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Advances in research on Knops blood group system antigen

Summary The gene of Knops antigen has 39 exons. The encoded product Kn antigen glycoprotein is composed

of 1 920 amino acids. It is a complement C;b/C, b receptor,also known as complement type I receptor(CR1) ,which

belongs to membrane differentiation antigen CD35. It is one of the important components of the immune mechanism.

Among them,1 792 amino acids constitute 4 long homologous repeats,and Kn antigens are expressed in the 4th se-

quence(LLHR-D). Kn antigen is associated with malaria parasite infection,leishmaniasis, bacterial infection,and insu-

lin-dependent diabetes,malignant tumor,and AIDS,

Key words Knops blood group system antigen;complement type I receptor(CR1) ; complement C3b/C,b recep-

tor; malignant tumor

Kn $tJfJ& 1970 4F & BLAY L e # & Knops.
PR A BA CIEE . A Kot U (—) K b A
Pt Kn® $ik. 1992 47 e B x4 i B 2 (ISBT) A
ST B RGBT E L YA R 3 AR, #
2018 4ERAIAIX N R G A 9 iR, VAT Kn R4
P AR I FH— 26 3% A I DR SR T A % 5 1, i FL
XL R S AR H PROME . BEAE BT A TR 2 R
TERERAR R A, BT LLFEBFSE Ko FUE EA TR K
M HEJE . AR SOt K B B i) f o8 0F 9% 1F e i — fi
A4, 5 Kn R A XM 2 4 COSTI
(Es") .COST2(Es") , Hui 3%k )& TGPl , A 7E
ARICIEIRTEE .

1 EA

KN $i A FE A7 S 7E 1 Stk 3 X 2 45 2

WA, 1g32.2, W 4 KN #{ CR1, % H %% 5.

1378, K K. 152 638 bp, & H FEE M5 NG

007481. 1(DNA KN 4D, F KA 39 440 B 41,

39 MANE F K8 629 bp, HH E T M S NM

000573. 3(mRNA #5364k 1), FEH =¥ & . KN #t
JFMERE A, AR “AMA T B Z 4K (CR1) , iIE 21k
PUE“CD35”, B FK N “#MA C,b/Cib Z K, HEH
B0 95 . NP_000564. 2,

KN g i 3 R A7 o5, 55 At JL A AR 35 7% o
FI(RCA) By FE R 7 5 B 8. HES A 1,

KN $i i 3 H 4 8, i T Y AR iy A 5552
o, 7 T ASAH R DNA L JFE 5, 45 502 A 11
TERKFE -ERH A (K A,130021)
LIAKFEW AL ER
CE R ERFILTE ARER
DR AR A B R A TR A )
Svg Il K kA Bda S AR R A F RSP o
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ORILR PN S T2 T —8 o EE NP, &K
T CRI1 LA KRR AN T, 33X 8 b 7]
SHME ., XGRS SEBTY) T, ek — BE
=R CR1, &M CR1 WA 4 F AR TH
B A1 7 P 51 O [ 4 40 S 7 P 510 30 g B A (R A
CRI BE&E M, WF 1,

—mcp — crt | cra }—| bAF | cab |—

B1 5CRIEEAEZEHNILANAEERE

CR1*1 M, i 39 A4+ 41 CR1 * 2
FE L i AT ASAR TR CRT * 3 L B 30 A4
AN F ARG CRT * 4 26 Ll 31 ANMAME F AL,

MFENAM CRL H,.CR1 1 534 K£L
B TUAA SC A CR1 + 1 2, WA 2,

KN*01/KN*02 3
——H——
ATG  ulkbp sToP

B2 CRIx1ERESEF

IR S ATG EHFRY 111 bp A JF 4R L 4 f
PR CR1BEEE 1 — PR 2R BREE B9 C i Al— /)
BERIERR B AE DY, BRBE Y N S RN K B 3 R AE
i NI €~ NS 7 N 3 A O S 1 s el =l R
(LHR.) &4 LHR_X H 7 A~ #MAE A & 2 751
Ceep-) 2H K .

CR1 % 1 Z£F K 39 MM F MR F 1 gl
My 41 S R 2 15 5 BK, 76 58 B4R 15 5 Bk VD Bk .
AN F 2~35 RS BEANBE 4 DK IFERE R RS,
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AN T 36~37 4 i BE v 09 51 . A BT 38 g
N B & R, AN F 39 ARSI,

B IR 2,
Kn IR AY A 2R, W3R 3.3 4,
2 SFEYF

KN s bi e [ 2 aMA T 2 & (CRD) .t 2
A3 AL BT B CD35, W Fk C3b/Cab 524K, KN #i 5
A4 B Yo RN G5 58 B = A 1Y) [R) b S 4 S 1AL i)
B4 FORTE A S 57 S0 L 45 H 4 fid 4 FF CR1
43 F 4 Bl CR1 4 FR/AINAR—, ACHITIES KN
VL AR 6 CRL = 1 B, L3 5,

KN HiJFBE 8 (1l 2 039 AN LR 4 1, 4> F
i 190 KD, M 1~41 i & IR 2E N wifs 5 8K, 78
56 NS B VR L VIR . VIBR IS B9 N i 2R
12 KA A 55 42 7, IKBE HA 1 988 IR KR,
JoR e — PR 5 L N i R 1 920 > 2 B R 7 i Ah
25 NEILBRIE I, C S Ml 43 DNEIEFRAEEN . KN

Prl e N-RERE AR O A 25 4> N-RME . K
A O-BHE. WK 3

TEMEAMEY 1920 DR EERR AT 1 792 AL 4
AR R EZ 5 (LHR ). 405 LHRA,
LHRB,LHRC,LHRD %R, & —/KI[E &L
JPH (LHR O, #8J2& H 7 MK & 1 & 2 )7 5
Ceep ). BEAS cep AT PAE B cepl.cep2.cep3.
cepd.cep5.cepb.cep?., MR ERKFFHELEFH A
(LHRAY B 7 4> cep_» A LLE B LHRA _cepl.
LHRA ccp2,LHRA ccp3.LHRA ccp4,.LHRA _
ccp5 . LHRA ccp6, LHRA ccp7--+-- i <
FEA~ cop_#FH 64 A R 4 A, i DL &g B K (R TR
FEFH(LHR O #A 448 MEIEMR . 4 K [H IR
HEFHNIA 1 792 DMEIERAM . 4 > LHR_Z
], EBAT 4 A4 b 22 R TV A i — o S AH O A L R
RBPT B R, T8 2 A cop TEIREE 19 58 T 5 iy
(128 N AL .

F1 CRIx1ERAWEBIINEFK

T £ /bp ST K /bp o T K /bp ST K /bp
1 1~261 11 1792~1 891 21 3 328~3 726 31 5 263~5 365
2 262~441 12 1.892~1 977 22 3 727~3 903 32 5 366~5 451
3 442~541 13 1 978~2 376 23 3 904~4 006 33 5 452~5 679
4 542~627 14 2 377~2 553 24 4 007~4 092 34 5 680~5 856
5 628~1 026 15 2 554~2 656 25 4 093~4 320 35 5 857~6 042
6 1 027~1 203 16 2 657~2 742 26 4 321~4 500 36 6 043~6 066
7 1 204~1 306 17 2 743~2 961 27 4 501~14 600 37 6 067~6 142
8 1307~1 392 18 2 962~3 141 28 4 601~4 686 38 6 143~6 247
9 1393~1 611 19 3 142~3 241 29 4 687~5 085 39 6 248~8 616
10 1612~1 791 20 3 242~3 327 30 5 086~5 262
x2 HFEAFNEERESER
LHR-A LHR-B LHR-C LHR-D BT S
ShE T CCP ST ccp ST CCP ST CCP ] e
2 1 10 8 18 15 26 22 34 29
3 2a 11 9a 19 16a 27 23a 35 30
4 2b 12 9h 20 16b 28 23b 36 s i
5 3.4 13 10,11 21 17,18 29 24,25 37 s i
6 5 14 12 22 19 30 26 38 I Py
7 6a 15 13a 23 20a 31 27a 39 3UT
8 6b 16 13b 24 20b 32 27b
9 7 17 14 25 21 33 28
£3 KNHREERA
JE R 2R R FHHA b T ¥ A iR RIER
Kn(a—b+)8; KN:—1.2 KN % 02 5 KN * B 29 1681G>A Vall561Met
Yk(a—)a KN.:—5 KN * 01. —05 26 4223C>T Thr1408Met
MaC(a—b+)a KN:—3,6 KN % 01. 06 29 1768A>G Lys1590Glu
Sl(a—) Vil+, 5 KN:—14,7 KN % 01. 07 29 1801A>G Argl601Gly
SI3— KN:—4,7 KN * 01. —08 29 4828T>A Ser1610Thr
KCAM—5{ KN:19 KN % 01. —09 29 1843A>G Ilel615Val
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x4 ERSEHHE

/R HH B4 %A I F
1 CR 1 4014C CR1 4014A>C WA
2 CR1 N3;KN McCA CR1 % S % McC(a+)
3 CR1 KN4;KN SLA CR1 &% =% Sli(a+)
4 CRI1 1329G CR1 1329A>G G423G
5 CRI1 1333A CR1 1333G>A A445T
6 CR1 180A CRI1 180G=>A E60E
7 CR1 2051C CR1 2051T>C 1684T
8 CR1 2340C CR1 2340T>C Y780Y
9 CR1 3066T CR1 3066G>T Q1022H
10 CRI 3623G CR1 3623A>G HI1208R
11 CRI1 4145C CR1 4145G>C S1382T
12 CRI1 4223T CR1 4223C>T T1408M Yk(a—);
13 CRI1 4619G CR1 4619 A>G N15408
14 CRI 46817 CR1 4681G>A V1561M Kn(b-+)
KN2;KNB
CRL 461G Kn(a+);Sll(a +);
15 KNI1;KNA; CR1 2% %
. McC(a+)
wMEZZ K 1;CD35;
16 CRLATOSG CR1 4768A>G K1590E McC(b+)
KN6; KN McCB
17 CRL 48016 CR1 4801A>G R1601G Vil(+) (SI2)
KN VIL
18 CRIABZEA CR1 4828T>A S1610T SI3(—);SI2
KN SI3
19 CRI 4843G CR1 4843A>G 11615V KAM(+)
20 CR1 5397G CR1 5397A>G 11799M
21 CR1 5480G CR1 5480C>G P1827R
22 CRI1 5548G CR1 5548C>G H1850D
23 CR1 5627T CR1 5627C>T T18761
24 CRI1 5905G CR1 5905G>A A1969T
25 CR1 954C CR1 954T>C none
26 CRLH CR1 %% Crl L %% Crl L
KN H
CRL L 1333A>>G;2051T>C; T445A;1684T;
27 KN L CR1 3066G>T;3623A>G;  Ql022H; H1208R;
4843A>G;5480C>G 11615V;P1827R
28 CRLYKA CR1 YK*
KN YKA
29 CRI * 1 CR1 133 kb A4 E T 39 220 kDa & 4 J&
30 CRI1 * 2 CR1 160 kb A 4h it F 47 250 kDa % i
31 CR1 * 3 CR1 SCR I B 190 kDa % M &
32 CR1 * 4 CR1 SCR & il 280 kDa %K 1 &
K5 4MCRIHTF MC;Z%'EC"
CRI T4 FR/D T CRLHL % \
CR1 * 1 190 000 82. 00
CRI * 2 220 000 18. 00 | |22 |2 ‘ L
CRI* 3 160 000 0.01 LHR-A LHR-B LHR-C LHR-D
CRI * 4 250 000 0.01

3 KNIERE#EER
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#MA AZ 1K (complement recepter, CR) : J& ik
T ML T e 5 — LEAMA WL 53, BUAMA B R
PESE G AR 501 AMA R G 0 0TS A MR 2
RS 5 MR 3Z 38 1 R A 15 b AR 2 Y 3R T
oS 5 X0 0 PR B R SR . R 2 R BE R A
HBIE A3 AL BT CD , J2 21 20 B 4 32 WL 6 — 35859
OCRI1(CD35) : ] ¥Z 43 A1 16 21 248 JfL | 1l 240 A 3% 5
ARANAE VB /NER b Rz A S A B L, B S 5
M AMABTE B T N F2#% Cb.Cb. U S5
SEA AT R T 8 0R  EAM EE R  SE A A
FRE R 40 B L e B T M AL m DAY BR. @ CR2
(CD2D) : LAgr A 7 B 40 L B 2 4R 4 i L 5 1 iz
AN 3, B K N ic,d Ml e dg, & EB KRS &
WAL (ZAR) . CR2 EZ ) AE & M 17 B 4 M iY 3%
B oAk e, Uik = 4. CR2 5 EB e 8 A%
YUk PR 40 i 1 22 0E | Burkite 3R IR L B () R
YA &, @ CR3(CD11b) . & 2 ik 7E h #E
7 PR B I A0 B L IR K 40 B L NK 4 R T B
TR M8 50> T R 0L, Bl iR ic,b, CR3 %
IRe RS 5 MMEMER . A SHEWAMS ic,b &
B AEY . @CR4(CD11C) ;42 ics b #1 Cydg 32
&, @CR5:4& C,dg Ml cod 2244, 4> A 76 vh MR
ML /NH B RE Y e R AP A e b IR
S/ R
3 B mBEE

Knops Il % &4t ISBT 7& 2005 4E#iiAE 9 4>
Ul A kn PR AR GA/E LHR-D X, Hr
ZAMEPUE : Si* . McCP ., vil L KCAM (2 ) 5 i 45 it
Ji . Kn®, McC", SI3, vil (HE 2 A5 & M T 5. Sit
KCAM ., Kn* McC* . yk* (B ABE) ., WIE 4

LHR-A LHR-B LHR-C LHR-D
T 1l 1] ] 1 1973
42 1998
o p COOH
Kn“/Kn®
4
Val1561Met / HhBREA
Yk(a+)/Yk(a-) McC*/McC® \ KCAM+/KCAM-
Thr1408Met Lys1590Glu lle1615Val
SF/SINil
Arg1601Gly

B4 KNHERM

Kn $UJETEEE 3R A0 $oa AR R 25, A1E
20~1 500° il /A LLH A S . Kn BUETE
i b i 5 CR1 7E B b & A 3¢, CRI S i
1E 20~100 /I, 52 B ), CR1 i A8 100 ~
150 B, 55 HM: ., CR1 $tiE7E 200 L B R &
FH 4 B
3.1 Kn*(KN1,022001)

1970 4F & B, HL ) 24 B A Sk Knops. 5t it
B 4 Knops.costd,205004, Kn* 2 &R . i

JEAr A N 94. 5% BN 99.9% ., Kn' 5 kn" &
S5 RS 0 5L, B0 JR R A AE kn B AR 1 IKAEE 1)
55 4 KEEF S (LHR-D) [145 24 #MAE A EE 5
H Ccep24) (WHESE LHR-D JF S 5S cop3 JF 1) 1
i 561 v val, HI4MSF 29 F 4681 bp i G 4wfs,
FE— S 51 R 1 20 40 5 CR1 SR FE I, 7T %
FBBAYE kn® 43817, HT Kn® Fiik. FEE 1gG.
3.2 Kn"(KN2,022002)

1980 4 & B, $iL J v H 44 . COSTS, 205005,
Kn® Z2MEMH R, kn* 5 kn* &2 %7 35 B X8 31
J5 ., B AR AT TN 30.5% 5 BB <C0. 01 %, 4 5t
FNLAE kn BESE (I KEEAY LHR-D A cep24 |
561 i Met. AP T 29 | 4 681 bp 9 A 4mt5,
FE— S 5| R ) 20 40 B S T CRY Bk B B, 7T 3
HBBAYE kn® A7, Hi Kn® PUIR: EEE 16,
3.3 McC*(KN3. 022003)

1978 4E & B, FU R 2 B B JEiE#& McCoy, ¥t R
B 44 : McCoy s COST6,205006, McC* 2 i 4 4t
BLPUE A A N 98% s BN 94%, MceCt 5
McC" & &5 v JE PR X Bt J . e i 3R 47 72 LHR-D
A cep25 B 1 590 i By Lys. H 4h 8 F 29
B 4 768 bp A Zmh% (i KIA K 4 795 bp), FF—L4
PR o | S Y 21 40 B b CR1 Bk B ), ] S 24K 1
Pk McC* 4310,

3.4 SIF(KN4.022004)

1980 4F & B, HrJR 4 B B JCIE 4 : swain H
Langley & % . $UJR % A 4 : SL1, swain-Langley,
205007 ,COST7,McC*, SI* J2& &4 19 2 B P Hi 5
PrJi & A0 7€ kn B A KEE 9 LHR-D J3 %1
B 1601 {7 Arg. HAMNEF 29 A9 4 801 bp 1 A %
5 GE FIN W AE 4 828 bp), SI° B4 H H 4157 ;
Bl SI*(SL1),SL2,SL3(KN8) ., SL3(KN8), Kk
LA FY(a—b—) XRAFHRE SI*(—) ., i SI°
Puik . FEIE 1gG, 5 541 Fy3 MR .

3.5  Yk*(KN5.022005)

1969 4F & B, 1975 AEH N R T KN REBUA .
PUIR 2 B H SEUE & york R A . PLIEE 4 -
york, COST3, 205003, Yk & /& 4 ¥t 5, 471 J5 43
N 92% 5 BN 98 %, Pl 47 78 KN B 25 11
5 LHR-D F41) | cep22 F 9 1408 £ Thr, i
M 26 19 4 223 bp I C 4itd, SbEBT 26 kA&
C4223T R4, FE A MR &4 Thr14058Met #
B P Yk () =Yk (=), A 12% M E A
YKCa—) fl 16 % Y A YK (a—) BF#fJ& CS(a
—)(Cs* 25 kn HXWESIED . EWRLIEM
CRI k= 2L Mo il S8 Yk* BAME”, #E— 2k
CR1 FikE = 50 (U B B f 8 5 %) Bf . Lu
(a—b—) FRIN  ATHE Yk 551k, $1 Yk* HUik.
FEE IgG,
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3.6 McC"(KN6.022006)

1983 4FE & B, 2000 4ERI A KN &4, McC" &
At i, f s oA K28 B <<0. 1%, B A
45% . McC" 5 McC* J2& % for B PR Xl B st Bt Ji
i KN $TLR B & A KEE - LHR-D ¥4 I
cep25 F Y 1590 v Glu, FIAM R T 29 F 4 768 bp
0 G b G220 FTE 4 795 bp), BEIRTIE KL
YA - CR1 B P, AT g B BT McC, $E9%
SRR CR1 Sl Z B Can {5 fe e M9 7T B 5 3L
McC" 85Kk, $T McC® ifk . FEIE IgG,

3.7  Vil(KN7.022007)

1980 4 &, 2000 4RI A KN R4, b4
B g e iiE 3 villien, $L R FH 44 . villien, McC?,
Vil AR . P RZEAHE<<0. 01 %,
BN 80% . Vil &5 SI* J % 3 3 [K X Ht B L Bt
FifE KN $1 R B8 A K& 9 LHD-D /¥ %1 I
cep25 B9 1601 i Gly, H4MEF 29 I 4 801 bp
0 G i, B sl CRT Bt=, S 85| vil
P, Bt Vil Prik . 2 TG,

3.8 SL3(KNS. 022008)

2002 4F & B, bR ¥ FH 4 KMW (BB HiE#)
SL3 J& SI* #y i — 20 Wi 55 Fl 43 L, B 19 3 AU 4L ST
(SL1).SL2.SL3 H k& WA KPR . SL3 &5
AT R, B e AE BT A B 43 A R AE 100 %0, BT 3R
7 fE KN P00 & A IKEE 9 LHD-D J¥ 31 I cep25
1601 7 Arg F1 1 610 fif ser. 45 i Ak i+
29 F 4 801 bp 19 A F1 4 828 bp I A Fitd (if %A
AE 4 828 bp 1 4 855 bp).

SL1-2-3 RAVZEH TAME F 29 & E A4828G
KA, SRR MR KL serl610Thr & i, {f 1 7
SL3(+) 78 Fy SL3 (—), [A A} SL2 i % 7% BH
PE A SI" RAE(RIR M) . B9k T30 CR1 Gk
Z W, SL3 5555, WK 6, PU SL3 FER 1gG,

x6 SLINEMNREERRRM

FH 161042 16101 i
SL:1,—2,3 Arg Ser HA
SL:—1,2,—3 Gly Ser BA
SL:1,—2,—3 Arg Thr HA

3.9 KCAMKNSY. 022009)

2005 4F & B, 2007 AF R A KN R4, PR 4
“KC”HUH Kansas city (EREHF M), “AM” 2 & 3iF
F. VR4 KAM, KCAM 2 & MytE, bt
T AETE K ZHNRE 98 % BN 20% ., PR AL
£ KN P50 & A KEE ) LHD-D J¥31 | cep25 I
B 1601 {7 1le, AN F 29 | 4 843 bp AY A %
i, AMET 29 K A4843G RAF, R HUE IR Kk
A= Tlel6l5vai & #, $1 i KCAM (+) ¥ 78 f

KCAM(—), HEHw5#EA CR1 B R E = ff
KCAM 5531k, ¥t KCAM FEZ IgG,
3.10 KN #iJi A

O Helgeson £/ . & F CR1 B HW P (A
HIEF N 10% L4 1 i —Fh Kn*yk® FAPER
ALEARRE Knnull 8, HPLBERE A& Kn 5T
JRAF, 52 3 CR1 4 FACE MW, R 2F 20~
100 4~ CR1 430, B B 4n 2R A 100~150 4~ 2
., @Knnull #R . J&—Fp i TRRB R F
H ) CR1 AFEIL . Kn RGPS Fakny—F
A,
3.11 #t KN $ifk

TP KN % CR1 $& £ /a5, fr LA 7E
AN TRV A 21 20 M 19 B R R R — R L e 25 98 2
Pt KN SRR AR 26 AdE B, {5 52 bR b X Fh A
PORARWER, X & F AR A CR1 BUEA A
—HFHMN . B KN K202 [gG, D8R 1gAL LT
WA 1gM, 1l A i 1gG, . 1gG, . 1gG, . ¥t KN A H
SRAFAE R, WA i IS5 7 A 9 — RO D0 A 45 45 #b
OR BRI . HAj & WA 51 % %
N E . BT KN $LiR eS| & HDN, H 5] & 1
HDN 5 1 S 1 F2 BE AR A % . 78 — S8 2 4 i 3 v
AR BT KN, — i HUJE DTA B, 2848 5]
& HDN. #t Kn* .9t McC* . $T Yk* AJ Sl A77E L 1B
Al L [FAETE A B R A HA R G PUIAIEAE
4 EREX

KN $i 5 AU AEAE T 2040 o i b, 3R )32 A7 A5
T 20 B A0 L T/ B I B 0 LB N BR 40
I L 85 ) A DA R 9 40 i L A R i RS A AE T ML
Woh, 35 KN HLER CRIGHMAE [ #3244 2 &
B R L 2 5 H R b o b AMAZE
G2k, CR1 B . O 4 b M e, b /EMH R )FiZ
BRI BRARSN . Ok ¢, B e, BERIEET.
QOEERELEGY. OMELH 1gG Mk 1eG 5
HAbLr R ss & . ©Jn 8h 2040 i e 2 ULl
© 1 A ) B 28 32 44, 12 1 7 W03 400 o % A A P A W

CR1 i 55 g ge R A2 (i B U 5%
B R O ) A BR R YA O, STT 0B PH R 40 4 i 7
Z B R o i, PR AR LT A M OB AR A4S A B
1R AU — 20 AR WAE . R AT 20 5 d A T
TR WA M P L ey T 45 4 21 B A 36 1, B
h PR AN R T CR1 BCAA

WA, CRY 38 5 J5 5 22 40 06 1 0 DR L 1k
Jo SRR %, 75 Y0 i 3K R I R B R
B CR1 Bt X5 CR1 25 Wi dw e e £ L0,
5 H=R

2ok KN $URA T 2 S It NG, U2
VLA R BB 58 A 38 7R T 53X A P B ) — 26 238 ()
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A, KN 5 A AR Sy £ 40 i Bt st A7 46 i PR i

RN GAENEEN ORI 2S5 .A

IR R S AR T KN B D 9 Bk 2k 5 90 2 95800

MR A O . A SCHEIE JL AR R A8 KN Bt I 77 1 #9 WF

G M — T B LR AR AR SCOUHAE KN $7 5 i 2k A L 73

T DT AT BTG A
#] 2019 4 10 H,ISBT 48k T 367 4~4L

el e H R T 39 S REMBEA 330 A4

s H)E THEA MRS A 37 Mhis., ERES

P P, FORS $t L JR Hi L LAN $ J72, VEL

CD-59 HLJA AUG HL 52 2010 4F LUS A 5 A A9 1L

BT I, 1 Kanno $¢ J5 . SID 4t J5, Ctl2 471 5t 2

2019 SEA BN R BT BT, 7RI JLAE B, X R Y

MBS BA TR Z RS X i 210 2 A B

T YRR Gy T AR S g B A A T T ) R

AT VFZ I R AT TE A R T

S 2% 3k
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