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Abstract: Acute kidney injury (AKI) is a common and high-risk clinical syndrome with complex
pathogenesis and poor prognosis, requiring early diagnosis and interventions. Insulin-like growth factor binding
protein 7 (IGFBP7), as a stress-inducible protein, has received extensive attention in AKI research in recent years. In
this paper, we systematically reviewed the dual roles of insulin-like growth factor binding protein 7(IGFBP7) in
AKI. On the one hand, it reflects injury signaling by inducing G1-phase cell cycle arrest in the early stage of renal
tubular stress; together with tissue inhibitor of metalloproteinases 2 (TIMP-2), it has become a key biomarker
approved by the FDA for AKI risk prediction. On the other hand, IGFBP7 participates in disease progression by
regulating PARP1, p53, TGF- B/Smad and ERK1/2 signaling pathways, mediating apoptosis, senescence, and

fibrosis. This article summarizes the expression characteristics and functional mechanisms of IGFBP7 in different
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clinical scenarios and animal models, points out its value in diagnosis, prognosis assessment, and potential

intervention, explores the challenges of insufficient etiological specificity, unknown signaling mechanisms, and

obstacles in translational application, and looks forward to the future research directions and the potential of

precision intervention.

Keywords: acute kidney injury; insulin-like growth factor binding protein 7; biomarkers; cell cycle block;

renal tubular epithelial cells; mechanisms; signaling pathway

2P B3 (acute kidney injury, AKI) & —Ffilf
PRH WL HBAT & RO RS m T R R LR SR,
i BRAIL ) 52 A% | HE R R B , T EE S e R TS o O
SRR B 5 E DI RE 1R bR e LR AKT D7 T B4 JR) BR
P AL A AIF 5 5 B AR R T 1 U WA 5 o TR
B RZ MK 7454 8 A 7 (insulin-like growth
factor binding protein7, IGFBP7 ) ERN N IHESEH,
e /N L B A i 0 45 B 400 RO B B O, RES R
G131 200 i J&] 30 BH iy S e 45 43 15 5, 5 48 J 3 1 il
EifIE| F 2 (tissue inhibitor of metalloproteinase 2,
TIMP-2) iy 5% [ £ ity 24 i 5 48 2R (Food and
Drug Administration, FDA ) #{t #E F T AKI XU 751 0 17
KHEEDIAR S o BRAE 92 W T 25 IGFBPT 78
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N R, S EORG R W RO LR T 3R
L % 2 BT A e R U e s 4 3K LS 4 2
(the Kidney
KDIGO ) 48 ® "8 AKI % SR 75 A DL AR — bR i -
1 48 h W I 7 WL T (serum creatinine, Ser) J| & =
0.3 mg/dL ; ZE 1 7 d PJ Ser T i 2 328 19 1.5 5 K LA
b REFFLE6 h <0.5 mL/(kg-h) . IE4h, KDIGO
— N AKL 3R T 3 AP F AR A G, (T I R
AT FIWT . AKI A 2Bk 740 2, JAT G 2 4L
P @ BRAE A2 AKLSZ M (1 B0 2 1300 J77, Hovp
FETT NBUE & 170 5 FEAE BB T, AKL Y &

AKIJ& — Fpi UL H ol B8 f& A A i 09 1ife IR 25
HE
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Disease: Improving Global Outcomes,

AR R 10% ~ 15%, 1 75 5 5E W 5795 77 (intensive
care unit, ICU) 7 N & 33 50% , Jo Fo 00 T 8% 4y ik Ak
v KRBT AR EEY, 22U R, LT KDIGO
BRI AKI 5 45 BE S8 T 3 TH i 0 52 AR 5C , AKT 2339
TG g ) B R SE T AR . B O R, AKT AR
# kA 1E P W (chronic kidney disease, CKD) | £
KW (end-stage renal disease, ESRD ) 1K WA 76
T KBS 3 P, e Ah , AKT R — A2 IR R IR sh i
P, W e i 4 2 RE B 5 | LR AR 4547 . B B A i
FE T Je S e 8 SO LA s AL ok S 7R T g
SHCE /NS A ) BT A RS AT L
ER R BOR 58 RE 1 AKL & AE A] 5] & X 26K
RABEZ LS, B CKD 3 & 1Y 5 B R 1, PRl
AKT AR R A B 0 O AR 2, SR O K
A4 B IF R T] PRSx|
K e 23 J2 BCBE X AKT A BAL A A9 - T2 By 1k A mT
WP A 9 S
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JgE 5 R A K K 45 4 8 1 (insulin-like growth
factor binding protein, IGFBP ) ZZJ% 4 45 6 /> 25 HiL i, 51
(IGFBP 1~6) , Ho7E W % R 5 R A2 4 K W 1
(insulin-like growth factor, IGF) 1 FI II A= LR R Wi
TR PR EAE . XS AT RS R
TR Z5 4, G045 N S A4 TGF &5 45 45 Mg du . v B 2 1 3
Bz X K C ity BE 55 40 i A0 56 5B 43 0 40 it ¢ 1 A7 14
A CEAE A9 X5, IGFBP By 3 2 ) B J& 8 15 IGF
(0 A= ) mT Bt o 5 AR 2 AR Y SR AT, KT 5%
el 240 L A 4 oA AE S A R IGFBPT S — Fi
Gy RURE R 1, FL45H b 5 05 58 B IGFBP 5815 i 5t
(IGFBP 1 ~ 6) A Al , [A] B 5 55 B2 5% Fl 45 & 1IGF- |
FIGF- 1T {9 $iL %) IGFBP A [a] , IGFBP7 Xif B 1 % EL
AT SR AT B AR Y Kazal B 22 508 2 11l
T DR 8 4 3 % e Bk R A RE C2 S A I, il I
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ML 2 18, IGFBPT7 i 1 | 9 p21°Cipl Fl p27°Kipl 5
G140 BE v, O R N A N R AR
WP AR 40 i g de bR As 4™, AT VR S AKT RS T
575 [ I, IGFBP7 & 2 5 AKI & Ab N I L 4kE
TR T BE BE % . DNA 5 3 S 1 K £F 4k Ak 55 5o 1 72
T Ao R S A G B IR A B R T L b R - ) A Ak
( epithelial-mesenchymal transition, EMT ) ;& "B N 41 4
A1 i PR B 7 T, IGFBP7 55 TIMP-2 4H i ) 2
Y5 75 W) 41 4 (NephroCheck®) £ 3 FDA #it i . fg
i 5 AT B AKT(KDIGO 2 ~ 3 3 i KUK |
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PE SR 9 AKT 539 7000 B & 40 09 A0 8 #85 IGFBP7
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i B A bR A KA 5 5 AL B A 1 T
S, N HEf# IGFBPT #E AKI H (1912 W g 12 7 5 g 3L
UK AT E” ORIt T RGAES

&

3.1 IGFBP71E4 AKI1Z
KR

fE AKLE R, dnef 76 D g I i B 2 i 1oni)
SV I AR B B 1 B IO A R — T R Bk . R
A W W 4H A [TIMP-2] - [IGFBP7] E 38 15 FDA it
#E, TG ER B HETEAR K 12 ~ 24 h N4
AKT A AU, T 1 R R T rh M 4 e FH e Tt A
XM iz & & H (neutrophil gelatinase—associated
lipocalin, NGAL) . ' #5i #5 77 7 1 (kidney injury
molecule—1, KIM-1) &G bR &Y A W 5T 10k
TIZA AR e HUEE RIS T EE R R

3 i
2T R AR SR

T e R R AR 4 )2 SR S 2 vl BEE
FEAAESE T HALR G MR T O E T A L0 3 R
BE Pz AT EAERENE, A
DU A= ) s 32 0 K7 ) 3k — 2L B SR TN e g . — 0
AR P BA B BIF 9% & B, 24 ~ 48 h N [TIMP-2] -
[IGFBP7|HFEE T 5 5 8 i 1 B B ARIB 7 B AE T2 AU
BEMG, RUZIEAREA2WS TS SR M
L, L5 /NSO Z AL A DA = RS AR AKT
ORI A R . ¢ T2 i R B P A AT 2 B T A
S, YT A v RURS B9 E R 0.3 (ng/mL) %1 000, HA
3 e B AR Ry S A e, TR e A 2.0 7 TR
N BE X33 T B8 T AR R R &5 R 1 T RE
TR
3.2 IGFBP7ZEAEIEKRERHHRIEEIE

B 2% RIEHE 2 B, IGFBPT7 /K 19 Fh i A Y
WP AKLR I R R, 0 53 0 B D) fig e R ge k45
JR I OG . WESEHE . ABE)E 24 h IN[TIMP-2] -

[IGFBP7]/K -4 15 5 #5130 d I FE R S R 421 5 o
fg A 0 KBS 2 2 T Y RIS iRE , AR E

FARBE P IZREAR TS 5 AKUFUR R 115 % YA
K, MFOMBESEAE, R A B TS
B REARUC, AN, AR, WG ) Y
B, HEARIGFBPT KPR REC & T iR,
PEIRAFTE RS 109 B /N D Lﬁlﬂ%%m%ﬂ’]ﬂ
o P e 23 R ATONT 2t S 2 245 W g 52 Al e
U, I PR 132 IGFBPT7 B4l i 7 45 A ELK Y 95
5O S 8 ) B e W TIE [ = o
3.3 IGFBP7 7% AKI iy =M Z T sE R AE AHLH
IGFBP7 AN 2t S5z e B /N8 o IR 285 1 A= 0 A
B, BMERNEEEEREEDREN S ER, F
NS5 AKIM AL . RSB E SR, HAEYHE
FHA S5 A0 E R s L T =L R R
IiE SV 5 2 A AR T A, P I 2 R AR
331 GlHAmAe R a5 B i ez i 4
B /N I R AN A R T e R B 22— S G Y
21 fta J B L 3K 2 — P OB AL, BT RH I DNA 4%
17 19 240 M 24k 22 52 40 . TGFBP7 38 5 £ Sk i 5% 454k 1
IR R R p217Cipl A1 p27-Kip1 25 40 i J& 303 44
PE WwE B0 R, N RS 3 G194 B R 0 BE
S 6 0] RO DNA U5 B 1% , 15 A 4t
B[ 5 5 48 405 7 5, W00 51 5 00 L 0E A O T . OF
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55 23 1 BRI, . B0 R I I T4 A R 1 7 1 Ak B P AT
FEFRMW, IGFBP7 £ILFLETH A SAMM A EAR QIR X K E S ERKE S, e
AR R R, PR N B A o R, AR 40 gk A EARAEY, M Z T, HXF PI3K/Akt

HEEF AL IR il AKT ] CKD ) 3F 021,
332 @it p53 5 PARPI AW A 5 %
IGFBP7 52 2 M 37 38 3= A 4% X p53 Fe s 412, 7E
AKIRER R IGFBPT 1A T 55 B /IVE T K2 40 i
P TR G, T R IE A PR 45 p53 AH 5G4 N VI [ K
ER, R H B ARSI A A 1 B W R
IGFBP7 i Al 25 2 28 R 1 — i W X 2R 5 1l 1
( poly—ADP-ribosomal polymerase 1, PARP1 ), U]
WA, AT DNA #3475 J5 B9 AL T 15 5, X
—*JL‘FFJT@%’% Ml 8 R 5 5 09 AKT R AL rpoE Ry B
o MEAL, TGFBPT i Pk 5 L2 37 5k 5| A i 4 22 1k
I@EWTﬁﬁﬁ/ﬁﬁﬁﬁﬂﬁ%ﬁ% Y
(senescence—associated secretory phenotype, SASP) ,
TR 28 AE - $HE Bl 1] Joe £F 4 A E R
3.3.3  TGF—B/Smad 35 #F B AM T BAILE 41 2L
IGFBP7 2 5 5 I £F £ A & 1, HL 3R 38 AT 9 e 1k A=
£ I B, (transforming growth factor-B,, TGF-B, ) il
if Smad {5 5 1 B T, £E @0 2 TGR-B R 2% 1F
AR SR LT AR Y T AT % B B o= T i UL SN
R RIBP . Bt — WU 5T & 8L, IGFBPT i i
S oo T T TRl 0K ) S MR T A AR LR BR R OR AR
HER I T 0 S AR 4R A AR R B,
IGFBP7 AJ B4 5 B /N b B 200 oA 8 A T 05
M2 ( pyruvate kinase M2, PKM2 ) # H.1F F , 2048 AR
WS4, 51 &R B AR O b VA £ 4E 1k AH 5 B R 3R
ik, AN L 4EE
3.3.4 5 ERK/MAPK & PI3K/Akt i % # 2 SUif 4=
IGFBP7 ] il i o 4% 240 J Sh 15 5 4 1 B il
(extracellular signal-regulated kinase, ERK ) /4% B R TG
A2 i ( mitogen—activated protein kinase, MAPK )
5 % g mE WL B 3 ¥ B (phosphoinositide 3-kinase,
PI3K ) /ZE [ 1% i B (protein kinase B, Akt) % £ 4%
BRI TOE I, 25 A SO M R AL AL
S B A, ELHCAE TR B 3 A AR A
e W /NE E K 40 M R, IGFBPT W 8% ERK1/2 {5
T EMT K 2F 4L o A8 IR 75 1 AKT A B i,
IGFBP7 fig it ik ERK1/2 i i 7 AKI, H ERK1/2 fif
i 77 BE & % 98 5% IGFBPT 4 3 1Y EMT S ™. it
b1, IGFBPT {2y SASP 1) SC 8 21 7, i v 3 2o i 4%
1 B 2R IGF JOTE R A S5 5 0 U5 55

R DT AR B A AR
Ja FH G T 2 40 B 43 6 4 TGFBPT Al 5t Al 2T 4 440 Jifg
A A TR 2/ BG4 4 A i A K TR 32 4R 1 B0 PIBKY
Akt 38 [ DA HE e A O I 40 i 3 Y, A
S BE 40 MO JRE b, IGFBPT K YTH 45 K 3 52 i il B 2
A5 A5 10 A W A% TR % i 3 SR R AR B AR, BT O3
1% PI3K/Akt 38 B4 20 e 2k JB 70 i ML 7 15 IOk vh
ST R RE ST i TR AT

3.3.5 lvj\aﬁv:awcﬁéiﬂ AP EAER LRI
BN AR IGFBPT i@ it 5 CDO3 A EAEH , LA
Gy J7 AR TR A B - 1 Rk, A &
AR B R 2R U5 S 1 PN B A B YR T AR E L 4
7N T IGFBPT £ S A6 R JRH G 199 1045 PN B2 448 i 43 47
T AR RS, 5 AKL I A P R 45 475 46 o B 0o A T R
FEAE SRR %%ﬁﬂ%%ﬁlmmnf&%ﬁ%
AKL 19 4= W b 7 9, i RE 3 B0 #% BT -
(nuclear factor—-kB, NF-kB) M H R4S & %%ﬂﬁéﬂ:*ﬁ
WA A2 R B 11 3 L SE /AR A5 A A 38 % 3 2l n i
IEA 454, A8 H E G G B B E 8 2% B IGFBPT
V¥ NF-xB 38 [, {H O A A58 R W] NF-« B A 3@ 2o
IR RNA (cire_35953) 41 5 ) microRNA-7219-5P
(miR-7219-5p ) /HOOK3 %l I ¥ IGFBP7 ik , 78 Jf &
PEAKT 2 3R B /N b RO g R RN,
IGFBP7 W] REAE 4 AH ¢ W OIS T BE i NF-xB R
Ui A, A T BB A IO T 25 v R R T AR
336 #HhELALHaTH A% REYEET-MA
W L) 12 A R AE AKT G & s ML i 2 4% G 1
F, B 2 E R UE I 2 B IGFBP7 B 4% 8 453X
PR AR T AR T AN A T AR . SR, B
WF 5% 45 L fE B - P OEE O B 65 (ischemia—
reperfusion injury, TRT) 5 7Y v Bk AR 561 M () g T 2o
RIS L TR =R R RSN P37,
FET A WL TR, A5 F 58 % B TIRT R 30) 2%
POTE W L AR W Y B A7 i AR IR S i
1% P % (reactive oxygen species, ROS) , £ Bl F 4k £F
%dﬁ%wMW%*$%2%%EW%l@ﬂ
Atg5 B Atg7 ) it 2 23 i EE 48 i 45 405 A 1) fig
%?mmwﬁﬂ%ﬁﬁﬁf$%ﬂ@ﬁj¥T
AT 7 T 20 0 SR A SRR A R R e R AE T

El[?l]
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HAwgm kA SR, A R0, YANG &5
WEoE & B, LB 2 1 XLIX e 6% 38 i 91l 1] IGFBP7/
IGFIR {55 5%, i 35 28 AKT R ) mb A 7% - 200 Jfa 38
T R ARIE R G Rk — 3R IGFBPT R 5 5
RAEAH P TA0 , AT BEA ABRFE T H1 [ A5 LAt

3.4
vid

S0 B Y 7 #8 7R IGFBPT7 T AKI H Y A 91 % 1)
E D7 I & 45 T SCHEAE T o /I BRUTRT A5 A 1 25 1
250175 T 1) AKT S B oo & 30, IGFBPT £ 461 7 & A
Jei BN Y RD 7R B NG LR A0 i e A
T AL LU AR5 1 B X8 & B HF IGFBPT J&:
AKI S5 56 455 7 v 58 R 453 493 22 i 10 17 S8R B Y, A
KARSMIE 5T A B E™ . YU 4% B, IGFBPT 8
i B € PARP1 34 5% DNA 5t 445 5 1 , 78 R 4E 5 E Ak
NS M E SN E M A T BR T T AL
Z A, YU %P1 (2025 4F ) 3T I AF 9% 34 48 78, IGFBP7
A 5 PKM2 16 B /NG 40 i b AR T AR, o 4 A
A AR D T AR R B AR . 7E /DN BUIRT AR A
T, i IGFBPT7 — PKM2 %t I 3 {12 21 2k 1 3k PR 22 35 I
12 HE 5 TR, #5878 T IGFBP7 45 5 ik £F 4k 4k 1
SR - AR b B . ZE b AT X B A Y A E
5% 4 IGFBP7 7 R B /INAES 17 38 1 ) B G 8 47 24 i
JEI O T 5 AR B b 0 /E R AR AR T A T AL
(BT .

4 HRBESFIW

[TIMP-2]-[IGFBP7HE A2 BRI 0 /E PR T
JLAETIMP-2] - [IGFBP7/E hy AKT 5199 4= W s s
WHEZ AR AR TR, HEERKZ
Wi v JR BRSNS 2 20 . I B ) EAE T
IGFBP7 7£ Z Fiv AKL [H] v B9 98005, i = 95 IR
Sk . IGFBPT B ARy J& —Fh) iz i B /NS 1 Bz 2
LR bR R, AR B /N B AR T X 22 O
I CBLHG90E . Bl . EALRN . AV REER)
B3 2T, RO RS L T B N A 403 A Ry
O, AE T 0 B AKT g RT3 AR R e S
4N, 7 e F5 5E A0 O¢ AKLH, IGFBP7 ) 3 3k Al fig
B Sz e I R N 3, VR T 4 B Mk RRE S N R Y g
(R TR <y ek =t ey R L S5 YT 5

IGFBP7 7£ AKI 5149 & 0 B A5 B fh (4 S 3%

4.1

55 DNA #1405 S S8 AR W A S R, IGFBP7
o RN B B AEAE, EIME DL X 43 H HL A P R
WS ETH., TEEENE, AIFRMER
AJREXT IGFBPT Y il PR i 1352717 R PR ik o B 8K > ip
5% W A 7840 5C CKD B 35 7E A2 RSN IGFBP7 7K
TR, AR T R A 0T BE B R S
ANGE LB, A G A W b A R S RN B S AR A
i S E T2 I AT AT T PTG o AH S 5T 2
U 77 % 0y e F2 G0 M S8 0E IR 2 e R 0 20 M A
KfE S, M4 & IGFBP7 /K F-, 1 5 AKI G
HEX R, 55— P AE T IGFBPT 1y i) ] 8l &
P, A4 R B, IGFBP7 /K F7E AKI & 4 5
BN N RGHE TR, (RBE S 0T REE W N R, R
AR FEAER 2 N W 2 S, AT REE DL R B A
HRWTEEAE S, DR 02 Wi iR Bk,
i) N e N S (1 Vel B 1o TN || K
PEZ5 W H ) 4351 & IGFBPT K F- %3 . A W5 W
£ F| IGFBPT X} 48 5 1Y il 97t 80 27 10 (e i 35
VL= D 0 B E R o N [ R T
SASARL, HER X ST AR T HAE N AKL 8 AS
WS S R v DT R, AR SEBR
[TIMP-2] - [IGFBP7|A N ORS7 A, 1 g 465 4 I R
s S A R O B bR AR LR b, DL
S W ER T
4.2 HH_ EMTRENE

BARE A WFFEUESE IGFBPT A 445 G 1 3 40 fitg )&
WIRR A . O S AN PR T, H AR A L AT
EMEAH RPN EESRZ —, HEHN
IGFBP7 B0 3% Al g A P VE R, A B T FH 1L 210 il
HAFENE 2SR, HEHRERFEEA,
W AT RS S NS A B KA
R, X — CEREEAEIPE” AR K T AR ARk ]
. IGFBP7 58 38 & N BUE /R W), 18 2 A s K 17
1o B S RE I T WS R I S AL S YU B AH S F
5%, WS ZIEN - RS, IGFBPT 19 fl 5 ] 2%
fife AKL, 100K &2 2%k M= 0, i Bk — 20 W]
W, fE GRS IGFBP7 15 22 4 15 18 i PKM2/ [ i
W IC S B 1 AR (] S T R A R AT 4
fb, M5 CKD #F i % PIAR 6™, R, Kok
BLAE A O AR N AR o R HLAF O A BL
DLUR 35 AE AKL R 3 S 8O AR . R
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IGFBPT7 & 9% ] 12 422 32 S~y I W G 1 BHL ¥ 1% 1 98 s 3
Y, {HHAE AKLH B TR S AL A 58 4 W1 .
H A IE i 57 35 H 3l 2 pS3 38 6 7 S Ak 5 3 PR 2 v g
Wb Rk, RSP AN PI3K/Ak 45 2 8
M AEfAETEE, EEHRGE R THITER.
55— AN 1 A ik D 1 ) A TGFBPT (1) JI5S 32 14 B 44y .
S£5 IGFBP AN [A], IGFBP7 Xf IGF & FI /1A%, X
HonH AT gEdE g A2 M gAML (extracellular
matrix, ECM) A& RN PG ZHEEH . g
WA, IGFBP7/E N ECM Wi 1, W] 5454 1
ECM 55 . b 7 R G R bRl 2 ik 4 5, H
AW TG B TR BE ik 2R A2 AR A5 R
REAH N, NS PR T 1] A T R Y
&, WAL T IS S M4 (41 MAPK., p53 8§
TGF-B 38 H ) 145 1 AN 75 I o
4.3 ALK FER

[TIMP-2] - [IGFBP7#5 il 8 & % fit 7 FH T AKI XL
o1 ), ABTEARMEAL S Iz I PR T AT T I
ek o AR 2 A | 32 W RN RS I ) 0 B =
G —tniE, IMZ NS UM, BRI T HZ ke
FAERME R, BLAh, ERRE IR,
RO RO B[R] 67 DA AEAE . T TIMP-2] -
[IGFBP7]7E A [a] .0y 8] (4 1 55 42 M il PR A Rtk
T LG8 — WA HEAR R 55 17 553 A e M %) ik 12 s 1A
PLR X B AT I FE 22 S5 A0 S 5 P BT ok A9 Pk
i o R GEPEA W s ST A [ A5 b fet A A
FH 5 BEEAAE R ER, RS T HSRM
AL SHET 55— A i AR A A IR R 1 SR
IGFBPT7 (K W T 5 A (6 . H iR 2 50 52 2R
FEF 24 ~ 72 h N AKT RURS: (9 S F00 i s A7) 4
AN RTRE R o = BB N A W 1 o 2 B TR NS
X B 5% ) A Ry I8 =, S 22 iy S 1 0 i
JNPAGE . RAE IGFBPT 78 F 1] Wi I AKT J 17 2 #X
R AR MERR T, HIL S DR & A 9k ) DG HK
= ZGEWISE ., —TRICU B H FIBF 5T B, R
HI[TIMP-2] - [IGFBP7]4E & J #7119 AT il ) Jeg 11 ' o) g
AR, XS TS (4030 d DL 2 1S Ol
BT R ) M= AR, SR KIS
WA e — L e, WIRIT AR, HAETH
TC C AR AL 25 9 AT B 1) 98 95 IGFBPT {5 53 4% o
HAE PARPL RUE L SR RG 5 T EHCAE I

55 0 A A v g AR TE S, H RO TR
RNA (small interfering RNA, siRNA) . /N34 i 51
o PORITR T B IGFBPT MR R EZEh T4 S
B A5 T A5 I R S B B, A I R I
BOE . EEE M IS, A5 AN EE B b A0 1IGFBPT,
Al BESs TR XT G140 A A 31 BEL VS (9 45 08 T
ST N B AR A . PR, R ke T T s 40 L 4% B
) A4 8 4 O ff I 4 A 0L ok G e IR LA St
WY B IE L PEAE D . 5% B RTIR, IGFBPT #H C #k
A% B e 3 DA 75 400 36 E 33 7 0 S Ak P i )
i ROX e kR, WA TR . BEE
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