?ﬁ R A )?,ﬁ AR )?,ﬁ ’?E] Ly F —g

Control  0.51+0.21 5.48+0.58 1.21+0.14 0.82+0.40 0.52+0.06 1.78+0.93 0.71+0.13

ISL 0.55+0.16 5.24+0.54 1.12+0.13# 0.72+£0.20 0.47£0.07* 1.92+0.95 0.62+0.25

LISL v.s. Control » #% 7+ 0.05<P<0.1; @ *% 7+ P<0.05 »

MRL-lpr/lpr 2% | B p 12 &1 » Fif 39 F 3 28B4 0 @ 5 T g -9 (proteinuria);fk
o A AERHRES-B YT ASL)Y e Fppre-16-18 B 4T > SR F R &) B 18k
208 Fg dee FRARE G E M2 AR G450 B 22 2 25 kR R TP AR Mk (S
B 4) - @ B 4B Ak v %?iff FW o B ISL " M Fe FER gk o 2 v A 4 10 mg/mL 2

W ZF AV E Y K SR REEE



(A) (B)

24 - 100 -
—O— Control - ] —O— Control
22 - —@— |SL, 0.5 mg/kg BW ’_IE‘ 90 - —&— ISL
>
T 20 A e
g 8 80 -
D 4
£ s
T 16 S 701
3 2
[y
= i [<5) 4
) 14 o 60
S 3
o i o
= 2 © 50 1
g g
£ 10 ~ 2
o T 40 -
6 g
o
6 | 30 -
8 10 12 14 16 18 20 22 24 26 8 10 12 14 16 18 20 22 24 26
Age (weeks) Age (weeks)

B4~ ISL % MRL-Ipr/lpr -] & 5 34 7 B(A)2 fe 36 5 2 F(B)~ 25

ggﬂiiwﬂhﬁﬁﬁgwﬁmp%&m%ﬁﬁﬁih%%ikﬁi

AR HBED] MRL | RAgidds 2 o agiere 10 2 it € F RG] § ehfn
# L wte g 0 blde IL-6 22 IFN-y o FJpt K F 5 | B4R 418 P4 i ¥ (primary cells) s
¥7 o B ArB AT 0 ISL ] Raviyrimie 2 Sk ¥ i Mg IL-6 &2 TNF-a(Spon. A41* p & %
LPS £ fljprimre) > pt A fhimre g % B3 Len /i i o § i w02 LPS fj > ISL &
P 1L-6 % AR L Bpon ISL ende A B {rh ] B g k2 a4 o

BB AL TR > NP AE R TR Tme L F s £ ISL 4~ a02d
& o Bk 4cB 5o ISL & jictE MR me (i IFN-g A i 8 (&% 2 & ConA eafljps & if 2
T)o A s ISLATE H A IL-10 s g 0 A H F e & CONA IR 2 Tl RE T REF
b o g R IL-10 £ F AT B amte il 4 0 Bt Th2 85l enmve s > A0 v A &7 T e
T P 2R FP B ISL T sc SR 4 IL-10> A& p WA EZRP T dofe a1 2 drd)
BARE o A HF %] KL ds n=20 -

AR R T R24-25 TR RY  BES TR AR T ﬂz& Ly 4
YRR P A R TS LE TR ST A g o d 3t SLE B E B R4 ,ﬂg
FUm g FFwe 2 ¥ > ¢ SR < (%% diameter of glomerulus) > & 3 # W
BRI SR LR R IE R A R IR T RR TS o B % Aol 6
B o B 6(A) 5 #dle g ISL 4 B enT % H&E % ¢ BI(200X 2 2 400X & m §l) > % 77 %
ISL ‘o | SUF-Shafdd] > B2 S LRGBS APRS F-Ss  eR K
(REWA 3 M)ERO6(B) ¢8I ISL 3 Ffziizhmgs L2

>‘lw



PEC cytokine (ng/10° cells)

SPL cytokine (ng/10° cells)

1 Control

—
500 10 -
| L6 TNF-a
400 - [ % 81
; E
| i [
300 1 P00l 5 o]
] . 2
1 [«6)
1 =
200 A X 49
] >
o
] o T
100 - B 2 * P=0.02
) T
] ’—-L * P=0.03
0 0
Spon LPS Spon LPS
25 ~ 10
1 IEN-y T : IL-10
20 - T 5 8-
| ) ]
| © ]
| o) ]
15 SOy
] c ]
, 2 ] ** P<0,01
10 A X 4 4
] S ]
g |
o
i - |
5 ] 3') 2 A
0 ; 0 —
Spon Con A Spon Con A

B 5~ 24 % %% MRL-lpr/lpr -] 878 vpimPe 22 S5 mve & 38 fm ¥% e 2. 30 58



(A) Control ISL (B)

I Control(EtOH)
[ I1SL( 0.5 mg/Kg)

diameter of glomerular interstitium areas

B 6 5 % MRL-lpr/lpr - & 555 1 (A) e B 5k 4 5 £ 1 fedh(B)2 ot

SAHEYRAFALMURBRF BN Z R 2 A i

Aty - #4217 SLE R & if &k ¥ 7 ko % (peripheral blood mononuclear cells,
PBMCs) 4 = )?sﬁ-#gﬁe,é SEkILES T :}a; 3t o B SLE ,&‘ﬁﬁi’fé‘}?——‘ﬁ e PBMC » 4r# 2 &+ SLE
,?.,—“z;rg T R “‘F‘i‘ PBMCs 7 IL-6 € (P=0.007) 142 IFN-y & (P=0.001)/ %23 435 % ; IL-10
GIA R LR F A @B E e ek -TGF-BL 4rm &1 % (P=0.001) - # % % B+ IL-6 ~ IFN-

Y TGF-BL & f WpEHM Ry > FAFAFHL S ERG A4 L NP p WAL

22 EEFYSLE R F B R E Pwe SRR M e h 2 7

e gk IL-6 IFN-y IL-10 TGF-p1
(ng/mL)
TR X 5.11+1.05 0.60+0.10 0.44+0.06 2.75+0.37
SLE £ % 30.6+14.8%* 4.61+0.55**  0.41+0.05 0.04+0.03**

'SLE & F vs. B F 2 A wrepi 2 £8 0 47 P<0.0L - N=4-6 -



Flat o B H A0 e kR ISL % AR SLE & PBMC tn% o A 45 8.3 3 854 e i
B2 a4 o BRI A o ISL Ak R 5uM B AT E § B F 5 S IL-6 27 IFN-y; 11 2 & e
A TGFPLA X B2 i 4 5 610 uM+ 23 I ok o

Isoliquiritigenin (ISL) on lupus cytokines

40 - - 600
1 I ] c I

[ 25umiIsL i -

g :|: N 5.0 uM ISL L 500 g
= 1 [ JioumisL i D
> 30 i &
5 i 3 c
c C 400 g
= — 0
o 1 I 3
g 20 * * - 300 O
%] 4 I —
T I 2
zZ L LL
% | o . — 200 9
g 10 I S}
_ - 100 S
= . ] o
*k - -

0 0
IL-6 IFN-r IL-10 TGFbl

B 7~ ISL %> SLE & ik i 8 Primoe & it B An B im % jfck 2 B0 48



% 3 ~ Effects of ISL on immuno-regulatory and inflammatory genes expression in SLE condition

Gene Ctrl ISL Down or Up Immuno-regulatory effects
TNF 15.8 11.0 J Inflammation
1L-6 9.8 1.3 \3 Inflammation, Th2
IL-12RB2 9.8 4.9 \’ Inflammation
IL-17F 169.2 9.1 2 Th17, inflammation
IL-2 153.5 21.9 \J Thl

IEN-y 252.8 112.8 \’ Th1, inflammation
1L-10 4.1 -3.1 J Th2

IL-13 144.8 131 J Th2

IL-21 181.5 385 2 Autoimmune
IL-27 78.6 17.6 2 Autoimmune
IL-7R -3.1 -1.2 T Autoimmune
TGF-B -1.1 -1.3 --- Regulatory T cells
IRF4 15.6 7.0 J Signal transduction
JAK2 5.1 2.1 \§ Signal transduction
SOCS1/3 4.0/2.4 1.7/-1.4 J Signal transduction

AR HEANFEFEIAK 2 STATREDERBRHEABM e 2 A
d QPCR Z st % % ¥ @ 4r > ¥ v FA 2 47(ELISA #icdz) > ISL £ % T A & 25 | &
A F e IL-6~ IFN-y~ IL-10 hmRNA 2B E 5 Fob » 2 BB EPETHF LM TNF 12
IL-17FRNA 2R E » &#drd| Th1I7 7 v 7 B -
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