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R M B AT 85 Treg/Th17 DNAE K & 200 %55 L B F BMP-2 5% BT 52

MRk & ok E L HEER A AT (400016 & Pk, # KBRS R 45— EE R B AR | & KRR
T T B 2 b AR B )

[(FE] HM B REHE MBENT B Treg/Th17 UMD RESE T A A S A K HOGE 148 45 46 IR F BMP-2 ik i 52
Wi, Jiik HEEL 66 il R EEAE MR A HT R (MHD 2H) 30 4] R 850 A I & 0 I 45 52 95 LB BT J 3 (WHD 41) 11 20 4]
@RI K MHD 4183 70 09 &0 M4 (MHDL , n = 36) FA I &0 M55 (MHD2 ,n =30) o i =X 40 AR 5
A AN Treg A1 Th17 4R LA, SCAT 2852 & PCR I Foxp3 F1 ROR-yt mRNA 3k, ELISA I 584~ 40 i 1 & W rh 4¢
SE R IL-17 (IL-10 FUMASE5I0R 7 BMP-2 /K, 253 S5{REEE AH LL, PREGAE F8 4 W Treg/Th17 4f i T B 2 £ AN
BMP-2 /3 5%, 231680 K Treg A1 Th17 41 H ]  Foxp3 F1 ROR-yt 53k IL-17 1 BMP-2 /K - 354 & (P <0.05) , i
IL-10 AKFIRAK (P <0.05) , ik — 2L 5 7R & B 7 WHD 55 MHD 41 MHD1 5 MHD2 41{[d], #&#7#% 1L-17 BMP-2 K EH 5
Treg 41t 4] 2 S AHIE (P <0.05) , 15 Th17 40 ffg il S 1EAH 3 (P <0.05) , Hidp BMP-2 5 TL-17 \TL-10 7K 34351 5 1E A
CHAE(P <0.05) . S5 FREFREIMMB TR Treg/Thl7 20 M 2 A (128 5 B 43 Wb S8, 6 10 I i A5 45 4, 5
O S B ARRE AL FC 13 s A o
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Effect of Treg/Th17 cells dysfunction on expression of vascular calcification factor

BMP-2 in uremia patients with dialysis

Chen Danyan', Gan Hua', Shen Qing', Du Xiaogang', Tang Weixue’, Yang Mengxue' ('Departments of Nephrology, First
Affiliated Hospital, >Departments of Pathophysiology, College of Basic Medical Sciences, Chongqing Medical University, Chongging,
400016, China)

[ Abstract | Objective  To investigate Treg/Th17 cell dysfunction and their effects on expression of
vascular calcification factor BMP-2 in uremia patients with dialysis. Methods  Sixty-six uremia patients with
dialysis ( MHD group), 30 uremia patients neither treated by dialysis nor complicated with cardiovascular
events ( WHD group) and 20 healthy volunteers were enrolled. Patients of the MHD group were divided into two
subgroups according to patients with (MHDI1 group, n =36) or without ( MHD2 group, n =30) cardiovascular
events. Proportion of Treg and Th17 cells in mononuclear cells were measured by flow cytometry. Expression of
ROR-vt and Foxp3 mRNA were measured by real-time PCR. Levels of IL-17, IL-10 and BMP-2 in supernatants
of mononuclear cells were detected by ELISA. Results  Uremia patients exhibited a dysfunction of Treg/Th17
and BMP-2 as compared with healthy controls, including a higher Treg/Th17 ratio, higher expression of Foxp3
and ROR-vyt and higher concentrations of 1L-17 and BMP-2. In contrast, IL-10 was significantly lower in the
uremia patients (P <0.05) than in the healthy controls. These dysfunctions also exhibited when comparison
was performed between the WHD group and MHD group, and between the MHD1 group and MHD2 group,
respectively. Concentrations of 1L.-17 and BMP-2 were negatively correlated with Treg cell proportion, but posi-
tively correlated with Th17 cell proportion; BMP-2 concentration was positively correlated with IL-17 concentra-
tion, but negatively correlated with TL-10 concentration. Conclusion  Dysfunction of Treg/Th17 cells in
uremia patients with dialysis can induce abnormal secretion of microinflammatory cytokines and aggravation of
vascular calcification, leading to accelerated atherosclerosis and cardiovascular disease.
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FREFAE 0 5 20 KO0 RERE 1L K00 I A5G 11 2 AE 2%
B IR . MGE T REA RTE RN TR,
FE K RIFAE H A AE I ] (E R 225 ¥R T 4 IR A AR
BT RAT I i , 32 A BE T IR PR 2 20 KNS R RE £L 2%
HSFp LM ER" BRI — B AR
5 LA O M99 1 W6 PRI 3 (a2 100 A % A
BRI ) S HEAT MR L BT IE S S B, DR R
LB Treg/Th17 44 55 575 & i vk 1 5h
KSR REBE AL L 5 -, (B LA T 5 X AL
WRNBAR A A Al R AT I I A R FE T
(1% 5 S AR £ , T2 5 0 4 45 P L0 375 AT B A T
Fe T i Sy fE R R 2 ) . Treg/Th17 20 0 I fiE 2k 4
T AT o ) L5455 1, 3 T 75 2 ok e 3 Ok oS e T
AL LS BT . BMP-2 Bk 2175 S Il 176 1 de
5, FLJE 5 A5 106 R W B VI E . AHF5E L
FREFAE I 2 5 R I U ML A5 5 0 1 1L 375 7 B 3 L R
FHRE AR R0 A ELRATIBHTAYT I B FIE 3
R A5 S IS A 4400 45 45 Treg/ Th17 40 3 fiE
SR AT IS5 1L BMP-2 Fe3k B S

1 #RET%

1.1 #BrRs%

VEBETR ¢ 1 B 5 (1 PR EEAE FR 3 96 1), Horp 30 (9l R H &
AP BLAENT AT IR (WHD 21) , 4k 18 ], £tk 12
B, A4 (50.33 £16.12) 2 JFURHG 12 1 B /INER B 4 3 12 i)
Fe I B AL AR A T B BB PRI B 4 B 2R 2 ) 18
PR RS & 3 0 SO IR AN B 2 45, 66 {51) i 39035 #r B ok
34NH A (MHD 41) , 54k 40 i), Lo bk 26 6], 4 (53. 02 =
12.73) 2 7 (30.28 +21.24) A H o J5 & : 18 P 5 /N ek B
Je 5 26 191 I B BEAL R 16 5] WIS B 10 B 24
B 4 B B T R 6 B BRI ORI 4 ], ARYE
BT I K0 ML BEIR 4Y A 2 41: 36 B 3 Ko il B PR
(MHD1 4) , (A F2 e ALL L 6 B 22 = I JE 10 ) 0
K 14 B Fo e 3 6 B, 5k 24 B, Lot 12 4, AR iR
(55.70 £12.64) % &7 (30.28 +23.04) 4~ A ;30 Fil 4 I &0
A4S (MHD2 21) , 54k 16 ], Ltk 14 4], 4F- % (46. 85 =
11.02) 2,7 (30.30 +17.20) A~ . &M 558 LI h# ik
PREHEA T T, I35 5 200 ~250 ml/min 2 ~3 ¥/ J8 4 ~5 h/iK;
TR SR B AT, i A 500 ml/min s {ff I BB B AT 28 . 1L 20
Bt R B IR & o0 IE F % IR 4L, 5B 4k 10 4, o 10 i, 4E
(43.89 £8.72) % . T A IREAE B H T A B FRps e gom Gk
JibgR |2 R I, TR TN U 58 R ER A1 Ho 8 i B 0 B
G AP , JE IR E TR M 0L PR AL, TGO TR R, R
(i AR R , 232 B TR YT I A BT R EHLRL
1.2 i AR A 0 R AR Fo S0 JB) e 3 A 2w R 04 55 3

B2 I TR CR I 20 ml BT A2 Bkt v, il

ML A E I8 S5 . Ficoll Jk &4 41 i 43 5 Vi 2%
iR B0 S M A A I B AN A AT, S 4 1640 15 35
JCAT A, VA 40 R B Sl 3 % 10°/ml, FH T 3 3 40 i A A
RT-qPCR K&l . 40 L% - 80 C AT
1.3 AR fafe KA 3 Az 2m e F Treg F= Thl7 &
2 L rb A

Kl Th17 i, SR 40 5 PE fRicHi A CD4 HpifE 4 °C
B H53% 20 min, $22 JEG6 B 45 3047 151 2 A3 4 b 2 S A
FITC #icHi A IL-17 Bi4T Th17 #4500 Treg i, K PerCP
FRicHt CD4 FI FITC dRichi CD25 Y4k mia , A PE b5
L Foxp3 17 Treg A, PBS Y4 ) ,200 pl PBS &, i) I
TR AN o [ B fel P[] 280 6 1 ol L R 5 A R A b 72
AR TUAR B 5 S
1.4  s£uF% %2 % PCR #M Foxp3 #= ROR-yt mRNA

GO &

42 R S I 15 ] Trizol $EHGR (1 [ TaKaRa 24 7] ) $2HL
B RNA 3937 30 &5 i eDNA, A Foxp3 I ROR-yt 17514
i LA T A . Foxp3 5[4 LJiF: 5'-CATCTGTGGCATCAT-
CCGAC-3', Fiif: 5'-GAGCGTGGCGTAGGTGAAAG-3',227 bp;
ROR-yt 5|4 I§i%: 5'-GCCTACAATGCTGACAACCG-3', F i :
5'-GGATGCTTTGGCGATGAGTC-3",286 bp; B-actin 5| 4. 1" iF:
5'-TGACGTGGACATCCGCAAAG-3", | {if:5'- CTGGAAGGTG-
GACAGCGAGG-3",205 bp, #5452 & PCR ¥ 84 41 Jy: 94 C
A5 4 min, 35 MEH N 94 C 25420 5,60 CIiB k30 s f172 C
FEAH 30 5,72 CHREMMES o K25 5 FH AR Lo B 3R, MRS L
{B = REZR B AL 3555 DU P9 224995 DUEL,
1.5 ELISA #m| 2g e B F 1L-17 \IL-10 #= BMP-2 /K-

IR 7928 W R 790 6 6 T 2 A A 4 3 b TL-17
IL-10 F1 BMP-2 7K -, #AE J5 ¥ 4% BB ™= i B8 B 45 47 (W A
R&D 23] , ELISA 355 (4t P 43 BT AL 1] 43 H7 25 55 38 503 51
INF <10% i REA S 3 AN AL,
1.6 %it5om

K HI SPSS 17.0 Geit k4, Bt LA x + s R, 47 2 DS
AR (1) Spearman” s A SCHE S HT B 20 1R] AR LR 2605 22007

2 HR

2.1 FmBHEERENL

MHDI1 ,MHD2 #1 WHD 3 £H 5 % (G4E i P fE B K &
CORCHR S 785 MW 75 B JALEE | 787 1) L 25 83A 97 (1Hu-EPO 51 |
B SZ R BHE M ABTTSE25%) (A2 2 AR I A & Sk Y A
VRS I A3 B2 R e W M (P >0.05) . WHD 44 BUN  Ser 5
F MHD1 £1 MHD2 41 ( P <0.05) , 2t MHD1 4 BUN Scr 5
MHD2 20 22 57 I (P >0.05) . WHD 4 835 760 % i &
FEHILF MHDI 41, i &5 F MHD2 4, £ 53594 B E (P <
0.05) , H:dr MHD1 20 8 3% 42 0% R 38 30 T MHD2 4 (P <
0.05) . WHD 4 {8 25 Ac = il 45 45 % = T MHDI 41, i ik T
MHD2 #4, i MHD1 £ H % 72 2 il 45 4 SR AIK T MHD2 44
(P<0.05), WFE1,
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®1 REEBREAEGREUIEREREE (2 5)

eIt WHD £f(n =30) MHDI £fi(n =36) MHD2 Z{(n =30)
AR (%) 50.33 +16.12 55.70 £12.64 46.85 £11.02
MBGBE LR R] — 30.28 £23.04 30.30 +£17.20
JRZEH (mmol/L) 31.16 £10.59  22.68 +8.94% 20.26 +8.912
ML mol /1 ) 997.10 £325.25  728.54 +288.06" 710.88 +249. 382
L WAHIANAR (mm) 34.00 +4.68 34.97 £2.58 31.77+2.28
RPN (mm) 43.64 £5.06 49.70 +3.39 42.91 +4.56
FHAE( % ) 57.73 +4.69 57.77 +7.68 58.95 £3.21
JHMARIER (% ) 31.72 £3.39 26.86 +1.822 33.79 +2.08"
T EERTEH (g/m?) 120.05 +2.59 189.00 +35.38%  102.34 +11.30

a: P<0.05,5 WHD 2a1t4;b: P<0.05, 5 MHDI 2Ltk

2.2 Treg #= Th17 u e rtts] 45-¥7

HAR{EREE Treg A1 Th17 4 LL G2 T IR #0835, (H
{dHE# Treg/Th17 5 R TG AE R 55 (P <0.05) , WHD 4] Treg
4IHE L = MHDL 41{E4IK T MHD2 41 (P >0.05),1fif Th17
YN He 5] . 35 T MHDI ZH{H & F MHD2 4, Treg/Thl & F
MHDI1 £ {H AL T MHD2 41, . rfr WHD 4 Th17 £0 g Lt 451 %0
Treg/Th17 5 MHDI1 HfY 25 55 L B F (P >0.05) , 15 MHD2
HW2ERA B EM(P<0.05), 7¢ MHD 4] {3, MHD2 44
Treg il L5 %5 F MHDIL 2f, (P >0.05) , 1fii Th17 il ifg e 451 1
Treg/Th17 4> SMETF1E F MHDI 41 (P <0.05) . W32,

F2 K418 Treg . Th17 ZAELL51F0 Treg/Thl7 KILLE (X £5,%)

2051 n Treg AN LLE  Th17 40fE Lk Treg/Th17
MHD1 41 36 5.05 +2.382 36.27 9. 622 14.43 +8.28°
MHD2 2 30 6.06 +1.792 19.64 £5.97%b¢ 21,21 +10.282b¢
WHD 4 30 5.92 £3.292 35.98 +8.85% 15.35 £4.86°
IEFXTIA 20 0.32+0.44 1.12+1.52 26.31 £2.26

a: P<0.05, 5 EwafBai; b: P<0.05,5 WHD 41)k4k;
c: P<0.05,5 MHDI 41t

2.3 Foxp3 #» ROR-yt 5 mRNA 4 ik

JRIEGHE % Foxp3 F1 ROR-yt mRNA 3k ¥ 5 T %,
Hoh i e Foxp3 22355 WHD B BN E S LR (P >
0.05) 4, A4 IR P48 b7 1) 22 R 3494 M (P <0.05) o {HIR
FEAE R % Foxp3/ROR-yt mRNA B 2L F{gfE % (P <0.05),
8k WHD 4] Foxp3 ik fIEF MHD1 Al MHD2 #4H , {H ROR-yt
FKAET MHDI ZH T & T MHD2 4, 2 584 B E (P <
0.05), WHD 20 Foxp3/ROR-yt mRNA {itF MHD1 #1 MHD2
44, Hrh WHD 445 MHD1 42 5 e F (P >0.05) 1M 5
MHD2 41422 A B # (P <0.05) . 7E MHD 3% 1, MHD2
2 Foxp3 FiA M Foxp3/ROR-yt mRNA ¥ F MHDI 41,
i ROR-yt Z235MIKF MHDI1 41 (P <0.05) , W33,

#3 #&%IE Foxp3 . ROR-yt mRNA %% #1 Foxp3/ROR-yt mRNA

FIEREB (2 £5)

2 5 n Foxp3 ROR-yt Foxp3/ROR-yt
MHD1 41 36 3.30 +0. 152 15.37 +3.182b 0.22 £0.05*
MHD2 41 30 6.60 +0. 692b¢ 1.83 +0.192¢ 3,65 +0.71b
WHD 2H 30 1.37 £0.03 6.39 +1.212 0.22 +0.042
TN R 20 1.16 +0.07 0.27 +0.01 4.27 £0.37

a: P<0.05, 5EF 2 BALLE; b P<0.05,5 WHD ZL1b4k;
c: P<0.05,5 MHDI 41t

2.4 1IL-17,IL-10 #= BMP-2 K-

Sfd e A, R FAE B IL-17 . BMP-2 sk 243 5, T
IL-10 AFEIRAK (P <0.05) . JRE4E B H P, WHD 4 IL-17,
BMP-2 /K EH{KF MHD1 44 (P >0.05) , 1T MHD2 41 (P <
0.05) ; WHD 4 IL-10 7K 55 F MHDI 41 (P >0.05) , i fik F
MHD2 20 (P <0.05) , H:f MHD2 £H 1L-17 . BMP-2 /K SEH{ETF
MHDI 25, T TL-10 7K~F- % F MHD1 26 (P <0.05) , L3 4,

R4 &HEEIL-17, IL-10 F1 BMP-2 /K FEIEEE: (% + 5, pg/ml)

2H 5] n 1L-17 IL-10 BMP-2
MHDI1 ¢ 36 71.87 £3.16* 9.53 £2.47* 56.28 £2.58?*
MHD2 2 30 41.11 £3.28%¢ 17,39 £1.46%¢ 33,46 +2.58%¢
WHD 41 30 71.81 +£5.14% 10.40 +£2.03° 56.72 £4.40*

ERREA 20 15.95+2.69  25.31x1.77 13.20 +2.85

a: P<0.05, HEFspaks; b, P<0.05, 5 WHD 411b4z;
c: P<0.05,%5 MHDI 411t

2.5 Spearman’s AH% 5 H7 4 R

MHD 41 #3135 7 1L-17 .BMP-2 7K -1 5 Treg 4 g [t 5]
(r=-0.922,P<0.05;r= —0.764,P <0.05) 2%, M5
Th17 ZHM LA (r =0.827,P <0.05;r =0.936,P <0.05) £ iF 4
X%, Hrif BMP-2 5 IL-17 /K (r =0.878,P <0.05) S IEAH %5
1L-10 7KF-5 Treg 40H HL A (r =0. 998, P <0.05) 5L IEAR , i
5 Th17 40HEHE] (r = —0.712,P <0.05) A0, Hi BMP-2
H5IL-10 /K (r= -0.764,P <0.05) £ 7 AH%,

3 it

PREGAE B 20 MGE TR YT 5 e A AU K AR
AR ] AEBET A5 e = , PR IE B 2 s 2R B, J i
57 B BE PR 2 Sl TR s A A A S S 350 O L A 0 . H
HIPREEAE B8 MBE TIR T S AT59R i A0 A8 I e
(1) & I ML RN 2 ) PR 2R o R B . B9 R B, Bh Ik oks
FEREAL IR AS T2 22 P e e A0 L, 2 T Ik EL 0 e =
500, B B B R RN AT 1 B Tk A 28 M 5 PR
S T 2 ifd ( the regulate T cell, Treg)
Th17 20 E P2 T Thl F1 Th2 4 CD4 * T 40 i
#E, ¥R Rl — AR gn i o3 A= A RSk SR D fig
SEAREHEHUAY o Treg 41 M5 5k 3k & 1 Foxp3,
F2BL3E o A0 M R A B 43 W TL-10 il TGF-B1 & 4%
Pooe MYERF B Tt 32 M o B 15 AL 1Y Treg 40 0
A BI Jikoks R Ak 52 4% S SRR RS g T At B0 ik ok A st
BE A ARRRZE /N T Th17 202 —Fh B A 538 KA
RAEFHM T 400, =25 Wb 1L-17 e ok [ B et
PR 2SR A o Sh BKSK RERE A A 1L-17
(2 K- 5 B koRRE R AL R B R L IE AR S
R, Treg/Th17 4l Jf - Dy e 2% 98 -5 3l ik ks ¢ i £k
(S LR B UIAR S

FATTIY LB AR SE T X — WA, SRR A A L,
PR EFHE B T H B 5. Treg/Th17 41Ty G 5 i Fn %
i R 50 W S I T R DI RE RS . HUER IR BEAE AR
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#EHTHY WHD 41 534760 MHD 20 R EF5E I &0 155
PRI MHD 21 55 2 9 %0 148 3% 1) MHD2 2 41
] Treg/Th17 £l il Ly BE SR A 1 98 PR 20 W S % 110) 22
5, R ) 22 5 AR EE R AN R . Ak WHD 4
# Treg 4 ifL 4% 5% A+ Foxp3 mRNA ik 5 Treg 4
LA 54 T MHDI £ MHD2 B4, ROR-yt mRNA #ik
5 Th17 20 M0 He ) 444K F MHD1 417 i F MHD2 4,
{H 2 WHD 4 H % Treg/Th17 & F MHD1 41 i fit F
MHD2 2, 1fif Foxp3/ROR-yt mRNA fi 7 MHD1 #l
MHD2 #i41, WHD 41 f# 3% Th17 40 A 56 K+ 1L-17
KA T MHDI1 20 1fij & 7 MHD2 45, i Treg 4 AH 5%
AT IL-10 7K -5 F MHD1 40 i F MHD2 41, Hrp
MHD1 2H &% 1Y Th17 20 i Ho 4] . ROR-yt mRNA 33k
HIL-17 AKOF-¥ 7 F MHD2 41, i Treg 20l i 3] Treg/
Th17 .Foxp3 mRNA ik Foxp3/ ROR-yt mRNA F1 IL-10
AOPARTF MHD2 2, i — 2 ATH 00T, 45 R /R i
Wi IL-17 K F15 Treg 4 L 491 5 67 A1 €, 1 5 Th17
2R i B A 5 E AH 5% 5 TL-10 7KSE 5 Treg 20 o b 451 5 1F
AHOC, M5 Th17 A0AE FL B ARG, Hm VRS BT HE
VR PR BT B TR AR A, BT U TR B & .
JREFIE B3 Treg 4005 Th17 40 3 g J& A0 B 45 40
Mo Treg/Th17 4 Jfd 2% iy {1 7 T8 5% i 20 A DX 59 06
AR 2325 A an el i — 25175 e PREEAE R I 2O A5 9%
I W 7

R FN AR AN PR 75 I 3l i S fh i A v
A FEE AR, (E R A AL IEIE 5 4l 4 3l i 2 fiE
K, S i AR 0T 3 Bl S AR R S AE ) IE R BRAEIR , A
T 10 A5 A S J A0 3 RS R A o A= IR AT
OIS I 2 RE £ 35 B0 T A9 =5 25 B AR Ak 2 1 45 45
AU RS T R I A A R R B e 1 L
PR R ARSI 2 R I RE AT R AR T R S
b SE AR NS AT ST IR £, 54% ~
100% (¥4 83% ) fy e P B D e vl R 3 A5 AN [l A
FR LA 05 AL, 1 A5 45 0 ™ o, R P R
PRIt , FRAT T4 W7 PR F50E F8 25 Treg/Th17 20 Jif ) i 2
A FE A 1 R O fR 4 A0 200 R DR 43, 3 T T ) i A 4
Ak, S 25003 1 B0 ko R A AL AL L A 5 A

‘HIE %A & 4 % H (bone morphogenetic proteins,
BMPs) J& T TGF-8 M bt , BA 7 S8 A KA
Ao EIBE R TE . PR LIS, KB PR E B
JoK RIS Ak 1 B0 Jok 46 FE B Ak 45305 09 9 R 40 i R 3
BMPs 3k, BMP-2 8Bk g 15 454k i 42 3h 1,
MBS LRE N EVIEH, ¥ BMP2 7EANL
R ZH SR BRI AL ) A 454k . BF 58 B, BMP-2
RESEIAA AN 3555 A1 200 0 %) 45 Ak AL BE i v 04k, IR
FIEFIG T P Hz 40 0 370 1) A & 155 A 40 J T2 5 A 22545 ) 1
FHo PRI, BMP-2 J2 5z e if 45 55 AL 2 B2 Y ml S5, 386

TICABE RIS 00455 Treg/Th17 41 i Dy 6 25 4 |
THAAE MM A 5L =3 Z (R 25 5 o &5 R, IR BEIE
B BMP-2 KV g 3 & T, {5 WHD 4 &
BMP-2 7K 375 2/ F MHD1 417 i F MHD2 41, Hop
MHD1 2 BMP-2 K- {g 2 /& F MHD2 4, #EH7 8
BMP-2 /K V-5 Treg 4 ifg b 45 A1 IL-10 7K 4351 5 £ A
X, i 5 Th17 A L RN TL-6 7K SF-43 5 55 1F AH G | 3%
FRUESE T IRATIHEWT

Hruska 2" BI04 , BMP-2 540 % 1 B A &
FEANPER BMPR- 1 #3508 2 & 14, 3l i BMPR- 1
S8 L5 i B i BMPR- 11 4L [WE 1 5 B A 5 A4 iF
THESHS G5 FBAMRIES BMP-2 255 )52 14
miAsdk >, BMP-2 323258 i BMP-2-cbfal-ERK {55
R BMP-2-MSX2 5 53 p F 5 3% Gla A
SR 45 A 7 R BRI A A Ak, R, SR Sk
WS AT R AT IR B i 4 15 M 1M VR 358 M7 HR B Treg/
Th17 4 B ) 5 2 i X 6% s Jik | Sk 3 bk CES AL 19 52, I
A3HT I B BT HR % Treg/Th17 40 i D) i 26 # 42 4F 1 45
A %) B 2 I B, DS oA DR E L YRS BT R T
SO LR PO ML AIF 5 H A SRS

SE 3k
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