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[ Abstract |
IgA nephropathy. Methods
tured and treated with different concentrations of 11.-17(5,10,20,40,160,320 ng/mL)for 48 h,160 ng/mL IL-17 for different times
(24,48,72 h). Then the cell proliferation was examined by cell counting and CCK-8. The production and glycosylation of IgAl in

Objective To investigate the effect of I1.-17 on the production and underglycosylation of IgAl in a B cell line in

DAKIKI cells, which was isolated from B lymphocytes and had the function of secretory IgA,was cul-

supernatants were determined by ELISA and helix aspersa(HAA)lectin binding assay,respectively. Results The cell counting and
CCK-8 results suggested that the 5—320 ng/mL concentration range of 1L.-17 could significantly stimulate B lymphocyte prolifera-
tion(P<C0. 05). ELISA and HAA test results showed that compared with the control group,Il.-17 could cause DAKIKI cell culture
supernatant IgA1 content and abnormal glycosylation significantly increased(P<C0. 05). Conclusion 11.-17 can stimulate the B lym-

phocyte proliferation and secretion of IgAl in time and dose dependent and accompanied by increased IgA1l production in vitro, while

it also induced underglycosylation of IgAl.
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HEBREWYRIA MR . K 25% ~50% A B3 7255906 12 Wi e
25 4E N & TR B LR 1B 8 (ESRD) ; R BN 2 F RS 4
A 50 % MR EE B BIAE 2 4F0 IgAN £ % . IgAN
TEBRSE B R AR 10% 78 H 24 % 23 7 W 3 X R A )
WHA R e N 30% ~40% ™, fEFR [ IgAN 5 5 & o 5
INERBEIR 1) 45. 26 %6 .24 26. 69 % ) ESRD 2 # o~ IgAN JiFsk.
Tg AN Fe R 8A a2t TgA-TgG e 2 G W TTIR T B IE 5 80
R ERY SRR R YNNG (NP7 $: RN )
IgAl J& 5|2 IgAN By ME—H0 iR DT 8 K08 B 3% 2 & Wit
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X IgA PIRU R RE B IGA BRI R AENRI MR E 2 T . &
ENFFE R 1AL G F AL 58 AE IgAN [ &0 AL il A &
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Th17 4287 & B A — 2R A F Thl Fl Th2 40 #Y
5 S RABIE T 40 M E R . Th17 40 M w7 A= oK & 09 1 40 i 4
£ 17(IL-17) , Th17 404 5 i 46 K 22 B0 A 42 3500 #40 J2 l ad
IL-17 BAEH . 78 2 KA B35 b, IL-17 JK 738 I 5 9% 1

EEE T :
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o e VeI E R (EAE) MR 4. FE4RJE R H . 1L-17 mRNA K
L5555 1 B A O s AR R P e T R L W R R TL-17 K
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¥R Thi7 il 625 A B g thm i R 4 VR R,
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SECT R AE RPN BG4 A AR R IgAN B R IL-17 UK
ST Tt Tg AN SR EE R P9 4 B A A1 R IR A A i
(PBMO) 457 TL-17 Jil 35 4R 4 0 P 48 At I3 ¢ il 1) . 31
20U, LR s R IL-17 W[ §E2 5 IgAN &% . Lin
SFUIHEIE R B E IgAN B Mg L IL-17 0 383k B A
%, H IgAN & M 1IL-17 REKFEE 24 h EGKREIE
LT R RS R R TL-17 0] BB TgAN s & 9 Ll &
BHRMEERRZ —. KOFRHE — L8 Th17 400 & H 3=
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1 M#5FE
1.1 #k  DAKIKI 4 bk (ATCC 2~ w] . £ ED ; A A 1L~

17(R&.D Systems, 2\ Al » 2 [ ; 5-Azacytidine (A &), £ ED) 5 i
ZE(LPS) \HAA B8 &= AR o A4k ¥ i (HRP) 1 — 41
ExtrAvidin(Sigma. & [#) ; i 4 Ifil. & (SH30070, Hyclone 23 &) ,
) s RPMI-1640 1537 3 (Gibeo A Al £ [ s £ 5T A IgA $i
K CHRP #ric 2E 30 A IgA Hiik (Southern Biotechnology Asso-
ciates AT . 3¢ [E) ; W 4 &R [ (Roche, 78 [E) ; CCK-8 i /Il &
(KGA3L7, YUSLAE M RHE & JRA BRA L ED 5 2 ) 58 B bR X
(Infinite M200, TE-can /A &, i ) ; 5 41 43 % 5% B 4 (Nano
Drop ND1000, Thermo Fisher, 3 [E),

1.2 Jr¥k it IL-17 % DAKIKI 40 Jifg B 38 58, DA K o] 354
Tg AT 4306 KWl B Ak 5 % 9 AL IR0, 9F 8 47 700 4 [11-17 20 (W %%
24):5.10,20.40,80,160,320 ng/mL) K [&] G 5 3 4~ Asf [
I3 24 48,72 h) K H A3 .

1.2.1  CCK-8 WL M3 5 AR 9% 52 30 225K L 7 A I &5
i BALMA CCK-8 I 10 pL; #3577 E T 37 CHEEFE 2 h
JG s BEARAX | 450 nm A& AR I O 85 BE CODYi

1.2.2  [EIBCWE R % vk (ELISAD R Il TgAl ¥R BE 3 a7 1 9k
— 0B IR AL 50 pL, 3 E 3 ANEE AL JEE .
BAAJETE 10 min P HEEAR{XAE 450 nm KA OD {5,
1) OD{E W L= HALE OD B 347 7155, DL bR o dh 09 % B2
Ry R A B K JIT I A5 % OD {8 A A6 4%, R A Curve Expert %K {4
22 T B T 2R 5 FEAR AR o 2R 3T G 1Y) T AL MR

1.2.3 HAABEREG TN IgAl IR EARE @
AL — B B AE (LA 50 pL, B E 3 ANEE .
P A TR R FE 0. B )5 78 10 min N B B8 (L 7E
450 nm P K AL EEEC OD {4 .
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FH TEs FooR A ELAE R A ¢ Ke B, LL P<<0.05 A% FH S
HeEE L,

2 % 7
2.1 IL-17 XF B bk & 40 i) 3% 58 7
2.1, 1 AR IL-17 XF Bk E AN s o A

MM S 5, B 5~320 ng/mlL By TIL-17 #il 3 8% 3% B ik B 40 i
48 h, 4 ML F B R W S X A CGRES I TL-17 30
ASTR) e BE B TL-17 Byl {2 3F B 9k B 40 i ) 19 45 . {H 320 ng/mL
160 ng/mL HACREF . W 1, FENS RKISLEE H . SR A 160
ng/mL [ TL-17 43> 5 38 3% 3% B kL4 24 .48.72 h, 41 ffd 31
Bah B R 5 45 i a] S R AR B, TL-17 435 B
g B L, Lk 1,

2.1.2 CCK-8 kil IL-17 X%} Bk EL 4 e G i sz FH 5~
320 ng/mL ) IL-17 H3 85 7 Bk 408 48 h, CCK-8 A&
YA R 3 T AR B, OD A 88 5 3% 78 1 78 40 M B 2 . A 45 AR B
N 5 0 B AR L AN [R) vk B S BB A TL-17 35 0] B S8 i 3% B ik
40 M 3 58, L3R 2,

2.2 IL-17 % Bk E 400053 W TgAL M FE A2 £F 7] 4K
LR 5~320 ng/mL 1) TL-17 Hl B ik B 40 i 15 57 48
h, R A ELISA () 77 3R 00 40 i 1 3% W b TgAl 1, ELISA 4%
KA ODEFR/R EM AR LHERT W IgAL IKE B, H
R0 UL, Bk Ml AE 5~320 ng/mL (1 IL-17 FEAEH T .
IgAL 43 Wb i Hh B AH S 19 5, 9 B TL-17 ¥k B8 i 1% 22 30 Y
BT E-RLN 56 R, W AR 1. 76 i JE) AR R S 36 . SR A 160
ng/mL Y 1L-17 Hil# B bk 240 M 5% 5% 24.48.72 h, 43 5 5 [ —
st [F1) A, ) 2L 20 L R 4T b . ELISA 4528 R . 4 i 15 9% b
W TgAl ¥k EEAE 24 h B JCH] B A2 4L (P>>0. 05) , Fifi %5 B 1]
FYFE 7€ 48 h F 72 h Bt B S 4 v (P<C0. 05), LR 2.,

L3 GEiF AR ORJH SPSSIS. 0 JEAT OB St v 1 Vo
F1 At B R B SE 30 A 160 ng/mL IL-17 AN E/E AR B B itk B4 A8 SE(E A .
il IgAl BB R 1gAl REBEBL RN (TLs)

I ] 251 M E B (X100 /4L) VW TgAl K (OD fH) IgAl HAA BESE R &5 & 81 (OD {HD)
24 h X AL 2.563+0.155 0.586=+0.01 0.623-+0.006

160 ng/mL 41 6.36010. 246" 0.593+0. 005 0.77520. 003"
48 h xR 2 4.703+0.185 0.742+0.035 0. 685+0. 004

160 ng/mL 1 11. 367+0. 295" 0. 860+0. 030° 0. 789+0. 005
72 h X B 21 6.853+0. 107 1.039+0.028 0.820+0.017

160 ng/mL 4 12.307+0. 255" 1.11840.017% 0. 827+0.007

2. P<C0.05,": P<C0. 01, 5 %} B 40 4%,

x2 FIERBEIHRAEFE L-17 3 BHREMARIEEMER . S Al BB AR IgAl REBEXIERNZI (L)
215 M B (1X10° /4L CCKR-8 BlIZ R (OD ) LIEWE TgAl /K F(OD i) TgAl HAA BEEREGRET1(OD )
Xt e 4l 4. 54340, 206 0.515+0.013 0.72240.007 0.529+0.002
UL -3

5 ng/mL 4 7.312+0. 228 0.54340.007" 0.830+0.018" 0.54540.002

10 ng/mL 4 7.73740.269" 0.59140. 002" 0.83740.039" 0.55840.019¢

20 ng/mlL 4 8.300+0. 282" 0.59440. 002" 0.83940. 025" 0.57140.015°

40 ng/mL 41 10.43040. 101" 0.58440.007" 0.84940.016" 0.56240.015"

80 ng/mlL 4 10. 71740, 140" 0.546+0. 012> 0.84140. 035" 0.56140.013%

160 ng/mlL £ 11. 60340, 323" 0.55940.015° 0.84540.015" 0.60240.018"

320 ng/mlL 2 5.307+0. 289" 0.54540. 004" 0.864+0.033" 0.564740.007"

2, P<C0.05,". P<C0. 01, 5 X%} B4 He 4,



FRES 2016 % 10 A% 45 £ % 28 4

2.3 IL-17 X B kB 4043 W A TgAL BEIEAL RO R2 R 1)
AR SR R B HAA SRS 3456 S0 5046 0 40 0 b 3 b
IgAl Wy FE LI B i (GalNAO 45 A B E WRE 1. 0D A
SR TgAl A FIOIRHE L B . 45 R BoR ., 5 X i
ZLHE5 ng/mL i) TL-17 X TgAL 53 F (0 BEHE AL 53 3% 0 22
BTG L (P>0.05),10~320 ng/mL # 1L-17 0] B
BALIE IgAL BB SL 1L (P<<0. 05),7F 160 ng/mL A 355 T
VA L B G E— 2D 4 R TL-17 VR B, Tg AL (IR 2k 1k /= T it 30
— RN U, AR 1, 7E B (R R S 5 v, ME R 160
ng/ml Y TL-17 J138 B ik 0240 i 35 5% 24.48.72 h, &4 5 6] —
A ) 8 % B A HAA BEE R B LR A R BN 24,
48 hdl b W TgAL B R B 35 48 W) — B[] 5 0 X B A
(P<C0.0D) fHAE 72 h 4] L35 P TgAl Mk E 522 % L& T
3 L (P>0.05), L& 2,

3 i e

Tg AN SR SR8 [l P4 0 2 2 S0 9 b IX 3 DL £ S 3008
B IR R BN 2 — o R g R £
EAE ML MR T . IsANRHZ LR BIX IgA UL
TR R AR 1) 2 B33 26 M B /N BR B 8, Tg AN I B R R 3602 3R i
X IgA MTTEL, H 32 208 £ B IgAl (pIgAD) YL L, £ 3 A 1
IgG. IgC3 i, ARZ W5 E ik IgAN £ & I B /NER &
DX J R W06 I e B A W ¥ AR TR R OB kL TgA
sy,

T 51 A B 2 1k TgAl 43 F I ML) R 1A £ 202ty T 3
PR 58 T P A N- 2 Tk 2 L e oA o 2 L 35 0 30 2o 40 g
PR R B B-1.3 IR (CIGALTD ]
WA, B R IR B Cosme Y4 B B 2 MR VR TR 6 i 1k 2
LW R AR AL FE OREAE . WP 9Y R BRAE TgAN B A9 PBMC.
ek 4120 )% i Bk 1A B ik 2 4l il b CLGALTI Je H AR &
Cosmc [ 2 [ 2 35 7K ¥ o 56 X R 35 K 80 2 B gt [l
B Ak B ik LA 9 CIGALTI 2 8 42 15 7K 3 F IgAN
H G R B UN B /N Bk U8 2L % (GFR) V& IR K 4L 4L 15 1T
Oy VR W ER T 1 R R BESE Pt & B IgAN
S SN A I Bk E 40 i Cosme mRNA 23k 7K - 8. 35 4IK F %t
BRAL, H 58 AR A E 32 TgAN B3 1gAl OBtk &
H AT BEE AR E I B bk EL 40 Cosme mRNA &35 T R ir £, 4h
JE I B i B 4B Cosme mRNA 35 F [ 7] f8 2 IgAN &5l
il =z —",

IL-17 J&— B3 K (0 17 58 M 400 Mo R 7, A0 /2 48 1k S 57 1) 1k
PR o AT v e 20 i R A AN P S 4 L 51 4R E 4N
BRI RA L5 55 B W Je b SO & A Fn g el B
5 TL-17 fil 3 Bk EL A )5 & B0, TL-17 AT 42 3 B bk EL 40 i 1
St L A B [ R R RO O AR R HE B B 40 R A A
[ B 32 5 | A AR B Ak 52 0 1) Te AL 4r i3 2. IRILTE TgAN
B P AR RS R I TgAL 43 0038 £ 0 i 1R T A 2
F AR B TR U0 A5 o 1 L BT TIRBERT B 51k Th17 40 i 4
WL, S B TL-17 4338 m, AT 51 B ik B 40 i 3% A4 AR
BEEAL S 7 TgAl 433 22, DURLVEI B Y 5 | e 08 1) & 2

25 LT IL-17 A% 5 B itk B2 40 0 4 5 . HL A P I e 2
BEBE RGN, KA = — o QI E A . TL-17 B S Bk
ELA N 4 I Tg AL, TL-17 S A fi) 0500 A 6t 1 35 5 B ket an
i 43 s B B A B Tg AT,
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