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W, RARERHZANZAARLRRIE DDA P ZL MM IBIET Vamorolone 89 77 2L,
AEGABARBEARL ISR T ERET X0 GARWIEE, £ A L RIRJA MRL/Ipr
F= Pristane # F 09X HAF A ML RAE D RBEA P, Vamorolone W EFR ST IRAAFER, K

KT dni# anti-dsDNA HkAK-F, SR T RE &k, aUEFEEF
R FRBE DR mpag A KRB ER L EREE G(1gG) &%
BT A IR AR
A FILT £4E69 Thl17/Treg Yol 69 A &L 4K,

J£ B AR EMRL/Ipr A7 & 1 232 5
BEA M) B AR T AR K69 Th17 &m peybss]
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£ 49 Treg 4a i /K-F, 77 Pristane # -5

KEW: A LML BIRSE; Vamorolone; £ E B 2h4); Thl7 MA6; Treg MAe
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Vamorolone 1E Sy — Ff 357 A1 1) fige 25 A 2K ] ot 24
Yy, A IR S50 e iR AL, 12730 4ok 45 640 e o
BOR Z AR KPR AE Y, SR, Vamorolone 2
TN, TR SR AL G R IR S SRy
TS 2 R i A G BEPE 22T 98 % W, Vamorolone
FEAE 11-p-F2 B2 [ e It 0l (0 JIE 4 Y, R IR 25 5
SIRARG RGBT HE WA EIVE, (e . &
JOR G A A 25201 Vamorolone B 1 FH T FE G L 57
A K fiE (Duchenne muscular dystrophy, DMD) & % HY
VBT 228 fE DMD F)IEYT i #2 H, VamoroloneZ2 B i
VA% e W8 F i 3 B 47 1 2 A VERNYT AL, U HAE B
R A KT TR DL RO R g8 B 0, fER K
WG TT HY H v, Vamorolone ) i ] BE % A S0 /B
B B A R MBI, B A R AR B, Xl
% Vamorolone B} TV EMY SLE iRYr BT & .

A5 38 3 MRL/lpr /)N FRAR #Y ) Pristane i 5
FEAY, AL T Vamorolone X SLE fIRIT AU . 45 %
P, FEIX P FR SLE #5751, Vamorolone i 3 [ AL T
/NERIMLIE H anti-dsDNA HUAR A KE, 38020 1 I ILEF A2
PRAEEFRE 5. HAh, B IEREELS4T 78, Vamorolone
REf% 22 fift SLE A AL /N B B /N eskdbi 4, I b 25 i 20>
RPEERE I G(1gG) MUTR, BE B e, #F—2m
ML 5% 2 BH, Vamorolone i 3 ##%5 Th17/Treg 41 iy
(TR S R R D RE, KRR

1 SCIGERSY

1.1 EZFERRSIKHA

Pristane 1y H 3¢ [& Sigma 2\ ®] ; /v Bt Th1/Th2
2 LA 3R L /N B Treg 4 M AS DU 3500 &0 1 o
= BE Bl A= ¥ A BR 2 &) 5 PE-CyTM7-Anti-Mouse IL-
17A HUAR L /N BRUR B RS 500 0 e ] 3 B
R R MR R A BR 23 75 /N B anti-dsDNA 114K
) & A b AR SR AR A BRA F N BUR R A
A IR & L /0 BRUDLIR A 0 350 6 g o kA
Y TROF ST SRR R P i &l A E &R
e FRHCH R AL P/ B 1gG H&EL(FITC) I
H 2 [E abcam /A 7] ; Naive CD4 T Cell Isolation Kit,
anti-CD3¢. anti-CD28 ) H 3¢ [E Biolegend /3 F] ; Anti-
mouse [L-4, Murine IL-12, Murine IL-2, Murine IL-4,
Anti- mouse IFN-y, Anti- mouse IL-12, Murine IL-6,
Human TGF-8. Murine TNF-a, Murine IL-18 g H 3¢
[€] Pepro Tech /A F .

1.2 EFENUF

b TAE A Oh E s b % & A R A A, CA
1390-1 # ) 3 — % Ak ik 3% 7% 48 (36 B Thermo Fisher
Scientific /A 7, BB150 &) ; % 5% 81 & o f % (1 (=
Leica A ®], DMIL B ) ; £ I fi fif§ b {X (3£ & Bio
Tek 2~ H, Synergy H1 %4 )5 3t X 40 Mg A3 (3€ [ D1 e &
/3], CytoFlex LX #Y) .
1.3 EEAHX
1.3.1 53 3h4h Pristane 75 5 A9 SLE # A1, 8 J& %
M BALB/c /INER, W A 1 1 P4 5 2R -2 L 52 56 3h )
ABR/A T, Control 41 BALB/c /N RS 1T 5 0.5 mL
AEFRER K, SLE #EAUZH BALB/c /) BUE I 1R ST 0.5 mL
Pristane., WEHRIITIR . 55 8 G 12 JEUW4E /N 24 h
PR, R F DR AR R AR E A7 PR A8 2 a2 A, P4
Il H S/ NERURBE S AL . 5 12 FRR4E R
PRAR RS T 45 R R AT VAL o 3% S R ORI T 43
KF 1 43 O R BR 25 300 mg/L) , W) 2 i /0 B
SLE 3fj ¥ 5 1 325 45 J ) o 55 56 B AL 43 Model 2H
F1 Vamorolone#H 212531-32)(Vamorolone Jii & 43 ¥ K
20 mg/kg) , AL TE B LA TR 12 RG4S

H & 1 SLE /N BB 7 . 7 J&] 3% 4 MRL/Ipr /)N
BRI A 5 MR SC A | /N BGE B R SR 1S, bl
HL43 > Model 21 Fil Vamorolone (20 mg/kg) ZH , i i
T 2 S 8 A R S, MEPE MRL/MPJ /N BUE
& Control £H (i FE4H ) .

ARSI R TR 2 AR W e B DL s At
(e PRI ECUST—2024-022) . FIF A 5256 )5 k4%
W 2 (] 6] 37 TO A= R 5 e K A 1 52 36 2l 4 4 3R el
FHAR FE VAT FIBESE
1.3.2 % anti-dsDNA fuikaem] iz BRG] G i 45
PRAE : B AR AL b AR AS I B3 X B 100 pL,
37 °C R A6 # 30 min, INAVEBRBOEE . A
100 L 25 449, 37 °C 553256 ## & 30 min, T A VE
WREHBE A 50 L BT A F B, 37 °C #
JRE 10 min, LA 50 pL 2 B 1520, 78 450 nm
WA ARSI W S
1.3.3 s A WLEFAR M 4% R & e B 5 4 96 FL
M 6 uL I3 ShR &, B FLN 180 L AA
A, FE 37 °C £ F &N 5 min, Il 5E 546 nm 40
BE, 0N AL LN 60 uL B B, FHKAE 37 °C X
N 5 min, WAE 546 nm AEWOGEE, 108 A2, A2~A1 |
R GRE AR, G5 AR E S TR IUR FE
1.3.4 o k& fRARM 3 BT E vl P R AR 7E
4 mL B0 A 20 pl I s bR vE & [ A
250 L IR 2% W, 76 37 °C K4 R BB 10 min,
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JIA 1 mL (7 S 60500 B U RR AN 7E 37 °C KR
By N 10 min, 640 nm A0 e WO L, AR 45 A
s P VA R O B B30 1M 9 PR 28 R

135 gFaren  FAHAE RS/ 24 h IR,
i B0 & U ] A AL A 30 pL JREEL
FRE i, &L A 180 uL k5] 1, %5 IR % & 5 min.
M€ 595 nm W' B, ARLRR B 74 i 1) 9 B8 I O'G B
PR MR EE

1.3.6 4N A2 Th1/Th2/Th17 mfaiz X4&3 B 100 uL
PUEE I A 100 pL RPMI-1640 15 3% &, IR &) )5 i
A 0.8 uL. 250x#) PMA/Ionomycin Mixture fil BFA/
Monensin Mixture, 37 C 35546 & 6 ho HL 100 uL
YN ML IR B WO A 5 uL FITC #7121 Anti-Mouse CD3e
M5 uL PerCP-Cy5.5 5 i ) Anti-Mouse CD4 #i 1,
% kG EF 15 min, I A 100 pL FIX&PERM
Medium A #1720 40245 A i [ e, =0 T IR
FF 15 mine JA 2092 WOR PRI B 0, 5 100 pL
FIX&PERM Medium B 24 i, A 5 uL PE fric
1 Anti-Mouse IFN-y, 5 pL APC #5ic i Anti-Mouse
IL-4 #1 5 pL PE-CyTM7 #5iC B9 Anti-Mouse IL-17, %
HL A 15 min, B0 e E L. H
500 pL P 227 vh i F A A, ST BD LA

1.3.7 S £ Treg £afiLin XAem  HL 100 pL HTEE L
BA 5 uL FITC #5iC# Anti-Mouse CD4 FlI 5 uL. APC
(WP E M) FRICAY Anti-Mouse CD25 $iiK, &5 156
JEEE 15 mine MILA 2 mL £1 40 i S i, =5 T S i
15 min, J5 ARG MR LRSI . A 1 mL
I 5 T T ARV, 25 IR 1 hy 5 PR RS % b i vk
Yo H 100 pL il AR 2% o i B 2 4 i, i A S uL PE
FRiC Y Anti-Mouse FoxP3 $iiK, iR E 30 min.
N T i R % 5 0, FH 500 L 3 20 2 gk o
L, Sz ED AL

13.8 H&E & AR E M AP 21K,
K10 min HEAT LS . KR53 5 ¢ 2 100%., 95%.
80%. 75% & BE 1 4532 0 5 min & /K, PBS 4§ ¥ Uk
B TN ZYLRYAZ 5 min, $hPEJ T INERER £ F%
IR 10 s, WK e 2 B T 240 B 5 4 10 miin,
INPFLL Y gL €0, 10 s, PBS SR UL . A L 4R
WHETERMBK. 75% LB 80% L. 95% LI
100% £ B¢, —H R 4323 5 min 347 B 7K 8 B Ak
R B A

139 PAS & AIEY) il /K2 B 7] H&E 44
o A WY I A R S T T A, RO
10 min, ZE 7K PRI GRS . N Schiff 1K, 37 <C
WEOCIEE 1 h, ZRBK PR IR TR . MR AR R QL

W10 s, ZEIRK P e, T INER IR L BE /AR 10 s, 7K
S 10 mine YR WKEW K3t 2P 3R A H&E Y ff.
1.3.10 £ RAFE AWYF#& H&E Y @40 5
It s 52 K S, B AR BT RAE W b o O O B
8 min, HUH B 7 7 min, RN 8 min, H AR HI =
ko PBS YRIRJE A 5% R FA 550 1l 2 1 75 =
TR 30 min, L& ML3E /5 I anti-IgG H&L(FITC) it
e, 4 CWH LB, PBS PRI . T N & DAPI(4',6-
diamidino-2-phenylindole ) A T %¢ YL K, ke % I
J%E Smin, =B A E A

1.3.11 AR AE# € m a4 B Jo T £5 10 T B BUIE:
JIE, A 70 pm 20 B, B R i T S 4 ] RPMI-
1640 15 37 5L vh e, 40 f 38 2o 075 0 23 8 &5 50 mLEg >
BB, BV R A 3 mL 21 20 it 24
W, IR E IR E 5 min, JiTA 6 mL RPMI-164055 5%
FEZC R B o PR SO WCAR 1 4 R EE R, R A A
He g 13108 4~/mL,

1.3.12 Naive CD4' T ¢ R B &  1E/r i h
SN 200 pL. 1x10% 4>/mL f4 75 B 28 Jif % % F1 20 pL
EYEPURIR AW, VK LW F 15 mine fITA 20 uL
HERE MR YUOKRREER, VK LW 15 min, JA 2.5 mL
) PBS, vK_ LS8 30 min, Bf4r ik B EREN T, b
T30 5 min, BER53E CD4 T 0254, 8 A,
WA LW . BT RIS WS B0, IREBULTE R CD4*
T . FH RPMI-1640 15 3% 3k 5 B I 0 5 vk 5 ol
1x10° 4~/mL.

1.3.13 Naive CD4" T 4@ 54t CD4" T il 8% 40
JitL ¥ FE oA 1x10° 4~ /mL., CD3e Fi1 CD28 il 5 i #t :
Th1, Th2 1 Treg iX 3 Ff 4 ffd i F 1 ug/mL i) CD3e
1 CD28 il Se A A, Th17 20 & A 5 &2 ¥4 & o CD3e
2 ug/mL, CD28 5 ug/mL, 96 FLA H 56 i A 50 pL #Y
CD3e fl CD28. 37 C ¥ AT E 2 h, 5% LG/
PBS ¥k, Thl 4Hfals3: 4054 1L-12 10 ng/mL. IL-2
10 ng/mL. anti-IL-4 10 pug/mL. Th2 40 Jf 5% 3% & 1
4 IL-4 10 ng/mL, IL-2 5 ng/mL, anti-IFN-y 10 pug/mL,
anti-IL-12 10 ug/mL. Th17 40 My % 3% 4% 4 Ky IL-6
30 ng/mL, TGF-f 3 ng/mL, TNF-a 10 ng/mL, IL-1p8
10 ng/mL, anti-IFN-y 5 pg/mL, anti-IL-4 5 pg/mL.
Treg 4 Jfd 5% 3% 554 4 IL-2 5 ng/mL, TGF-B 3 ng/mL.
DAL 20 Bl Al 45 RS R FE 37 C SR FRAR T, A
0.1, 1, 10 umol/L ¥ Vamorolone #4171 1ii, 48 h #17
AR, 96 h SR A0 A AG I

1.3.14 4B A7 AL IZ A I SE 56 B0E ¥ %
Graphpad Prism 9.0 # 17 4t 1153 #r, fifi H] Student's t-
tests S B [H 22 One-Way ANOVA #1770 #r, Fr & 45
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T UL Y 4R 1R 22 (SEM) R o p<0.05 Fm 8L
PWAEG T 2F L HAT B E PR 25 5, #3RIR p < 0.05; **3F
R p < 0.01, #¥*F 5 p < 0.001, #F¥F 5 p < 0.0001.
b3 ¢ G % H Image J. Graphpad Prism 9.0 #F47
530

2 GRS

2.1 Pristane 55 SLE #&3!

N T R 5% Vamorolone 7€ %5 B A= Bl 45 {4 F %}
SLE WY Z&fift{f: JH, ABE5E 1) 20 HMEYE BALB/c /)M il
JE JE N T Pristane DLE S /N BRURSEME'E R .
W /N B 24 h BRI, R PR AR 4R R A7 R A 2
A2 R, AR A S N DX e AR A T PR AR 1 B
(=), 100 mg/L(£) . 300 mg/L(+) . 1000 mg/L(++) .
3000 mg/L(+++) . 20000 mg/L(++++) o

R 1 prR B T 1 O Pristane i 8 JEHF 4R
LR R, 2 R+ 4, BEM [ HERS, 8 BR 0 B
SEFNPR & H BN, &AL 12 AR, 50% B9/ BUR 3
[ 2 e R R 3 300 mg/L, 30% Y /N BRUPR 2K 14

WSR3 1000 mg/L, Control £ JR 2 11 i & ik FE AR T
100 mg/L, AFifi B [A] AR T B I o SR FH PR A 1 A 3
T G R AR Y 20 /)N B AT A A T, 4 SR R ]
12 JiJ5 16 /N 24 h JREE A & & 5 3% & T Control
20 (& 1(a) ), HABERIZHE /N B B0 RH 0 i) 1 6 &
% (K 1(b)) . ZEA U EZR A EX 16 H/NEL SLE
BYIEAITE R .
2.2 Vamorolone 3f SLE /I RAERITF iR R Z M

N T PEA Vamorolone X} SLE HJVE Y7 R, A<
FHEPE T H & PE SLE #% MRL/Ipr /NERL L K Pristane
P51 SLE /N RS RLHEA T 253007

16 H 8 JAI& i Mt MRL/Ipr [ %4k SLE /) b
HL 43 B Model ZH 1 Vamorolone 41, 8 H 8 Ji & nt
£ MRL/MPJ /)N F_AE & Control 1. Vamorolone 2 i
T E S TIRYY, FRERA 2 8 T . SEIRAS R 4t
T4/ FET 3, Model 41461~ 1 L, MRL/MPJ
ZH 11 Vamorolone 41 JC/N R FE T (&l 2(a) ) o iX K W]
Vamorolone A [ MRL/lpr /N R AYSET- 3R,

16 H SLE RSB RLII1) BALB/c /NRIZ IR IR
F A5 1341 B Model 211 Vamorolone 2, 5340 8 H,

1 NEURE 1 BRER W ot

Table 1  Urinary protein monitoring data in mice
Percentage of mice/%
Time Group Number
— + + ++ +++ ++++
Control 10 100.0 0 0 0 0 0
Pre-induction
Model 20 100.0 0 0 0 0 0
Control 10 70.0 30.0 0 0 0 0
Induction 8 weeks
Model 20 20.0 40.0 40.0 0 0 0
Control 10 80.0 20.0 0 0 0 0
Induction 12 weeks
Model 20 0 20.0 50.0 30.0 0 0
1500
—_ kskoksk
o
en Control
£ 1000t
=
o}
2
S 500t
.8
S)
X Model
0
Control Model

(a) Quantitative urine protein test results

at 12 weeks of Pristane induction

(b) Abdominal hair loss in mice induced
by Pristane for 12 weeks

Data are presented as mean =+ standard error of mean (SEM); ****p < 0.000 1 compared to the model group; Control group n=8; Model group

n=16

[l 1 Pristane 35 S/ B AL Il

Fig. 1

Pristane-induced modelling in mice
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100 |
S 80
=
2
= L
E 60
3
% 40 ¢
g ~ MPJ Control
o 20 + — Model
- Vamorolone

0 4 8 121620242832 3640 44 48 52 56 60
t/d
(a) Survival curves during treatment of MRL/Ipr mice

100

S 80f |
=
2
E 60
5
< 40
o
% — Control
= 20+ — Model
- Vamorolone

0 8 16 24 32 40 48 56 64 72 80 88
t/d
(b) Survival curves during Pristane-induced treatment in mice

&l 2 MRL/lpr /MR Pristane 15 5 19 /0N BRUIA 7 11 18] 04 A 77 i 26 (n=8)

Fig.2 Survival curves during treatment in MRL/Ipr mice and Pristane-induced mice (n=8)

8 H M BALB/c /)N R AE i Control 41 . Vamorolone
Him v B A A TIRYT, KRS 2 12 A, SEEnsh
W SE T 45 /N R FE T2 %, Model H AL T 2 H,
Control 21 #1 Vamorolone 2 JG /)y AL T- (& 2(b) )«
X B Vamorolone 1] [&AIX Pristane 15 5 A SLE /N
LT
2.3 Vamorolone 3} SLE /N RAZE! ) anti-dsDNA #1

KR ERGIERIR N

IML7% H anti-dsDNA HT 44 ] 15 A ] Wi s ™ o
JE () BRAE AR, 25 245 25 5 Rl MRL/Ipr A58 4 2 /)N
LML ¥4 anti-dsDNA $i /& 7K °F-, Model 41 /N B IfiL 75
anti-dsDNA $iT{& & 2 & T MRL/MPJ 2, Vamorolone
20 A] B 53 PG I3 anti-dsDNA HARR K F-(& 3(a)) .
I LT 0l R 25 Z0FE B T RE I 5 ML N B AR

7 300 T2 %0
g0
£ 200 gL, %0
£ 5 5 40
g 1 ES2
&0 s ~
T T e 2 e e
< [ <
AR ARSI
R & g S
» & N &
(a) Anti-dsDNA antibodies levels  (b) Serum creatinine levels
in MRL/lpr mice in MRL/lpr mice
—~ sfeskoskosk * = okl *
T 300 2 40 %j
2 £
& 200 = 57,30
&0 S~
< 100 SEY
o) EZo
on 5 ~
Ei 0 > ¢ 0 > >
& & S & & &
SR R
& R

(e) Anti-dsDNA antibodies levels
in Pristane-induced mice

() Serum creatinine levels
in Pristane-induced mice

¢(Serum BUN)/

c(Serum BUN)/

%, B2 25 B D g 32 2140005 5 Bk fe 0w ss i, 5
JUE G2 208+ 0L 9 UL R i PR 26 R0 BOCHL A B8 A I
o, ST e .l R & B, 5 MRL/MPI 414 L,
Model £ Ifil 7% WLEF 7K -+ 5, Z84:F Vamorolone 797
J&i o I35 LB 7K 7 d 2 B (18] 3(b) ) o 4% 4 il JR
RRAKFELBEZER(F3()) . REAFLETIR
W, IEE N DL HACEARAR, K T a] £ B
P00 1 AR AR AT PR AR A ) e A I A%
/N BUR & F 7K, Model 4/ RURE A B F 8 T
MRL/MPJ 4, Vamorolone £ [ [% Ik R & 1 /K %
(B 3(d)).

1£ Pristane 15511 SLE /N RAE K Hf, Vamorolone
A BEAIR MY anti-dsDNA B F) /K- (& 3(e) ) | 1T
WUEFZKFE (B 3(6) ) | il IR 28 BKF- (8] 3(g) ) SR

EE T Hok

—_
W

2000

_ = ]
= D o~
17‘ 10 g7 1 500
s &1 000 _
= g
g -5 £ 500 -
= 0 El 0
QU
N
\V@x & \@@ &
& W» o Y W ©
W R W <
(c) Serum BUN levels (d) Urine protein levels
in MRL/Ipr mice in MRL/lpr mice
_ 20 * ok é 2 000 sk *
L 221500 :
- o 2T,
g 10 2; 5,1 000
£ s = E 500
0 N N < 0
$° Y o‘\e & & o‘@
& & @
4@‘0 R

(g) Serum BUN levels
in Pristane-induced mice

(h) Urine protein levels
in Pristane-induced mice

Data are presented as mean =+ standard error (SEM), *p < 0.05, **p < 0.01, ***p < 0.001, ****p < 0.000 1 compared to the model group

Kl 3 MRL/Ipr /)» B (MRL/MPJ 41 n=8, Vamorolone 4 n=8, Model £ n=7) fl Pristane i 5 (¥ /N i) (Control 41 #=8, Vamorolone
2H n=8, Model 21 n=6) %1t Vamorolone J577 i I W B IR i 254k

Fig. 3 Changes in blood and urine-related indices in MRL/Ipr mice (MRL/MPJ group n=8, Vamorolone group n=8, Model group n=7) and
Pristane-induced mice (Control group n=8, Vamorolone group n=8, Model group n=6) treated with Vamorolone
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FIZKF(E 3(h)) o
2.4 Vamorolone X} SLE /IR 'S AEfR B 715 B 22 1
SLE 00 B U Re 40 0 e J 255 350CE I 1 B
PRPEARE, JUH R B /INBR oA B A G A= | 5 PR R
FAAESF . H&E YLt fl PAS Yo 0 n L2251 B /K
7% o 1E MRL/Ipr BA AR 29697 1) Model 2H /N B
HE I /INsK P B 4 A R B L G A | BRI R )R
L (0 5t R4 M 2 R, R B B Sk T Y
JIE 33 . MRL/MPJ 25 D) A UL B S 64 /N Bk A2 1, R
H BB E 405 . VamoroloneZH F 5 JIE 5 175 5 Model
ZHAH LE, B/ INER AR ek A%, R R P Bz A4 T R B 2
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Vamorolone Ameliorates Renal Injury in Mice with Systemic Lupus
Erythematosus by Modulating Th17/Treg Cell Balance

XIAO Yunping, DU Siming, HAO Aijing, LI Xiaowen, HUANG Simeng, WANG Rui
(School of Pharmacy, East China University of Science and Technology, Shanghai 200237, China)

Abstract: While traditional glucocorticoids are effective in treating systemic lupus erythematosus (SLE), their
long-term use is associated with severe side effects. This study aims to explore the therapeutic effects of the novel
dissociative steroid Vamorolone on SLE and elucidate its key immunomodulatory mechanisms. We systematically
evaluated the efficacy of Vamorolone in two classical SLE animal models, providing critical preclinical evidence for its
potential as an alternative to conventional glucocorticoids. In both the spontaneous lupus MRL/lpr and Pristane-induced
SLE mice models, Vamorolone significantly improved survival rates, reduced serum anti-dsDNA antibody levels, and
effectively ameliorated renal function indicators such as proteinuria and serum creatinine. Renal histopathological
analysis revealed that Vamorolone significantly alleviated glomerular cell proliferation, basement membrane
thickening, and IgG immune deposition. Mechanistically, Vamorolone exerted its effects by reshaping immune balance:
it primarily increased the levels of immunosuppressive Treg cells in the MRL/Ipr model, while predominantly reducing
the proportion of pro-inflammatory Th17 cells in the Pristane model, achieving an effective reduction in the Th17/Treg
ratio. This study confirms the significant efficacy of Vamorolone in treating SLE, demonstrating that by modulating the
Th17/Treg cell balance, it effectively mitigates renal damage in SLE mice with differing pathological backgrounds.
This suggests Vamorolone holds promise as a new generation of safe and effective SLE therapeutic agent.

Key words: systemic lupus erythematosus; Vamorolone; steroid drug; Th17 cell; treg cell
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