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Abstract

Aging is now generally accepted as the single largest risk factor for many chronic diseases. If the

health level of the elderly is not guaranteed, it will bring serious consequences to the family and society. Therefore,

how to prolong the life span of the elder has become particularly important. In recent years, the mechanisms related

to aging have been widely studied, but there is a lack of systematic exposition on JAK-STAT signaling pathway and

aging. In this paper, the research progress of JAK-STAT signaling pathway and aging is reviewed, which provides a

new idea for prolonging the life span and preventing many aging-related diseases.
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PR AE V2 S 1) 2 2 A DG AR i 2 = T 1L
(1), GNJERE . PP IR AT M 7 LA L T2DMZE2, ]
I 1A 5 10 PR 1E 28 22 40 i o 72 v BE B0 1, 4H i
A0 R T (AIL-6)i8 1 7E FH T JAKSZ A4 33k 11 3 (LS TAT
T, D A G IR R () B . JAK-
STATS 5 18 4% 1) /5 FEE G m DU 32 32 41 g 0 b K
= SASP. & DNARH . 51 4 2RO
RIE; JAK-STAT/E Tl #5145 HAh 2 2 A L5 5
T B AFE R, T 51 R MRS 2 e LAY
T IPIRAIRE . RN BUEEE 2RI 7S AR
S, FHIJAK-STATYE 53 B 1 259 B e 2 A3
ZIVER . R, 1 B JAK-STATYE Sl B fE &
FIVE L, N FERIIT R TAK-STATYS 534 1% () 4 7] 24
VIER AL Rt o

1 JAK-STAT{E =18 & AIHEA

JAK-STAT 8 6 /2 1 15 40 B PR 7= A 1 32 ML
Z—, M TR 2 a0, A 2 g 2 m
T P, SR RIRIE b DA B A FH IPAEAT IR 2 7 B 2
BH, 18 B 7E 3 2 A0 M R AR S I F B RFER IR M.

JAK-STATYE 5 8 % 2 1 3F 52 1 i 0 2 B
JAK. JAKAHIGSZAA . B EBu A1~ STAT = & 75 4
Rl HAJAK S R A FEIAKL. JAK2. JAK3 A%
AR BEF2(TYK2), 3 HIAK SR 44 1% 51 2 (8]
SERIRAML. JAKSTEZE T RE S S 1A AR 4 fu R 752
WAHEAEH, ¥5 S5 2 M, 3E MG STAT .
STAT/ZJAKs i# (1) —FP L 25 (1, 2046 T 40 i 7
ZFEEATN AR, 55 73 & STAT1. STAT2.
STAT3. STAT4. STAT5a. STAT5b Al STAT6!.
STAT & 145 41 8 [F 115 5 WSS 52 4% 1% 32 381 41 Jfa 4%
T 52 0 AF B () R R s 5 3008 . = S AUFIJAK -
STAT/E 5 il % 5 Z M UA DI REM G, JF5 5 — &
BV ELRE, BREREEE. k. W, &
PEE R AT I 25, JAK-STATYE Sl i 7 o ik (2%
W) 5 Z MR RGO, WEAE. BEIRM . 4R
(IRERS e

JAK-STAT/E 5 18 2 045 o b 42 05 =X, BRI IR
R R R RIS .
1.1 JAK-STAT{E S @AY IE F1%

YRR N 1 5 32 AR 7E 40 i 3R T A B ), 3
WL FVEECAR . AR ELE A2 G, RS2k
RIS Z Rk, Z 5K %45 5 WA A% 2 21 41 i

Wo MM AU ZRWK G, MdEE2
A JE] B S AH 20 HL 9 51 TAKsAH BAE I & A2 4
R AR, T EIAKSHE LR R AT 0 . JAKSs
WO o A 32 AR b T TR 2 R ik B R AE B R A B 1,
TV BAH B I STAT 1) 45 5 A7 i R, 75 20 i o
Ab TR T 2 B STAT £ 1 4% 48 53 2245 S AL 27
JAK sk 1 9 B ALSTAT 2 [ JF 48 7% 4k, 36 1k 19
STATH A M 524k FffEs, S8 )5 5 51—/ STAT & A 45
G B K. f)5, STATE H L= BRI R
SRR Sy B R A A%, 5 A S R R S Bl T 4 A
A T A5 R V(10 5 PR e s R 3R (1)
1.2 JAK-STAT{E S @A f1ifE

JAK-STATAE 5 il % ) Gk 8 5 A 1 B0 9 7
WSTAT £ [ 11 #1] [Al ¥ (protein inhibitor of activated
STAT, PIAS). 4[5 115 5% 5 & H (suppressor of
cytokine signaling, SOCS)ZK & £ [ % 24 2 1 1R g
(protein tyrosine phosphatases, PTPs)Z &', H
SOCSZK 5 8/~ i 71 SOCS1-7HA14H it [K 155 5 i
SH2 K [ (cytokine-inducible SH2 domain protein, CIS
or CISH)!", # 1l | H 7, SOCS1FISOCS3 & iZ K ji%
W7 S ) 2 It . RS Sk JE, SOCS1HISOCS3
VER TR BRIA I BRGR 57, YEREXTIAK-STAT(E 5 1)
FERS 4% . SOCS1AISOCS3fE A #HIJAKL. JAK2
AITYK2 (1) 38 v P, (5 A BE H il JAK3 1) 38 g
PRI, B8 K ZRIAK-STATAS 5 3 i i 40 1) X 1 &
PIASK J%, U #5PIAS1. PIASxa. PIASxP. PIAS3
FIPIAS4(PIASY)!", PIASER (il i #l #|STATE H
(RFESR5 , BEM I JAK-STAT/S 5if % . PIASE
F 3l I 45 A RIS L STAT — R4k _E, M BH. 1k
STATE; B3 [K] 1) 45 G 1 1 52 4 09 PTPs KT
P i FFSHP1. SHP2. PTPN1. PTPN2. PTPRD
DL PTPRT™ . PTPsiE [ H #i #f 7T 8 2 1) 22 &
1 1% 2 12 15 iR 5% 1 (tyrosine-protein phosphatase non-
receptor type 6, SHP1 or PTPNG6) , fff 7 fiti&, SHP1 7]
fETAK 2 BB AT 2R3, AT BEL BT T ¥ 7 1 B i 4k
HETT BHWTJAK-STATAE 5 18 B (K 1)1,

2 JAK-STATESBRE5=ZE

Z P R 3R AT DL 3 040 I Y B 2 A A S8 A O
WM (senescence-associated secretory phenotype,
SASP)[¥1 43 ¥ ROST| 2 IRIDNAAR 1 LA K2 4 IE, 1
T MR AN T B AR 5 RN S A OO R AR 1Y)
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Blue line represents the positive regulation of JAK-STAT pathway; red line represents the negative regulation of JAK-STAT pathway.
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Fig.1 Schematic diagram of regulation of JAK-STAT signal pathway

HERANF R AR, MHIJAK-STAT(E 5 18
P& BE B IR AR A IR IR 5258 LA R RS2 AH SR ) D ReR gt 7

PG TAK-STATYS 5 3 B A i3E 52 32 1 21 Bl AS Wb
53 WASASP, HE T 5 B2 AMATEE H 5 3 3 E M I
kA W FL R I, IR B A 5 5 AT 4R 4
WG, EEUM W R SASPE S AH L AR = & 41
L b3 W SASP I = B R I, 4 i N JAK i
FJE, TEE AN 5 T P SASPIY) 7 & I 3 PRI,
ERE AN RS B R R B TIER,
ruxolitinib(JAK-STAT & i 1) 1] 551)) Ak 224 H % 1) 3
Z/NER, B EBRR T 32/ BUILIE H I SASP(IL-15.
CXCL9. GM-CSFZ)[1) 43, I HOR BL4E T 3 & /)
ST AR 1) 751 )5 38 5 1 48 2 A4 3 /N BRI AR 03 30
Btz 4b, FIHITAK-STATE 5 @ 1%, 16 AJ DAIE 55 5
2RI B ThRE. A IRIEK, ruxolitinibiii] T %
2 () I 7 REL 40 I 0% 2 A(SASPHY — RN 77 4, i
T RE 2 /N BRI R 2R 0 A A R B K U, kT
Hom 7/ ARE B 7, FRAK T AR T2DMR U0,
PLEWF SRR IE R B, JAK-STAT/5 5 % 5 5 2 41
Ja 7= A K I SASP I 75 5 3 8 e 3 2 AH BRI 1
KA, T4 BHWTTAK-STATAE ‘5@ % J5 AT LA S

T AMISASPI 73, BEMAELE T .

JAK-STAT/ 53 i 4 1T LA 5] S 20 2R i 34 B o
() 4 REH#E— 0 5] K 3EE . CHEN %5 RULE /N 148
I 45 5 5% (allergic conjunctivitis, AC)SZ 4 & B,
JAK-STATA 5 18 #% 1) 3005 12 14 Th2 4 i 48 i PR
()R RIA, BRI S 80/ BAORE 1) R AR, T T TRIAK-
STAT/E 5 18 % 1] LA AC/IN BRI 98 i 33F 1) 2 2% 5%
%o JAK-STAT(E 5 1 B Bk T 76 /> RACH & 15 1
R, IETE = 52 R A I 2 A D% 1 98 0 Hh ke 1) 8 2
YEH . Jeni s 5t 3R BH, 728 KGR MESCHT %, B
IFN-yI#0E T AK-STATYE 5 188 4% % T i 4 P L A 4K
U T BOE F, 5 S0 40 i S5 B 1, i e
ARV R P, 5 R R IR R R . O STk
38, 0 HTAKAS 5 38 B 68 9% 2% il 25 KR PE ¢
W1 4%, 345 TAKH 1] 7ltofacitinib O #Z FD A #E F T
TBIT R RIR I R P), BribZ 4h, B — M A
5E 994 IR AT HE DLYA J 0 45 19 96 1 5 JAK-STAT I i#% 11
FIEMK . IEJUVER R, R ] s i 5
SOCS1. SOCS3HIPIAS3 IR T FHIJAK-STAT
fE5 1Bk, Wi R EFH P ERLE. BT
JAK-STATYE 518 B ¥ e 2 Fh RAE R4S, Bt AJAKEL
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Fig.2 Schematic diagram of JAK-STAT signal pathway interacting with other aging-related pathways

il 72 RAE ST IR YT T T AE W 5] 0 BB A, T4 R
I 177 A K E 5% 35 52 DA S AH S ) A

JAK-STAT/5 5 18 % 38 i 175 FROS I 7= A= 1 1fij
5l 4H M DNA 3, MM -F S0 M 3 2 MR 3
Z 1) K 4. KANDHAYA-PILLAIZ W@ o 52 5 4F
], TNF-05 ) T JAK-STATYS 538 1% (1) — A 1F S ikt
1 H 53 W3, JAK-STATAE 5 18 B 1 FF 22 30 5 31
TROSUA K DNATG AR FREE34 0, 4 AJAKs# #1771
AG490J5 Ik 55 T ROSI ;W DA S HELR T 3% . 1X3R
B, 2 ) 5 2 5 TAK-STATS 53 BK (1) 45 2 20 A
TR R BT SODNAR S I B R
TEPR N BR8] S8 i 2 B2 2T T2, BAL
SR PR TR 75 T A1 M 32 22 S50 R R I, FE AT R
SHEOE T JAK-STATYE 5@ i, S EA ML RIAROS
KB TFE, I HDNAT 15 55 & Yy-H2AX I &
R I, HIAK-STATAS 5@ I 4% FH I 5 AEBE 5
ROS VL S SASP1) 73 WA ek /b o 4 il %2 22 A Wi b 52 71
2 T EART (1) {g REAH Mo 52 22, a3k 5] RS 5 A O
DIRERRRG . XUSEPONG D 548 575 S DNAS 1 1 5
LA AE 264 H R B/ BRAAR N, T8 A I N R
AEFRT)RE RN, SRR FACRE R R A ARt B
T2 AP/ RAE 71 TR, SOOPATEE TR, it
EWARThAE . XEW, JAK-STAT{S 538 4% 7] LA
HEROSH = 4, 3T 51 EDNA 545 K 75 5 40 i )
B, Nl FEMEAREE .

KRG, JAK-STATAE 5 8 % 1 30, vl BL5)
ECSASPH 73 ROSTE FDNAS A 1) & A DL J 41

GUMIA BT JORE, 210 P B ME R E KIEZ IR
) R AE(E2)

3 JAK-STATESEERSHM=REZHEX
(ER=pEL 0P
JAK-STAT/E 5 18 % /& 4 A P9 40 B A~ 2 [A) A
FAE R B, 7R3 2 IR AE AR T Ry i
I, JAK-STATE Tk FR 753 A, i
5 A ) 3 A G TR AR AE — R IR, Wk
52 A K H -1 (insulin-like growth factor 1, IGF-1).
NF-kB(nuclear factor-xB){5 5 i i LA JtP53-P2115 5
W%, R, JAK-STATAE 518 I N iX L5 5l i 2.
V) 1) 3% e 38 E AT R O VE
JAK-STAT{E 5 i@ % ] DL 52 W IGF- 115 5 2,
NN 3 22 S AR BN ) R A o AR SOk AR,
TERFUE B B 9238 H R B, CRYs(cryptochromes)
i 1 A 2 JAK-STATYE 5 i % th STATSBH#E IR 1t oK
SCUIGF-15%5 3%, STATSBREIR I 3215 [£ 1K F 2 GF-1
5 EE, Rk A, A KB (growth hormone,
GH)if it i tbJAK2 FISTATS 5 UIAK-STATAE 5 il
% B B 3R T U AR IGF-1 89 7= A2, TIGF-119 38 FE 4y
W4 S HT2DMI K AP, B TIGF-1{5 5@k 5
JAK-STATI& #% 5 < 4, JAK-STAT(E 5 1@ i85
NF-«B1E 5 18 2 7 3L [F] 2 90 0E DA 3828 07 Th R 4%
HEEM. TR, BEFEF(CCL22/MDC) 5 &
i 48 S 56 v, IFN-yi@ I NF-xBMJAK-STATH {5 5
i S HLHIE HECCL22/MDCI) 7= 4k, 3 T 5 350 48 0
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o Hf BR 742 NI 51 EANMR I . FIFE, 1B
15 e BHL ZE P it 5 A 7 R, e A Ak i B A CCR1
Al i FIAK-STATHINF-xBAE 5 il B 10 0%, 25 1m
5 B L R 1 I R A A T 1 RS 48R 1) 7 AR
JAK-STAT/E 5 i i 5P53-P2 145 14 15 5 i 4 76 1
B2 ERET EAEENE . EEEEFA
B /INER R IR 41 g (human glomerular mesangial cells,
HGMCs) 352 SEa o i i S0 i R P53-P2 1
MIJAK-STAT(E 5 il #%, 5 BHGMCs4H g H1p53.
p21. p-STAT1HIp-STAT3 = K IA, 5 41 ff 42 Al %
ZBU, Rtz 4h, SOCS1iE L 5 ATMBLATRIE il 5
EW, 2 5Ser-1507 55 _EpS3HiE A0 A ER Ak, 33 1
VAT 9 2 R 5 5 1 S i R

25 BT, JAK-STAT/E ‘F il i b T3 2 A0 Gl
P HAZ AL E, AT PLSIGF-1. P53-P21 L) A NF-kBf5
510 A TR SRR T 3, 2R 5] R A R
I (E2).

4 JAK-STATESEBBEREZEXEKR

W8 5 IS 8] (R HHERS, A ATTRE ZE 2 AL 1] ) AT 5 ok
RN, CAUESE T 20 532 B AR, WRAE .
M IR AT M. T2DM, 52 2% 4 fiE(Hutchinson-
Gilford Progeria syndrome, HGPS). CVDs% . TMJAK-
STATY 51 % 7£ 31X L8 38 2 AH 5 IR Hh 4 T8 =
BRI

JAK-STAT/E 5 38 I ) 80 w] 5 BUMe &k A= A
R Re B3 R, 2 MR T 40 (cancer stem cells,
CSCs)[H#™ . A3 IRIE, AnxALEN #— 42
1p-STAT37K -, 75 Hi 41 Jit Jis AR B8 i g o o 8 1
SN AR T 25 DL AR — AR CSCs, i — 22
N T EEE XY BR itz Ak, 7EIE /N4 B i
Ji%(non-small cell lung cancer, NSCLC)H, JAK 13 i
WG STAT3 M1 {2 3 NSCLCHIZE &, MiJAK-STAT
5 5 I () 0 1 7 6 NSCLC B A W R P g i
PECSST, AE B, MASECTR B, B e 2 P A AE
Jil J88 A % 1% 2T 4k 41 i) (cancer-associated fibroblasts,
CAFs), CAFsifi i 73 WAIL-11 3 i85 JAK-STAT3-Bel2
55 I B 5 o0 2 ALY 29I 25 4, T
FEUMR AR R, JAK-STAT/E 538 i 1)
B A ek e A 5 R R EIVER

JAK-STATAE 5 #% 7] 5| &2 4 42 1R AT PR 1Y
KA. PREIRATVERR & — KW KA T 2R AN

{180 K R0 5 8 4 282 e & ) o538 B SR T 5 L 11 9
Jp3, 5 ELALHE B /R J% i BR % (Alzheimer disease, AD)
DL K 08 45 A% (Parkinson’s disease, PD). A it 78 & B,
T HIAK-STATE 5 i v 35 ABiF T 1/ i
JoR 40 B 98 3 e S A 98 R T IR T, AT/ AD
PEGORE S5, 7EPDRE L A, a-SYNFI I L 2
S 8T JAK/STAT M B I 303, $0H JAK-STAT I #%
PREL T #4028 JRE AN 2B AT 73 28 1 [ 8, AT o
fIX 7 PDI R JLEEF 4 da 1 i ), 3T e 1
FF e, Bz 4b, PORROCEHR i 25 % Hil it
| IHIAK-STAT @ #% (1) f7 i % K F-SOCS 1 1R 1L, M
T H I 48 JORE, 177 40 48 90E 5 2 IR AT 1 B 2
BEAT . T UL MBS REOR, AR5
PEI5 I 5 TAK-STATAE 5 18 1 1 42 52 0 AN TFF (1)
JAK-STAT/E 5 i# ¥ 5T2DM % A 1] 43 . T2DM
R TR 32 A G TR 3% A A U 1 8 A AR JRE % 3 o,
XA B 2R 0 5 5 2 A B ) S AR A OG . AR I
PRI FE A, % B8 JR s A8 2 2E AT A I % B, JAK-STAT
=5 AEOE, JF H JAKL. JAK2. JAK3DL K
STAT1MISTAT3FR A B B I, Britbz 4F, £ R
T — T /)N B 7R SI2 56 v 4IE B T JAK-STATY 53
P 5T2DMA Ko XUSESR I, A 2800 FRI 1
LA /N R DT L2 2y B ORI S 2 A RO R A
VEEETHERNR, MHIAKIMSIFIAE G, 25
/IN BT D 2H 23 Hb 43 5 LR SR 1) 5 22 A0 LTS SR AT 7R
AW kD, IR T B2 R KU . H
A LA B, JAK-STATYE 5 18 #% 5 T2DM ) &K A= % 1]
FHK
Btk 4h, JAK-STATAE 518 % it 2 5 T HGPS
DL CVDsHI & . HGPSAZ T % 47 2 & A
(I LMNAKE K R A iR AR, S0 38 1 8 1 A2 4 il
12 AN I R 3R 175 3 0 i K K T S L AN A
M, GRIVEAUZEMWIEIR 5TJAK-STATYS 58 i
72 15 SHGPSH K IS5 R B, 4 NJAK 5]
&, REEAESEZRPROU B33 68, 2
K FE bR iNSA-B-Gal. SASP LA X 41 i fi 11 & 14K
S SRR 1) 7 ) R IR 8 S 3 PRAIR . BRI Z AP, 7R
HEMM LS HGPSYH L JAK-STATYE 5 i % s ik
FEWOE I, 2 T 8RR R FSASPRIIE & 73k, 4
HOHZAE SIm K 5, HGPSZH A LA K 558 22 41 i 73 A
2 MM R 7 FRARIO, X B, JAK-STAT/E 518 % 2
5 THGPSI %, T TIAK-STATAS 5 i i 2> il 22
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LA R E. CVDsRE SHEIEEFE MK
J b B K N R R AL T 1) R R R 2
—o A CHRIRIE, IFN-yRE % H0HJAK-STATIE 2% 75
TR, R AN M B A, BT L4E T
& 21 20 fik P9 IS, PR BE B (1A e 1, #E 1 S BCVDs
R A, XIIRIAK-STAT/E S % 5 CVDsH &
CREP

S E 2, JAK-STAT/E 5l i B A (R kA Ao
ZIEF, 5802 Pl 8 52 2 A OG0 (U8 AE . ol
ZIRAT YRR T2DM UL LHGPSE) I & 2B, 440
HNZME S I G, AE5% T 38, FRAK T 503 IR A0 X

I o

5 $#EEJAK-STATIS SIBEERZEY

Y TIAK-STATAE 5 18 I 7F 5 2 1 1 s E H,
TEAIRZ FEE MBI T ZIEg e TZOE, 52
AT TR AH EOCES . BRI, I N gy T 2 P R )
JAK-STATIHE P& ALhF- 52 VA J7 % & AH O I3 SR HH 1Y)
—ANHERE. DT IAKID ) 7 (Utofacitinib.  rux-
olitinib A K baricitinib) 7] L i fH T JAK-STATAE 5
K, PR .

Tofacitinibs& — FRIAKH i1l 7, % £ P 40
JAKIHIJAKS, B/NFE BE A HITAK2, 5 /)N 15 R 411 4
TYK2. Tofacitinibif i fEJAK & [ (I ATPZE & A7 1
78 Y ATP R 3 35 5+ 25 3E T H I JAKs, AT S EUE 5
A& 356 57 B PH A, Tofacitinib & 3R L vHEAE N IR R 25
VIR F697 28 X2 1T 2 (theumatoid arthritis, RA)«
BRI 995 5 T 28 ANz MR 4 i K. dhtofacitinib i,
55 ANTAKAN ] #ruxolitinib /i 1M 1 . Ruxolitinib
& —Fh FIRTAKAM I 7, 1% 514 HHIJAK T FITAK2 .
A HF 72 1, ruxolitinib AT ¥k 20 /) B ARE BT Ok AR
LR AN, O I R ) B AR, 3
N R B AZ 36 R ), BRI 4b, 45 18 FRGHRH-
R A0S T JAK2-STAT3 M5 5 i@ %, S 84h i
TR IR T 1977 45, ruxolitinibAb L J5 B&AK T IL-6.
IL-17A%SASPIF Kk, iz 7 2 B HR B 2 5EPY.
RuxolitinibB 7 B0 T /N IR 2R 4, 17T LA i
A REH R R A 2 NP G AR, 7E65
LB REE AR A E 2 B, ruxolitinibi#
SRR T RS REE, AR AE. DRI
P, A, ruxolitinib ] PAE NJAK-STATYE 5 18 i
(%) BELWT 771), 24038 508 2 1R S AR . Baricitinibs2JAK 1

AITAK2 (1 1 #7710, w7 DL ik # #1] JAK-STAT/5
SOE S, M Z . WLIUSEY Eetoposide s
3 [FIDNAT A5 [ 52 22 155 AL v K BIL, baricitinib1]) i
JAK-STATA 5 i 2%, J/b 3 2 4 M (1) 5 & R k> 1
SASPF)4rih. I Ah, baricitinibid o] DLk /b J5iU&
PEF I, PR M H R A SCE AT . W
baricitinib ] LA #| JAK-STATAE 5 i #& Jf /D IFN-y 2
IAFE FCXCLI0M =48, 3k 1M #0128 4 (1) & £ B2

2E b PR, X = RO AKI 61 77 BT DL o 0 )
JAK-STATAE 5 38 4% SR 9k /b 98 i 1) 7 26 B /> 3 2
o i ) i, T O A ) 3 R LR
FHOCIIR R AR, NI AELR 2

6 Ih\gE

@ PE AR Gt 5 2 AL DIAR oG, 215t
A E 5 DA OG0 . BEE R
SRR, N 3 J 3 2 M DR IR AT 7 R
BRERN . H T, O 1R 2 8 T JAK-STATIE 2 [ B 5T,
R Z 0 2% -5 5 22 R 3 58 AR B [ () 25 1 S =
WIBHIR Do Kk, AL T IAK-STATYE 518
PR, 5 7 JAK-STATS Sl % 5 H Al
FEMAF TEBEMELR, JFH9 T IJAK-STATE 5
T PR T 2 P SR 5 2 AR D R AT A R s A
Mo BRI AL, ZLERIE RS T — el JAK-STAT
G2, (He T IS TAK B IR R, B
PLIE 75 -4k 5 A #E [ JAK-STATAS 5 38 % i i 5 %
25, JAK-STATAS 5l B 75 3 2 TR AE FH, AN ]
DX GE A NEER TS RN S A e o I T THE R WA 8
PUEC TR 3 A0 B AL T 3T I L
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