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Abstract

DCBLD?2 (discoidin, CUB, and LCCL domain-containing protein 2) is a member of DCBLD

receptor family. It is highly conserved among vertebrates. Studies have found that it has participated in regulat-

ing various physiological processes, including cell proliferation, migration and signal transduction. Most current re-

search on DCBLD?2 focuses on both cardiovascular disease and cancer, while there are few studies on diabetic

nephropathy or immunological disease. This review mainly describes the structure, functions of DCBLD?2 as well

as its pathophysiological roles and mechanisms in cardiovascular disease and cancer. Also, the important roles of

DCBLD?2 in diabetic nephropathy and immune diseases are also briefly summarized, which provides a reference for

further studies on DCBLD?2 in clinical diseases.
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Fig.1 The structure of DCBLD2 protein

1 DCBLD2RY4EMIFNE Y ZFThEE

20014, KOBUKE=E!A FI 24 R HUA5 5 7 1T 3k
BOR, BT ISR ARES 77 (N T IR 21 Bk 240 B o e g
TMERERE R, REREA WAL EER
SERARALL, AT R iy 44 D AL BRI F- 1 LA i St It
fIneuropilinf¥ 73 1-(endothelial and smooth muscle cell-
derived neuropilin-like molecule, ESDN). i ESDN
FERR ) 43 128548, DRk At 4 /i 44 9 CLCP1(CUB,
LCCL homology and coagulation factor V/VIII-homolo-
gy domains protein 1)f1DCBLD2. it NorthernE[JiZF
A i DCBLD2AE N i JLAI SN T 2H A rp ) 3%
KNGO, FONFAEFEAL Iadt. OE. 4. P&
MEGH P RIEM A5, HAERAN A hRIE
B > b4k, 1 KL DCBLD254 5% 44T 6.5 KbAll
4.5 Kb iR RIE Ao

Ak 7L 2F HEZD Y 1) DCBLD21E 5 7 51l 8%
B, PO 2 515 S IR K E (22 MR FER),
MW FL 34 1) DCBLD21E 5 7 4 H14E K Ho i FE AR
5Fo HETHEFL SN, DCBLD2J2 B AZ AP Bl
DI K a5 17 41 (661 2 R 1R ) ) TS 195 g £
FH". RESCH% Wik | DCBLD25 5 ik B A
[ THRE A S5 ALk, ELFE C-om b M3, 33 XA N-Jis
ZikyIg. C-imZEtER — N IhRE S B AE Tk, H
HA 1L LT R R R AR 7 51 B K S A B A
etk C-dit5 o C-Sim 45 K3 T LA SRR AT Dy 70 A A2 PO B
o ILUE X L B R B-HE A TR AE RE 1K
o N3ty 45 443582 DCBLD2WHIEAL AT 6 5 11, 7
C-Jiis G5 R IR S R I 0, N-3 45 A4 dek 2 s 2 1
SERLRZkifA . DCBLD2 I 471245 #4602 CUBSS

3. LCCLAS s AN BRI K] 5 V/VIITZS #4380, iy
LM A L 2 AR A . SRRz R AL
57 15 BA K Sre [R5 25 #4438, 2(Src homology domain 2,
SH2)45 &3 7 (K1)

DCBLD2 i 4 i) CUB &S # 38# A A B T 25
SPRSEE =V N S VRS ¥ Ak Pl LN YRR
ER . WRFCR, &F CUBSS M3 8 B o d
Z 5G5S AMEEE. HLEE . RIE
R g 41 1) 55 22 Aot AR AR AR ), 4 A CUB 25 44y 458 £
I 1(CUB domain-containing protein 1, CDCP1)&
NEASZ W LS 34 A G5 4 SR 5 RS 2 5 2
—, TR O Sre i I T A E AR AR 41 i AT
# U1 1y CUBZS AL 45k T LAAE Jifd A1 25 44y 350 70 238 22 T BEL
1L AMHEAE R T 1454 . LCCLAS 02—
HA 1002 FE 1R ) 45 /)38, 1245 13802 DCBLD2
AL R 0 I RHE T — € S B AE BRI IR A
7o BEIMLR - V/VITLIE 5 25 46 $ A7 AE T i 2 [
WAEIR B A 45 M35 52 48 1(discoidin domain receptor
1, DDR1) A48 A H - DDR1Z 541 g 2K
LA HEGE . AR T o s S 4 B AN R B
WEFEE 7%, DDR1 2178 08 20 v 1) 2208 2 i 42
TEUMR AR T DL A BT 4

FAh, ASDHE LR Bl DCBLD 23 R 58745 2= 3 3
ORI KA, Bt ALHAMOUDIAS P i iE 2
7, DCBLD 2K PR 215 1 RAL & B 40 WL 2% 1 7
FERT A o

2 DCBLD25/INEETH
DCBLD2 & M 56 IR 3l ik A1 iy i % 7% 14 il Je
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SR o B R B TR I B . e A i
W AEKRE Fildg, 5N EAREE. T, M
MZ 503 S M 2 bk A A A A IR 2 ko
T3 75 PN 1 22 P L0 00 I R AR R e o o0 I R
I A 1 T N A o R R I A ™ B ) L —, L
PR AR 3R AR B N B D RERRAS . 20194F 0T
TEEJE UOR| ] cDN A 5 R L, DCBLD27E IE &

BRI . TR B Mk A B A o %u?;z’ﬂm
EE*’JE’J@ A4, DCBLD2 [ % ik & 2 5 1
15J11DSADEGHI£[“%LT%Z*E#%ZJJHMEM%L afF
78 5 2 1 3 ik A 1) 7 s K DCBLD2. [A]
A, NIE&E22 3 ) s uk B DCBLD2d i i 15 I

B W B A K A7 (vascular endothelial growth factor,
VEGF) & 5 # T 52 mi /N B A& 1 i 8 AR Bl . CHIN-
TANAPHOL 5 M 380 528 i R 497] % 52 5 et 45 i I
DCBLD2Z 575 [ A 13458 o 1K LEHF FTIHIE S,
DCBLD25R 1k 7K 1 25048 mT (- 200 P 1z 44t e 11%) 38 4
FER IS5, RN IhReRES .

I 4ESK , DCBLD27E O L 437 R P ML 7 17
(RITIE FC 3k R 2218, 11 B 5 VEGFAE A 25 B 50 ok o A1
AT 3 (1) D DR 7 gl B Bk e 22 i o A R
T DCBLD2Xf VEGF/{& Sl gk 1) i #=EH . VEGF
AR A A A SR AR 2 —, 2T
EN AR E R R 2 RE . EEEEN
T R 20 A, ik P R 20 AR R A I A AR R
VEGF ) 5 e 52 VEGF-A 2 15 ML & B 1 o
AR, 2SR R 3 B m R A 455 VEGF

24K 2(VEGF receptor-2, VEGFR-2)#i% Fiiffs 5i&
Ul DCBLD2 A LUdE i #ii VEAS & dE 1 . iR
48 2R W R 6t 1 BRI T4 it 8 19 4% 0 M 1l PR il 5
VEGFR-2H)456 , (2t N B 40 | VEGFR-2 H) R
b, MR IE N R A () 38 58 . SRS A B iE v
4. 4 DCBLD2FERI MG il 5 , Ui 25 11 VEGFR-2
%> H VEGFR-2 = W B AL 14 9% , VEGFAE 5 i 1t ik
9. BeAh, AT W T S8 DCBLD2 AT 145 1f /M
P AE K R 1 32 44 -B(platelet-derived growth factor
receptor-B, PDGFR-B)i& ERIRE /1 U7, DL EAFFe 332
7~ DCBLD21RA AT 68 B9 o LA 505 I AR V6 97 1R
B,

3 DCBLD25PhE R
DCBLD2Z 5 [l & S ¥8 %5 2 Fh A FE TN g, I

Ei&%umﬁﬁﬁzﬂﬂ%%ﬁﬁ%k@&fE?ﬁ)ﬁﬁtﬂ
. BUE T £ DCBLD2 %A F i Bk
FEHDHIAE FHUS, 0 7E iR 5 5 I B, DCBLD2Z 5
V1) 240 P B 28 A0S B0 (S 5 i B B R, KPR
BRI, 2 P i 5 s 05 AN R AR Db &

Yy, A t, DCBLD27E AN [ 2
RAE YDA R (R D).

Jif i & AR B2 R dven A JEAE , o i e

(lung adenocarcinoma, LUAD)Z] /5 Bt A JlifiJes il 2 1)
40%, I PR 1HE—
FhEl =2 BRI T T R

%1 DCBLD2HIINEE
Table 1 Function of DCBLD2

fEH

Function

e
Category

DCBLD2 up-regulation will have a positive effect and inhibit

tumor progression

DCBLD?2 up-regulation will have a negative impact and
promote the deterioration of tumors

DCBLD?2 participates in tumor invasion and migration, but
the specific mechanism is still unclear

Gastric cancer

Melanoma

Ductal adenocarcinoma of pancreas
Adenocarcinoma of lung
Colorectal cancer

Hypopharyngeal squamous cell carcinoma
Human glioblastoma

Lung cancer

Neuroendocrine carcinoma
Thyroid papillary carcinoma
Mammary cancer

Myxofibrosarcoma

R Jeg vy B AN,

RIIT LUADI T RZ NEHW
HE%EF R EDE
L0 BT S R RV T R T e R AT 9T, R
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IR A e e b 7% B3 AR 9 (1) DCBLD2 5 #3% 15
TR R A Iz b e e 1) R 3 PO % o T
T K H TCGAKHE 1) 5154 LUAD & 3 Ji 41 41
DCBLD2[f ) mRNAZFIE G I, I DCBLD21E LUAD
BTz i, x e BR8] DCBLD21E fifi i
HOR RS IE R AR B 1 BRIy 4 ML 8 5
B AN B DCBLD2FE N H 5 3 1A Ml e 14 b ¢ —
B et I AR hR B AR A, i Be R I
DCBLD2A] DA A 54 B i B0 3B(glycogen
synthase kinase 3B, GSK3B) I ER 1L 1M i GSK3B K%
I F 2 B-cateninfl I8 52 G H 1) 43 i B-catenin ) £
S, WIMARIEAMIT A, 1X 356 72 il i+ DCBLD2
I8 Wnt/B-cateninfE 5 i B (e 3k & 57 — (8] Jii #4540 Al
iR B Fe s o BIF ST R BLGEH 3 1 ERKY/AP- 1 i3t
—3% FADCBLD2I I, (Rt 1%, 45 AR,
DCBLD27E MUEH 75 5 ) il i s b B — 1) Joid 2 A M o
T Pt SCB A H, $27"DCBLD2 W] g /& v 97 B4y 7
AL ISR A

Mt F I (melanoma, MEL) & 7E N8+ R 81
1) e 2L A5 28 1 AN 24 1 R e e 2 — , A B9 Ik sK
DCBLD2# A 7E R A2\ 28 B (38 h s L3R IA , T
ERZBEREARBHRIET W, 58 EEEm
SAHMK, I B 5A RS AH5E 2T, COPPO%: 2
M DCBLD2 A WT/N R 73 B AN RAL 1 SR A4 L
JEIHE, FEPEAY T 4R 6 B M (green fluorescence
protein, GFP)#% 5 [{]B16-F1040 Mo 75 IR i b JZ 40 iy
BZ BRSSO, 45 R BN BREN SR A B 4 i
i E-1% 4% 3 1 DCBLD2 11k 5 2 [R] A7AE A %
%, BN B 4i ffs v DCBLD2 [ 3R 1A & B A F) T 2
AR A E-ik B BRI Bl AR B
M R T STAT3(signal transducer and activator of
transcription 3)45 &0 KUK ZAEE-GHE R BiF. A
UEBA 1A T ER K LA N R 4H B, 4 STAT3H
IR, Bk PR 2>, R T E-ik
PRI 5 STAT3 IO AHOS, 1X Al ge 5 4 M A+
ZARMBIEE %, B2, DCBLD2 5 fE B %R
Je PR ORE AT, e mT LA i ] STAT3 > FH I 4
20 B H B-3gE 5 25 1 20 AR e 2 A 8% B AT 4
il At SR R

25 L 1998 (colorectal cancer, CRC)j&—Fl & &
R FN R TR B IS MR, 45 B
YRIT H 5-5UR BEIE (5-fluorouracil, 5-FU) & Il AR 4

I — 22, BT R AR B B 2 1 T
YR PR . XTB S P30d o 1k A 0 4 15T 5% 3] BH
T DCBLD2 X 45 H Jizp i S VERE L J 5-FU IR 7 BURK
PR A HLE] . 8B 7T GEO(Gene Expression
Omnibus) %k K 545 22 (¥ 25 B 1% e B4, AT ] & L
DCBLD 23 5|15 45 EL s it e 2H 21 v v 2l HL 5 7
Ja AN RAHIK . CCK-84H M3 E 52 56 5 v B TV Al S
5K, DCBLD2 R RE I8 i 400 1) ik Je8 241 fifa 38 B8 oK
H9 58 CRCHH M X 5-FU PR, A A oy A4 41 512
25 2 W], DCBLD2 AJ LU 3k b 7 — [ J5 % A Al ifi.
RN, WIS B e K & b4k, DCBLD2
] LS 3G B (R B2 LN b R ()i A 4k
() E BRI I RS ST TR A RBP4,
T2, il DCBLD2 ] LA CRCHH i 14 5 AL
%, 358 CRCHN X S-FU R 258U | X Taf 51
25 AT e F B TP R 45 Bl BB M AW &
VIR T S o

TR AT 4E A JEE (myxofibrosarcoma, MFS)J2 it
HAREER AR MR 2 —, HFER)GIT 77
NFRYIGR, BFERYIREAEERKFE GG BRE
i e 240 i P 3 A S R R e SRR M R . 0 T
TR AT 4 PRI AR N R I R o 3 e P o 3 AR
1% (magnetic resonance imaging, MRI)IJEAT Al 28
M HAS A 5 RS ALV R A G EE — & 28, U
O IR AR K IR, MRIUME DU e H AR K S
Fl. PR 1. KIKUTASE H A 23 RYF
FH MRIS 4 5 Jie F UK AE J5E i MFS i e 4 23 it
TR S, %€ T DCBLD27E R HIMFSIR 2%
BRI A EYER . 425", DCBLD21E
MFSS [ AS [7] Jifr g 20 2R v i) s 7K P — 8, JF B
FIE % MFS 14 28 R AIE AT 25 25 v 0 o A F000 7K1
BARZHIE FT A A I R A B RN, ERH
P 1 4K 2 7 1 5T DCBLD27E 4 43 v ) R ik 1
MOAB/E T 2L EMEARINT . ERFT
XTA0A M EE I B EAT 7 AR, KILDCBLD272
MF S5 e 40 Jf 42 28 A0 o< R8T IR, FLAE AMFS
TG B AR P E ) B T AE I R B A

DCBLD2 AN AE -5 45 it Jeet A0 25 L e v 4735
5 HEBI e R B AT A €, AE AR MR kP
FIREVER . Bl 556 % B DCBLD2 Rt 15 & T
WERL 80 R 200 JH e« N\ J S 40 i g AR it g v g 4 P 174
HGEANT RS, e SR I R AR R BT Sk,
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XIEZEHEN DCBLD2 1] fig 8 ik TAH i HE >k b ikt 4
A, TS B Ak . BRSO AR
DCBLD21EN—FIEE R BU@ M . e = s
PR AP bR BN, A8 eI B8 R 36 7 Al ROV %2 e

%2 DCBLD25 B

Table 2 DCBLD2 and the tumor

Tia i R o i HEAEH], (B2 5¢ T DCBLD2
E i Je8 A0 HL A s mh A T RO DA SRS 5+ 0 A TR
(3R2), M H. DCBLD2 [ B ARAN) 24 FH DAL A i
B KT L 2 T B M Ap il — 2D AT AL

aphessitl NALEHLHE i R 82 SCHR
Cancer type Intrinsic mechanism Clinical application References
Gastric cancer DCBLD?2 expression is significantly down-regulated in DCBLD2 may inhibit the proliferation and [18]
gastric cancer tissues, and its promoter region is frequently invasion of gastric cancer cells and be iden-
hypermethylated tified as a novel epigenetic target of gastric
cancer
Ductal adenocarci- DCBLD?2 up-regulates in PDAC and highly expressed in Play a carcinogenic role as a diagnostic and ~ [19]
noma of pancreas patient extracellular vesicles, and may inhibit cellular im- prognostic biomarker for PDAC
munity and participate in oncogenic signaling pathways
Adenocarcinoma of DCBLD2 promotes epithelial-to-stromal transition and Act as an oncogene, blocking DCBLD2 may  [20]
lung tumor cell migration in LUAD play a preventive role in metastasis induced
by platinum-based chemotherapy
Melanoma DCBLD?2 expression is inversely correlated with tumor DCBLD?2 has a protective role in melanoma  [21-22]
thickness; DCBLD2 inhibits melanoma development by dissemination and has therapeutic potential
blocking E-selectin expression and tumor cell adhesion in
endothelial cells by inhibiting STAT3
Colorectal cancer DCBLD?2 up-regulates in CRC, promoting epithelial- DCBLD?2 may act as an oncogene in CRC [23,29]
stromal transition and angiogenesis, and reducing sensitiv- and can serve as a prognostic biomarker and
ity to drugs, which can be used as an independent adverse a novel therapeutic target in CRC
prognostic factor in CRC
Myxofibrosarcoma DCBLD?2 is identified as a novel factor associated with It has potential clinical utility as biomarkers — [24]
tumor cell invasion in MFS of MFS prognosis
Hypopharyngeal DCBLD?2 is up-regulated in HSCC and contributes to the DCBLD? functions as an oncogene, is regu-  [25]
squamous cell carci-  migration and invasion of cancer cells lated by miR-451a, and can serve as a target
noma of tumor suppressor miR-451a in HSCC
Human glioblastoma  The expression of the DCBLD?2 gene is up-regulated in High expression of DCBLD?2 is closely [26,30]
clinical GBM and plays a role in signaling in mediating associated with poor prognosis in glioblas-
EGFR-driven tumorigenesis, activating the epithelial-to- toma and can be used as a potential thera-
stromal transition process to stimulate cancer cell prolifera-  peutic target in human cancers associated
tion and metastasis with EGFR activation
Lung cancer DCBLD?2 up-regulates in highly metastatic lung cancer May be a therapeutic target to inhibit lung [27]
cells, and may promote the motility and migration of lung cancer metastasis
cancer cells
Neuroendocrine DCBLD? gene is involved in tumor invasion, progression May become a new tumor diagnostic marker  [31]
carcinoma and metastasis
Thyroid papillary DCBLD?2 is involved in cell proliferation and invasion in PTC can be treated by targeting DCBLD2 in  [32]
carcinoma PTC, and can target DCBLD2 and AKT1 by up-regulating the future, but whether it has a direct effect
miR-451a, thus weakens the proliferation and invasion of on PTC cells needs further investigation
cancer cells, accelerates cell apoptosis, and reduces vascular
endothelial growth factor
Mammary cancer DCBLD?2 participates in the invasion and migration of Can be used as a diagnostic biomarker for [33]

breast cancer cells

the stratification of breast cancer subtypes

LUAD: ififlid; CRC: 45 B ¥id; HSCC: FWABRIRANALE; PDAC: JHRIR S8 Bdd; MFS: Fl4r4E R, PTC: HURIRAL SRS, GBM: AR &)
AR EGFR: R AR KR P24k

LUAD: lung adenocarcinoma; CRC: colorectal cancer; HSCC: hypoharyngeal squamous cell carcinoma; PDAC: pancreatic ductal adenocarcinoma;

MFS: mucofibrosarcoma; PTC: papillary thyroid carcinoma; GBM: human glioblastoma; EGFR: epidermal growth factor receptor.
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4 DCBLD25¥ERTR'SiH

W R 15 75 (diabetic nephropathy, DN)J2& ## K I
5 L f ™ B UL I RORE 2 — , H RUR R R
BE A 8 2, A S EE e B, R
BURIE 2%, AR 58 4 B B o BT AR IRLAT 9 2 A I PR
W TR A S w4 Rl MEREAR I REL. &1k
IR O IR B A Rt 2 A 7 S S N S
TR M A S B ZINBR A B2 48D (glomerular endo-
thelial cells, GECs)% & T 1& ¥ ran ML K- DL A R A=
Jil 5 AP, = B 7T DLS: S GECSHEAC S i A, 2
JUREEEE . CBEGE Y. AGE/RAGESHAI PKCIl 4
WO, WIRMEROSA 71t 2, MRS 2K =)
Az R, MM B GECS T REBEAG ™) [FlR, FHIDNAF
E 58 B A AR A, AT EUE NERIE K K /N ERE 41
I A R SR RS0 BT, B LR, SR I A A R
b PRI IR T GECs i VEGF/VEGFRZ5 1 5 1fi.
AR E T IS A R,

N A I H (www.proteinatlas.org) 1 5 T
¥, DCBLD27E 'S IE A R 4 FAFAERIE . AifF
Fidm o~ I DCBLD23RIA J5 , 4 1 itk & 2= 521411
TR T v, ST PAY P88 267 W e IR Y, 337 A 2%
B PRI B 0 BT S Y B At A%« Ak, DCBLD2 7]
DRI T 28 i I A 0, ke o TR 5 50D A
BT [RINSEA B 7R ], DCBLD2A] LA i i
T AR TH 2 Fh 2 AR T S B (receptor tyrosine ki-
nases, RTKs)f.#5VEGFR. PDGF-BBFfi & 2 52K (in-
sulin receptor, INSR)P1){E 546 ‘7 T &K 45 4EFH . NIE
SR R N ZEA/IN R P B 4 H DCBLD2 IR 1A
2 B E L VEGF /N S AN AE KAERS ; LIZE WK
B, T DCBLD2R 1A 234 e INSR ISR M: | tiest 4
ML IR ETEARAS, IX— 1R AR 2 i 1 58 INSR
2 FA, SR INSRUA ML Z A R~ S P
SH2B2(SH2B adapter protein 2)/& SH2B# 3k 8 (4 5 )
— /N, HCAR S SH245 Mk mT DL R S R B IR 11 1
WAL A, TS 22 A INSREVR] R Z R 2R 5 ik
I — 01, Grbl O & 2 H s 7, & T —
Pl 5 R R ZMEE AL E D, Grol 02 1%
g 7 NV 20 P iR 5 2515 5 1 PIBK/AKTE 5 /1
BRI, WS o , DCBLD2E I i 1k & 2=
AR SH2B2 A A KPR F- 52 R 45 5 B2 1 10(growth fac-
tor receptor bound protein 10, Grb10)IAH ELAEFH, 15 ik
BERESHSM, M RESH2B2 A LUl S5z RiE

%0 c-Cbl(c-casitas B-lineage lymphoma)%h & #E2% INSR
AR LR T R B R E S S, Hi
HHEFURIN, SH2B2Z 1] LIS T DCBLD2 Y45 ik &
#5950, 1R Grb103 5 T, DCBLD2/Z INSRIEH
B FE 1Y, [E B DCBLD2 1] LA INSR A s 42
PRI S 42, (et INSRIS IR IR LRI TH . {5
SAERRFIINSR T P, IR sEEs &5 JL5 4878 DCBLD2
LB S R E 5T Ao, AFERY,
DCBLD233A AR 2 T LARE TSR] FH (182 3k B 1 /B33
PR 2 A e Athil 5 5 DCBLD2AH ELAE I i INSR
BT ER -, BRI, 24 DCBLD23A NS, 7]
DL T 55 INSRIF F 86 TE R 5 K749 i c-ChIP4-445k
WS RE S IEK. XL, DCBLD2#K
A R RERCI A R IR BRI PRIETT BT 7E T TR £

5 DCBLD25Z&ZMiAT

Z PRI 517 R R EEDIADE , DCBLD2
AT LOER 2 R A R S S . T
AW, A DNAT1EE DL G R 4 1% F
AR, TRAREEZ RS TN A B E
F b, REARAR RSB EEMZ —. c-Cbl
JE T MRz FdEmE, O N2 PDGFR-BIE 51 1t
Y555, c-Cl ) IA B 52 DCBLD21) 1 5 #51. B 5t
R, 7EFI DCBLD2 siRNAFE S M T8 LA+
#HEE T DCBLD2 [ FERFLSE , c-CblaR /KPR
M. Fbh, XIAO% ¥11§ 4 DCBLD21E PDGFif;
WP ARG 5% S A2 Z R TER.
[E], A AT T34 R BDCBLD2 T A i 7 PDGF 45 A4
AR, AR T SZAR STk KRN B
Ak, M $E7RDCBLD2 SR 52 142 A IX — AT BetE.
S, TATC AR E AG WS AN RS 5N
G g% J N 491 CDCP1AZ & T e K s tMA R G B
1R, IX 44 7"DCBLD2 H] G -5 e 1 50073 2 VAR 9% .

6 DEERE
DCBLD23E K (1) 3 3 15 Fl R bR iF 0 48 2 T
DCBLD2 & 118 715 I8 P 5 40 B 3 A% A0 5 B 1) A
R WL MAERRR KR 2R,
DCBLD2/E & 4i il AEfE R IA FIE R A,
T AEAN R e 1 DCBLD2 R AN B — g 1s2022)
BRI, 38 A% DCBLD2EAN [ 2 7Y [ o/ F A7 A 22
PERIA B Rt — B0t 9t n4h, BAREUEEIE
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T DCBLD2 W] LA 4 i A () 2 R (2 3L
BARBIVE VL v R RS 2 . T NER A
b [ RTK SIS A% BB 70 AT Be A B0 W PR s 1
VRIS AT I — SRR .

H T, % T DCBLD2 145 #4 Fl A ¥ 2% Th RE
W TS IETE AW 562, (H2& 5% R IA 1 DCBLD2 fi%
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