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Abstract

BACKGROUND: Studies have shown that a large amount of inflammatory factors produce in the occurrence of osteoarthritis, and antibodies against
inflammatory factors have recently become a research hotspot.

OBJECTIVE: To summarize the latest research progress of monoclonal antibodies for the treatment of osteoarthritis, and to provide references for the clinical
treatment of osteoarthritis.

METHODS: A computer search of CNKI, WanFang, PubMed and Web of Science databases was conducted for relevant articles published from January 2006 to
May 2020. The key words were “osteoarthritis; monoclonal antibody; inflammatory factors.” After consulting related articles, a total of 69 articles were finally
included for result analysis.

RESULTS AND CONCLUSION: Osteoarthritis is an inflammatory and degenerative disease. Compared with traditional non-steroidal anti-inflammatory drugs,
monoclonal antibodies have shown good effects in the treatment of osteoarthritis pain due to their good targeting and low side effects. Some monoclonal
antibodies will increase the risk of joint replacement in patients, so the choice of drugs should vary from person to person. As research continues to deepen,
more monoclonal antibodies against different targets will be produced, providing more options for clinical treatment of osteoarthritis
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0 5|= Introduction

AR A AT ) A E A R R g3 e, B £
B RO RELFTE RGN, A KRBT,
KEdAEA, FILTFHIE. B3, T3, AHARESTS
M, BAPREZZNRETAMZXTRTOETAfEL. K
FFRRE. BEAY, EFXF AL RIRFXPTEAR
KEXERTFH 4, LFPMEFLET a fLiE Fittim
Jo ek B mit, AR W R @Rtk Mg e, & mieAE
6 Fe & e NF 1B R R L) KA AT A, & @ieNE
6 44355 B iR tg b Ae = A UK, AL IES T @it eg g1k,
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1 ERIFN/55%E Data and methods

11 BRISGE &% —1E4 A it F A % PubMed. Web of
science. ¥ [E 4B, 7 7 & 44 A F 2006 £ 2020 F a4y
Sk, FESLAE %154 “osteoarthritis, monoclonal antibodies,
pathogenesis, inflammatory factors” ; F X4 &i84 “F %
TR, KAIE, LR, SERT

1.2 NifthpgE

121 ANk O R AT KR B L R 8 L FE;
@b FXF KEABRRE ARG TE, @5 F Lk
A R AUHIAR K F SRICT A L

1.2.2 HeFARE O 7 A EBIVRGLE; QT LML
F; OB TIEHS B Fe LMK 0 B T 2 7).

1.3 REME OARS A ZAMX; @i 10 F4 £;
OXMAEZH, TSRO SHT], EXIRHYAH A
B F 3 5 vk Eeg k.

1.4 FIBIREN @ i3 XA & BA5] Lakivk, k3
1922 X ak, H P Lk 668 5, FX LK 1254 &; H
RE T HAN LML, AR, TR, HAFS
AR 69 B LakiATSRA; JLE 1425k 1.
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2.1 PR o BT AR CAiEE, BT kB,
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JRALE B IS B SCHR HISEHdi: certolizumab™ ™, adalimumab'
Infliximab®*
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2 . 5 0 4 4 8 R T s ) )

B @& 1. MERRE T o FaleR FFehdssig 4l
TRXPRGEAE, WRBIRERETF o RMUER T 4afie. C- R
Fa, Rt @A RN, BE SR K et
BB, LR THRT @M. FEmI0. SFmits A
4B E G A I R BES K P, BORECE I RTIRE, F
HA PR A RA IR0 6 £ N, XA by B IRSLE T a
IR 6 IR b J IR BB RL A5 b 1 R s A % O,
— Bk PR ILE F o E, PE5( A% B -F Kb Rk P o) —H &
B ) AT T4 249 DNA 55, 515 — & 949 KJE R K
SRR L 7 R R R 4 4 B R AR AT B A BRI &
AT RE, XML H KRG ® RmRE
FETRH KRR TR AR AW Fw LR, A3 ARE 0
Jait AT P, sesh, MBIRSRE T o T AR X ERTF,
4o tmfinE 1B, B A4 ¥e S MBI R T 2 A
VAT JUAF: RZ2R#E I (certolizumabpego, CZP), FTik RK#E it
(adalimumab, ADA), 3& X F|&3#3% (infliximab, IFX).

211 RFREI REHRPBRA AT B2 Fab J B4y
FABIRLE F a. BB IRLEF a LA G FER A
FBACE F ik, REREREZ FC A K, XFHE Y%
JAAE 5 EAbF B SRLE F o A RE, A5
AP R BT AR AR BIE @b AMRR B 4m
JodtABit R A1 S ES @A TR, R, REXK
3BT A3 KA S e T 3R R S — A A 2 ) K R i
JR ARG ho il M T tafe ey gk M, A R T AT R
FR PRI HIOEHAEF KA P, R F M EIRTE



T o AARIREE X T KEERAGOA, ARXTATRE
RGBT I, EEM R AEIRIR 240 25, YL,
FERF K84 X 7 7 35 70 B F BOKH) B ) A B 14/23(61.0%),
fiEF A 4, ALK 10/67(14.9%), —# £ % % % (P<0.001);
HIERG X7 5 RERGARL, GAEBKE S G, Bk
ZEB AR, RERLABIFGIGME, (2L FHF RN
BAEREXTORERTIHI., BATRERERT LA
FREREBHAT K, FHBBF/REAT L, ZAKSAE
RF RS, (2R FE R KGR RER Y, LFaig
AMEE R R % 0 E R K RIEY .

212 FERER FIAREROARLAHGER, REAN
RIAFEE G E LA NRAC R IEIRE G (1gG) LA EIIRk, B
WO 2R FREMAT R, RARAERL. RBR. 4
& K AE T BomEayissr U, FIA KRBT
MR E F o BA AR 6 F A A, 38 3[BT AY 58 3R 5L R
F a5 324k p55 Fo p75 #4948 B AE A T A BCAKH I G IR AL
RFatdhgohte, BREREK, FRPKD. 2EF
# OSSENDORFF % i@ i 4R o1 52 3 R AR 70 I 8 3R SL B F «
SiBmiat kgt Z, ARTEARERGER, EFEM
R K T A B FAFIRE et OB RS
Tt s, QA 20 ug/L 49 APE IR F a; @FAn 10 g/L
Mk K #30; @FHm 20 pg/L AP 98 300 A F a+10 g/L FiA K
H., EIRAR2 AZEEENFRI, HKF @I DNA A
I8 3L B T a AR AK, ELEJKF) 48 (#RIKRF 69 RS)
A4 B KT 2t BB 40 (P=0.029), X &AM IRLE T a
LI RN R ARG 3G T AR SRILE F a 4937 IR A ST AR T
KRR EMBRAE T a+ FARAT, RATE
¥ty SR MIE IR T atleh 54% (P <0.01), 3B mintR
MERAFMREERMES. RRIAKR2HAEESE
BT AE IR A F a sl (P<0.01). MA % U8 5B £ X g4k
PR P IEBA T T 38 AR 30 RALTT VAR, Y 3R B A4k TR
M, ma BL/E mRNA KT EBART KR4 8 & G bs 3 t9& .
MAKSYMOWYCH % "9 44 5236 % 81, T3k KRB F0T AR 20L&
e %0 K 69 464k, AR M ARE CHEVALIER 5 % fo AITKEN
& phiRE, SRR LA 0T B LA, FTIAREFAL
FF R KA RAER T RRH, KB FTAREIT fext
TR T KA — 2R, A2RAF X K977 R,

213 ERAFLIR KRN ETLRRAELAAIGGL Aok 187
R VAB AT & R e =Mk ", s 3e ko, £ XA
B G GR IR AT L RV IR T 6 AT SR A T
afe— BN RKRTAG U AFFATL P, AEHAHTEK
R KAVE AT T8 97 F3MZARME X T K oG 77 ife e M,
BT AR P 2 ERET 2064500 E
F, BEMAS A 240, BT AATIRAE 10 6], 2124
RGF 5, 5974069 B M Kb (VAS) B3 0H T RERIK,
HAEZAFEATRRRE, R ZRELAGARKRY, §&
F % 64l AR I 5 18 B 35 K A H st B KT K a90s T 2OR.

22 MRERKEFENT 24 KB T EEBR R4
AN ZERATF, SWEAGGEERERLTHAST E
2R, AAZARBTTERMZIRES: —HEZEFD
4 B4 5 BR 4 B % FR (tyrosine receptor kinases, trks), % —#F
RAKFEA A QPTG IR A T P75 4k, ILEIEE, WEAK
BF R MBS R ZGER, MBS KENRAE. AR
T4 1% i BPR B R AR L AAT £ B b2 A KR AL
P\ o R A, B BRne) KRR . FE KUER
BT, MEAKRATHRERZL R L TkA ZHRES, %
ERT R AR Y. TrkA B 5 Bm 04 AR AR S AR
k. A2 A KR TE KE@IC L TrkA AR A, R# 3
Fb R EIR T OGBEAR, i, miFE. 5S- R &k, WARE
E2 fodb 2 & KB F AL W, X EANTAT 5ot A% Bob
S sk b ZARLES, TR AR AR BB T,
B4t e b AV EA KR Fo92hdh T 54 340 WRKRER
(Tanezumab). Fulranumab #= fasinumab,

221 fRIRFR MRIREIRZ —FPARTAPZ A KE T8
ARACE L ESAR, TAslid 2L KA T 5L heg%
&, HBCOREM. BLAE KT KT K e Em AR R P,
SCHNITZER % % % 4 T R Rsk 3T B %9 K 493
R, &7 —AMERRE, ZREOAEST 2A%RA: KiE
%1 XA 8 Bt X MIEA IR 2.5 mg(1KF B4E ); X
B 1 RES IR 2.5 mg, % 8 Bl EST LR 5 mg( &
FIEL ), ARSI, 5 16 B B 5ts7 S4T30,
% 2 R K] S 40 69 WOMAC &4 38 304187 3.5, SR
20 (F&1K 2.7) ARk £ 7 B F (P=0.01); # #2404 WOMAC
FRIEHEIRT 3.7, HaTBasan 2% 2% (P=0.002); H
7697 40 WOMAC Fh 45 S h R E &, KATZ® B 2
T T AL R, RAK T IEMRIRE IR —FA K846 57
BFRT KNG T, ERARERMERKERSFERFRE
Feik, AP ERGREIe KR, B RIRIRAELEBERILK
Hhuy, EAPmik A ERE D XAmkiER T2 RINAE
BTG E: OFHXT RS F ek Eimbk;, QFHFTHE
KA, LFEFEATHAAT KR, X7 E#RD
1R RIR A T A 8 X &, RIH T — AR R
36 B RIS A B E A 34, 5 AMER FH A
EHRIR. KA E RIR A R B ATIE T . B RAN, 1
ek b e REA AV 2 A BIREGAAIR AR, 12 R 1857 40
Bl & H A 6.9% 69 B HEZT X P Bk, KA Z4H8
W) A 3.5%, ZEAEA 1.7%, EFAIEHENL, B
Fib A TG R BRI dm K. FTod & #5540
RIREAETT, HBHEZXT Kt Enik, X5 BRI
At =T G, xF T ARARA 7T 46 B WA K P B4 A KL
FEABA BB R AL RT ERANEE LI, wRKRER
FR—AFehidE, £E HIb K369 SCHNITZER 2% B2 i@ i
16 RRIE LI, Ao RIREILE A EALR G RIS A5 th e
BeS A B SF R BB
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2.2.2 Fulranumab Fulranumab & —#+ &40 % 53R &8 G2 # %,
AR, BEAHFHFRALNZE KR T A9 FER 5
AP EEFH SANGA F P d it R ALK, EH4
JE 3 mg A 8 & 10 mg ¢95 & F ( X ASJEH Fulranumab),
L4k H S REA g s R ARAR PG, B R K B E 49 WOMAC 3 48
WP Fe B IE S 4 B O B E K E. 4RI MAYORGA
S RE, EXAEBZTHEIAIMgREAE Img )
Fulranumab X JRZH6 775, £ 12 B EINT B EF 6%
SR B An £ 454 BE-. Fulranumab 3t £ 35 K 694455 2%
REZRTHEWR. PEORREHFTRTLOGZFT LT L
HBEAR ., RPAREF . £ BHAF KK, SANGA 5
Y IRE MR, AEAEA Fulranumab i85 /5, X EFadi %9 £
A EFDANA 10% A2 7% 2 T X P BE#AR, HEZNHETK
H B TLE EH T, A 63 4] (89%) 3% T Fulranumab 7557,
5 b Rk EAEY 2, Fulranumab 5 3F % B 83 £ 30 K 25 4 B84
AR E—RHFENE AT KRRk E b, o, £4
FFULP A 28% HILT AP R A GAR KRR R ML, doF 48R0
T AR R R (13%), BUE LRAAE (8%), AR ICIRAL (7%),
w2t BB A ILAY 240 5 R RO 89 bl 4 14%, db kR R
R EATHZGHE R T AL A 6938 m, LRI
BAHIAAEMAN S ERRRA, XHLBA Fulranumab( g 35
R ) R—AtAast s bt i,

2.2.3 Fasinumab Fasinumab & —#t T A& A K44y 1gG4 Y
AP Z A KA F 09 F L TR, T Ra A T2 A KR F.
TISEO % "33+ T — 3R 4 4 24 Fl 49 16 Rk S, % KA 4
AR AT KEH, 9 5#E% 003, 01, 03 mg/kg
#9 Fasinumab & &EA 677 (% 1 RF% 57 RATX P IEA
EAH), EF 24 FATEZR BN LN, HRAAL
1% J Fasinumab 7677 B H AR R, BHRHIELH I EK
£. £E%# DAKIN & " %41 7 — X5 (AL, ARF.
Z R R ), § /£ Fasinumab $91E A . &AM Fedt
M, ZRE AR T AT KEREREL, 2AEZ
4 4 J 1 & Fasinumab 1 mg.
6 mg, Fasinumab 9 mg K & &E A6 77, ST EHE A 16 A.
SR EIAT 16 BT 4 408 57 L8469 WOMAC &5 44k 5 =t
RAAARR T R F AR, HARALKKFAR, 44087
284 WOMAC 58 54 ( 918 4 0-10) BAK1E 5 %5 3] 3.5,
3.4, 3.1423.8, EBEGEIKIPMAA B EKRE; Fasinumab
e mE AT, 16 B 693607 P i deAe st B4 504 57 AR
R R LA FE SR A 62% F2 55%, 12K % FLARLER
B, Ot RERE. WL A%, Kk, K THLER,
RAEEe R R4 mB e EE, 57T A 14 4] (4%),
STRAA 14 (1%), AR A BT FIGBRF LML,
Fasinumab T S$ 8 X V% ( AEX T EREF , TR E,
BB TRSGHTF ) R A, FHLE5EMAF 2 EAX
Fasinumab & —#r ARt 2269 254, M B5 2 /A A8 LT v
RHFRBATESR, HEXT I,

Fasinumab 3 mg, Fasinumab
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BRRBL, A2 A KA T hMAA AR, HEX

T ARG HER, LR AL BB AEFHE X T KAk 699
M, Btz R megaiFmiz B AmT.
23 BEAIPNE 1ERF a@ieir i 1 AT AT REH0K
B ORI BRI RE, ERAT KL mEET L
BERBER. G@AE lafed @& 1p LA R £
A, damieiF 1B 5L ehamient IRLEEE, 7
AL BE A 410 & & 88(myeloid differentiation factor 88, MyD88)
28 tm JAA~Z 1R 48 3 % % 1(interleukin-1 receptor-associated
kinase 1, IRAK1) #9 35 %&. M IRAK 240 7E M3 3R L B F % 4K
HMXBET 6, MBIALRETZHRAMXET 6 MEERAT Tt
o8, FERTAKL LA KE T#EE 1, ZLERREROHR
Bl i Bl 4 B (MAP3K) KR A 1 Z— 1. TABL. TAB2 & @ #)
B4, TAKL STt kB g BR a9 BRER AL, 5424t KB T4
¥ kB #93%0E . B BT, MAPK K& F 49 P38 VA& c-Jun N-terminal
kinase(INK) 5 %4 & ) T2k TAKL 00, 514 3 AL F 44
#®EK: afFEibameR T, ALEF. g T Kamid
Ji Aol U0 A7 B F kB Av MAPKs 2 % 3 K K L] ¥ A 4
T2 EAR Y, @A R 1 TESARERERES
B, AWk, —fMRAMIIRE, WHIKEEORES S
ey, B, WH G @ik 1B RT A% MBE X
TR eHE,

B ATARE ST A T8 X0 K ed4tat & @& 1498 L%
FMR4oF: Canakinumab (ACZ885) 2 —#F A IgGk ! # % [4 4%
k. STVATLYT & fm A& 1B %4k, KL, CHELESCHI % ¥
#Hit T =AM E R, RIE R canakinumab 3 A SR 4w iR e
R, ARABTFHOEIRLI, 54 /A b5t R
2AAR L, canakinumab IT 2 33 o B 3R 50 B F o 32 F4m i
& A RAEARTE, FEKT —BARKF. 122, dTF42
0 £ 496 KX EE, £ 57 W 24t canakinumab #9224 | w2 b
HREY ) F AT IR Fn, A FR—F R,

2.4 HAhERHANFHRPIEY)

241 RSF RS & B T ARAE % & @ 1(low-density lipoprotein
receptor-related protein-1, LRP-1) B 3% BE 47 %) % & % %
KERO—NEZRARRRE B EOBIIREE S50
(ADAMTS) F+ & 3 H 09 4B IR 53R, AR AN, AR e)E
FEO AR E G S50 5 AR LARR BB AT AR A
#, {22 e Ak )@ iR @itk &4 LRP-1 A-F /518
AR RARARIR, R LN TR Y, REG S5 4
Falll 4R 4 8 B € B A H) A 3 4418 L LRP-1 A~F A B2, ik
A LRP-1 R B A RS AT REAT R, dTFX
T REH B @ILT LRP-1 & @ K-F e 54K, ARAFA ) Bid
BRERTF M, FRARERBEAQBRFREG SHEHES 6
RN E . A A LRP-1 B & IR 6 152 b T A
Bl eV R ARAT LRP-1 ZLA%, R L% Bl ) ) =T A AR AR
A BEOBRAREEG SRR S HIRINRE, MmLIEE £
K A X RE 69 1BAL ( BLIE B R IR 45 &R 4 ADAM KR



4 &% & 8 ). YAMAMOTO % i@ it & & Jf ¥7 32 (Western
blotting) & 4 M &L I, L EFAANE XF K& HF KA F
LRP-1 49 a4,V T 48%, B4EAR YV T 65%, HREG % a8
5FRIREFTAN 2845 (F AT KEH 210min; EFA
75 min), BLEEERAAE LRP-1 69 ISR IR TER, AR
B SARBE 5 b5 I A0 342, ARSE YAMAMOTO % ™ ¢44p:4
B XN REFGRE mieT, FA4E A # ADAM-17 ) Fuik
(D1A12) K ATEIA 4B B & B 14 494704k (E2C6) ARA% LRP-1 ¢4
a b An B4k R B KT B3 e, ELAEBRAAE R AR T 3,
AT RIS TR E G S AEH 5 69 F TRk F 3G 2.4
1% (1R IR IR E G S48 5 49 F X B4 95 min, RAEA
B A0 210 min), & & $AB AR 69 ISR R
B K LPR-1 LA BREIP B F A m i K-F L2 7R T8F B 45
KR, BRI Z AR XS EI . RIS RIERC L
AR P9 89 97 2

242 REQSHEBESITHF ZEHAREOSHELE NG
HREMIR, ZRBIFEEOBTEENRR L, FHES
TR AR B 6 HRAR 45 H3% (IGD) Fo g A48 I - AE (GAG) 44 49
ComEBmaTatkyr ¥, ot FRFHF L. KEAKEE
Fats ey M T EE, LAY, REAGSEBTK,
RERFEEE SAEH S FTFHNT G SHBKRMBIAA T A
BAEF R FIE S RS, REG SEHRS R—H 3
B LB RO, QiE—/AKEGRTARE AR, — MK,
—NRRER; AL DB EE R (TS-1, TS-2), —A
B A FRABIR, —ANE R, AR A 6 E Ak
brat &G S AEBE 5 #9455 4R . SANTAMARIA % P9 i@ if
M3 K I, 2D3 4= 2011 R ek AE A TR E G %
Mol 5 R AR AR, 2D54H F TS-1 X, 2B94EA
FhRBR, ZAERLERR, 22X EFARFFRILE T AF
REG S48 S 4 aER . FHREY, REA S4B 5 4
Z s R4 DMM 3% (8t F K eg 75 XA A s IR 51 ¥
A 9782 M, destabilization of the medial meniscus, DMM
%) ERE, RS LR AT K613 4 ). LARKIN & @
F % A T I3 GSK2394002 A FK ( ¥e B AR IS A K Ao i B
FR)OEAR, Kt T A HER, EAR—ZEHIR
@i DMM ik R M B X7 KAA, KRB 6 Bl R4 % (A
IR-800 4732, 16 mg/kg), EMAE A . LILAMEAEL25 30 min
B, NRBIENZEILT 1E5; 4d 5RA ML, IR-800
OIS T RS HA A, BERXT R RERET. FA
Moo BB T RHOKRELATTER, IR IZIIAEA ST
HFEN. Yot ARG 4 BT 443 [10 mg/(kge A )],
A F 8 FIBHE A TR A X P K Rag e X SR AR
AT R EMEK, R FTIWE R 55 B FT IR R
BB, Sl aTerige kR e, 2R L%
AR RE G BB S 9 F A ) 2.5, fed bkt £4F, HHK
I S4B A G B4 A 69 30 42 Y. CHIUSAROLI 4 7' ¢4
AR, @LEEHF KT K AKX T BN 24 CRBO017

BT (e E AR RR ), MUedtdsf, @ LA T84
BRI AE A . MILLER 5 B 64 B % K 3N, £ % DMM ik
MEGY B R SN RAAR T, % 12F4.1H7 AL ¥ 5 kR
BT 6 R G B2 2R RER 18G2 k6T 49 RARK,
HBFHMEE. BHOTEAA ER . BB, 4
*HIREG S AEHE 5 09 L EIRE S WK A LI RIFHOR,
A28 1% B M3t ARG T A R — R, B RIERNE,
FEORBEAETSOEFHMMEAAN, R2WH % ek
ARG, REAMEMRXRE? ThH L HHFX
thrrik, A HF T RRR, ERYmiemrn, —
TR MR OIELT AL, MRBAL AR ERREE
B % ¥ S SURBE A ke T B £ KB ske iy .
243 mENRARETFIHFH og A RAERKETTEA
TFARNG S mie, A Z2mERGAERER. oE A
BA KT SR m ey 475, AL KT N AR AL
F B ARLE, WRRGTARGEEL ™. KA, EEh
EREAERE TN g A LR KT KO LT AE
TEMA., KB mnE A EAEKEFREAEELSFRIA
hEREXTIRE, FFEAREEEOHR L. ARELEEE
B3, ARABEOM 135 Xm BT ARG W 7 FHAl
e NEARETRZFFEXT KRS ENETER
% 1 Bevacizumab & —Fr % oy KA K B T4 AR
W, SBEARAAEIRITE G . BFR LI, Bevacizumab
AT VAP HI AT G 247 A ot A K, AR B ) SRR 1R AL a9 AE
AL F S e R, B F R Sk R IR R
TR AR B & %W B 52 4 4 mg 49 Bevacizumab T Bf
R g R ARG A IR E A XA KE T A=
ARERBEOMR LKA, 5XTAEHENRBRft i
f&A8 1k, Bevacizumab st SR K MM K TR T KA FAF
BB RIPAE R . NAGAI F O R 2 =, ERWE R
KAEA | 4% F] Bevacizumab 34 57 7T A 5K &A% £ T #0F AR A
TR ALK, Sh4h £ ¥ R T Bevacizumab B A BT
BITE R KA, 2R B AT Z A X 49 16 RIXKE , BT
vA 5% T Bevacizumab 3 AURF £ K 8987 HREF i —F
KR,

244 KifmfREvEmARE R E F IR A kA E s e
FREXRSHEFEHFS LEMER, GIFTRT KHE RN
BIA K. AHIREAR, BIHFXPREFORTAAAEEL
I, HoALdm e B oK e e 75 R4 T 48 X mRNA Fe & & K-F
ZREHTEFAS, AFHBEEORAXT IR EHERE
kM R F £ P £ (collagenase-induced osteoarthritis,
CiOA) LAY, FHAR 745 tm it B v 4m 0, 45 35 ) ) F BAl % %
R GAER Y, SRR I, kst B R an ISR R R
FRAB R R EF R0k, EREES 2 ARBEE
SEREE, FHRST I, REHRBELE ], A IR L
SRR (MP1-22E9) 493657 48/ R, AL ALl suik ey &
M, FAERBRAT (EFH 3 RABATARER ), #H4
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Review

BER (R R—ARSEE S 6 A Lig Rit), mALF
ol BB ERAR Y. LEE 5 0 i it CIOA SRR A B89
R AR, SRLI, FHF KT KB ok IE
HRA F SR (2269, FEH 6.7 pgle), T A AR
GimRtE, TR AEHEZ PR, (EREHER
AN R EEK, 121 BB IREFEF KR, B
Lo th (R 2R ), LT AH B4R, TREMEXH
Kt XA A, Fk it E v it R R R T8
TR RAGME R T KEH XD RO, (2% L3
8916 RIRIExt % K B ) S BERATIR A .

3 %£53& Conclusion

Rk, KERFIFBIREEF o a@ieiit 1.
AREREAQH. REQ SEBEELT KORAELEFH
AT TRAEA, AT sk Y 5 04 2 4l 1T s R IKIE S AR
S F I AT T BAFAGHR. (AR X EHYELAE T
BR L, B FAMRMLE 2R, KRR EH 5T HH R ILAZE T
B, EsklsREA TR L IZEATEZGH LKA,
[ BREAIF L. a2, SR F R EiRITS
FEetE. Lok, BABRRRESTERT KT EL
ETHTEXGES. MERRGEE, KARELERIEK
EFXT KGR P IrE AR TR A E.,

EBTEE: B A ripmikit, b i ke R R, KA
R TFR *T LT A BAEIIRMF IR B .

RETE: ZIAFEAEIETEE LH.

FIZEHIE: LT LIMEL F, ERMMAALFRE TR TR
HlA BT R,

S{E#eME: MR AT (A ALBEAZESAIREHEY (PRISMA
¥4 ).

NEEE LFHRITOETE LR 25 LHON A ARITIREE,

XEHE: XFZNRATINT ERRGINF, BATIROAN LFHF
SHFEBFEE.

EMN: LFERATLE 5 SRS RBRALE T mARAs &
e

FHGRENAERR: 2 — BRI E, #RIE (Gritdk ZHTH)
“E4 - T LML - MR 5 XEF 407 K, ESEINANHFLT,
AFANIE T Ltk B AT RN ZhE. AT K, R AT
TR P . THR. BN, £#, 6. k. BEUEEIZ MK, TH
25 R, AR ASIE R AT AR A .
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