- 562 -

Chinese Journal of New Clinical Medicine, June 2012, Volume 5 , Number 6

RET N [ 52 TR YT M EHE B 4T YT RO [T ). PR R 17 HRER, M EF 5E,%F. METRx i BI T B 4T M MEHES 47 i
#iZ35,2010,20(2) ;112 - 116. BINEEARLT]. AR, 2004,2(3) :167 - 168.
12 EFHES R, R 5. 2 R A48 BL S AT AIRYT 18 VESAZE RSP, RREARL A MR BT N HES AR MRET N [E 2 1RYT
T B AL E T[], P E RIS, 2010,10(9) WaMEHER AT ], EBIEAM 2K ,2007,15(4) 1316 - 317.
785 ~787. 19 F = BR WIS, AF AEIEET SO 2RI A I L A
13 okcle , BRAERE bR gk, A B2 KO S AR IR ET N I E IR YT I SARBRET [ 2 B I PRI [ J]. P R A BE A, 2008, 16
TERE B ITRIRIERT )], h SR 2k, 2004,42 (21) 1307 - (19) ;1445 - 1448.
1311. 20 Mahar A,Kim C, Wedemeyer M, et al. Short-segment fixation of lum-
14 Lee SH,Choi WG,Lim SR, et al. Minimally invasive anterior lumbar bar burst fractures using pedicle fixation at the level of the fracture
interbody fusion followed by percutaneous pedicle screw fixation for [J]. Spine( Phila Pa 1976) ,2007,32(14) ;1503 - 1507.
isthmic spondylolisthesis[ J]. Spine J,2004,4(6) :644 —649. 21 Dickerman RD, Reynolds AS, Tackett J, et al. Percutaneous pedicle
15 Foley KT, Lefkowitz MA. Advances in minimally invasive spine sur- screws significantly decrease muscle damage and operative time : sur-
gery[ J]. Clin Neurosurg,2002,49 ;499 -517. gical technique makes a difference[ J]. Eur Spine J,2008,17(10) ;
16 Ji BR,E i WIR, AF SR S ARIRET [ | BB T I 1398.
IR AEIR] R A I RIS [ 7] o AR i 2R 7, 200717 kAEBH 2012 -02 -21][ A4 % % Frei]

(5):333 -336.

A= Wy i) 59096 9 3 R S TT R A I 5T 1

BTFU(ER), F OR(FR)

FETH ., )V DA TRMIHRE (45 . 272009044 )

EF AT, 541002 TG A AR IR 2 B BRI 1 e XU s Bt
TEBRN . AFL(1977 - ) Lo, A, FIREEIT, B9 7 1 H S R ER 1i236 . E-mail ; stonel 977 tree@ yahoo. com. cn

(] FMMIETTR(RA) B — W WWBERAE (1 B S M pm | SERG T 251 2 AR S Rt R
2 W B R A AT R R AR I TGIE A, e A S BOCT AT YEREIR . JLAFA , 22 A= Wy il 30 9 1 8
MEIRTE RA BRI R 1A B T LA 20 ) s 15 sl Al oy JB 8 AR T o, 2SR E W R (e RA
3R T BEREVE—2RiE

[RER] KRBT R; EWHH; w7
[FFESES] R593.22 [XEFRIEAE] A [XEHS] 1674 —3806(2012)06 — 0562 - 06

doi:10.3969/j. issn. 1674 —3806. 2012. 06. 33

Progress of biological agents for treatment of rheumatoid arthritis SHI Yu-hong,TAN Yi. Department of Rheu-
matology ,the Affiliated Hospital of Guilin Medical University ,Guangxi 541002 , China
[ Abstract |

ment for RA include nonsteroid anti-inflammatory drugs, corticosteroids and so on. Lots of patients can’t get satisfied

Rheumatoid arthritis(RA) is a common disabling autoimmune diseases. Traditional drugs treat-

control for the condition of refractory RA ,and result in severe joint damage. Biological agents have revolutionized the
treatment of RA. These agents play an important role in the control of rheumatic conditions and the improvement of
quality of life in RA patients.
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M2 ] A R G AR IR IR AR S G i
i AR E AR R B BT AR AR S, BEE X RA &K
BUTIATIR AT ST, 22 Fh 5 1 20 B S JHC T 43 0 1 240
PRI F7E RA A AL v i 1 o 52 A O Bk 57 5]
B, DT ST ok R 8 22 118 B 0 25 b 58 1 4 i S
AR T B AR R T2 T RA BUIRYT . A
XA T RAIGYT A Wy il 3R b A7 23 4R 3)
HCEFH T I R 4 SR o i
1 P9EEIRZE E F-af tumor necrosis factor-o,, TNF-
o) FEHFH

MR RA BYAED 50 b P i 2 4 1Y
J& TNF-o #5505, TNF-a J2& RA R # i 6
SEAVANMIDN 5, 72 RA SEE S I T8 R S 3 s 2H 21
T R AR B AR R B U AR A PR 0 4
4% -1 (interleukin-1, IL-1) . 4 40 i 4 % -6 (interleu-
kin-6,1L-6 ) . F4 4l Jfi /- & -17 (interleukin-17 , TL-17 )
e r 241 - g 440 b 4 V& 1 3 R F ( granulocyte-mac-
rophage colony stimulating factor, GM-CSF) ZE ) &35
P2 S i R0 JfL 3 A= 5 TNF -0 348 R T 9 200 i A 1 B
A AR A T «B AZ R AK R B3 (RANKL) £
FEIRYEGE M RANKL 5 1% B 41t 2 i ) A% % 0 (R
T2 (RNAK) 4545 5 B0 8K ; TNF-o 348 7] {2 2
T F 4411 35 [ 4 B 11 -3 ( matrix metalloproteinas-
es-3, MMP-3) 13 it 4 J& &5 H -9 ( matrix metallo-
proteinases-9 , MMP-9 ) | 2 ik | it ¢ 5C 7 &2 1l ik
I, TNF-o X5 RA BT BRAEAEA OC, T H.5 RA
FREOCT B A G, BN Ryt RA &0 Hh i)
TAAT, BTG TNF-o 9259, 9] TNF-o
MIFRIE X0 RA BYIRYT A B2 L, TNF-o 154705
JEE SR E B TR RA Y AE D 5], £ 45
ARG - (etanercept, ETA) | J K F| H HPT (inflix-
imab , IFX) Fll Bﬂ&i‘*ﬁ*ﬁ( Adalimumab , ADA) &
1.1 ETA ETA j&—Fh 20 iy AT i s SR 5
K (TNF) Z AR 1,y R IKR G B, A
75 KD (/K1) TNF 20K 49 i SRR 25 5 38 4 5
NRPEBRE M G (1gG) Fe BB, H 931 4
FERRLE AL, AT 43 B i 150 000, AT LA 4 14 b
Sl TNF-o 454, BHWT TNF-o 5400 R I TNF
ZARGE G BELIBTAA P 3k &5 09 TNF R HT, DT 40 i e
TNF SZARA- G 09 5 G SO B ] SRR 2 . ETA
FSF- 2572 8301k (102 £ 20 ) h, HEFE A i 25 mg/iK,
RS, B 2 W JLEH & 0.4 me/kg, HJH 2
W LI UL R AR A T 6 R Y e R s g, —
AR LR Sy b W W J g AR D T A S REURONY
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ETA 25— M9 2 E & 28R (FDA) it
HEF TRYT RA AR, 124 R 1k, 2505
T [ PRI AR B0 UE 2 AT DL 8 PR A RA R 3 A9l
UU.C N B A5 RAEFE R 7K | 10 e I 8 28 2% 1
IR R 2 RA IIRYT A BEIT AL, More-
land*? Keremer'*' 45 4R 84 X} 2w K 4 07 FH FH 4
WERS (MTX) #EAT T HIRORAF ST, & B ETA 7R85
I ASRE AR AN B 1y T OE T MTX 41, HA Bk
A R TR i, TEMPO 38365 J& — 3 41 %
ETA BEA MTX T804 i BEATL X HEIG PRI, A2
686 1] RA 3, 43l ETA MTX & —HBA H
2y 25 ORI A T 245 20 6 ok O i B AL T
HHIRITROR 6 = B E AT T AR F AR, 3
SRR IR P24 76 % 52152 To ik JE , 5L/ ETA Rl
FH MTX 2053500 61% 1 51% , =H B E A B R
I 2 S IG I F R X, R E R B
Y ANME AT LA S R S KR T 2, 38 AT DA I 35 4 2%
RA BB AR 00 | HORSE IS KRR ) %
"t

1.2 IFX IFX (R4 2850) J& TNF-a 1A Bk
A (25% RE R 75% NE ) BY 1gGlk [F] I 4 2.
SEREBTIAR, AT 5 40 M R 18T 19 TNF-o = 26 FZS G
TS TNF-o 3R AEYENE , %25 E R 8.0 ~
9.5 d, FrikiE I, AR <2 W' FRiEIR
P EIE 3 me/kg, FFARLL O J 2 A ANER 6 J& ki
iRy, UG5 8 A2 1 IRYERERYT . H 1998
AEAERE BT ,2007 AENRFEHE BT, B IFX R
FRIK A 25 ] A6 BB IR N = AR Bt IFX LA, i g
MTX AUk HopA i =7 BRI PR # S MTX
B4, ATTRACT™' J2—T04T Xt IFX BEA MTX X
itk RA BT 2 BEAL IR SCH K5, 44
A 428 BTG SIPE RA B, T B A2 MTX IR
SPRYFERD [ 23 3% 3 mg/kg B 10 me/kg B 4 JH 8§
8 KA IFX IGYT AR A 4 32 1 IR RIHA
7. G RF W Z AN R R IR T B TRX B
ACR20 ZEf# R 11K 50% |, & F 4 B 3B R R R
20% . 54 FARTHEAT AR 2= R4 BB IRX YR T 4B
JEE IR A 5 2 T R 4 2% 1, 102 8] st A LR
B T RAR A VRN % TRX 2H f 3 A 0% o A e
KATRAR A UCE S DU WL TR, o — T g
BLAYEFSE T LA IFX B4 MTX 5 MTX 5440 AUt
WE ST R AN AR 1 MTX B 2697 R Y
R RA B3 4550 R TFX 2 FE MRS I e 2 54
W 2 ELAT O G S IR S A R B MTX IR
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I RA A TFX BE i A A% 48 18 48 F BT R
2j ( disease-modifying antirheumatic drugs, DMARDs )
DN LA

1.3 ADA ADA E—F5e4 ANJEAL T LS TNF-o
B ELs A E A S AN RBEERE A Gl (immuno-
globulin G1,IgGl) BLyEFEPLAAR , TAMHE ] LIS &1 2
TNF-o DhBH T A 2800, 1 53 AT DAAE A MA VR
TR O 245G TNF-o B9 AR PR, DT Ik 21 A 20
FIBTRIE . 5 IFX —#F, ADA 25T TNF-o HL5E
BEPUMA IR ARIT 20 TRX A2 (e R —Fhog 2 TR
LAY E A TNF-« 1gG1 SRR, Lh IFX A LA 38
RS B B A S e FELZR G E, ADA
Wz i, iR T 2975 130 h, 2P 5E 2 16 d, #fE
TEFIE 40 mg/ Uk, 2 JA 1 WK, B T A, B fe
nAEEFZY 1k, ARMADA'' g —T0 41 % MTX 34
JPR RA BB BIBEHL  BUE 5, 2 9 i FH ADA
s FNNAYT 24 JANE, ADA 41 ACR20 . ACR50 .
ACR70 ZZfifr 3 W1 b v T2 R AL, W2 i) 22 M
i 52 M 22 S I g2 2 X, R WIFE MTX A7 R i
RA HBE A ADA A 3530 S IR R G2

1.4 Certolizumab pegol
4E FDA L F T rh B RA JAIT AU TNF-o 45
P, %22 R O ZFEAE i AR AL TNF-o P14
Fab BN, TR O 0B, 3225 21w ik
14 d, 7E25 25 [ bR B[] b mT ik 4 8, 55 A Fn A
TNF-o FEPLFIAALL X256 = Fe B, LA RETE %
o E 52 A W RS AMACRN S Sl AR SR MAAR R ) 28
MOEEAE T, DT R B A R4S A 7 TNF-o (41
FAST4WARD 55" 44 A f£ 45 DMARDs 577 KK
B RA &, 43 %] T Certolizumab pegol A7l FH 24
(400 mg/ WK ,4 JHL525 1 ) PRI (4 R 4525 1
W), 85 R R840 ACR20 2% it 58 | ACR70 2% fift
R DAS28 P B B T B AL, xR
B 5 DMARDs A J7 R I 8 & 4% 5% Certolizumab
pegol IGTTAITH L,

1.5 Golimumab(GLM) GLM J&—Ff4 A JEALHT
TNF-o FFERERTIAR, B B 7E IR R 50 v, 5 T 1)
I ARG B AS [ 57 B A9 GLML B 25 B & MTX
FHFXF MTX SO ARG S RA B 45 R kB
BRI RO A RO 22 B G 25
Hahn 7 EEE G kA, K4 RA BB XT
TNF-o 5P AR b A 52 P8, B4R A58 7 i
PRI 1) Ko Az, JUHL R I Jke e (i 4% ) AR R 1
SR | B SR S 0 e i UL o R T RIB YT Y

Certolizumab pegol J& 2009

10 AFSII] , PR G 5 0046 3 S A i A S g e 88 Uk
YefE A, R % BAT & A IR 259037 /0 B
By e LR A TE U 2R G 1 20 BEAR S 10 XU | 8 R 2% )
— SO LRIV FH G 25 o o b R I oA
4 ARZ RA BF I INF 875, UG 152 7 %
KM, (HEE R RA KR ALE A 2 RE 0 g0 5
TNF-o [ TNF-o 321 I £ B LU A2 A 7R Ko
N B X TNF-o 6 97 10 7001 B 225 e 1 BB AF 72 2 2
PET ETLL R 60% [ HREA R,
2 TNF #BZX & ( TNF-SF) i 53 #8 g 4 #6177
2.1 Baminercept-a( BG9924) #EAMEFEZE (LT)
R REBIRA R TNF-SF 418K F, Bam-
inercept-a /& LT-B Z1K 5 N IgG1 Fe B4 mli i fil
HEA, SRk e g0 K A 2K 540 (natu-
ral killer cell, NK cell) i LTal1B1 1 LIG HT ( LT-B
ZRTCEL ) 454, 8 ok B e A5 B 4 A
(APC) Z5408 /> T 4 yd v, T Wi AR ) &5
B R, BG9924 R IT7 4 JH HF 50% B F ] ik
ACR50 Z2fft, HA R RN/, 24 sz H4r
2.2 Briobacept( BR3-Fc) BR3-Fc J& B 4l Jd B G
[HF ( BAFF) &1k BR3 RY4IAEANBE 5 N 1gGFe A
A M ; BAFF J& B 41 i /775 K 7, J& T TNF-SF,
BR3-Fc ]l i BHLIBr BAFF 5 B 40 %7, Salli-
ot PIAFFE R , i AR = 1Y BR3-Fe J397 RA
F2AMAE, BFI T CD19 * AT AR S AR
TR PR RGBT N BRI YRR,
PRIZEA AN RA VAT RO
3 $1CD20 BEiEHK

CD20( B-lymphocyte antigen CD20) /& B 4 g &
TR LIRSS, A5 5 1 Sl E 5 Y —
4y, IHEESSUES B il , 2 5183 B k40 HE Y
AR, B E AN X 5 ORI PN X =
Iy, AN X B R K 132 bp, i fi5 44 D EFERR
CD20 {XAEHT-B Wk ELAH M A B bk EL 40 A | A
B IR LA S TG B Ibk C A0 P R RS A Ak
EZ e T4 M DL S H e H U T8 CD20 My 3Rk, A
I T IS CD20 MIAFETE, PR CD20 &
FHRAE B bR,
3.1 FZEHPL(Rituximab, RTX, EH 1)  RTX
SN A BIPT CD20 SraREfi A, af LA HrE B
If P R A CD2 + B 4R, %25 i e AE
1997 4 BT FHTRY7 B 40 bk V9, Z )5 78 2006
AE2E [ FDA M TI6I7 X TNF 540550 Jo sk i) 4
A B RA, RTX Ali@ s #MAN 509 B 40
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VA BUIAR AR At L 25 4 P AN 5 0 T AR AR 25 B
ARG b 35 CD20 /Y B 4, Mk 23R 97 A
B BE BT 0 H 19, RTX RYE 1 ANBERL AUE |
Xt R I a B EG1S 73 0K RTX B2 BEA MTX
KERBEBEE , 5 MTX BR253A97 R T RA 3, 45
JR RTX PAZG4] S BCA FH 2541 ACRS0 Y% it %
U T MTX 2640, P RTX JCig 2 B 24
FHIR RIS H e 25W, 78 RA VAT T IA B /)7
B, 52 AN KAIBENL B IR Z e TTh ik
TR AR R 465 BIEE RN N 9 4,45 T AN
FiE RTX G AR ERRIT , 458 B8 RTX
500 mg F11 000 mg A [FIFEA R, B TR E S
RITRCRZ B JC I ARG, DI RS e
SET RTX AMUAE ACR W2 ff 48 br 1A B AR,
FEJUS 2426 B0 57T Dy 6 B2 A 1 o 19 A0 )y T 34
[FIREARL, RTX o B8N BN, 40 i 4
VORIV, IR £ A AE B ™ R 1) B IR B I, {3 F
RA HBH IO B 19 & Az 2 AR Y FL T
BT I R I
S — R NTRAL Y CD20 B
Pi, —IRFBLAY TG AR A T 237 4]
RF FHME RA H&, 2% MTX W& A B AN [E] 5
17 Ocrelizuma JA97 , Z- 413 H MTX, Z55 171,200 mg
B LA b R R 7 R0, 45 A1 35 BV 1M vk
BB, B EAN BN Y kAR5 R A 22 5
TG it X, 7R Ocrelizuma BRI 3214 4 | Ho %
3.3 Ofatumumab f1 RU-015 Ofatumumab J& 54
NIEALR) CD20 Hg ik, TR AT
200 5] RA 255, R AR & AT Ofatumumab J577
24 JA I A AN TR) 700 22 21 1 S8 B 2 IR R 4 i
TR ZEf#, RUOLS J&—FPEEXT CD20 /N F
25, 76 1 G RIS th R B, il FIZ 259697 )5
TR B Al > (0T R RN &
"
4 ANEABHENE-1 ZEFERF (IL-1Ra)
IL-1Ra J& IL-1 B9 RARIEIR, 4G )5, 7l
PIBH Ik TL-1 5HAZARZE G i) IL-1 B4R
FH 0800 W RS9 S5 N B 1 RV PR, BT
F# & ( Anakinra) T~ 2001 4F#% FDA b [ 17, 20
FHECIR A BR TNF-o 5505 19 F & DMARDs, JA3 77 X
— 3£~ DMARDs 2597697 TR RA, —JK
HALIE R B8 20 %) Anakinra 367 RA 7 34T
T AL , K& 25 24 G , Anakinra 41 (150 mg/d)

3.2 Ocrelizuma
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IKE ACR20 1Y LU A1) Ko o536 st S5 2 i ey T 34 ) dd
T2 REH 4 ; H Anakinra 5 MTX BER 37500k T
H—H2h, Anakinra f2 5 UL B SO 25 55 £ AH
S BT SR R, A BFE R I Anakinra 5
TNF-o 156 FH B ™ 8 R i R A e s 1 v, TR e A 4
TEHBH
5 #HIL-6 ZEBEERE

WF5E % BUAE RA (TS BN N TL-6 KF-F+ 5,
$275 1L-6 76 RA By &I Hie—E MEH . TNF-a 1
IL-1 7] B8 16 W3R, % & — RN RAE KN, 4N
SRRV AR T A& B 416545, Tocili-
zumab ( B i 4% actemra, MRA ) J&564 AR AU IL-
6 ZMBATEREBUIR , Bl i v Gk S R AR
AR IL-6R 454, W il 1.6 BT fE™ . MRA
1697 RA IR SE 4 ~ 10 mg/kg, TR, & 4 T
525 1 K, —TIXT MRA B2 FIIE A MTX 7£ 57
MTX SFRCAEER 359 1] RA FR 35 By 22 4P Ay 7 3wt
78 PR MRA #25749F ACR20 , ACRS0 1 ACR70
LA R g TR MTX F2ed o HL
255 MTX R 280w i 52 P R 4, 2007 42Kk
XA IE E 2s (EULAR ) iR3E 1% MTX 22 A )
AR RA SR T MRA VA YT Y T399I PR 1 56
gL R MRA JAYF RA RO, M H2e ek &
i 32 P 4
6 LB BE BT F

VTAERTSE K LA MO EE T 40 M AR 2 BT 4 (cyto-
toxic T lymphocyte associated antigen 4 , CTLA4 ) J&—
o T L0 SR YT T, T T 40 o G R A
PR G e SN, B B VG 3 ( Abatacept ) J2& 55—~ b
FFIGIRN CTLA-Ig 259, CTLA4 4 4h 1) g X
N 1gG1 Fe B 2H LAY Rl 6 28 1, 38 52 41 1 3 o) 98
J3F CD28 Al CD80/CD86 Ak T 41 g i) 565 — il 38
F, NI T 48 HLTE Ak, 2005 4F FDA b =
FHTFIET7 % oA 25 9 AN BB RA L 2 T Il R B
2420 R BT P AT G B3 RA R I RAE
NI SR R 13 7 N W A o A S Lo 1 I B
MTX  TNF-a FEHUH A WA RHER T RA B3
LA B RN A 55 RORE G 9 S | I I 1 %
Yo Wl AN KRN A R RS R R
POMEL RN 25 A RS2 kR TR P 5 H
ARG A, AN HE T 5 6 2 i AL e KU A=
Pyl RV, Al B B S TNF-o 45 450 57 LA A1 Y
DMARDs B .
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25 bR A= W ) RS T R TEIT 10 4E SR
BUS T RIEMA R, A RA BETREEE, L HE N
ARLEXT &S DMARDs 697 JC 80807 2300 2 1Y S8 3 4
BET —FBr e RE, (HTT LR N FH )R] G B Y
S K L R A 5 — g%, W& X RA &
SR ML ARSI, 38 248 55 22 189 A 40 1 55 1
B, SRR AE P RRIRYT |, WERE S A (3 e 1
30, X H /D2 vE 2R ATE I PR
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Progress of research and application on smoking cessation drugs

LIANG Da-hua ,TAN Yi. Department of Re-

spiratory Disease, the People’ s Hospital of Guangxi Zhuang Autonomous Region ,Nanning 530021, China

[ Abstract ]

Smoking is an important danger factor of many diseases. Smoking cessation is important method of

decrease tobacco related disease. The pharmacological interventions can help smokers in cessation. The first-line

smoking cessation medication include nicotine replacement therapy (NRT), bupropion and varenicline. This paper

reviews the progress of research and application on smoking cessation drugs.
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