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i E. %L 2 (Glutaredoxin 2, GLRX2) Ji:
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Role of glutaredoxin 2 in human health and diseases

XIA Hai-Yan, HUANG Zi-Wei, LI Kuan-Yu*
(Jiangsu Key Laboratory of Molecular Medicine, Medical School of Nanjing University, Nanjing 210093, China)

Abstract: Glutaredoxin 2 (GLRX2), a member of the thioredoxin-fold family of proteins, is a small oxidoreductase,
with glutathione (GSH) as its cofactor. GLRX2 may form a homodimer to complex two GSH for the coordination
of one iron-sulfur cluster [2Fe-2S] as a holo-GLRX2, which may be important for iron-sulfur transfer or trafficking.
However, disassembly of the iron-sulfur cluster and dissociation of the holo-GLRX2 complex may yield the
monomer to be enzymatically activated against oxidative stress. The physiological functions of the GLRX2
monomer including the anti-oxidative and anti-apoptotic process via monothiol or dithiol mechanism may be
relevant to human health and disease, such as cardiovascular disease, neurodegenerative disease, cataract, tumor cell

growth and differentiation, and sperm maturation. Therefore, the intensive studies on GLRX2 will pharmaceutically

shed new light on treatment or prevention of oxidative stress-linked diseases.
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504 15 1 (glutaredoxin, Grx) S i 4814 2 1
(thioredoxin, Trx) 5 () H B35, AR Mo 1A%,
WG S (B R AR ) mE R
AL JFORES, R s 5% S b R4 F AR
Mo Grx 5 45 b H K (GSH) 45 It H Ik 34 Ji g
(glutathione reductase, GR) Al NAD (P) H 3t [d] #2) 1%
Grx 48, Mk nl i i) 20 A 5 gt 42 i 1 77 41 i 1)
BB IRA . 223 e H A DA R — B s 1) B i
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P2 21 e 2 R 1 280 T 43 A PR (C-X-X-S) R
I (C-X-X-C) o HrCAIK AZ Grx [FY
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YimHER: 2013-09-25; f&E BHA: 2013-10-25
E&TB: EXARREESDHG1071085, 3137-
1060); 20 B 2% 0= GURMIF R 20 3k 4
*BIE1EE: E-mail: likuanyu@nju.edu.cn;
83594765

Tel: 025-



S RIGT

WRILE 25 N g 73

KAM LA
1 RELER2ME]

BAEIEE M 1 (Glutaredoxin 1, Grx1) 4 £ i #4
& (Holmgren) T 1976 S HF 57 8 2Kk Trx FE K 1¥) K
FFA AR S0 FE I R B B, LAl i« 53
HBM”, A HEEET L C-P-Y-Co K
ENREERN A RILT GLRX2, g &AilEh
O C-S-Y-C LRk (1 ™, nifig s b &
() GLRX1 & ¥ F [ — A2 K 9. A ¥ GLRX2 5
GLRX1 [tk Hy 34%™, {HANAPA GLRX2 £ fAF]
GLRX1 ) 5%, GLRX1 W] f74£ T3¢, {H H [y
W R BUR] 4390k () GLRX2,

Grx2 [FJEW )iz 0 A TS5 MRy, LR
RIAE N /RS BEhfa . S 54 b ) g B 5
(E Ty, (RIS AR A T TR BN AN B SIS AR

N GLRX2 LD T4tk 1931.2-31.3%, &5
ANINE T, 4Rk Tay by II, TR IV, ik 3 2%
e, ornlgmid 3 B g4 1 GLRX2a. GLRX2b
HI GLRX2¢™ (& 2A Fi1 2B). #5351 vl 4k & 1
lay II. I FI IV R, 405 GLRX2a, SEf7 T2k
s BT v2 AR T Iby I LRIV MR, 4
) GLRX2b ; ifii #5367 v3 HIAMG T Tb 9 5' 3, 11,
I AT IV /4y, 4 GLRX2c, GLRX2b Al GLRX2c
BT a0 f iz A g i b . GLRX2a 36 4776 T A\

P s pr 414, T GLRX2b fil GLRX2¢ ¥ 3 ik 7
SE LR 40 o ™. HeLa 41 iy o 3 ol 8 45
BHAg Ik, K/ 5k 18.8 kDa (GLRX2b). 15 kDa (%
) GLRX2a) 1 14.1 kDa (GLRX2¢)",

N Glex2 5 ON RIS ) 8] e 50 AR AL Sk
86%", ZIHNEGAH 6 NINE T, 40N Tay e,
II, I, b A1 1V, FIA 5 HKEE T, HEWLGY 3
Rl 4R 4 Glrx2a, Glrx2c F1 Glrx2d"™, i AH %
A% F 4R WA 15.2 kDa. 14 kDa 1 10.8 kDa (
2C f12D), s+ vl AR Ta, 1. IILFIIV 4
B HnhY Glrx2a, @A TEGRLAR ; sk v2, v4
1 v5 )9t Glrx2e 5 1 5% 1 v3 A& 4MNE 7 Ta.
II. I, IIb F1 1V, %% Glrx2d, Glrx2c #1 Glrx2d
PINE T, %7 vl F v2 S e T/ L&
HRBE, (H v 7ESE RS AR 5 1 ok
T V3. vA FIvs HAELE TS 012 U Py
Glrx2 HAES AL P )R I RIEARTEE, &
MIBE IR W], Glrx2 75 75 4 23 h 323k 22 5w W W,
Horprp x4 R G RIE R, 1 HAV B A 2R 8
A REREATIRIE S % (A0, RAREI ).

FRPGE% BF Grx2 A — M REH, & 1434
FIEMR, X7 RN 10 kDa, &AL 4 C-P-
Y-C, 5 A3 GLRX2 AN o KM AT i Grx2 ELBs ik,
FERE 53 ot K T HAL D Bl [R5 Y, 4 24.3 kDa,
AN A AW AZ T L 5 i (ribonucleotide reductase)

Hs MIWRRAALAGTRLVWSRSGSAGWLDRAAGAAGAAAAAASGMESNTSSSLENLATAPVNQI

Mm MSWRRAASVGRRLVASG——————— RILAGRRGAAGAAGSGMGNSTSSFWGKSTTTPVNQI
Dr MGNFSSSAPGLSSSACGQFV
Dm

MGAVGSALRSPIVDMSTKQAKFV
5 * £ i

Hs QETISDNCVVIFSKTSCSY(TMAKKLFHDMNVNYKVVELDLLEYGNQFQDALYKMTGERT
Mm QETISNNCVVIFSKTSLCSY(SMAKKTFHDMNVNYKAVELDMLEYGNQFQDALHKMTGERT
Dr  QDIVSSNCVVIFSKTTCPY(KMAKGVENEIGATYKVVELDEHNDGRRLQETLAELTGART
Dm ENTIASNKVVIFSKTYCPY(UTMAKEPFKKLNVDATITELDGNPDGNEIQAVLGEITGART

sk ockeRskskskek sk kR skeksk sk nL L sskekk

k.. ook ko osksk skek

Hs VPRIFVNGTFIGGATDTHRLHKEGKLLPLVHQCYLKKSKRKEFQ—————————-
Mm VPRIFVNGRFIGGAADTHRLHKEGKLLPLVHQCYLKKKQEERH———————-
Dr VPRVFINGQCIGGGSDTKQLHQQGKLLPLIEQCRPCCLNMTPEGSGNSQNQPHQ

Dm VPRVFIDGKFIGGGTDIKRMFETGALQKYFQ

skkskoske ok skeksk, okocoo 0 ok ok

ANJEGLRX 2N B IR Glex2 3G A 25 A CSYC, Bt 2y A FUR W Grx 2 [R5 113G A 35 A CPYCo Hs: Homo sapiens (N); Mm:
Mus musculus (/Ni); Dr: Danio rerio (3t 5ft1); Dm: Drosophila melanogaster (ML1i) .
Bl A, MR, BEENRBCrQRIREEARERFT LR
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P THEE, Zit B E B H KR (glutathione-
S-transferase) AL, H1 N 3 #1281 Trx 75 X F1 C
Ui (1) o0 RTE PR AN S5 R IR 1. 1% Trx T2 X5 =
SELTEPEAL 2 C-P-Y-C, Bk, I HAA A Grx )
AL I SR R Y

2 GLRX2HYE#MLZ 1R

Y GLRX2 ) $i 555% FEAL £ C-S-Y-C A Jr]
T MALY) GLRX (C-P-Y-C), Pk, HA7— sty
(R E S e e A4S g R M4 T GLRX2 K
FIRIPI 51 GSH —ie4i 65— [2Fe-2S], JEM GLRX2
AR, o [2Fe-2S] T B /E 40 I P9 R kK %
HRE I A RS IOPE T (12, S ERR AR LS 2 1Y
GLRX2 —RARG MM T GSH, I 5 BRI AR AH &5
2, T A 5 B B B OB 08 AT 6. LI,

A Exon: Ib la 1] 11l

GLRX2 FEN R IEZ 3 — RANVENP T i, HEN
5L HUEAL BTN B 1A 28 DA G
2.1 GLRX2”B{KHIFZEL

N GLRX2 & Trx 5K Ji% 28 — AN 4 % L1 82k
WEEN, PR m, —RAREERA. BT
280 nm [RIW U Sh,  —IRARIE A ARSI, 43 dil)
A7 320 nm Fl 420 nm, R ERATE, &8
7 LR KOG I S8 [2Fe-28]™, W54 GLRX2 #
& 5 [2Fe-2S] & P 4y T [ GSH 45 & 5, B
2GLRX2-[2Fe-2S]-2GSH % £ ( |4 3). GLRX2 %
PEAT i N i 2 Db 2R 1) S L 1 [2Fe-28] 45 &
GSH 5 GLRX2 FEdtmr454 ', 5 GLRX2a —#¥,
GLRX2c 7EMRAME AT Jl & kb % 1 2R 44 1,

GLRX1 Fl GLRX2 HA7AHMLIK GSH 45 & 07 £
IR K I, (A GLRX1 ARegE & gkmifs . kN

Variant

Protein

}testis/cancer
V3 GLRX2c

C Exon: Ic la 1] 1l

b I\

Variant Protein
> }most tissues
V2 D/\ Glrx2c

V5

y

Glrx2c ttestis

Glrx2c

(AYRI(C)E Bk BY Be AR [ 3 SR S 7 (10 R FH 72 A6 N R GLRX2 (AYRIERIEGI2 (ORISR 15 - (BYFI(D)AS [l 51 1%
JRNIHGLRX2 (B) A i Glrx2 (D)) 22 AR e (o AR A2 1E B 5 53 F i Sk A S P
E2 AGLRX2FI/NRGIrx2IF BIE B =4 4L I (IR HR[8-911£24)
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Hilge, 55 WEIEE A2 NRERE 75

PRANSZEGISE ST, 4 GLRX1 (35 A7 4 i C-P-Y-C
FAR Ny C-S-Y-C Ji7, RIA] 454 8% ; 1 GLRX2
TEPEAL Ry C-P-Y-C 5, RN S5 2/~ GLRX2
AR L BRI, (RAEARAPSEEE b GLRX2 )5 n] 45
BRRIE, RYNEVERL AN 32 ez BRI AR (1 22 2
1% & GLRX2 45 & 2k im % 1 5 B R AR — JsL R 5 f
WML A C S 02 R A 5 4 A kR e ok
GLRX2 % 95 {7 [ IR PR IS4 G AR ), s L
BB ARG A, $Ron 95 AL I R E R N 45
i AR AR EE 2, R TSR MR AR A P R,
GLRX2 i, & I P e s BRIk AL, 43 A 156 28
A3 07, BT s ', XF4ERE GLRX2
HRR RS MR E T, BS54 SRR
9% [15]o

GLRX2 R IE XA AN e, A
HAEAIE R E ORI 3). AL R 8K
GSH % k.4 GSSG, ZkifkffZ, T3 GLRX2 —
AR GLRX2 HAk, K ¥ U540 N 3% 1)
fg 1, GSH m[ 4% GLRX2 1k, i GSSG.
HL 7 SR ) (U BR SEA ) B i) (i AR
i k™ RS R AU U g GLRX2 R A4
R I AR ORI 5 GLRX2 (14840 348 J5 g
T, AT AE R A PR U T 40 1 SR I
#& GLRX2 — 4 it i 42 05 X
2.2 GLRX25#Hifesis

GLRX2 58 Gi% M 4545 Wi T GSH. GLRX2
LA 208 (4 ISCU Absifsgkmifg U7, ks

GLRX2
| GSH

AbreE A ™. Lee 5 " R, GLRX2 sk nl ;= &
SRR A S 1 FXN SRR IR, 432k
G 2, SRR E O E A TETE TR, 2
W T HE H 4 5 Bk S I8 AT (iron responsive element,
IRE) iE PRGN, Hekd a2 gik i, Rk
ORI MRS R TR, EAY 1S AL
SRR S, A TR AR
wome M, AU g R, HEN GLRX2 1)
AR E AW RN s Ee (K 3).
2.3 GLRX2ERMFIEIFE

FAGRIN, ZZRIAL. BRET R & TR W Ak
(GSH A s dlfilF) ) S5 kb 22 HeLa 41 g 24 h
Ji, GLRX2 B /KT ETHER, HhHis s
MR B, K295 W WEIURIL, W R
P AL M 5% T4 0.5%, HepG2 41/l GLRX2a
mRNA KLz ETF, HRLFILT 48 h )&, GLRX2a
IKAVIE B B W (A 1E 8 6 B 1) 2.45 1%, i
T R <F 2040 L GSH /KPR B, 35 1 4 (reactive
oxygen species, ROS) 7KV T}, caspase-3 754484 i,
M ST I, HENAE A R 3R,
GLRX2 n] feif i $2 = mRNA fllik ARk &, K%
PO An B TR R

3 GLRX2BY4IEIHAEE

SE A A T PAY PR SO T T —
P8 S o AR IR AT TS B T R SR AL i R
AN RS 3 T 3 B ROS, W A AL T

/00 Rk R i N
AN //Wf%@%%¥%%%§é%f—*%%&h%m&
S S

\/
7 | BRERARIZ K

2GSH
[2Fe-2S]

Fe?*, 2S*
SH

2GLRX2< — EA IR R EEE T

SH

e R s JE MU PRk 2R i 2t

LA MH A
'
Tﬁ’f&%&tﬁ E R

R i

FEAR N BAAE T, GLRX2E5 kiR, LA RWTEAAr AL, WIRES B ERBIR IR Is s i, LIS i, BReiak A
K, GLRX2 “FRAKFAL N GLRX2HAK, A ] SIE sONRIEHLG], AP NN HT A I U TR DI e
B3 GLRX2E{FEFMTRIkZ E kL R E AT sEr £ EIER
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(0,) HEMA (H,0,) £ HHIE (OH) A LA
b4 (ROOH) %5 1 7~ 4. ROS F 2 7= A 1) S Ak [
Woe FEa i EERAGET N R BRIz —,
£, 45 DNA it & @ A Ak 5 i 4 1 5%
GLRX2 /EHA LA R G M EE L L, HE2
FiAEY) 2206, 70U R AR T S B AT 4
R TS Ty T A AR .
3.1 GLRX2HyInE AR

WEEA S E5IAEZWNER TR Al
Ji % 5 AR ROS KPR, S L8 A b e i
BT A AR LR R =), A FE e T 0 P A
50TV /i) BB R R RN U R TR LA S AN ] 3
AR P AR RE T, WUAREIAE TR
FRIER A A R R AN S AL IR R
W ETH Grx REH Trx 240520, HEHITH
FBE R P I SR AR AL T, P R G mT B [t ]
STIEAT P, GRX R TRX $0[iE i & (1 — ik, H
TRX {138 J7 6E J1 5 T GRX, H#E4b#% h A iz,
GRX MERH T A A%, BR T ik R 1 — i s oF,
AR SRS B H AL 1 P TR AR Trx R4,
HL 7 A\ NADPH i@ I i 4038 85 [ 0 Jt i 4% 36 45
TRX, TRX I FH 15 21 (1) o738 J5 #0811 v 1 o
ifii Grx &4, B M NADPH 4% 33 123 e H ik is
JE g, RJE %) GSH, I Jafkifis) Grx, Grx FIH A
B[ R SR SRR (R i . GLRX2 [
I P T DA A L SRRV AT A Y
BRALA) (12 W SRR 2 TR R AR5 - i B P e 4 S
RBIEAMH MG B, DU A a1
A DEH AR I B 1 h RE
3.1 EHIMLEI

GLRX2 fF y J I — 55 5 Grx, HA 3 /M
P gk B, BT SR 3E -  AE ME L (C-S-Y-0).
GSH 455 s Fg K PR T X 3, T AL — B tb i)
M AEAIE B o SR ST A A 45 T B ERA S A
(O SRBERURL, DL A SRR A 23 e R Ak
YOI AR FENLA PP (B 4y, 5 Tex B8, #E 5
FIREHLH B, GLRX2 2 Hif i & 1 ik, H
TR S AN R S SEH, BT
W BB, B SR 2> T GSH B B, FR R IE ML
MR A EARWEH IR, A Grx Bty W RE ARG
e H IR it e Ji, e GLRX2 AR N o
PR S A D H IR B 058 AR R R
JEDI A D H IR o A S IR A &, H GLRX2
5 GSH R4 he ), Bk, BaiiEpLs

FERLAAR 5 DAy 26 3

GLRX2 £ B H Ik 2R 5VF 2 I AH G
¥ GLRX2 i 55 C i [ DR IR 58748 by 22
M2, RAPHIRAGRE o, IR C P Ptaig
FrHp B 7 4) GLRX2-SSG FE 4> 1 N ik,  Aifi
S RN HERE B TS N 3 DR SR B 4R 1)
FMRA[F) (GLRX1 4y C-P-Y-C, GLRX2 Jj C-S-Y-C),
GLRX2 4 W H IRAE 5 GLRXT A (ke E/N ),
B 5 23 D H IR 8 B B S A0 ) B s (K, fH
Ny AR (oK, 5 GLRXT FEL *. GLRX2
ANAE— 2 pH JL W (7.5~8.5) KRIETEHEAER, Il
 pH 24 8.0, 5 GLRXI AL ¥,
3.1.2 EHEY

GLRX2 7158 N 1) AN [ B B 340 ¢ 4% o A
H o RS AL R O, GLRX2 fiEAL 57 3L 85 145 Bk
kA, SECTHRE AU, R R TR E
BE— DR A s AEWK ST B, GLRX2 X n]
o S L3S D 40 L P A D HE IR B B, AR R
WEPE, R UG R B P MR
LN 3 3 GSH/GSSG L B sl 4i g iy pH B¢
i), GLRX2 it n[ $:5% TrxR [f HL 1, P 52 BTG 1k
R A WEH KL R (AT GSSG, AT 245 40 i 4 Ak

IEALH
GSSG GSH

SH
/
GLRX2{

SH

X

/S-SG
GLRX2{
SH

:

/S
P d PS-SG psH

GSH

S—S\

/S
GLRX2{ P GLRXZ\%
Nsuus”

A

SH
P<SH
BN

BASRILHL (B R, GLRX2HF) FH & PEAT NS 2 5

P 0 A AT 22 B IR, A e IR I GLRX 238 1ok

GSHFA; 1 —SREENLHI(EI T KI)T, GLRX2:E SRt

W, HSEdPrTGSHA,

B4 GLRX2ESBHRUMERENFH RERETZ
R =T EME
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B R AR A B
3.2 GLRX2HJ#n#Hp AT 1ER
321 AEHINLAE

MRk 52 BRI (G HO,) B, 47 T4k
R A I HL AR I BE A T R AR 2 7 LN
75 kDa [FF 5 (HFk ) NDUFSI, J&—Fp& 2 %
BEH, BEAY KRS ) BAES e kikim
K, SR TAEILEESZI, 774 ROS, JE K>
40 i 77 A ROS [ K 5 P, ROS 177 2E 5 5 GSH/
GSSG Ll k%, M40 iuis 2 St E st
AT 3% . T GLRX2 v 3 ik e ok 48 1k W i 3
PUBVE R R NER /ety & AN R YV AR AU )
HEY T BB IR, MRS o1 3 4 R 2
IIThRE, EfRE LN T B4l R T,
322 AREN

T GLRX2 [l 2 7= 26 I b Ak B 3 ke
Mt C RN, BB TR, ERIA
GLRX2 ] i 2- Mt 420 % 4 B 2 2 LU S 38U O
WEARSAG. dI(ER C REORIY ER Al (caspase)
s AT DA T R AE . GLRX2a. GLRX2b
A GLRX2¢ 3 HAT (%) M H kAt ™, it
ik GLRX2a bt GLRX2c¢ {47 4 J 55 W3 &b, ki
15 GLRX2a o T £k A& B3 A 56 P 3ok 23854 Bl it
B GLRX2 JEA M40 f 48 A0k R A A ai g e A
{H GLRX2 il ek 59 T 4 M HKPe 4040 & 07 1) g
I RNA T4, UTER HeLa 40 Jifd GLRX2 (4L )5,
I X AN T BRI T UK, 2 R
AR A 2R Tl g - B 3 A8 R = 4 SR B & 1/60 F
17401, $27% GLRX2 FLA7 B S Ak R B 40 e A 12 11
EH.

4 GLRX25 AZf#R

REMFITCUESE, AN O L 75 (2
JK SR RERE AL I PR EVE )y SR AT PR (I
AR WIZAA P RE M R AT ) B IR
AT AEAb . W S5 Ry A . M A
ML= BN Ch, 40t AN T AR R S 30T 4 a1
W, MRS R IR Rt S5 A
oA 5 BY, i GLRX2 B e A A4 4 i
TAEM, Bk, wraeH TG IGIT FIPE 2 20
Wit
41 GLRX25:ME&R

FE S It Sk b P SR I SR A R A S T b =
L2 R AR AN T PR SIS R Ay e I P B

(ischemia-reperfusion injury). it i F #E 7 1= 22 & i
I AR Y T SO i g o /0> BV R L R S
I /NE A M Glrx2, I 4R E 1 3 (peroxiredoxin
3, Prx3) fl Prx6 KV Liff . i RikIX 3 MR A,
Py AT /b B4R 1 HEK 293 H1 HeLa 41 iy 1k 52 48 {1 13
Ja AR A 7, B v Al M A e R AR
Prx3 K AE PUAAALAE MO T Glrx2,  $278 GLRX2
T Sl 0L PR 40 4 v R R
42 GLRX25#ZIRITHRR

F 4 #% 995 (Parkinson’s disease, PD) & —Ff & UL
(IR R GERAT MG, T2 2203 BE AR g v i 2 5T
Z M Re M TR ESET:, v Re Z AR
WG . A BT S B AR EE R S TG 1%
W RN LR AR T REBR A, GLRX2 il id 2 4% Bt H Ik
WAEH, IWEEEW g, Ry 1L sE,
T 47 i 5 A 26 4 2R b A 2 0 P

JUL 25 45 4 45 56 ) 2% 1 4 i (amyotrophic lateral
sclerosis, ALS) s — Rz al M 2 Jo i, B W AL
B 5 3~5 SENBET . ALS W Re S & iR &
R, Sk Ak ) fig B AG RT AR A0 Y ISR K.
SODI HE D 5845 % 1) ALS B AU R1 ALS % 132
s ey n] WA SOD1 B K5, i S8
ZICIEM . 1R I GLRX2 W R FF 2 b AR S8 AL IR R
oA, WAz s SODI1 & w8k S 8k i
MmN, Lo T P, H
GLRX2 figf5 N H T ALS 9767, dHfHdE—0m
W FTIRIE .
43 GLRX25HMAE

AN 2R S FRBERG A, ]G]
m R 25 L, SEUTCIRE SR B TR R, N,
BAFHANE. AR R R T )
T, ATSEURA AR E, HR L AR 41
P77 GLRX2 w] i ik I ik 42 A4 47 il 3 1 R 25 23 Jok
HIKAER, R EEW T ITETE, dERFERi A
AR JE R A Z btk e 4 bk, I HkpTan g - &,
PRI, GLRX2 X YERF IR SR AE - Al fhid I
WA 20 2, Rk GLRX2 &5 &1
YekE, T SRR AR AL S BN TR 1 P A
P,
4.4 GLRX25 Ry

AN GLRX2b il GLRX2c 5 5 M 32 74 76 22 4 1
FgRin b ™, AT RE SR AR S R Al B2 A
GLRX2a HA P AP T-4EH, HeLa 41 ik
ik GLRX2a, 4iffudbyas AW e BJt, el —
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S ELA AR AE T BT R 25 W i i 25 40 5% Y,
GLRX2 i [ ] 38 i 41 B ) o8 12 i ok, Rk,
GLRX2 A AR AR o] 1E 4y IRg v6 97 I — AN s il
2 1% GLRX2c¢ X 4H i 3% 5 Jc B 12 521, Fernandes
25 B3tk 42 (4R /N0 R A TR AT, R LRI 41
2k GLRX2 &3 LTF, il oA re B bk sy,
GLRX2 & illim, 4275 GLRX2 0] fe ek i 41 i
B4k, 2 FWERNE A GLRX2 K ¥ EEAEH, 8
HRFE— DI ERAE

Z R WA H T Z R AT, XD
HEMER, TRES =4 ROS, BEIRZkiAThGEAH
Ko HFRIE Glrx2 n] % /s il IE G b A4 75 57 05 2 1
AT () BB H IR, s> T 2 F2 A X 2
FLARTIRET R, AT 1O 22 22 b e Bk
(R 32 2k, IR T 2RI )Y BT GLRX2
IR 1O RAR SR A%, W R R 2. WRIT. 2
WA RN TG 2 710, R, RS GLRX2
(D REAT B T3 e (R 8 R IR PR S FH
4.5 GLRX25#F 3

KT AERRE— LS 2% R, U0 R A a4
B~ BT MRS — RV A3, L)
JRUG 2 B TA M A o0, 3 A & 8l A AR
MAIF R B BT R TR RGN, KT
RS, K E Ay ks s AR, bl
Ja A AR, M SE R i, e
TR B0 I Y R g5 P RS T g L R R
GLRX2 & w30 ; GLRX2b fl GLRX2c 2 52 ., 4
AW S E, wReE R s i, B
B, N AT RS, FER T R R R
SRR M. AR, H D) E A6 E 0 8¢ GLRX2
BAPE R H RS, RS R 5 e SR ) BT o
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