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[# ¥] HE HWTHRE pIb(IFN-B1b) X R-BMAL R ¥EHE L (RRMS) F BT8540 E i & Thi7 SR X R, Bk
egK11 f RRMS B, 5T 6 A IFN-B-1b 337, WERITRIG Y RARER S 4 (EDSS) R ARESEIR (MRI) T2 Fokt3A0 25
o FFEARALNMARRTIGSTRTRE /M i 24 (PBMC) H Thi7 SIRAYHE . 4R 11 £ RRMS B #4248 EDSS ¥
TR FRETTABA TR . W42 8] EDSS P43 K& MRI T2 Skt BT R B4 L2 R (P >0.05), WITEANA
EDSS #4371 MRI T2 fRAL SR A4 B @8> (P <0.05) . YT HT PBMC HF Th17 40U 76 o 41 30 2 4L 9 B30 ( P <
0.05) &i® IFN-B-1b 347 % Th17 fHHIA-F 4 RRMS THI BITaK.
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Thl7-mediated relapsing-remitting multiple sclerosis is nonresponsive to interferon-g1b
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[ Abstract] Objective To investigate the relationship between the efficacy of interferon beta-1b (INF-B-1b) on relapsing-
remitting multiple sclerosis (RRMS) and the Th17 cells in peripheral blood. Methods Eleven RRMS patients were enrolled
and treated with 250 pg INF-B-1b for 6 months. Expanded disability status scale (EDSS) scrore and T2 lesion number on MRI
were examined both at baseline and at the end of the study. Flow cytometry was used to detect the number of Th17 cells in
peripheral bloéd before the treatment. Results Acoording to the EDSS scores, the 11 cases of RRMS were divided into two
groups: the effective group and the ineffective group. The EDSS scores and the number of lesions on T2-weighted MRI were
not different significantly between the two groups ( P>0.05) before the treatment. But after the treatment, compared with the
ineffective group, the EDSS scores and the number of lesions on T2-weighted MRI decreased significantly in the effective
group (P<0.05). Compared with the effective group, the number of Th17 cells in the ineffective group increased significantly
(P<0.01) before treatment. Conclusion Th17-mediated RRMS is nonresponsive to IFN-B-1b treatment.
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1 XEIMAFE

1.1 & #HHE 2011 -08/2013 -02 ZELMER 2 ML ER
HEANMREES —ERTSHRRLH RRMS A& 11
B, BEIFE 2005 4E R McDonald S BTRAE", BEHE
241, 9B, LEFABERITNASS TRERST, 3#8
3 AARERASRERERENHE Y, HRTHEE S5
BEHEEHS  ERIB R MY, £R2RNSEHLFNIRR
B, FN-B-1b A FEIARFELERAF. BRELRIR
BT/ VERIO 3.0T, HEHARSBEBER HERHA
Alo FGCHEPRIE M B FEREST /A (mADb) (CD3-APC, CDS-FITC,
IL-17-PE) AGUEM B Biolegend A ®] . FA MK FAC-
Scalibur, A& E BD A/ . HEEE(PMA) IBTFE
K (donomycin) B B Sigma A/, /NFMFEK A R=F4 4
FERAA,

1.2 FiE

L2.1 FRE®RAF % FABEYHT IFN-B-1b 250 pg,
RTHS, BB 1R, ¥Wre M H. Wrhe, FifBEne
REFEIREREEN, BREARENHZEY.

1.2.2 #BAKARKEEFS FAEBEBTHENER
T RRF RIS (expanded disability status scale, EDSS) &
FHTIS, BO~5 4, BHRBHREABER™E,

1.2.3 BaAiEgE HEREERITIESHTLME
SHH MRIRE, REERRERFHT, S T2 %,
1.2.4 S#EALEAHSKE [ Ficoll-Hypaque 2 B 45
BERL.L¥ 4 PSR L BB 4R ( peripheral blood mononuclear
cell, PBMC) . YTRITHE R B AR IKIN S mL, BFHFEHN
YIRS, A 0.1 mol/L PBS @Mk 5 mL 40 M B .
FBERRERRAMEBEE O ERGEBINZE S nl M¥E
MIASEW L, FEAKFE L2 000 /min, 20 min, BLOEA
R EBT4H5 B MNDERBRFEZEZRE, B2 PBMC
B. F0.1 mol/L PBS ¥£3% 2 %R4&H,

1.2.5 RAX#mEARR AL Thl17 &5 B2 x10° 4~ PB-
MC, RPMI1640 $5p 2 A ZE 250 uL, BFTF 96 FLIBFMR,
HIA PMA 50 ng/mL FIBS F B X 750 ng/mL R 5 h, kME4m
MI¥e %5, FainA CD3-APC mAb 1 CD8-FITC mAb, {4
J& 4CYKFER YRR 30 min, FIMRXPEWRBESE2 1K, INARE
Fl 4 °C KA 8 6 B 20 min , ¥k Y& ¥k %2 K . N A PEARIT

4RI 5 53 F-5 3% % %% 75 ( Chin J Cell Mol Immunol)2013, 29(7)

W IL-17A AR R, 4C KA REE IR 30 min, YeBENk
1%, EAZE 300 uL B, I FACScalibur R MM {XHAT
KW, Flowjo?. 6 $U#EATBAE L7
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0.058ERFHIER L,

2 &R

2.1 EDSS T4 £ IFN-B-1bJR¥FE 11 BiEEF6
%I EDSS PF4r T RE, BENERA; 3 MEETL T
e, 2 BIBEFPAAR, RENTHRE. BRAS
TRAFEWRITRT EDSS WA KBHH¥ER (P >
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(P<0.05, 1),
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FELRBYRER-BF 4% K. IFN-B 1 & IFN,
WA ERHA R RRMS 28, HE
30% ~50% f) MS B %t IFN-B 3897 L. K -
FEE SRR LW X IFN-B P34
HE. AHRLRER 11 HI2 IFN-B-1b 4576 A
A9 RRMS 8% 5175 6 i) EDSS P4 F&{K, MRI T2 %5
KEHORD, WIT AR, THA& S 4 EDSS 3£4-H MRI
T2 B B AR E R, WITER. W,
AT TFN-B-1b 377 B4R M A% PBMC & Th17
M, RALHA Th7 IR ERAEXLEHE
B,

PABEA R MS & H Thl IS4, IFN-8
HEE Thl AR RERTF IFN-y i IL-12 R3%
RS ERIBFSE Thi7 GRS MS %
#P1, 1 % IFN 7 LA5E 330 % RORe, IL-17A #1 IL-
23R HIF LM 2> CD4SRA T 40 i[5 Th17 48 B iR 4
1, MS BE S IFN-B Y75 L% IL-17 K FH 8
TR, B MS BE M IFN-B 8577 i
BEERIFME, IRIHERE N4 T 65 IFN-3 1
DUESBORIT TR, ERBFR BR IFN-B 3857 Thl
2B B EAE A3, BHNE Th17 /+Ff EAE™,
M3 IL-17A 7K -7 TFN-B 477 308 RRMS 41 &
EBRERARBH M, H FNB FHEES
Th17 EHK FAEMRERN R ERE, ZHERA
IFN-B A 7EIRYTRT PBMC f Th17 ZAHIEEA 304
B, #amd Thl7 4HH4F 6 MS TAER S
IFN-B IRF RN EERERE, BHIBI A, )
1 IFN-B IRT A 3 M MS % PBMC ] L HeigyT
IHBEFEIF=EES IL27, IL-27 7 L4 IL-17
HFEEEDY | Th7 SR MS B ETTRERLIR BRA
AR TMB R AT U= KR H AR FN-
B TREBMET R, Wb, BT RIEREK
ARIEBRERE IFN Xt MS WARF RN ER 2
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