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ARIEWF % (lupus nephritis, LN)AAGALEIA N B A%, I R B ITI2 W7 FLA 7 LN A AR i AR Wt . R
EE VLR 38 [ XS 2 (American College of Rheumatology, ACR) 5 R G4 R E bR 5 1F 12
F)T(Systemic Lupus International Collaborating Clinics, SLICC){@'UE‘J%%T@‘/EW‘ , PLdsDNASHISm
PRSI AR 2 W7 2R 58 1 20 BE RIS (systemic lupus erythematosus, SLE) MLNMAREMPLMA, HET
Clq. BB /IMA R g4 ] AU K R F PR X SLEJE HILNAF e 3 3 e vk, B TZELNY &9
K AR LG PR B B NN, A EBCIZBILNEFiin k. o, BOk 2 s E IR
TR PR Z A AR OCHE A S PR REG R, 722 M2 WHRIE B SRS, W LUK I IRI2 W Jdh
JYLNGE E R UL A A, AT ST VEAf R 2 LN, A B TN B R AU 1 12, 4 ARG
SIILNBYRS 3
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Abstract

Keywords

The pathogenesis of lupus nephritis (LN) is complicated, and diagnostic and treatment basis of lupus nephritis hasn’t
been thoroughly illuminated by the clinicians. Notwithstanding the anti-dsDNA antibody and anti-Sm antibody
are utilized as markers of systemic lupus erythematosus (SLE) in diagnostic criterion of American College of
Rheumatology (ACR) and the Systemic Lupus International Collaborating Clinics (SLICC). According to the recent
researches, anti-C1q, anti-nucleosome antibody (AnuA) and Connective Tissue Growth Factor (CTGF) also have
rather high sensitivity towards SLE, especially LN, which means they play key roles in the occurrence of such disease
as well. In addition, more and more researchers look into combined-detection based on double or multiple related
autoantibodies, in order to get over the deficiency of low sensitivity for anti-Sm antibody. With the support of joint
diagnostic basis, the patients will be provided a better diagnosis and a higher detection rate.
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ARG ML BERIE (systemic lupus erythematosus,
SLE) &R 1@ MELs 4 2V ny AL, Wl A B ek
PP B LA . RS L BNy SLE R A
YRR, WA Z R K2R A S HUR
. egeit, mAASLEMITABE ST, K
A 70% 23 kARG T & (lupus nephritis, LN),
WA Reppe Moe I HFFT /R : SLEEH LN
KRG HIFFER BV, LN 5L 3 2y
NORIRET2AE, LN ERE D AE R R SLE B

FET B EZ N Z —, LN BN SLES G F (1 Jf
RIEZ — o LNZH WAAE R E NRE R Z —,

FE A STRE TR T B e 5w S E
VA PR A5 5 s A B e e N A SR Y. LN
DA /INER |V I A R I B4 T R AL, e R e B
HETEE R BRGAE, AT AEE R
LNS 5| A L6 2 B W 0 5 0 R e L U AL
B PR LRSS, A IS R E S R, A
BRAUEAL . LF YRR A AR B/NEFE AR A BT 4
b 8 IRFIE LR . B M RED . 84
1k, LN S i A LA i R S8 4 BB, AE il
fO I PRS2 B, I PR R T2 W B AR AR PR LR AR
oy WG, AN, F RN A A A S TR Y
FAIERA T LN AL, J2 R TELN Y A
P 3R TFLNZ B 04 B -5 PG 7 A R Y 4
EFRY,

1 LNBARE U

YL EEDNA (double-stranded DNA, dsDNA)
PUA 5P Ssm BT IR 7 56 [5 K% % 2 (American
College of Rheumatology, ACR)FIZHR G P4l B
5&%|ilﬁ/iéﬁzi/2@?(8ystemic Lupus International
Collaborating Clinics, SLICC)1997£|51%iTE/‘JSLEi/Z\
Wt L2 73 28 b o b B AR AR A PEBTAR 5 50 1 3l
JEMIE, PR BHE, BURZE, HLdsDNAXSSLER)
R 95% , TUBBE R70%, THTSmPTIARSR: 7
£99%, [HHBURMEALG20%~30%, HLSmPTIK AL
FH P A5 A2 W B E J8 5 O F A BEHERR SLE A 77
1E, MG AKX T SLE X LN 2 Wi

1.1 JLdsDNAFLIE
1.1.1 #dsDNAIIR 89 595 AT 7

YU dsDNAFUIARBE N R 7ESLE &0 b & 15 32 B A
A, arge R HEomtyiik >z —, i FHidsDNAL
VX — 2o A AR, /R 4idsDNA
Pk 5 BA AR RN A S Pk L H 2 4503k
DNAYLURAFAE R LN, # FE D EBRIE . A b

MR . PidsDNABL MRS SR A #ET S5 0T i 2
B R a- B L3I & 1 (a-actinin) , X AP 15
FE'E /ANBR G U8 LA S5 H R A h R E AR
HABFE BT F A A a- 45 B (a-enolase) . TVHFZ R |
EREEN . DWEIESE% . EhrensteinZE U R
AR NI PR R I GAMYTdsDNABLIK, H
ZZREARM & K E YR, AT EHKS
G 3 B B o /0N BRI I PR S X e T A, & Bk B
ANERU BILNE AR, Horf — 2B 471 dsDNA B4 11 37 7Y

HE/NREES, B2 - WA SN EES
AR AZ LS A, WS /R PLdsDNA — L 7 5 A7 240 iy

FBEAEN, IR0 MG A B T, 8 A= 1 40 i 2
REZE AL R HEBURIEN . AT S RBCE Z %/
W, TEIEE D B Bk, S oh—
FIER BNy, BLdsDNABLIA 5 AUEEDNAA 1R 38 1Y
AT, ) SDNALSGIE A ey 25 W DT
T B /N BRI G IR, 5 A T T B/ sk it i ik
JESLERH I B o HTdsDNAPLIR L AT o 4%/
RS HLEMHEEAER, WHR BT E (heparin
sulfate, HS). '%/J\ﬂ?%ﬁtﬁﬂﬁ(glomerular basement
membrane, GBM)E’JI%%H&%%S‘Z%@%, NI}
il % B WE A AE . UEAE JE — LB SLE B I 3% AT i
IR/ INAK P8, T SE R/ MA YR T SLE A R
SERTERRIT T4 . Bt A i 7 b PidsDNA
PUAA 1 B0 1 2 2R T R A B R 2R R
JIHDNAZ M A FE M. AN Pr A e A — 3%
N BT dsDNATE I 4553 — 95 g 2 B v i # DG B AR
L 5 8RR e T Sl A B A G, PRt
i PR AT A3 5 B Joie 1 2 24 1) [ A1 A % Hi dsDNATHY
W, ARFLNYHIE .
1.1.2 #dsDNA#TAR 6 16 R 2 3L

4", HidsDNAXSLERIHF 1 495%,
TRURRBE Ry 70% 0 HRAE LG AR AR (19 29 6 A% 7 Jl 2 Y
A EE SR IR - i P A dsDNAK 3 5 T
PAEG AL T, B S HTdsDNAZK -l T F o
A [] 5 PR AL () 40 dsDN AL AR 19 22 AL 7E iU SLE S ¢
R R RVE A . RS8R SLESR #
dsDNAMIgG 5IgMIEHLIA T+ & 7E I SLER & 1Y
W, RMyUAF @ L TEEILNA, 1gMFt
FOFERRT. 2N A, WIgGTHE RN AL B
SRSLERAY R FE R W] . HATEIgGRIHIDNAIE
U, ANEA I R 1gMBIGUIAR W E 7EE
SLEAY B TR ARG 2], I IgGHUAR T fiE 5 SLEF A
Ko MITHZ, PrdsDNAHUAR M E AR L5 SLEYR
BTG SRR A OG, PUdsDNATH B 1T B8 Bl %5 13 97
1Mo PLdsDNAPLIR SLNY & b ™ dFE AT
FYIE R, HILPLdsDNAF VE N FIW SLETS 8k &
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1.2 HSminik
1.2.1 #SmALAR 89 B R AT

PUSm PR Z B AT $2 HUAZ BT AL (extractable
nuclear antigen, ENA)$TIA X SLEZ Wi (B 5
BYiAZ —, HERESEK99%, #5BHTE
SLE 1 BL i R A] A6 0 2] HT SmbT i, JESLEM 51
Prai, R EE R BSmbTAE R LT SLER A .
SmPL IS — N E AR B A E A PR,
I 19664F B UK 7F 4 M Smith U SLE % & F % BLifii
s, HEF R AN SDNAMMREE D, F2k
BTN, b TR, JiSmbit
PR BHPE Y 83, R XS — 28 87 AN /2 SLE 12 Wb
Y 1) L 319 1) 5 AN L TR g B AR 181, A i 45 A
25 PG A TEARLARCGHE — 25 HI W o (B HTSmPT 14 B
PEALA 20%~30% , PRI 4 5% TR I AN BEHE RS
SLEMIFFTE . SmBTIEZE M B E 2%, A &
HES&SH 49 FE0/MERNA(U small nuclear
RNA, UsnRNAs)JE W% A /NZBE R 2R 11 (small
nuclear ribonucleoprotein, snRNP), Hyr e
WEENMTEAST L, Sm¥L R A 5 M M %
RNA(heterogeneous nuclear RNA, hnRNA) [n] %4
{§1ji§RNA(messenger RNA, mRNA) E’\J%’thjﬁﬁ
FAEA . FeAbid B, snRNPAS 1T U145 ) 4 1)
RNAJFS . FHE B 0% 7 50, M= A al ik A
A1 5T A A mRNA . P SmBT AR S5 HTdsDNA
PR BN A S SSLEM B it 2 . PrSmBHM: &
HIRNPUdsDNAPUR I FHPE R Z 0 F 0w, H Y
SLE XM RG22 . W2 R WL4eft Lom
g —E e A2 T E S SmPLIR ] A
WGk A, PTRETE SRR A G 5 T H )
AE, A sz imml, WM Fy- TR
(IEN-y) . FI4UA 2 -2(I0-2) % 500, JFi5 540
M T, MR LN & A
1.2.2 FSmALAR 89 16 R 7 3L

PIFEA KSLEB H s8R $isSmit
B A7 AE 5% 5 #MA C3 A 56, PiSmbt ik 5 )
R DG 9 5 s 15 2l W 3 AE G, E X AR SC Il PRE
RGBSR o 2R B Sm B 5
JR LS 58 L 0o ML AR N RS A OC, XHAYT
SN2, TP SmBT A FHPE B 5 B A b 2
RERMMAZHIMEBE , HPismPrik 5Ht
dsDNARJ IR BE, B o th S % . Flechsig
%[14]ﬁﬁ§iﬁ%]:{/ﬁ¢§?m(receiver operating
characteristic, ROC) £ 48 2 P SmPL K12 Wi nd
AR, RUPiSmPiiAEE 552 2 LEAIR

SR K, SHUdsDNAHUABLCIAR L, S S A6 U
PUSmBTARE S PELNEHZ RS W A R B, i
BUSmi FE LN A& A= HERf F T ik s0% LA b, K
LTSS I SRS, RIS mbT AR B
b Ml RGEZ i, FMRC3ITRE, BIZ. R R
HLNW KA R E & ThismBATE4L, Sl
SmfT A5 LN A A% i PR 3 BRAL A7 7 — 5 MG,
PUSmPTATELNE KA . K h B — 5 BUw i 1F
A, XFBESELN Y I R A 28 U (E

2 LNHIHs R

B A% AR EAE DR —— ST dsDNABL IR K 3t
SmLASN, FELNEH ML h Al A 2 2 5 F &
S/ Z N BT % 7N NN 71 U NN 1 UYL S 7
Tk PUBRE AIHUIRSE . LA AT
Horp — BB PR AE LN e i P R L2 31 7 800
BRI, ELAAAE 5 bR S PSR AR T 69 e o S
Uik, AR AT AELN Wi O v, Indi i /MA S
. BrCirobiih K 25 2V K IH 14545, —SLp)f
FENTBIHE— GRS AT AR DX R [
FRLNBIbRE BT TE T RE

2.1 HuiziMEHLiE
2.1.1 FA AR ARG BORBEAT R

RN LR N DB N AL VAR S R A S AN
WA KA LEE 146 " DNABEFE X 41 . SLE
% /N A R I AR T B AT IRE R LN A JE A 9K 3
J, SR AL PR A BRI BT A (anti-
nucleosome antibody, AnuA) %) 3295 K2 8 T4
J R A e B B S AR R, X LB T B
M 28 D W T AR R IR AE 7 A B
JELRY B 28 bR 4 fifd (dendritic cell, DC)WZ LA, It
LA 22 J5 i 7 3 ORF IX 28 [ B 0 e 0 25 T AR
°T 48 6 355 b - SR 38 7 4 B bk B 400 i 430+ 1
AT Sl P RN 7 A 1 B B B S
BoNMRBUA, AR BIA BT R R Aok A T8 T ME
ARG RAE PO e 7 (R AL) L T PRI 07 1) R
PR IR 2 AZ /MR B IE AL T R L R o ok X
LN/ BUAR IR 5 12 3 B T2 A /I AR 1 33 ol e R 38 e
Hbp b G W55 TSLERM . JLHAELNM K
WO EOR PR PR B AR . /MR O 4L R
F A9 7 TE FL £ N 2 08 i) 55 G B MUY B0 R 7 119 B PR
LTRSS, Wl 5TV B2 K& E A5 E
ANER B HA S0 454 o AT R AL /N AT 1Y)
REEGWARE S GBME G, Ko ZH k&N
REEAEHE A B IE AT AL s JIdsDNAL
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ERPUAZ MEPUR S AR RS, Aabifts
T4 E RS GBM LT 2 19 B B8 1 i o0 4%
&, HIEZB 5 TN AR . M52, X
P T —Fh il i AMAYUA 5 HTdsDNASE [F] &
FILNJE AL . A% /IMAGE o 5 B ME SR B bt
dsDNAZE G s G, XS 5 W B I L
s TR B B LN e

W FRAEFAN, B R g R S % /M A
B e 2 AT B DCIG = s . &%
SN B B 28 5 0 RT 5 28 XL R BE P 1) B A B 4
TollFE3Z &9 (Toll-like receptor 9, TLR9)Z5 4, M
MG AL 5] % 9, BITLROIR B4 /MADNA,
28 R B il U0 B A N R BT A, X
BEEWHBERIEDC, 1AL D C o Wb 20 it A
T, AR AR R IV nT R B v v B A IL -6
IL-8, X " Fid i Al fESLER E RN G & RIE,
A7 ORI IMEBUR T | & LN S — i
2.1.2 FH DRI 1E R E L

R KR I R R 56 POV R . B /MA TR
5 SLE¥ % 16 sh 1 F T SUsE DN AP R K KA I
BIEAME, SC3aKFERED, faxE%s"
i BLIS ATEAS I i 375 7 B Anu AK S, B 5% B s 4%
AR B S B R LY P, AnuwAUKF
FRAR R O IVAL  TITAY . VAL STIAY, Ifl % AnuA
IV 5 6 6 78 I PR T 2 B A7 AE A O . IR e A4S
I AnuAZK SF- 5 SLE B & B 0 1 R TR B
Jog B S R M I 2 A OC, AT H TR AN I R IA IT &
HiG g5 PR MABUATESLER, ) 2
FE 3 B PR R T B R 02 B b AR ]
iK69.9%~71.0%, 5 1K97.3%~99.0%, X Tt
dsDNAFIHLCI IR BItE# B i E ™, 5
PrdsDNAZEHLR AL A2 W7 T 45 55 SLE TS s A6 )
FOMER R Y Bk, EACRE BT R 4
FbR i S a WIRE s, Uk /AMARPUR i 2 O
FEIZ W52 B H AL

2.2 ficiqhifk
2.2.1 #ClqHutk i B R AT 5

P C1abuiR 2 Ht 59K i F 7 AE 1 — R iy A =
RAAGIRES X MIgG. Hstit, 40%~60%HSLE
BB RNAFAE K BPICIqHIRR Y, FET shPELN R
F B C1aBU AR I B PE FE S ik 74% 5 324,
B R EIFFEIE ST C1qdi ik 5 4 B SLERY Eoi i
FRAFTESCHE, R SLNA XK, REBREZ IE
LRI C1qPUIARTELNGE R i BORE R, (AL
PIHLRIA AT 2 . ThaneiZs "7l 5 LN B 2 15 I 14
AN R 528, R IPLC 1P A g B4 5l i

ClqfA R &, N E IR BTG M A, T2
PP T A0 i IgGR 4, M SEAMATLTE , MM
MAFC1qZ ARG A s B o PiC1qbiiksE & ClqmrF
JiE S A IX (collagen-like region, CLR) I HYHL I HE
M, MREENIAERE AL A C1qREE S YR
LM ERHEEORIEN, It S5iE3MELN, R 2 LN
B SR S e AW N B T ORI B (s
FERME, SonAme" SR, Clqlid 5 5/ hek
PR 20 M AR /MAR 2 A DT A2 it A MA S It —
5 ECE I RRE N
2.2.2 #C1qHk iy ls AR & XL

720 A % PR T SLE B 1L Tt Clqdi
. AnuAXTLNBEC S /E LS, &b Clebiik
PHYEA A M TR m S, C3, CallFf%
fiX, B tkie s ET &, BPiclLqdt
URTESLE 3 19 B A0 3 v ke SC B AE H  miix T
BZPiciqhiil, Rl RIa = C1q bt ik Mbi %
IMABLIRIISLER S, R KAEEMHLN, Al
18 PO H 7E SLE H BB 0 A s RO B AR
RERC MBI P CLqPuik, M H 7 2 Bii2~61TH ,
FEAEIVRILN K-, A F 16 sh i o 4
RIT MG , 77%IRI7 DA B E T, Brciqbilk
W B KB R, i — 2D R C1q i AR Mk BE AT H
T T AR A 5 A AT & . SR, Katsumata
25 VOV 3o 3 S VAT R JS SLE JZ LN R I 15 R A v
PrClqbuik ik &, KMILClqPiik 5SLERE I
I PR 22 BRAFEFE A 560, EXTLNICEE Gk, REH
B OF i B SE R AR 25 S0P R I C g
B T 7E B R TR LN R G A RO S

2.3 FEHEBHLAERKEF
2.3.1 LA A K AT 8RR
é’ﬁ?ﬁ??ﬂ?ﬂﬁiﬁ[ﬂ%(connective tissue growth
factor, CTGE)TE AKIFZAH Lm0 . il
oL B R th AR, e b E =
JeHwm o EEAMT . B/NEREER | E)Z A
JH, A Jo A 2T 24 0 ff S5 22 ] o3 i /b i CTGE
CTGFEX] ' 41 i i o34k . 58 5 S 4 it Ab 58 Bt 19 5
BEA W WA R, TR B b Y S
Feik Al fe g1 R B B H A L 4k i F LG 2
—, LNJF AT & B /N sk ik 2 4R
U= AN = = R )T e N O R &
PEE s, UIEIE S AL A K 5-B (transforming
growth factor-B, TGEF-B)7E 'S [A] B4 4Efb i) &k
et fE bR AR, M TGE-B ] fE i 4 R
IKCTGFE, 4K N EMCTGFRETGE-BAIE LY
FAVE R T WA B Kinashi®E 5 i 547
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Ze AR I 45 AR 5 IE W N AU, 7R U
I A5 BB R A E L P B O R bR IR I B A
M WA R, CTGF mRNAFEIAIF-TCHI N ;
11T 7E A i 200 B 15 A 0 3 o T R Y B R, B
FAPEE NERE R 1gAB R . SRk Betk B N ER
B R FIBE R B /NERIE AL SE , CTGF mRNAKIA
WEWIN . R AR H R NERE R 1gA'H
g . Rkl BEPE T /NER'EF R . LN I AR B H A
AP AR b JRy ks Bk B /N BR B R g
PR 0 B A0 A AR T Tg AV . PR
ANERTEALAE . LN ™ 8 R B AR5 AR, CTGF
mRNAY KB F3 ™, H a8k #oR
' 18] [T CT GF FH %k 4t i 25 it 5 5 /N4 [) o &1 4 AL 72
BE SR E ARG o 3 o I AV 4% 28 R X £ Fp s Al
B /NEK W 46 H CTGF mRNAF A AR EHEITMES, &
B CTGF mRNAZK -5 /i -5 5 k34 A 1 ol 2 4 b
Wz BRERIELL, E®BHS0%A 3 H AR
HCTGF mRNAF SRR I #IL, LNAEEEFHLN
CTGFRIN G WEHIN, I 55 /N o) s 28 4
HEIF M,
2.3.2 BHABARKETHIERE L

WA e 2 ST 5 T S I RN T S R R
RBH | EFEXIEE 306, 2510 E 34 B E IR
MCTGFRY & e fA8 4k, [ X 340 /35 A MA C3
C4, CJXW K (C-reaction protein, CRP)F124 h
PREE A RE e AT 05 IF 5 R TP CTGREAT AR K 43
Br, RIRIEEE RGN EEIR T CTGFE EM
R T ARG, WA LN E R P CTGES (i
thMEC3, C4R B EMMC, M5 CRPHI24 hJREE
H o 2 IE AR . Wang%[mﬁfm'gd\%%ﬁiﬁi
e 8] J5 21 2 Ak RN 9 0E 0 e PR TV LN R &
B H AN A IR CTGF mRNAFIE 1Rk, 1
95 175 AH X A % i AE TV A LN BB 3% CTGE 3 3k FH X 48
5. I, CTGEFELNEE B /NG (8] i 4F 4 fb it 2
Wk R BAE IR AT T AIVRILN B S R R 1R 2
W o Alvelos%[%]ﬁ%E%LNﬂ/‘JE/ﬂﬁ'%HETJE1%Z<4X
Jer BRAE B /e, i B B AR N L TR SR B
B, I H L2 3 45 R 80 2 A0 % L VR
BURR, AR T /NER SR A0 2 i B AR A,
CTGFEZ I E /NG LM s B Rk, Xt
ZE W R LN 3 R T CTGEI K- fig % L LN 1Y
W, I H5LNE L4 s P14 56

3 LNHIHE ftb#8 X MEHLR

B L3 B 60 s e S TS, TELNR 1
A A AR A e AR, AN R A B SR A

LN 4% > J& B BOVE RN 2 SCA T AN [A] . Yaniv
% W3 13 Xt SLE B LNAH 36 1 [ B B MR ik A7 SR AG:
IR RS, #Eik180&Fh, WPLAZPIIA (anti-
nuclear antibody, ANA). PLSSA/RoPiik . $USSB/
Lafif . HUBEeHiIk . HLUInRNPHIIR | HUAZbE
B HPUAR (PUe-RNPHUIR) . BT AP PRk 40 i i i 47t
& (anti-neutrophil cytoplasmic antibody, ANCA)}
Tﬁéﬁ%ﬁﬁ,ﬁi(anti—histone antibodies, AHA)E@O
JRETELNBFIRNA RIE, XEHIEZHRLN
MR S PE R R, WNHTSSA, SSBALSRTELN H 1K
PRT LIRS 2], H AT AR X TR 25 B AE (Sjogren’s
syndrome, SS)MJRFSFMEH & ; AHAYESLER &
TR N B H R R 309%~70% , H H 7R 268 KU 6 4
M I B LA e BT AR Y 28 AR 51 R (juvenile
rheumatoid arthritis, _]RA)%! FAR B B R R Ay
W IR 75 % F160% 5 PURZ BT B 7] W T 2 Fh B
B e, HHX BEAL B B G20 192 W A B L
AR, AR ANARA IR0 185%,
W — 8 SV Sy B e M0 1) O A 0 . PR AP
PUATELN B B A R 20%~30% , [HF% 54
R PR AR A DG o DR I SR DG PR BT A E e H
REAE VLN B2 Wide br . 75 5 LNAHOCHUR TR 2
2 WG N, WA BRI A I A A G T
T, A BE B HED = SO I2 LN

4 HFLEBR AR e R E X

AHEE T SRR DU R R B ORI Bk
Z A58 & A IR TR WA a8 2 40 5 B Bt
R A R X FLN @2 W, 18 Z F 2 Wik 3
T, Wi BURE | RER SR, 18
LN KL R A B B g & . WPidsDNABLIAFH
P FEAESLEG S B FH h (67%~91%) , TEAETS
SHPESLEFF A/ W (3%~17%) o T PLRE IMATTIA I
T SLEH 0 BRI 75 T HidsDNABL A, X AnuA
L5 HrdsDNA KB A KR A B W30 ol
BAEMIEW LR, WHETXEHEE R E N2
Wi, Aleksandrova®s ™ 32 B 1 AL A R ik
7)’_’zﬁ'ﬁ%‘iﬂi(Luminex xMAP)H?—ET*ﬁ&?ﬁL{Z’:(ANA)
24 R E (multiplex immune assay, MIA)TE
SLE LN B I PR H o 38 43 xMAPFE AR X 1fiL 775
P 7 R PR BE AT B A g D (BT /M |
PLdsDNA . $iSm. PiSSA. HISSB. HiAZMKE
1 P-RibP FIHL A 4% 2 AIRNP70PLIK), XTSLEZ
Wr R e X 1598%, [AIAF & BLSLEM IS sh M 5 bt
dsDNA. $iSm. HiA%/NMAE . HUEEHEIAE I P-RibP
PR B SR IE A OE, MLNYSHLdsDNA . $iSm .
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Pikz /MR . PrSSATURM EHEH & . Tt I7 8 00
i L SLE B A R NPT /MALIKR . Biciqdi
RFIPTdsDNAGTAKE I, WL EE3FPHi 4R BH P LN
FEAE S0 FE R A MG PRBRAE , UESE T PUA% /MAE BT
W PC1gPi R FE ESLEF ZLNW KRN E, =
PUAA B E LNZH HR 3 A 1L 38 R 42 0y T 4 5 o
&, WSS E R, =PRI AT B LNAY
Wi, AN, AR I X LN ) g B 2
WA FEAT — E f PO A . 5 4% 1 25 2 ok f s
ML R G RE R B SR AT I E , R AT A
KM M KT AnuA . HidsDNA KA C1qbt iR TE
SLE M LN 3% & ALl b i o TR FH o i BF 9% &
P AnuA KB C1qHU IR FHME RAESLER F
T TR T R RN AE B A R A R B 2 RP IR
HSLERFIRNC3, C4fEEAMEL, &F8UM
Ui, CRMEATE . FMETH., Hf, Ficiqht
e AR B0 5 P 8 (11, 11T, IVEILN) R E
K TR R (VEILN) Y R 2R iR
SLEZ W i e & e Mk 53 il i 77.97% F174.58% ,
I A5 6 N ) Sk 4189.83% , AT 22 W Anu A FHHT
C1qPi i iy B 4 il 4 75 SLE S LN 912 Wi F1 95 9
T SIS R 5 B
dsDNA . HiSm¥ifk . HC1qPilk5Hie-RNPHIIA
P IE A RS s o SLE S H 1% sl i ol , JF /R LN
P RE R o G 4 4 2 A R FH G 28 B ok T
754 TG KL S LN R E IR N B ARTE B, AR
dsDNAHUARFIPTHISHL A FEITRI LN F 354 4 BH 1 2%
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