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Advances in the study of thioredoxin system and cardiovascular diseases

GAO Yun-Xin, ZUO Qun*
(Shanghai University of Sport, Shanghai 200438, China)

Abstract: The thioredoxin system is one of the most important systems regulating redox reactions in living
organisms. The thioredoxin system plays an important protective role within the cell by promoting redox
homeostasis. In patients with cardiovascular disease (CVD), the thioredoxin system is disturbed, suggesting that the
thioredoxin system is closely related to CVD. In this paper, we review the role of thioredoxin system in the
occurrence and development of CVD, in order to provide new ideas for the prevention and treatment of CVD.
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W RO IS 1 — 28, AR EIE . w0
O A1 shikaRFERALEE 1, BLE O RS 4 Bk
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VLA, O LB R AT 0 T 2019 4 g N4 5.23
fe 1, P CVD AL T ) N #2435 3 1 860 /7,
KL EBRATE T A5 139, CVD kA K
J& A B8 55 7™ E PR S RO 9O0E SR, R LG A ]
PR RS Eizin CVD BIRAERK . 6
AL EE RGE N —FhEE R WIE R R R,
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o7 2 55 I AT 4 P AR ST Al . T AR TR
W, WEIEE ARG CVD B AT &k 2
HEMEH. B, ACEARMRALER RS
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H1, Trx 43 A Trxl. Trx2 Al SP-Trx3 3 fE AL, 3
o Trx1 2045 T 40 B 5 AN 40 B A%, Trx2 AN 50 A T 286
KifA, T SP-Trx3 MHe F 3Rk T AR TE 40
5 Trxl S ERVE Y. Trxl f&—FF 12 kDa K, /&
Trx FIEZEF TR, Trxl 58 — AR AR R
AL AL &5 Cys32-Gly-Pro-Cys35™, JEid #ilE / —#%
A i I N 5 R i D RE EE R AL R IR R AE B
F, MfiiEEEE 1, HASRREAE TP E
D)o BRIGEVERALII IS Pt 2 iR 7k 5 (Cys32. Cys35)
Gh, N Trx1 & & A 3 A RBER AEME AL 2 B 2 R ik
Fe4EH] : Cys62. Cys69 Fll Cys73. Cys62 Al Cys69 fir
RO PLEAT S- MEAH HE A2 4, 1T Cys73 £ s ml LA
HHATZ HEBM, B S- WAHL. BREH K. 4-
BT RS " BT DL R R iR 3 T A
BEAT RN PR S 1B, DI Trx1 (I Th RS LA 2RI
FEe SR, Trx1 LEAAR P ] DL b B A% 24 i SR Al
J A Trx80, Trx80 TEAA N R Trxl A
PER, #Emiszm Tex] 3hfe Mo MET Trxl, Trx2
HBE&—ANEHEMEI A, Svb AR R DR R
Bt 12,

TrxR J& —F B NADPH 45 #9419 & il — 5%
R EA ", TexR R B BRI 1815 (pentose
phosphate pathway, PPP) /= 2 [¥) NADPH it Ji 34 &
YERF Trx WAL JEARAS, ML Trx K45 Hi A AR
M, TrxR fEW AL A f B 3 AR, Bp
OB TrxR1. ZekifAk TrxR2 FT 2 AU S OB 480
F A EH BKIE S5 B (thioredoxin glutathione reductase,
TGR)™. WINPT TrxR [F T #8524 bk H kit
JR 1 (glutathione reductase, GR) [FJ& "9, If Hi&

PPP

NADP~*

‘ NADPH+H* l

A — A A AL ST 1 B SR O R £ / A R R
gL 1,

Txnip /&5 Trx A HAE BN E > T2 —.
Txnip J& T a-restin ZJ%, T HAE 1,25- B4
% D, (1,25-dihydroxyvitamin D, 1,25(0H),D;) 4b 2 /]
N B 4 (HL60) A B U, DRt SURRR N
443K D, LB -1 (vitamin D5 up-regulated protein
1, VDUP1). A BEREXUISAE R GE0E TE R L, Txnip
A5 Trx JE MO A, MH0H] Tex 54 ™. H
22 A HUA Txnip Cys247 J& , Txnip L5 Trx 4546,
HHIE RN 2, R Cys247 FRE: 25 Trx B IR
A TR EE R E LR PY, A, Txnip ) Cys247
B T RE 2 U ML RO S BV TE VR YT 3 R
1.2 WELELBRFEHIIEE

Trx RGEED RN T B Trx] SRSEI . H
BT IC R I, Trx1 BRI IENE TN B IG B0 734k
S REZEREE P, Trxl 603140 g
TRk, BAZHMEYEIIR, Z252MEEN
W
121 fHikfk
Trx1 3@ 3 AS B (AL 4E Fran f Th g, Hob i
B 2l R D v 1 4 (reactive oxygen species,
ROS) I/, ORI A1 5 52 A BT Trx1 2T
TRREE - TRRBEACHR SN, R RIS TR,
M R ROS I 4 15 81 B 51 75 Tl e 35 PR AL 15 ) 38
JEORA, BB REAAR Tixl, T TrxR A F] H]
NADPH (¥ i 4 S S8 B Trx 1 PR RIE S5 P2,
B4, 4k Ay AR S8 A0 7038 )55 (peroxiredoxins,
Prxs) X A AR 4 s A7), o AL S e

TrxIB B 173718 it ik R 2L ], e o E A R F BT, T TrxR AHCBINADPH ) 77 308 SR S A Y Trx
Ell TexZRGeERAEEERREE
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AR TREAE o T b, 5 H A 0 1 2 e = R TR
B g, NI BRI A AL A (hydrogen peroxide,
H,0,)>,

X Trex1 Wt — D58 &I, 75 E AL R
THOLT, Trx1 A AR AT 22 40 B iz 0 2 Fh s ik
JEAR S L S R 7 B9 — 5 T, Trx 1 3@ 40 c-Jun
FEEAMIE R K F -1 (redox factor-1, Ref-1) % Z5 47,
52 P30 5 M -1 (activator protein 1, AP-1) [¥] DNA
G R TE P S, Trxl o] LMEBHCEA S S T -1
(hypoxia inducible factor-1a, HIF-10)® A4 3L [
pS3°7 (e 5, A AN % 52 DNA #1055 — 5T,
Trx1 # 07 & 4 i 1% fig 98 14 98 4% K+ -«B (nuclear
factor kappa-B, NF-kB) 5 DNA {454 P 78 1E%
AR T, NF-«xB PLS HAMHI7H] kB AHZE & 1R
EEEREARE G FET AR . AR
A3 & ROS B, {24 NF-xB 15 538 B b i) 5 221
7, IkB # M (IkB kinase, IKK) #7 G, 53
NF-kB 5 HAMH71) IkB 4315, NF-kB %47 2 41 k% »
Iei), B AR JEE P B Trx 1 fili & c-Jun 25K
i B (c-Jun N-terminal kinase, JNK) {5 5 i % Jf-f#
fift TxB, % NF-«B™, 41 H % A w5 /K7 ) S840
TS 2 NF-xB p50 WA 1) Cys62 #dft, Ml
H 5 DNA 45 & [ fig /7 ™. Trxl @ i 5 NF-«B J&
W% o2&, )R p50 W3 A AL 1) Cys62 ;
WL JE ) Cys62 {23 NF-kB 5 DNA 45 &, 4
SEIR ek B,

Trx2 FEALELL R RAEER BY, @&
LRRLR IR HO.Y, i AL NI, dERFZR R AT
1B D REANASE 1, TS 40 L 1) R A A I
ifig.
122 HRfTs
AHM I T AR — Bl IR 4B AR TR, T
FRFABARS. BRATER “KY” £XH
B T AE 5 A B -1 (apoptosis signal regulating
kinase-1, ASK-1) & —F B () 4f f i 125 S BR H
F AR T INK R p38 22 24 J5 i A 2 1 EE (p38
mitogen-activated protein kinase, p38 MAPK) 1. 7t
WRERAS R, Trxl 5 ASK-1 N i X I8/ Cys250 45
&, P ASK-1 45 i INK 105, i 240
W4T T BY. AR, ROS 28I T 5 8 A
TEL AL Trxl B ASK-1, 55 INK Al p38 MAPK
R AT BOE T 25 5. A4h, Trxl B LA
SR SR A ) 7 3075 S ASK-132 AR PR B,
HE— L] ASK-1 35 4T,

Trx2 2 5 #0640 f 0F T2 R, Trx2 7] 5
ASK-1 N ¥t [X 458 [f] Cys30 #1454, #0H] ASK-1 1%
S RARE T Y, LR PR SE R T -a (tumor
necrosis factor-a, TNF-a) 415 [ ROS 7= 4 A1 4H fg 7
T2 B geAh, Trx2 i RIAERE LR B 40k LR -2
(B-cell lymphoma-2, Bel-2), T H Bax"",
1.23 Pk

RIE AN — PG SN o 4 e e 40 i 52 )
S, HLAR S IE S5~ AR B, WO Trx R4
f# Trx RS 51T RIEARIITHhEE ®. Trxl £
I IR T R AR B A ) A R DL R o)
FH R 20 LG A 2 240 R 1) 285 B R 1 9ORE SR Trx
i A A % -1B (interleukin-1p, IL-1p) Al IL-4
PR T 2000, B 20 PFD B R 40 B A S0 . 8 5 A
2 BRI Qb AN, Trx iR ] DLJE Sk 400 )k A g
AN B WE 41 Ho #% 2 #0011 K 7 (macrophage migration
inhibitory factor, MIF)"*" & 347 & AF FH

PiHiE, Trx80 v LLBUE BAZ A M, FF L R4H
JHO 2R T S AR R S 52 AR, 755 28 M B R PR RE T
Pk R ER 20 R g M, Trx2 MIGE T 0] NF-xB
AT MAPK A5 5 18 B 40 ] 28 RE Je N, FF AT DL i 417
il IL-6. TNF-a 55 2 SE A M P 7 381k, A 2 ik
FIEMHE— 0 R 1,

1.2.4  TAEEEAL

EASPiR AT Y RN R4 S PR E Y
—, o NO &[] v] 10 % 122 31 B 1 0 = R Tk
FEHBREE (-SH) H:[@] E, AT BOWAH 2L R (P-S-
N=0). FHMEAR S WIHEWSIIAA S, 2
Sl AR JFOR S s, FEURE SR W,
FR I, Trx1 0] LL% 3 5% Wi 2 A6 42 1 (trans-
nitrosylation), #Id K H &4 H SNO-Trx1, & J5
S VA A0 1 B B B R AR LR s S-S B
TR HCH U B A NO BAH 2 Y. T 19 S- WA 2L K
HEAE Cys62. Cys69 8% Cys73 fifi. KR, Trxl
& It IR R A& % R BK 1 89 -3 (cysteiny] aspartate
specific proteinase-3, caspase-3) S5 #E AT [ & 42 [ 5 S-
TG B AL B e e 2 1), R Cys69 AL 53 9 S- 1
i AL R P T D) Be & R H L AL,
Cys73 i s I AH 40 R 7E Cys32 il Cys35 2 [
DA Ak Y S - Yaa

S- WAHEAE sk g . #F k-, Biik
MEEHTE B 3G 000 UL 20 A5 % B . H R A g
-3 A T O LS i U 1 RE T DA R AR 2 o ik

2 W AR M R G RIEE AT B VEF .
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M, T HE— B B Trx1 785 A RS i A AL IS
JiR 2 48R R AE A AN S HL .

Txnip 1E 8 Trx B 5 15 [H 5, @id5 Trx B
AR FET X, S 52 MEmRIRERE ", W
I, X Trx REEHIRANT 74T Bh T 9 # CVD KA
PAERLE (B 2), J CVD B TR FIIG TT S 43T L

2 ’L,‘Jill"":'rﬁ% = EEE%":@E
21 EsMESERELEBRS

B R W, Trxl 78 @ & P& ik
KRR AR r R R i K R AR 2R IA B R R
A WG R U R B, e L A R LA 4T
B Trx1 A TrxR ZKPAREEPE T 1, Trx] 304 B 1M
TR Eh R A sh A48 ™, (IR T 2 AT
PRET, AR DL4ERENLAAR IE 5 AR FORES, #oR
w2238 B Trx R4 36EL, HLBLRAEHAh CVD
2 B ™. X 1 388 44 I K AR AT B
TR 2 A ME T R B, Trxl [R5 948 (152301241,

c.-793T>C) 5l R VMG, HIEF A, 3
DR AR 41 (9 WS4 FE AR T 6 mmHg, &F 5K FE R T
2.5 mmHg™ . MBRAE £ M BERE, LR ) R AR
WTRESZ Trx1 W B

Iei) iy I s /)N BRAS A A B R 3K Trex 1 7] LAY
n—% % (nitric oxide, NO) F =42, /b i 4
BTG PRSI ERERE S, o A B D Re ks
15, I 0 41 v O R K . Wang 5 PR I,
Trx AL BEA 2 B I 4L 20 (1) ROS, 1T HL7E 4
RF I &7 5 R0 28 i 8 =1 98 07 1 B HE S A A
e Tex1 AT LA IS $06] A B2 B — AL 2 & T (eNOS)
(¥ S- 2 B H IR A AE 1 B2 UG PIBK/AKt (5 ?L_E &,
L eNOS ik, [FIF, Trx1 & n] L@ 0 &
H S 2 FRBER I 1B (protein tyrosine phosphatase-1B,
PTP-1B) #1il] i 3 77 LA f 3 4 &Y, G5 B4k R M
EIEEE K. SeEm R H . iRk A Trx2

FRIFERE /N SR P I AU, Trx2 3 33K T BLAP; I
BE5k K 11 (angiotensin II , Ang II ) i

S L

SH SH SH SH
/ Sy,
Lt s Y
= (S-TERIAL) s 8
(Ref1 ] i -
! ( mw-p w4 | ASK-1
[l |
Car [AiF-ia g )0 SH [\*”*‘ ERBNET, e, .
! !
DD = | e @
(Eiw)  (Gs) ELEETY :W

Trx LB A HIROS )7 A5 £ 47 20 0 G 52 S AL 52 -

FESEMRIRARAE R, Tex AT AR (o7 52 40 M A I 30 22 T S8 A0 JEUAH 5G 1Y

RN, WTrx1 SASK-145G v HHI A0 1. dhoh, Trx & DURIEBTRAEF, FRlid S- WA A B M4 55 M &7 9K .

ROS, ihitk%; ASK-1,
HE, ] | ot

TS5 T

IL-1B8, H40fuN%&-1B; IL-4, H4UisN%=-4; CVD,

DR . —FRoRfE

E2 TrxRZGERhaErEE
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O N R ARER A I FA S . X LSRR S Trx &
) %o 48 9 B T A HL,0, A 1) BA &% 0% NADPH
AEMRFREAR, Wik, Trx2 o] fg il wk b
LRE HO, = 4E, 4% Ang 11521 S ILE

1o 0L (%) 95 256 I 35 A 0% %) 9 K T . 25 38 o
o5 B0 AR 7E (Framingham Heart Study) £ 1,
£ 55 IR IEFE R Z 55T, 90% DL ERAKEN
AL Y, RTS8 P S e 1 I S 3 AT 22 4
Tl BR Trxl BA SR % F/ERH, 1 Hilgers
26 BTV B0 Trx | 78 4F B4 AH 6 1 1 I 16 v th B JB A
BITERH . SHERIER IE/NRAHL, Z9 5 i E
/I BR300 30 kRN =8 3 ik i A 21 40, R TR A Trxd
AR Trx] (I HCAE BE R PEAIK, TrxR B3 1 2 3%
TR, FEREMAN Trxl 80 FIE Trxl ALK EER
I /N BRI AR 2 4 RS, IR 2 DR 20 do
X4 RRW, Trx1 V697 AT LAY G AR08 AH DG 1 i 1
&, FEAKITA

PERIE, Txnip AT LA MIAZ hBEBOF R &
LRRIA Y, BRI EALIE R A BV, Rk, AR
Y1 Txnip Fk M A o] 582 5 850m i & S Ak 4514
(VBB R . Wang &5 BV gy YR BUAE fa i, K B I
BN A Txnip 3A 8% B, A Txnip
7R AT DA Ak e v L KRR 1 P B Th e e A 5
WD AR, AR AT DU Trx MRIE 525640,
D B0E Ref-1 1 AP-1, f37 4 % 52 A b 3545 »
fie 3k S AL B B LR i DNA B8R . T R 4h 52 56
B, Ang T0 0] LL3E 0N 28 32 30 Rk 9 B2 40 f A
Txnip 2235 3 JTER Txnip 7 LL2E fif 41 i S AL B 35
it HhiE eNOS fIE M, it NO =4, i
F BNk A AR AT SRR T . X S R BN R I (1)
A RS AL RS IR T I W, $RoR e
A] Txnip 7] DAE ot 18 5 P9 Rz D e gk 1 e v I %
R N O VE ] Txnip X i 1L A A Bz T BE )
KHAszm, DLRO R A T (O . BEE)
ThAEEI2 I .
22 HEBHBEUSREEEBRS

SRR A — R K. B ks, HRE
A2 N R ThRERRAS . I AE 98 R DA S ifn A5 B Py S A G
W o L RS R ORR B P R A A £ B
ST R [ 15 2 B bk 06 R AT Ak 10 T LR B B 'Y,
Trx1 BB ZH0 N LA, 565 W R IR,
Je R AR AR A M i R FERRAE F Y. Trx1
I HH eNOS [ S- A H kAL, #ETFT 1E eNOS
FEASEE, (23 NO MR, TN, DLYERE

Bt - PR AR /N BB LA Y B2 ThiRE Y. A
W 9T S, ZE 4] Trx2 815 0 /) B Y v i 2 31
TN R IhReRERG s SEFARUNRAHEL, Trx2 AR
/I BRI AR R OK T B AR, NO K Fh i, #27R
Trx Z % n] DU R4 155 A B ) Re 9k 2% 20 ik s A
LI R

JIEL ] P 2 5 B0 ks A A B B ) T
T B KA A IR i — 2P R fE . AR B B rp B
YA NS 5 BEH ROR R R I 2 B e A i 1, i
A B 52 5 W5 A B A ] AR B R R A
SR, BRI Z R RT B, W] AR A
ANFIERAY, BN KR FERE Ak 1) & A2 R J R FEAS
A1 . M2 G 40 B 7 A2 NO R 28 41
DRI, T M2 2 B 2 P A AR e, 38 4 AT
G 2 A1 4 L DR ORI RAE o 15 ng/mL IL-4 5%
10 ng/mL IL-4+1L-13 TACBEEWEANIE )G, 45T 1 ng/
mL Trx1 R {3 EWE A AR A 9 M2 Y5 i 4h, Trxd
A M1 2 B RRGE AR £ ) TNF-o F15AZ 20 &
K& 1 -1 (monocyte chemoattractant protein-1, MCP-1)
AR, FEFIH AR 2 B (lipopolysaccharide, LPS)i%
FH M1 B E R AL s B TR ORI, BRI
Trx1 7] LAYk /D> =3 Bk 32, 544 30 ik ok # i 44 if
B (1 I T AR K M2 B, R Trxd A& —Fh
Puoe o1 SR, ERRANAR T LARE A K
Trx1 7= £ #U % 30 Trx80°”, Trx80 7E [ Wit 4
PIRAL I E S Trx B R G, fEEIL,
Trx80 A LA &A% IL-4 A1 IL-13 5 5 1) M2 %4 [ 1 41
Mt A, R M2 Y B R 40 i [m) M1 BY 34k,
5 M1 A E R f bR B A7 0. TR R
Trx80 i i Akt2/mTOR/70S6K #4515 5/ M1
EWRgn i br SV IR, PSR ERR S A B RIS
) 3% K 52 7k & [ 3 (NOD-like receptor protein 3,
Nlrp3) #8E/MA Mo SR1 4K Trxl HA#] Nirp3
FAE/AMERIMER, FEId Trx I/ROS/NIrp3 i A2 ]
KRR AL I — 20 R Y 534k, Wang %5
8, Trx1 A k2D /Iy B34 3= 30 ik A 3 20 ko 35 1
BN FEREAL AR VG, E I H [ R I ) s,
& ) A BLUAIC % FE IE 2] B (oxidized low density
lipoprotein, Ox-LDL) £ E W 41 ifa v 51 #2 1) fig 51 #R7
R 2T K I, Trx 1 3875 5 HHE X 3244 o (liver
X receptor o, LXRar) 1 #% fi7 Fl_F R = B IR IR 45 &
F#IE1K Al (adenosine triphosphate binding cassette
transporter A1, ABCAL1) [3R1A, {23k AH [ B )0 m)
iz, FRACMHEREAEREE ERARSE, (R HIE %52
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ARl AR . R L LA A 4 SRR B T Trx1
(A4 2 /EH, (HlT Trxl FI2EZE BB (< 1 hn)™,
F T AR A Tex80MY, R Trx 1 2 75 REWE F T2
KSR AR AL YR T 10 Ry T A

Couchie 25 " HF L R B, HER AN (<40 %)
FHEG, f#FEEAE N (> 65 %) (1) Trx80 fE IR /K138 in,
A Trx1 KPR FEAE R ST T B Trx80 AT
RSB FNRKAEEWRIEL RAEMB KA,
PRI Z A N BNINK ORI R A 1) i A= AT R 38 40 A2 I 3%
Trx1 2 NS BUMLE R EH T FRIG R . £ T
Trx1 f & PR 1%, Canesi 25 " & a7 —F /N9 T
FUR R BREILIE CB3, CB3 54K Trx1 DhAEAHAL,
X Trxl RS fE M, IHEE5K> ApoE”
/INERBNIK R R AL B A Rl . CB3 1 H 3 A 3 ik
SRR AL YR ST ERE ORI AR, RAN T Trx] AE
RIRTT TRAR.

Txnip & 3Nk ok AEAE AL /)N B R 4 i b 5 & i
FEMEAZ " Txnip bk al LR /N B
S UL R AN R A L R R B o, R AR
WS IRE SN, T2 B S0 K 53 A8 A 55 A2 PRI A FH o
TENE R I3 AH S 1 20 ik ok AR A0 5, IR Txnip
TR0 T o 5 3 ik A B 3 i S AR G T, 4
7~ Txnip B AEABNIKSRFEAE AL VA TT HUBE 2, SRR
TIN5 Txnip 78 NFEH B 2IK K S H
23 MEESESMETEBRS

Il 5 5 R N AR G B AR Blis % R A S T
H, = N AEACUH ZELAARIL. Tk, Him
AR 2L | B B IR . HdE R, T E
BN ML 7 B R 28 173, DLUEIE [ B (total
cholesterol, TC) i f=y 2y B A 3 75 1 Jig S % 9]
W, WA S A ART B I RRE AR S AN TG G, (H b
I A S CIF AR 4047 L8 N . 78 I IR S K 30
YERTR, I8 N B RGP DRI 7389 00, 5 24 R A 2
g P S5 SRAE AN (B ) PORRT LA P T TR A R 4
M, SRS .

I 5 7 5 R AR O R B AE WL AT g 2 ROS 5
&AM A A AR RS I R A . BB R AE S
BRI R LT AR R 5 Trx RGUIIF M. MR
e JIE [ e vl R} A 5] R I IAE, L Ox-LDL Fii,
HE AR (1 AN, SRR NER T 2 AT Lol g
YT TrxR1 3 1S LR 3 i 107 B R0 A= e A 52 4L AL
s, P AR kA A U 2R, Somacal
s PV R B, EMEAEZR S N K Bix 10 3h kA
AL S b R BB A AL B TrxR 1 G HERE I, X AH 455

FoK 48 R A H BE 9% HK A ROS TG PR R I H 3, I
D RKBE T B, hAh,  7E R AT RE R 5 K R
HOR IR, IR 290 R AEAE S L3R Trex 7K-F- 1
TG 56 W A Tex R HAPORIE T HUEAER . U
SIS S RSN, RS, G R i
FAR N EAIE S R RS e Trx RGuka s R fli. o5
i, —FhBEE RSB R &K (puerarin) AE L
W Trxl BALIE R RS, /D IETE R 524K (scavenger
receptor), 1| W 40 B 55 N 5T, a2 OR A HLAR
G 5% B ARG T

Augusti 2 VR I, e IURE B AR Trxd
KFBA &, H TrxR1 G5 LDL SALFE B 2
IEAHSK . Ox-LDL Y5 ROS HUBESAH ELARSE, [HbfE
MG S i NBEH, S AR B o 2k — 25 (2t 1
JIE R R

I g 7 3 AN 5 B koks A B 4K 1) AR R RE AR
x5, M HSMERHAARONEA . BRI R
REWFER/N R AR EL, RN R R AR R
IR B Bl 2 AE Y, X ROR I AR R S B
1 22955 A% W] g T F B R 16 R AE . Wiggin 2 7
fE— T 427 N2 5 1) R 538 H 9 % 30 I i 7
(AR R ) SRR REEY). SR, I
JE 7 S B AR AL AL NS R . AR
P, Txnip $H AT DA 25 B AR = IR IR B MR R /N B
AR S BORRRE, I H AT DA S /)N BRI 42 52 e I X
BB Tl B, XMk n] g 5 i g &
A e B

Mazo % " R I, e g IS X oCa AL AT 52 10 9
SLT BRI R R . TER A sk AL AL,
e M TURE #B 22 52 o UL e, DA AR AL 5 1Y) Dy
FfG . Trxl AMUEAGHUEAAER, B R A B
FEVEIE B R R AR . (XM 2 AL
R 2 FoAh A S5 m, ik Bl . shaa.
2R 2 1B DL S A A BNk R R A M 55, BT DA
XFORYEH MAATE S IR IUE S A TR 1)
N7 e I v LR TR R S, 1T s E
] B i 2 IR VG 7 B X AR, & AT DL BN
FH T H A 1 5 it X i A S R (B v ] e
HILTFHE— BT .
24 FLRERELEBRS

Jeh O A2 T et R 2 kA A 3 B0 At A 2
SURFCIEER, RIARER / ARE RSO
OWUREZE  CoUE AL BCTERE R P O LR L. K&
BifF 95 CLIE S Trx LESN KRR AL B A8 4
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