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[ Abstract]  Volume-regulated anion channels (VRACs) are present in vertebrate cells and a variety of tumor cells.
VRACs include leucine-rich-repeat-containing 8A (LRRC8A) and its four homologous family members ( LRRC8B-E) , of
which LRRC8A is an essential subunit. It has been confirmed that the VRAC LRRC8A is involved in the proliferation,
migration, invasion, and multi-drug resistance of tumor cells through various signaling pathways. This ion transporter has
shown good potential for use in strategies to kill tumor cells and prevent the development of tumors and can be used as a
new target for tumor therapy. Therefore, this paper reviews the latest research on the involvement of LRRC8A in
tumorigenesis and development. The molecular structure, function, and regulation of LRRC8A in tumor and immune cells,
with emphasis on targeting LRRC8A in tumor diagnosis and immunotherapy, are discussed, providing a reference for
studies exploring LRRC8A as a new tumor therapy target.

[ Keywords ] volume-regulated anion channels; leucine-rich repeat containing 8A; proliferation; migration;

invasion; multidrug resistance; tumor immunity

Conflicts of Interest: The authors declare no conflict of interest.

[E&TH] EHF ARRAIESE (82160871) s Hilt A B AR AL BRI H (22JRSRAS91) 5 Hlr 4 Hr B2 25 % B 151 H ( GZKZ-2021-10) ,
[EEE N 1R (1997—) 53 WL BF o8 A 5T J5 1) - TR P B R B IR . E-mail : 1377623986@ qq. com
[BEMEE 1K (1967—) 53 B2, WL AR 0l BF 9 1) - P R 25 B 0R 7 IR Y . E-mail : wyf@ gszy. edu. en

I 2 (1973—) 99 3082, -2 0 BF 9 05 1) - A2 R Bh A, E-mail : changhong@ fmmu. edu. en * 3 [l FVE#



92 Hh ] LA PR 2 4 2024 4F

11 A% 34 %% 11 Chin ] Comp Med, November 2024, Vol. 34,No. 11

Ji IR S A Bk N AR B R 2 —  HR R
SRR AR TR (] 5 1000 T L BIH
BRIk AR ARSY BRI TR ST A G
BITITRA T —E W R B 7 REE 52 21 g
A R 22 R BR ], b g R AR AR PR 22, 2
RVATT T RIRCR LA BRI KR . B, e
PRI IR S — A B R B BE A PR R, 5 258 i v 7E
A, BTEEE NN S S Z UL G B R
S F TR G2 TR, A bR 4 i Ry K 5E T
¥ RENZ AT 2T, © 8Ok SR 2 5 il
TE Y S R IR A0 H He 1) 45 38 38 R 1B N A2 44 L A7
(transient receptor potential, TRP) &>, LA
WFFT e S 18 3 W] RE A R 2 B IR 9 R
Je AR AR

LRRC8 (leucine-rich repeat containing 8 ) Z % #
B A 1A B A 95 P B 25 ¥ 3 1 (volume-regulated
anion channels, VRAC) B B % 40 W # 4,
LRRC8A-E 5 DS 24 1, e LRRCSA b5
WA BT R I, AEVEZ MR LRRC8A 378 3%
K, JFAE IR 20 JfL Y 1S 56 RGBS . T LRRCSA 11
T 5% D) 8 AR Ao TR A 1 1 G R RS T
T 4N 70 LRRCSA/VRAC B 3 3 41
Jisg A 6% 43 - LI DL B 1, A SC A LRRC8A/
VRAC B 38 18 % il Je8 240 B A% 38 5 | % =2 28 AT
IR, BN G 58 20 B %) 45 A T IR 2503, JF
Xt LRRC8A/VRAC # 3 38 18 19 i 96 i2F Ji& i TS A
BILH Ko 7E i 96 S 52 06 97 v B N A, DU O
LRRC8A 1E AR Sy 7 I SR S Z IR 4

ﬂ' )
Cancer cell

e
Active

il ¥ 5

Cell proliferation

A iL s

Cell migration

25t 24

— —_— .
Drug resnsty

/ e

Immune cell

LRRC8A/VRACHLT
LRRC8A/VRAC activated

TR &

T cell development

T4 CDS8" T4l
T cell CD8' T Cell
LRRC8A/VRACH
LRRC8A/VRAC suppressed 150 1% 24 ) A
Macrophage phagocytosis
Sl
Macrophage

1 LRRC8A/VRAC ¥

- TE BT AR 9 77 HL

Figure 1 Molecular mechanism of anti-tumor effect of LRRC8A/VRAC ion channel
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B, B, VRAC XCHEHR A AR BRI b 1) 8 it
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FEURI A 457 AF 6 TE R 79 240 A4 FR O 1w v & 5 o A
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2 LRRCSA/VRAC EMEA 4 XEHHER
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JE R S WA LA N, G, /G, A0 i Es b
LRRC8A/VRAC K& [AI A 1 oif 5, 200 Jfd J&] 40 i1 455 2R
F9 Cyclin D1 A1 CDK2 7£ RNA F1%E [ /K- 2635
P4 B, M Cyelin E Fl CDK4 By 2% 35 A Fifi
LRRC8A/VRAC 1Y 3 ik 1j gl 42, X 26 45 JL 3% W]
LRRC8A/VRAC fi #f T ¥ 40 L 19 G /S §% A%,
Konishi 257" 38 12t % A #f B 5 56 2 2R, 40 M J 390
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A, IRAh, JERT B — 5T & B, PI3K/AKT J&
LRRC8A/VRAC 14 it 241 Hf 4% 70 F1 240 Jf J 191 46
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L PI3K/AKT FOERR TL /K -, 41 7 Fifrygg 4 fifa 3%
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F 1 LRRC8A/VRAC T B h i 1
Table 1 Role of LRRC8A/VRAC in tumor progression

Jiirg 2 TEH Yyl
Tumor type Effect Species
Jig JRE 4T g 1 W T 7% A
Glioblastoma Proliferation, migration and invasion Human
AT ANAE S B TR T A
Nasopharyngeal carcinoma Cell cycle progression, migration and apoptosis Human
B S FAETH A0 I R | 2 A
Ovarian cancer Proliferation, cell cycle progression and drug resistance Human
B 20 6 S S0 0 A
Cervical cancer Cell cycle progression Human
/N g 2 48 01 3 A
Small cell lung cancer Cell cycle progression Human
iz R FAFE 2 N
Glioma Proliferation and drug resistance Rats
A s SRS N
Hepatocellular carcinoma Proliferation, migration and invasion Human, mice
A 2t A
Osteosarcoma Drug resistance Human
it 2 i 24 A
Alveolar carcinoma Drug resistance Human
T 9 TR N

Colorectal cancer

Proliferation and migration

Human, mice

[ i, LRRC8A/VRAC 3 AJ 5 M) fier 32 200 Ffd £ k7
KIhRE, BF5EZ W], LRRC8A/VRAC 5 55 3K 1Y il e
0L ROS P A=/ . ROS 77 A 5 4 bk Tl g
YIRS, [RIA, o B 3238 LRRC8A/VRAC 11 41 it
A OATP K F, B BE, X 26 g5 R %k B
LRRC8A/VRAC i i 1 il 2 br AR Ty e B i Sl A 3 i
T8 AN M G2 UR T (RS2 (R 2 P e 20 e b 5

T2 BIBFGE ELZUE 52, 40 i P AR 7S 7 g 1k e
il E L EE/ER™, LRRCSA fE R —Fh =
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308 3 TS0 240 B A /0N 0 A4 A TR A DL R Y T e e
(5, Chen 27141 T LRRC8A/VRAC TEAK5
ZAF IR S 55 G H 88 200 R 1% 200 J PN 3 5 S
W52 W] LRCC8A/VRAC & [H & b4 ik 71K 8 W)
Qb BT iR 40 A A ek Bk R 2, ] CCK-8 L ik
5 A8 VAL 3 AN [) s () P 200 A7 005 R, 25
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TARE WAk P S b 9 4 M A7 S, T LRRC8A/
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A F A A A O e ) A S R

A, LRRC8A/VRAC FE KT 9 1] 1 il 44 B AR
A 9o 2 1) F R R, L 512 g Sy T AT I A
UL TR AR, 45 5 & B LRRCSA B4l

NS PR B B I/ T X B4, HOR R 4 Kie7 A
CD31 (BB W F 8, UL @k LRRC8A/VRAC
A AN R A K #2785 LRRCSA/VRAC & A] 417
i b B3 20 B B B4 B, Zhang %51 % LRRC8A-
shRNA (LRRC8A R 2H ) 15 ik w5 B g 14 ik 723 4 i %
X BRI BE 53 0 B B TS TR UM s, 2 JA e as
FEAE IR ST RS A IS B T RE AL ) i g
S HE KT LRRC8A FiFR4], 9] LRRC8A/
VRAC £ 8 T P8 g A= K A8 48, #278 LRRC8A/
VRAC T I8 ] BRI BR FRUIAS PR Jie g 240 B 4 5

S IAAR 2 iR A B 45 v 240 B ] e TR ) B A
I, CA GRS A A 388 2k 8 75 i I8 T B 1Y
JRLA3 5 W 8 240 e ) 348 5 R A% SR R ek Sk e
HIERE . Zhang 557V %t Vesiclepedia 5045 72 v A4 41
IMARTE A R RS HEAT T 0k, & 3L LRRC8A & H
FEXE TSR] b 92 240 M 7 B oh/INifL ) JF H LRRC8A
mRNA £ 78 i g 20 M A9 L AR, R S 3R Gk
LRRC8A 5 [0 20 il Az R 018, {HL ok 26 248 g 34 i 1
SRR Y A WA BT B, IX 2B IR g S RF Ak 3R GA
LRRC8A/VRAC A LAFE2E e 4 g s i A i A= 9
AR, B EK S, LRRCSA/VRAC J2& 4k £ 41 ik
IRAARBIRR E TR 28 22—, DLIR R 41 f S5 T Y
A4k, MR Ah LRRCSA 25 4 5 i 20 M 77 1%
124 i MR 38 TR3 DD AH G, P I LRRC8A ] AE iy —Fh
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FEAE FH, L 0ok 15 5 5 Sk UL Ay 8 m I LRCC8A 1Y
HeLa 4fiffl, EaNTUHIHYIRFE , LRRC8A/VRAC FKik
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RINEAL LRRC8A X Ji 97 4t B i # A= 28 AT
AN E . Lu 88770 S0 86 B TE 2, 1A
LRRC8A/VRAC W ZE H 0 T My i B HE 55, B
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o LRRC8A/VRAC TEJH# I 40 M it % h A 45
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HeAn A 1 4 B 25 I i R 40 it 3 0 iR RS
LA A 4 T HE LRRC8A/VRAC 7E i
21 it A PSRN i 8 4 T A 3 e R R Dk S
N7 R B R S RS AR AR Y S AR R i
1) R A XL %58 9 BEAG: 45 ok DAl LRRC8A/VRAC £
i g e B v B VE L 45 R R B, 1 5T shRNA
LRRC8A ZH i /N L R 9 25 i/ AH G ML F
78 K PAE LRRC8A/VRAC it AT, Jun &
FEAR Wi P4 (Jun N-terminal kinase, JNK) Ff) 3¢ 35 18
I, A4 LRRCSA/VRAC 7] i ZRE K JNK 7K,
Transwell 25 5 B | LRRCSA/VRAC X} 41 ju i #% 11
TR B INK 415 SP600125 W2k, |
REE AL R LRRC8A/VRAC A fiEil i INK i 21
AR 4 A ) SR

WA 20 i 28 B s A B8 vh A EE LA 20
JHLZRE B RE 7 1) 32 2% BN R R — A B 3 1Y BUE
fE™ B SCEE B F i LRRC8A/VRAC ik Al
bR 20 MG B O R RS, i — 2P IR R
I, LRRC8A/VRAC Ak ] 3 B8 41 i &2 v b Bz
—[8] }ﬁﬂfiz( epithelial-mesenchymal transition, EMT)
PR (AN 4 IR 2R ) Fak AR gE T

X segk BB LRRC8A/ VRAC 15 [ 40 Jifd i) 1T
BEREPREEEEM,
2.3 LRRCSA/VRAC £ 5 g4k & 2524

RIFIRSR A H AT IR Y I R B F Bz — 1
SEARYT I 0 £ 2 T 25 0 7 BLAS T MO R T .
K25 W) 2 N F T MR 3R 97, LRRCSA/
VRAC RS2 25 W18 L, 55 & K, v 98 400 i
A ( platinum , Pt) A 25 LRRC8A/VRAC & H
FEIRFE B T MG G, BRI LRRCSA/VRAC i it i
FAR AR BRAC TS 40 A P B 98 R, 0B P R
M7 24 37 38 75 PE [ {5 LRRCSA/VRAC 23k 32 1)
A, 40 Pe S A Y L 7R N SO0 S A0 i e
il LRRC8A/VRAC 1] {f I A4 U I, $2 %5 T 24
Y UEYE, BRI 2R R AR AT — A
8 SRR 2 A M AR A /)N | X — S R R Ry R T
& Bk /> (apoptotic  volume decrease AVD ),
Sorensen %' JIE5Z LRRC8A/VRAC 1 il ) AT {1 1
NEA S S 09 AVD DA caspase-3 Ji0 , B AR 8 40
Jea it 24P | DT i g E o A A SRR L R A R A
FEEH, TE 24 W O ) PR A R R I T
LRRC8A/VRAC B33k T 1 H M 4 i (% 9 17238
T, AR A A A T 24 1 4 R 40 B e LRRCSA/
VRAC ik 0% b,

Zhang 5" 15 AW S 25 Wy B Bk s 107 FH Hp 4
RIT AU BLG: . By R =225y,
FHF g i — e Ay7 . SR, e B S BV A
B BRI 250, PRI R R TR T ROR, BT R
W, ST T BV R A R I 25 M 1 R-Oxa
A, I ML F] LRRCSA/VRAC £ R-Oxa 2 1 )
FEIR P 3 T AE K R bR AN i i Rk R OR
LRRC8A/VRAC - AT g /2 M es 240 b 4R A5 B v 40
it 25 09— BB R R, P8 IESE LRRCSA/VRAC
AT BV R AT 245 1 & A=, {0 LRRC8A/VRAC P
B i Je A L SR AS it 25 P ML 1 A8 28 R it — 2
Wt

I Ah , Rubino %" #F 5% % B, LRRCSA/VRAC
O RN R BEORE 40 M R N B BT omk i
( temozolomide, TMZ ) 1 (/& ¥, H 1 LRRC8A/
VRAC F {2 TMZ 175 5 I LR AR MO P R T,
$5 B k409 -2 82 ( B-cell lymphoma-2, Bel-2)
FIR BN, Bel-2 AH K x & M (Bel-2 associated x,
Bax) 3R ik W /D, 4 M 0 E ¢ Bk, caspase-9
caspase-3 P {i . LRRC8A/VRAC _I- W #1 # T 2
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JEECPRR 200 B 2 A A0 P O T 3 B O TS TR SR
LRRC8A siRNA 51057 25 YA 45 5 i), 097 8O
ey, HEAIR PR UE T s 40 i G2/M B
Wi, T 3G A T A M gk i, Rk, R 9 LRRC8A/
VRAC FEAK T e 200 B 0 386 5, -3 1 b 4 i
X R TMZ, (st |

25 BT R, FE UM 25 W36 97 T LRRC8A/
VRAC ] RS2 A 25 P 24, B 9T T 0 T AR
[F] i LRRC8A/VRAC HYHE [a] 411 il 5 457 245 1) i Bk
A A B AR E, I Bk, oF— 25 T B & X
LRRC8A/VRAC H 5 41 il 51 A 5% S ik ke 24 W
g A7 v e B 24 ) 04 S, X6 T R I PR B
FEI T AR N A L

3 LRRCSA/VRAC £ BhiE & £ 89780 = 1Y &L
AR

Ok £ [ BF 58 IE 52, LRRCSA/VRAC 75 i
RS v e ¥ 0 AR ], AT 4
B2V E FH T S e 4 A, 5 | A& 40 b 968 S 58 B AR s i vd
SR dE A, TEMRIR YT Th R R EAE R, A
LRRC8A/VRAC i ] 1 Sy —Fift fifr 98 3 5 AE W) A 75
Yy, LI e i) T J , R e g A 397 I 10, A 28
P IR B IS TR LR B AR UG
3.1 LRRCSA/VRAC £ T & MmAm

CAE W98 %£ W, LRRC8A/ VRAC 7E Fa s 45 rh
R HEAE FAIR) 5T 3 (0 b ORe S 8 T A IR
(tumor immune estimation resource, TIMER ) B 5% H:
Tk w5 R R e Ko, 45 R BoR,
LRRC8A/VRAC MR35 5 CD8"T 4 ffu | rr e 241 ffd
A 9 R 40 M B 2% A 56, Kumar 2% % 3
LRRC8A/VRAC 7£ T #kEL 4N (1) & 7 AThBE b & %
EHEEA/EH, LRRC8SA/VRAC 2B VEREG/NRIET:
RO, AEKREIF HEZMARNLEE R, ZmAR
/0N TR M i e A0 A 3 B S ™ A A0 N T
BEEAS ) i 4 i 5 2k /0 R T8 i, AN R T A
Uifie 22 i, X 2l T M AR b R 40 M 3R Gk — F
LRRC8A/VRAC LA , 2 FC A4 T 1o B 41 it 14 43 4k Al
AR B LT, XL MR T LRRCSA/VRAC
ETHMMAE AEMmYaeh i EZAEN, Wikl
FHEEP JE’ ﬁ J}’E ﬁ:}’ 1‘):[ ’;';‘5[ EFE E|:: ( tumor-immune system
interactions database management, TISDB ) X i J& A
< LRRC8A/VRAC 1 CD8* T 4 it R 47 ) AH &
BT AL R P A OC, X R BUESE T

LRRC8A/VRAC it izt 5 8 3= 11, 45 i) S Jie g v i)
CDS™T 4l E AR, S B i PR SR LA
ZERAE] LRRCSA/VRAC X T 4l 4 & & X &
BN REAE MR S IR YT T R HEAE AN T s A

IEAh , LRRC8A/VRAC FY 41 il v] £ 1 5 0 441 ity
BRI A T T e R 5 510 40 A e e 88 FR B 45 11
IR 2R i 4 1K= A o 11 U0 8 O T E I
YR TE A h R FEAVE o 38 Y 0 B W A ]
DA e 200 174 s 0 40 2 P b i R 0, O 5
SERMEFIIE IO 1 e 8 2R G0 10 AL R 43 (47 A A
XUIa]AH B DAl g 2 Ji8 . DR 4 SR 2R B, 411
] L W 40 Mo P 9 LRRC8A/VRAC 1] LA i 5300 F
Wi A , £ 2 LA i A P . MABILTRD o 3 B sl BHL
Br LRRC8A/VRAC 3 i 7] BE {2 i Bt 11 W 0 L 25 1
P T ( adenosine 5-monophosphate-activated protein
kinase , AMPK ) 7 1% Rl 721 4H i 2 #H A 5 2
(nuclear factor-erythroid 2 related factor 2, Nrf2 ) #% %%
7, 8 CD36 3k, Yl 05 A4 A X i Je8 40 e (%)
WA, X 28 K B {8 /R T LRRC8A/VRAC
TEE R D) fe rh VR, i i b iy S
I3 200 7 55 T e ek A S 178 95 05 2 11 1 VR E 1Y
TRITHLR
3.2 LRRCSA/VRAC 3| % HiphyE %

W TR S - W R AR 1T & B (cyclic GMP-
AMP synthase ,cGAS) 171 7 /81 i I8 200 H 1) 3% i 4
MR , HEALTE B 20 ~ 30 AN BRI - B IR IR 1 — 1
2 (¢cGMP-AMP ,cGAMP) , cGAMP jiii i STING i& 4
FEAETIRER, MRS IEE cCAMP 1] LLFEiZ 315
A IF 5 R TR RO, A5 AR R A0 i e
ARG T T R VIR G ) S E TR F AT S
LRRC8A/VRAC, HAE R cGAMP A1t Al P9 37 B4
K cGAMP %5 2 55 4l i b 34 38 STING A3 1
T g, B, 7T LLED LRRC8A/VRAC 4 &
) cGAMP #M i L/ 85 P 3 26 1 32 %) Jifrog B 48 v &
FESCHEAEY . 5T 45 % W], LRRCSA/VRAC ¢
T cGAMP fE5i 2 3 cGAS-cGAMP-STING i %8
T, MAREERRIEHE: K AF cCAMP 76 ) B4 H2 10 240
Jf 2 [] ££ %y, {5 LRRCSA/VRAC 1] LL{E #F ¢cGAMP
MR BIANNN, X — A BT B e g, B
bR R i &, X —&5 R LRRCSA/VRAC
R R T REZ 25 T ¢GAS-cGAMP-STING &
YRR, 45 EFTR, LRRCSA/VRAC 1 5%
B A 0 M A AR E — 2B gY, R N AR R OB
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LRRC8A/VRAC ¥l A g 35 i v cGAMP 1y
WA B T BENE

LRRC8A/VRAC TE M FEA i 25K 73
N, ERRE A 21K (ephrin-A receptor 2, EPHA2)
TR Z B I8 %504 2 h 5 LRRC8A/VRAC 2 1E A
T EARGE , EPHA2 2 5 I8 (1 22 Fl 58 30
TRAR A2 IR 7 A IR T T 24 1 Y P A 3K 3
. EPHA2 SR AT 3005 Jogd T 240 M fCHo Pk I 38 5
Jiffeg T IR T R M, 2 LRRC8A/VRAC 7E i Jgd
20 it P R R EPHA2 9 mRNA 22k /KF i 38
%, PR, 3@ 9875 LRRC8A/VRAC LA AR fith 924 41
Hirf EPHA2 (19 3R3K AT BEJ& — F il 76 0 Ji g S g i
igr

LRRC8A/VRAC T Mg AH OCEF Ak rh 2 454
TVEH ., AR, IR A 55 v 14 £ 4 fh 3
BT 4s 77 A 4 B Ah 5 BT AR 1 (extra cellular matrix,
ECM) , Al 37 92 440 it 6 36 G0 328 Y47 10 e o, M 8
—SBSARIRR | 9] 0 o R S R, X G YT I RN
RAES PR LRRCSA/VRAC AJ A& I6Y7 i
S8 0 —Fh A RIS B SR, WFSE 278 LRRC8A/VRAC
FEMIRE T A A 2 i) 323k 2 T, R AR
TR 32 (R B8 1 1% 2 R P 2 (janus kinase 2,
JAK2) — 15 5 16 5 I 5% 5% 076 B H 3 ( signal
transducer and activator of transcription3 , STAT3) {55
S 5HAE KN TF-8 15 SR MR L e 4i 1k
A, LRRC8A/VRAC il i H: C K & & se &M 1
07 L5 BT JAK2-STAT3 1%, Bk 54K
F K4 A H H 2 (growth factor receptor-bound
protein 2, Grb2) AHEAEH], I, LRRC8A/VRAC
JAK2 Fll Grb2 H W T — & A & & 1k, 1 i
JAK2-STAT3 3 4 A 38 G , DA 1 v 9 356 S5 21 4k Ak
5 LRRC8A/VRAC 7E 75 Jith 98 #H 5C £F 4 Ak AE
BT HA LR
3.3 LRRCSA/VRAC 2— MBI SHMETE

ONCOMINE 45 22 46 2% 1 5k A 3R 38 3% 22 H. 4
BT ( gene expression profiling interactive analysis,
GEPIA) , ¥4 & B i J88 #E A< b LRRC8A/VRAC 1Y &
B E TR REARY ) U — 50 BoR,
LRRC8A/VRAC 321k 5 e 838 s o3 1A = ]
FEAE R & A OCPE, RIS TIRERIA 4, & LRRC8A/
VRAC [ 5 44 47 R B B 4K Tk LRRC8A/VRAC
H, 5T 9 DA (M AR IR R

AR b KR ER KR TE | pT JE 51 pN 251
H1 LRRC8A/VRAC 33K X 42552 I I ARG M V) B 1
B TR 52 & B, UG 5 8 KA I pN 2R B
LRRC8A/VRAC FikWEMK, LR3I PMHENZ
A A3 UE S K I2 T A LRRCSA/VRAC ik J2
M7 WUSFE AR, R, LRRCSA/VRAC 1Y i 3k
FTRE I IR A OR RIS PR, X s g R R
LRRC8A/VRAC J& — FI A Tl 5t i I 13 )5 A 0

I st A1 41 B 52 560 3R A5 T AR LG 258
3k R R 2 e B DD ) B RE AL 24K A i R B
LRRC8A/VRAC W31k 58S MR YA ., It
AN, HR 5 GEPIA Il Kaplan-Meier 2 KX 3K 15 1Y 4%
H g T LRRCSA/VRAC By ik S8 25
I PREEH o A OC, R4 Wik, LRRC8A/VRAC 7E
iR w1 2 4 2 T RE R T A 8 1 O R A5 31 4
HZRAE , AR R v6 9T i i SC A A3 - HIL AT
T Bt — A

4 BESRZE

LRRC8A 1E} VRAC 1275 4 i A6, 5 i e
1) 2 A R TR 3R 30 W e %) A DG | G L2 A b e 24
M Bas T RB R Z AWM hEd N T BT
iE (5 g R 2R L, IR, i AR b B
5 R PEAE T, T LRRCSA/VRAC 7] fE 1l A
JiEE ) Vs AE VR T S AE(EAS T R, B X
LRRC8A/VRAC W58 £EIELL VRAC &, HA
K LRRC8A H S HFFE AHXS 5 /0 | J5 22 % LRRC8A
H B T 58 T e R MR A o P kT 10 R K . e A
SR B LRRCSA/VRAC AL T4 g it |-
T B FAST b, SERrmm s R, — S iRE A
Y PR A A7 1 A8 Ak 2 5 il i gRE O Rk b E Ao
AL PRI 5 AN 2 AT i — 20 i 5 ok i I
LRRC8A/VRAC FE4H L T & 5 HA AN FAEH
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