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R GPELL B B E A E I CD4'T 4ififirh ALKBH3-AS1
ek e 5 Th17/Treg s iih 2 BE W AH S PEWER

BB, ZRR, BEAAR, FAwWEA] (LARNTREER, IR 6140005 2. ok fE Lo BEE R,
VIS L 6142005 3. HhRg KA B e KUR e e Rk, K70 410011 )

i E: BW MR ESLMasiRse (SLE) &5 Eqh CDA'T 40t ALKBH3-AS1 A B 5380 T aa i 17/
PR T @ (Thl7/Treg) Aok EM XA, FiE =HMBKER LT FEER 2020 %7 A ~ 2024 553 A ##
o Z etk s saifs % 60 1) (SLE 41 ), 4%4% SLE %A E3h 4640 (SLEDAL) %444 &3040 (SLEDAI = 10 4, n=33) =
#8240 (SLEDAI < 10 %, n=27); FEIoFAIRFI MM RARAEF 52 6] Haf B, B = —fitt, REMANZIALS S
PF5P B fe Az tm it (PBMC) o Seimizkik o % CDA'T @i, AX @i sUbm Thl17/Treg & etk ot, 3% k58 PCR 4|
CD4'T %afie. ' ALKBH3-AS1, 4% #2485 I8 4% 24K ( retinoidrelated orphan receptor yt, RORyt) ARSI & A & BBk 295
W% (ELISA ) M5 do ik #5404 K BT (transforming growth factor, TGF) -B, &M% -17 (IL-17) 4%; & FH#
5 9% ok iR AMK C3, C4 K-FE AL, Pearson 947 ALKBH3-AS1, Th17 5 SLE &4 &6 R 47694/ %M ; Logistic
W25 4% SLE B A EHREG RN £, R R4 Hb, ALB, ALKBH3-ASI mRNA, CD4'T, #Mk C3, #Mk C4 B
%5 F SLE 4 (#Z=13245, -11.169, -12.675, -17.829, -15.240, -19.212) , RDW, TGF-8, ROR~vt, Th17/Treg, IL-
17, CRP 2#{&TF SLE %1 (#/Z=4.206, 10.054, 19.869, 37.942, 50463, 3.115) , ZFEH %t FEL (3 P<0.05) . &
)40 ALB, ALKBH3-AS1 mRNA, CD4'T % #4k T4 %20 (/Z=-8918, —2.483, -11.694) , CRP, TGF-B, ROR vyt,
Th17/Treg, IL-17 2% & T4 LM (#/Z=3.121, 5.671, 1787, 14720, 12.044) , ZF B A%+ FESL (3 P<0.05) .
Pearson 9 #7% R 2.7, ALKBH3-AS1 5 CD4'T 2 EA8% (7=0.663) , 5 Th17/Treg, IL-17, TGF-B, ROR yt, SLEDAI
F# 2 AAx (=-0687, -0.715, -0.705, —0.678, —0.671) ; Th17/Treg 5 CD4A'T 2 fi 48 % (r=-0.817) , 5 IL-17,
TGF-B ,ROR yt, SLEDAI $5 4k £ 48 %( =0.687,0.767,0.598,0.704 ). Logistics &1 )3 5-#7 45 & B 7, CD4 T[OR(95%CI). 0.715
(0304 ~ 0.904) | & b3, ALKBH3-ASI[OR (95%CI) : 0.654 (0.320 ~ 0.987) ] & ik L 4 & v SLE & & % 5% &
FHE G B F, TGF-B[OR (95%CI): 1.487 (1.120 ~ 1.814) ] F= IL-17[OR (95%CI) : 1294 (1217 ~ 1.887) |4 & L
B, Th17/Treg[OR (95%) CI: 1.674 (1361 ~ 1.679) ] & ¥ £, RORy{{OR (95%) CI: 1.547 (1252 ~ 1.941) |48+
KR FHmAFvw SLE B EkmEH AN AR &, 48 SLE &4 CDA'T e ALKBH3-AS1 &4 T, TGF-B,
ROR vt, IL-17 &k L5 B FkmESEARK, THEA SLE W Bar b ik & 30 7 e 2 AR S .
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Abstract: Objective To investigate the expression of ALKBH3-AS1 in peripheral blood CD4'T cells of patients with
systemic lupus erythematosus ( SLE ) and its correlation with T helper cell 17/ regulatory T cells ( Th17/Treg ) and disease
activity. Methods A total of 60 patients diagnosed with SLE in Leshan Hospital of Traditional Chinese Medicine from July
2020 to March 2024 were retrospectively collected. According to SLEDALI score, they were divided into active group (n=33,

SLEDAI = 10 score) and stable group (n=27, SLEDAI < 10 score). At the same time, 52 healthy subjects were selected
as control group.The general data of three groups were collected and peripheral blood mononuclear cell(PBMC)was obtained by

centrifugation in peripheral blood. CD4'T cells were isolated by immunomagnetic beads, and Th17/Treg ratio was detected by flow
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cytometry. The relative expression levels of ALKBH3-AS1 and retinoid-related orphan receptor yt (ROR vy t) in CD4'T cells were
detected by fluorescence quantitative PCR. The contents of transforming growth factor(TGF)- 8 and interleukin (IL)-17 in serum
were determined by enzyme-linked immunosorbent assay(ELISA).The levels of C3 and C4 were determined by rate scattering
immunoturbidimetry. Pearson analyzed the correlation between ALKBH3-AS1, Th17 and various clinical indicators in SLE patients.
Logistic regression analysis of the influencing factors in patients with severe SLE showed that the difference was statistically significant.
Results Hb, ALB, ALKBH3-ASI mRNA, CD4'T, complement C3 and C4 in the control group were significantly higher
than those in SLE group (#/Z = 3.245, -11.169, -12.675, -17.829, -15.240, -19.212), RDW, TGF-B, RORyt, Th17/
Treg, IL-17, and CRP in the control group were lower than that in SLE group (#/Z =4.206, 10.054, 19.869, 37.942, 50.463,
3.115), and the differences were statistically significant (all P <0.05). ALB, ALKBH3-AS1 mRNA, CD4'T in the active group
were significantly lower than those in the stable group(#/Z = -8.918, -2.483, -11.694), CRP, TGF-B, ROR~yt, Th17/Treg,
and IL-17 were significantly higher than those in the stable group(#/Z= 3.121, 5.671, 1.787, 14.720, 12.044), and the differences
were statistically significant (all P <0.05).Pearson analysis showed that ALKBH3-AS1 was positively correlated with CD4 T(+=0.663),
and negatively correlated with Th17/Treg, IL-17, TGF-B, ROR+yt, SLEDAlindex(r= -0.687, -0.715, -0.705, -0.678,
-0.671), Th17/Treg was negatively correlated with CD4 T(= — 0.817), and positively correlated with IL-17, TGF-B, ROR vy t,
SLEDALI index with statistical significance(r=0.687, 0.767, 0.598, 0.704).Logistics regression analysis, showed that increased
CD4 T[OR(95%CI): 0.715(0.304 ~ 0.904)] proportion and up-regulated ALKBH3-AS1[OR(95%CI): 0.654(0.320 ~ 0.987)]
expression were protective factors affecting disease activity in SLE patients. The contents of TGF-B [OR (95%CI):
1.487(1.120 ~ 1.814)] and IL-17[OR(95%CI): 1.294(1.217 ~ 1.887)] were up-regulated, the proportion of Th17/Treg[OR(95%)CI:
1.674(1.361 ~ 1.679)] was up-regulated, and the relative expression of ROR y t{fOR(95%)CIL: 1.547(1.252 ~ 1.941)] was increased
as risk factors affecting disease activity in SLE patients. Conclusion The down-regulated expression of ALKBH3-AS1 and up-
regulated expression of TGF- 3, ROR «y t and IL-17 in CD4'T cells of SLE patients are all correlated with disease activity, and can be
potential biomarkers for diagnosis, disease activity and efficacy evaluation in SLE patients.
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RGEVELBERAE (systemic lupus erythematosus,
SLE) J& ZRGM itk A B e tpais, P
DURZ R UAR . AMASE R E G, WK T2
SEHUASR B RFEIREZH Y, DIs . KK .
RN E SRR, HRmAi e, REER SLE
SRR, 2020 70/10 TN, SR B L L Bil L 2 9,
RIRANRF EBEEPTEHF Y, BT, SLE MEURL
PR A BB, b MR s SRR T 40 17

(T helper cell 17, Th17) /451 T 4id ( regulatory
Tcells, Treg ) A7, Th17 5H4I/ 2 (interleukin,
IL) -17 Bhad BESOE, 005 40 A A= AUE DNA it
RIS ZE BREE 1 G Uik, {2 SLE A A8
45 Bl S —5 T, ST A& BRAE SLE HUE SaRe 4 |
12 K B e AR R A A K e o Rk KBS AR )
RNA (long non-coding RNA, IncRNA ) . IncRNA 7£
PRI e tafRoe it | 55t RHIE A ILI0 1% PR 45 55
JrTE B ZAE Y. Gl IncRNA-p21 7EARIE B 48
FAMNE MY ( peripheral blood mononuclear
cell, PBMC) FURE I difgrf mi3eik, HA SLE
¥ U6 81148 2 (systemic lupus erythematosus disease
activity index, SLEDAI) 2 IEAMH X, ff THW& T
H ALKBH3-AS1 % 7% 2 7 2 SLE /& # PBMC
ALKBH3-AS &35 FH, 51% SLE 4 CD3 i
T2 $R ALKBH3-AS1 1] fE A1 12 W 5 0 1 45

B LB R R SRS B bR S . SOAR 5 i 2ot PR 1)
SLE % ALKBH3-AS1, Th17 8K T 78kl
O, s AT REAEAERIE T HLE], BAEEERIZ IR
X} SLE ALl B, LU I ARG 7 b .
1 #R5FE

L1 Bt & Il e g Ok Ll vb B2 B2 e 2020
7 H ~ 2024 43 A2 N REMEABRE Y
# 60 15l Sy SLE 4, 559 8 i, Lk 52 o, 4F %
26111035 %, B{RFEFEE (BMI) 19.35+2.59
kg/m’; (] At B[] $0 ekt BRE AR AG: 3 52 9] R Xk R4
B8, Lotk 44 B, ik 26591117 %, ik
JFEFEEL 19.54 +2.57 kg/m’ . IS5 DFFA 2020
W E RGEMELL BRI I2Y T R ) @ 36T SLE M6
ZWbRIE; QI B JCH IR 5 8 1 IR R S e
Tl 258697 b HEBRbRUE: O F O FEA 4
sAEMIARIEA TR, @QiIE—HANAFRE; OHE
JRCY KON E R R A IRER LA RS
= X (th/=0011, -0.236, -0.386, ¥ P>0.05) ,
ARG 1 BE B PR 2 S BR R B 2t (IS
2020071) -

12 EHEA AL (55 DH-800CS,
T EPREATIRAF] ) 5 Al (95 CytoFlex
X, Beckman Coulter ) ; PCR 1% ( %5 . ProFlex,
Applied Biosystems ) ; A C3, C4 ELISA il & .
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¥tk 4 K W F (transforming growth factor-f ,
TGF-B ) . MM/ % 17 (IL-17) ELISA iX#] &
[ #15. D730541, D711219, C630014, 4 T.44¥)
T ( Bifg) AR F 15 human CD4 FITC,
human CD25 APC, human FOXP3 ( #i! 5. 11048-
41, 11045-10, 11065-14, eBioscience ) ; human IL-
17APC (15, 563295, Biolegend) .

13 7%

13,1 FRASRAE KACHE . SRAEFTA N A E SN I
4ml, EDTA HifiE. MminA S5wEiREhs ik (PBS)
RAE O, 2OEHIE 41 /7% AR (fluoressence-
activated cell sorting, FACS) EE, .05 Iml 5¢
SRR EE, Bk L, £ PBMC R

132 RPEREERIE AT B CDA'T 410 L) 107801
TP TS AR S 4316 7% (- magnetic-activated cell separa-
tion, MACS) HE40ffl, N A CD4 Microbeads, 1%
SIJEIEE IMA MACS B0 25 [ E , TR E AN
MACS {36 LS #=, 4HaNEEENIA , /e 4
FEHIA MACS w4345

1.3.3 %% &t PCR Kzl CD4'T 4fi fifd ' ALKBH3-
AS1, 4k H g AH & 9% 32 /& (retinoid-related orphan
nuclear receptor yt, ROR yt) fHXFRIAGE : WK
2 CDA'T ML 5.0 5 13F, A CRL2 IRAIFEE 2
RNAcolumn £, 2.0, 707 IMA RW1, RW2 J5435
Bl RNAcolumn 4 Z T4JCH EP 4, 65°CiHa4l
FKINA, B.OUEN RNA, 782 RNA, gDNAremover,
DNA digester Buffer, #A%0i7K/5 % T PCR 2k DNA J5,
1T PCR 44, ¢DNA T —20°C4HH. 4T misst,
95°C 5min; 95°C 11s Z&M; iR KHEfH 65°C 225, ZEfH
72°C 30s, 40 MEH, DL GAPDH Wy N Z: 4 27441
1158 ALKBH3-AS1 #H X} % ik i, ALKBH3-ASI iE [7]
5] #: 5-AAGAAGTTGGAGAGCAAGCCTC-3’, %
] 5] 4. 5-ACTCTCACTGTTCCCGTATGGTTG-3’;
ROR vt iF [ 5 #): 5-GTGGGGACAAGTCGTCTGG
-3, JIag1: 5°-AGTGCTGGCATCGGTTTCG-3,
1.3.4  FRaCHn A ORI bk B 40 B A K PBMC 5
SEERFWE THE, 1005mBEE, BT Co,
FEFE4 55 6h, B FITC FRic g CD4" iR
IL-17 feiRIR S s s a, e LA, m
AP CD4-FITC, HiA CD25-APC, $ii A CD4'IL-
17°-FITC, Pt ANXKHESH 3 (forkhead box protein
3, FOXP3) , 4Ci#EtFE 30min, PBS HEE4MM.
YT A S AR EL AP A Th17, Treg. ic3¢%h
S A BEEE 20 B T o B

1.3.5  [EEEEE e 2 ( ELISA ) IN5E MisFe bk K
¥ -B (transforming growth factor- 3 , TGF-§ ) ,
IL-17, #MA C3, C4 K. REZHMAHINE

I 3ml, HFERPLEE, 4°CHE S 20 15min, 3 000t/
min, BT -80 CARAFERFI, PHZHAN A5 4 HL
Hor 1ml AR AL 5 T2  TGF-B, R H]
ELISA B4 TGF-8, IL-10 Fl IL-17, 3R
PE LU IR G2 A MA C3,C4 K, ELARERAE A% 44 18
AT
1.3.6 IR ZCRHEE I ol e B A4
(white blood cell, WBC ) . IMZL# 1 (hemoglobin,
Hb) . Ifii/MiiT%% (blood platelet count, PLT) .
WA H (albumin, ALB) | ZL400 45046 %6 (red
blood cell distribution width, RDW ) HiI C Jz L &
I (C reactive protein, CRP) %t #&. #< 4 SLE %
i sh8 50 (SLEDAL) PF434r MG sh4l (n=33,
SLEDAI = 1043 ) Flfg 2 41( n=27, SLEDAI<10 4} ).
14 %t F o RAZGIFEHRM SPSS 22.0 48
TR BT . B B 3 AT IR SRR B . PLT,
ALB 456 IER S iR TR « fRiEE
(xts) Fon, AT /5% WBC, Hb A S
B AT BT PR AL (U5 ialie ) (M
(IQR) 1K~, 1rAESEB AT IS, M T 405E
B n (%) For, HWECSRA KK e Fisher K i
WL, P<0.05 hEREAGIFE L.
2 4R
2.1 SLEEHS5ARALSRT K24 R s I
# 1, Xf B 4 Hb, ALB, ALKBH3-ASI mRNA,
CD4'T, #MA C3, #MA C4 275 T SLE 41; RDW,
TGF-B, ROR~yt, Thl7/Treg, IL-17, CRP i Z kT
SLE 4, ZRHAS#E L (¥ P<0.05)
22 FHMERTABELZERBRAELERE TR
kg UL R 2. 3 3) 41 ALB, ALKBH3-AS1
mRNA, CD4'T W #EF (L THEd; CRP, TGF-B,
ROR yt, Th17/Treg, IL-17 W30 THaE4dl, 2%
HAG R L (¥ P<0.05) .
2.3 ALKBH3-ASI1, Thl7/Treg 5 SLE & % & & Jk
3% 4% 49 48 % £ Pearson 43 BT G 7R, ALKBH3-ASI
5 CDA'T B IE4H 6 (1= 0.663, P=0.050) , 5 Th17/
Treg, IL-17, TGF-B, ROR~yt, SLEDAI & % & 1
X (=0.687, -0.715, -0.705, —-0.678, —-0.671,
P=0.032, 0.044, 0.041, 0.038, 0.037) ; Thl7/Treg 5
CD4'T & 11 M ¢ (7=0.817, P=0.035) , 5 IL-17,
TGF-B, ROR~yt, SLEDAI 85U IEAE (7=0.687,
0.767, 0.598, 0.704, P=0.039, 0.037, 0.048, 0.026) ,
EREAGIFE L
24 #vm SLE &% &4 E 69 % B % Logistic =
JASHI K3 HEBERER PS5 BA4%
i} 2% 3 X iy ALKBH3-AS1, Th17/Treg, IL-17,
CD4'T, TGF-B, RORyt H X AT Z N & =
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IG5 2K Logistics [B1H 73 #r, 455 7R : ALKBH3- P<0.05) , Th17/Treg, IL-17, TGF-B, ROR vyt ¥
AS1, CD4'T J# JE SLE B Z I N £ (1 WONEE SLE Bk R (1 P<0.05) .

x1 SLE A5t BAIGKRIEIR R RREREFAERE [ (k) , M (IQR) ]
A SLE 41 (n=60) XA (n=52) 1z P
WBC ( x 10°L) 6.68(6.51, 8.90) 6.70 (5.62, 7.74) 1.357 0.079
Hb ( x10'L) 110.11(105.87, 115.62) 133.55 (127.64, 145.81) 3.245 <0.001
PLT ( x 10°/L) 225.89+91.01 25035 +37.91 -1.806 0.074
ALB (/L) 33.62+3.85 42.70+4.75 -11.169 <0.001
RDW (%) 13.13(12.81, 1338) 1224 (11.87, 12.69) 4.206 <0.001
CRP (mg/L) 2.11(1.08, 249) 0.72 (0.54, 0.97) 3.115 <0.001
ALKBH3-AS1 mRNA 173041 2.87 +0.54 -12.675 <0.001
TGF-B (pg/ml) 307.25 +30.44 252.64 +£26.47 10.054 <0.001
ROR yt 158 £0.31 0.68 +0.11 19.869 <0.001
CDAT (%) 510041 6.85+0.62 -17.829 <0.001
Th17/Treg 1.04£0.13 034 +0.03 37.942 <0.001
IL-17 (ng/L.) 445044 1.13£0.19 50.463 <0.001
MEC3 (gL) 0.68 +0.08 1.02£0.15 -15.240 <0.001
IME C4 (gL) 0.15+0.04 0.28 +0.03 -19212 <0.001
2 SLE FEHASHREAEKRER R EEREFKELLE (x5, M (IQR) , n (%) ]
5 A WEE (n=33) BEd (n=27) i1z P
H3 (%) 30 (90.90) 22 (81.48) 0.037 0.848
S (%) 2578 +9.86 26.34 +10.89 -0.209 0.835
BMI (kg/m’) 19.31£2.54 19.37£2.61 -0.090 0.929
WBC ( x 10°L) 671 (5.05, 941) 6.58 (554, 8.96) 1.104 0.084
Hb ( x 10'L) 114.02 (10327, 120.19) 115.17 (105.54, 121.67) -1112 0.075
PLT ( x 10°/L) 225.02 +90.87 227.04 +89.61 -0.086 0932
ALB (/L) 29.33+345 38.77 £4.74 -8918 <0.001
RDW (%) 1348 (12.81, 16.19) 13.25 (12.41,15.95) 1157 0.059
CRP (mg/L) 241 (094, 5.92) 2.05 (1.08, 541) 3.121 0.002
ALKBH3-AS1 mRNA 150 +0.36 175042 2483 0.016
TGF-B (pg/ml ) 330.75 £ 33.54 283.65 +30.01 5671 <0.001
ROR yt 1.60 +0.21 122£0.11 8.489 <0.001
CDAT (%) 428 +048 5.91+0.60 -11.694 <0.001
Th17/Treg 1.28+0.13 0.87 +0.07 14.720 <0.001
11-17 (ng/L) 5.05+048 3.81+0.26 12,044 <0.001
FMEC3 (gL) 0.65+0.24 0.66 +0.23 -0.164 0.817
FMA C4 (o) 0.13 +0.06 0.15+0.09 -1.028 0.308
=3 200 SLE BEEHNEE S EE Logistic BIAS#T
S B SE Waldy’ P OR (95%CI)
ALB 0.675 0416 2.874 0.061 0.887 (0.718 ~ 1.347)
CRP 0.589 0.544 1.204 0.075 0917 (0.517 ~ 1.574)
Th17/Treg 0.754 0.658 1312 0.049 1.674 (1361 ~ 1.679)
ALKBH3-ASI -0.625 0.548 1300 0.046 0.654 (0320 ~ 0.987)
1L-17 0.564 0.434 1.688 0.032 1294 (1217 ~ 1.887)
CDAT ~0.334 0.226 2.183 0.028 0.715 (0304 ~ 0.904)
TGF-B 0.645 0.551 1370 0015 1487 (1.120 ~ 1.814)
ROR y1 0.754 0.634 1415 0.049 1547 (1252 ~ 1.941)

3 itig SLE 1F o —RhEmbIL 52 2 r et [ B et
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Ygi, BRI IE A5 2 Fh e 4 it RD S R T AR
TAEFHANSE, ALEE T R4 s S i e 2 |
H S PR SWR KR UURL F5r S E 4l 43 i e
RFIRAIEHAERF SLE ik © FEANT I g
HNR RS | AR L WRR R SRR R R T
2351 % SLE P A S LW . H T SLE 19 5 Jdd:,
HMERER BRI & S B RE R G RH, il
T B S OE Y Th17 LA TL-17 S0
RAEIRBIE (IRE 0T, St F AN B 45 vtk
24t it 2 R G A A (A B ) e 52 MR B T A 1R
7219 Treg 4HM AT F5hiHTE T 40MXF B B s ek
SERPURB RN, 4eRE A Bz, Thl17/Treg
PREFEh AT, TEAUIAR GBI . JAE S o e g2
i A% 45 77 T R ¥ R0W o IncRNA 2K 3 KT 200 4>
AT AR g st A, S5 RWBE h 6
JEI B AT DNA H LMk, H 2 fAfE Rk T
PEANML, TR R AR R S S MY %
J& IncRNA 25 1 SLE WY&, (HEARPLH] A 5E
ST, ALKBH3-AS1 15 AR S S0 fi f
¥ R EIL, Th17 451, 3T Ib, AR5
it SLE H3% ALKBH3-AS1 263k 7K 5 555 1 50
Eirp Oxa N wE i SR S S Y v ISP
R RIS A 05 15 it A AL F A B 2] B

A HWE 5 3%k # ALKBH3-AS1 K 48 5¢ IncRNA
5 Tk 4 e fe SLE H B BUR LB K 5 595 15 3h
BEf %%, SLE i ALKBH3-AS1 mRNA & Z1%
%35, TGF-B, ROR vyt B FEEIL, HREMT
CD4'T 43 H i) ALKBH3-AS1 {5 ¥ SLE &
A, HEWIE SR EGE, B S AE Il ALKBH3-
AS1 Hflk. TGF-B S5 Smad n] i@ 55 3¢
FaG, WWAFEREY SN, TRy
SRR BRSPS U ROR yt & T2 IR R G, 3
KTk A, ATEE Thl7 A b 2.
o BB, M PRSI EEYS N, CD4'T,
#MAE C3, C4 F RN, Thl7/Treg, IL-17 & 353
fn. #2718 SLEDAL 5 Thl7, IL-17 21EA%, THE
fE SLE 1% sh 4l i & v BB &, SLE [ #MA C3,
C4 KV BAL TR, $n B RN TERMA
BATEFEBIS:, H T KRS S5 PamE shRE A OC
2 8 S o S AMAA Y T ) 2 LR 55 G AR T B e
FER A, BUE R AMA R THFE

LncRNA 7] DL i3 A [6] 1 15 5 1 4% 98 15 Th17
91 ff 3% 2 43 1k, ALKBH3-AS1 % ik & 5 IL-17,
TGF-B, ROR vyt 2 ftH3K. Bl SLE B sh e &
H4m, ALKBH3-AS1 /K F-REAK 5y 1 B e s 1 25 1
WEAL, FRREE YN RELATE, WA &%
P25 S IS XU U Th17 43I A1 IL-17, #F—

AR IL-6 23k, 17 IL-6 24 Th17 iS00 40 ¥,

IL-17/IL-6 Sl (4 1 E RSl KA i T SLE fy ik e ),

TGF-B {5 5, Smad2 I Smad3 ik,

ROR vyt &3k b, ZAR# Th17 43 fb. ALKBH3-

AS1 YENF0E SLE [ B Th sh B RIP R R, 78

SLE £ # " ALKBH3-AS1 % 3£ 3k {2 #E4) 4 CD4'T

6] Th17 734k, HE—20 00 W IL-17 25 9 AE 551 &

i BEAE o SLE B & A= 38 T Th17/Treg ~F- {7,

Treg (5 M Ui /b, IL-17, TGF-B % ik, ROR vyt

SN, A A R P, TS

SLE W%t . BEREIE SR . RIS M. A& o>

fife A0 i BEE RS B9 mTOR S #2H4 l 375 Th17 731k,

PR IH 25 R 1] AR iR A2 10 % Th17/Treg KA NG

J7 SLE 1A ",

Zi 1Tk, CD4'T " ALKBH3-AS1 FKikFE1IX,
TGF-B, ROR~yt, IL-17 7E SLE & & v bl 5 9% 1%
SR E G B, TGF-B i {558 B F
ROR vyt, WplAIME i Th17 (6 B4 I 43 i K
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