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[(WZE] HM 50 B 4bre R0 5 mish (58 H% 0 b 8 88 J RAE KM, J5i 30 HORBaEHLY A
3 HEIA (6 H) AL (12 H) RZja (12 B b BASE 7.0 Pl A2 4 (provided atrial tachypacing, ATP)
8 Jil. Y ALHAEIEAT ATP (RSO B T . 294 R BRIEAT ATP AN S0 e f B AN, O Je Bl 25 43R
I7o AR TR AT SR S48 e 8 JR#EAT C RO AR 1 (CRP) R IR B 1-a (TNF-a0) S [ 40 A 2K -6 (1L-6 ) K P-4
W B LB R A A A D Dr L UK A, SR DS T AL, S e A AL IR R A B B0 2 0 s AR L D B At
(] B B R R U 0 s s 2 AR WA W W 25 . A 4 R B AR AL 2 CRP JKOT-45 B B W 0 v [ (434,99 +
135.26) ng/mL vs (346.67 +81.09)ng/mL, P <0.05] , A4 8 W2 4E4k4H CRP.IL-6 } TNF-o 7K B B 55 T o wigh f 24
PIL (P <0.05) , 259405 b5 B [B) 45 SAE R F oK i 25 57 (P > 0. 05) o SRAE R F K5 780 B BLAR SR R A LS
BEIEMEKR, &8 REEud R0 s 40N O 5 5 98 I RORE IV, 35 06 Bl ik 2 s 45 46 3 8, I B AR 4 RE 7K
T R R JC R AT BB A B BUA YT TR E AR .
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Effect of atrial fibrosis on atrial structural remodeling and inflammation in atrial

fibrillation canines

Dai Tianyi, Luo Taiyang, He Yihua, Gu Xiaoyan, Tang Ribo, Dong Jianzeng, Liu Xiaohui ( Department of Cardiology,
Beijing Anzhen Hospital, Capital Medical University, Beijing, 100029, China)

[ Abstract | Objective To evaluate the effects of atrial fibrosis on atrial remodeling and inflammation
in an atrial fibrillation ( AF) canine model. Methods We studied 30 canines, randomly divided into
3 groups; group A (n=6), group B (n=12) and group C (n =12). A pacemaker was implanted in group A,
and provided atrial tachypacing ( ATP) for 8 weeks. Group B received ATP and atrial structural remodeling.
Besides ATP and left atrial injection, oral hydronidone was administered for the pacing period in group C. We
performed C-reactive protein (CRP), tumor necrosis factor-ac ( TNF-a), and interleukin-6 (1L-6) expression
detection, echocardiography, AF vulnerability study and atrial fibrosis measurement at baseline, and 4 and 8
weeks after ATP. Results Compared to group A, group B showed significant elevation in collagen volume
fraction, left atrial diameters, AF duration and percent of burst attempts leading to AF episodes. There was no
significant difference between group C and group A. The elevation of CRP in group B was greater than that in
group A in 4 weeks after ATP (434.99 +135.26 vs 346. 67 +81.09 ng/mL, P <0.05). Eight weeks after
ATP, group B had more significant increases in CRP, IL-6 and TNF-« than other groups. There was no signifi-
cant difference between group A and group C in any inflammatory factor. The inflammatory factor levels had
positive associations with left atrial diameter and collagen volume fraction. Conclusion Atrial fibrosis contrib-
utes to atrial remodeling and elevation in inflammation, whereas hydronidone attenuates such effects,
implicating that hydronidone may play an important role in the management of AF.

[ Key words | atrial fibrillation; structural remodeling; inflammation; hydronidone
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O i BBy (TRTR B B J2 I DR v de i DL 8 45 2
DR SIS A 0 ) R Y KR Rk 5E
U BRI R b B A 347 A3 S I PR A R R A
Ko BB AR rh L B 5 R E 98 5 S 0 SO [ IR AT
Yy mT R 0 55 B 2 KM, O C A WFSE 4R R JRAE S AT
NE U i T8 2 URIA YT AT O s 2T 4
ARRREE T (8 i B 248 A 7K P 1) 5% 1 DR 2R 473 AS B Af
I 58 T o 235 4 L S 08 98 i IS L 5 Wikl 1 AH G 5
FET I, FRATTTE B B R ASE AL b R 580 o 45 4 Hi ST 48
REZKF-BYSE0 , LA — 25 T fi# s B & s B 5y 3 —
BRI MK YR . 4546 41214 K A F (connective tis-
sue growth factor, CTGF) & — 8- 4i LK 7, 7.0 F
JICET AE 20 i Kot JULAR L rh, CTGE ml ) 3 i 21 24 40 ffd
BB N MRS AR itk AR JE R 2 — O IR PLT
Hefez¥) , 1e Z Rt i sh Y o s s 2
WG I SR DU ) I AT A b B 5 b
72 JE 1 (hydronidone ) J2 AR J& B (9 2 , BT oAt
W R, A T R 41697 10 — Ik
PRI o AEFRATAY BTSSR D WU B v 72
Bt CTGF K j 27 4t 40 fg v] B S i .00 B &35 4 T
0, JE R A L AR, PR, FeATT LG B bR
AL (atrial tachypacing, ATP) 77 2UHE 57 b5 B B,
YRR Y NIINGZET Al 2 vl o ) S R D f
WSO P 45 ¥ o S o B A b oG RAE A Y 50

1 w57

1.1 s£33hih

30 HUEPE e AR R (4RI 15 ~ 18 AN, MK BT 4k 20 ~
30 kg, Myt at iR VE X 2% R S0 2 W e Bl rh O 3R A ) SR T BE AL
Berka 3 A (6 H), 2h4efbdl (12 H) k2P
(12 5 Frf REERIREFR A FRZR12 .
1.2 & EZEHM5KA

FEEGA AL HEC E F A B (P AR 7 DF-SA A
Ly HL W 4P A (48 |5 Hewlett-Packard GmbH ), & #§ 43 #7 X
(Medtronic PSA 5300 #4) , #jeg = i 45O S F 45 ( I H B
HERH A BR A F], FDM-30; 45i 22 400 ~ 600 {X/min, % H HL &
5.0V, Jik3 0.2 £0.05 ms) , Vivid7 3% {6, 238 #7512 Wi (GE
AFD) . FEBEFEFER MHK CRPIL-6 Fl TNF-o ELISA 13|
(A AR A IRAR) , CTCF (M4 Wy 2= H R
A BRAT) el ( i B IEE ARG RAR) .

1.3 %£8rnk
L3.1 RERMAFREANME SR FARIEI RS — B
S A F AR E VAT [ SYXK(50)-2009-0013 ], DA 5% %
4N (0.5 mg/ kg, WS IR HE AN R ) w TS RRE, TR ETBCA
M5 KI5, BT IO R 24 2.0 em x 2.0 em, Feig iz LAN 2%
AR (HEHERMEER) W37 CHRRERZ 1R (PBS W) =
Mo Y JI5r 8RB PR T A2, I8 B2 K 39 /e, T PBS
TR R RN, L) 0. 2% JiE TR T Fn 0. 25% Jig 2 11 i I 4k
Ja MG A s &R, 2R HEE FE.OE P, L
1 000 r/min &.0> 5 min 5, IR A E B4, Jf & T 100 mm
SR 75 35 3% MR in A & 20% JiG 24 1015 F 1% Fi 4= E
DMEM £%3%%E (Invitrogen, Grand Island, NY, USA), 7£ 37 C
5% CO, M 95% 25 UMM TR SR an e, FR H B ks 57 3%
ARG S, Lh PBS VR e T A B AR 1 T A , K At A AR
Kigk. BHRALE)R WA IE L 40 M B 114, 4u ik
HIAF] 1 x107/mL FWCAEAAIT LA 1 mLL 1535 F R (40
1x10°/mL) , JIIA 0.16 pg CTGF J5AE 1 h EAT A2 0 BT o
1.3.2 ST GEREA SRR REE R 12 h, 25K 8 h,
PL 5% U L Z SRR R, R AT RS S RALOE <., BEs
P T4 6, 3802 43 B9 R K L B2 T R4 LY A 4T 0
£, B g 470 by RO R A (R B BRI
BRZA R B FA 0o P43 A A0 % 51 P, 2 K (vl s 1
B <1 V,FHHT 500 ~ 1 000 Q) =5 , 4 A% =2 v 55 2R = v
RS I (11 B B AR R R, FDM-30; 45 S v,
Jikifr0.2 £0.05 ms) , FfAH5 B AR TS LT, U FIRIKE &
FMREEES . RIS HREERIT A B , L1 400 ~ 600 Y/ min 45
RPEFT ATP, U L, A 25 I 36 JIF e B 2% T VR IE &, FR sl
8 Jil, & 2 JHHC 1 kO i R A0 E R RS . R e K
TEHHR LIP3 d B

LT YEAZH R N2 EH R IT 0 5 2 8 A 0 i B 2 I e Bk,
CTGF(0.16 pg) )l LT 4 20238 (40K 1 x 10°/mL) 14T,
AR SR TS 3 2 I e ok 1) 2 0 o U 13 B (T TR e 1
S5 WGER 0.2 mL) o BRERAH R AT b5 U 4 A TR
Ko PYHR TR 1 d TR T IRZEE[40 mg/ (kg - d) ],
FRE A% (R AHT 6 MR (24 h) DL B
1.3.3 RIEWTWE  RERMAT, &M 4 5 5 8 JH
B HRFIKIMARAS, BRI 8 mL, B TR HhfR 4145 (EDTA )
B, T4 CH&MNE%iE. 3 000 r/min B0 10 min,
BN B R AET - 80 C &4 F =M@ mf WU . ¥
C-J % % 1 ( C-reactive protein, CRP) | [ 41l i /1~ Z -6 (interleu-
kin-6 ,1L-6 ) M iy R %E K] T--a ( tumor necrosis factor-or, TNF-ot)
I 1R T EHK e 125 (ELISA ) A5 5 =X 5E
1.3.4 Ml 03 KA A TR, R 4 L 8
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18 % 1| K VR e S e v s D A e )N 9 NI |
Vivid7 #5235 #l F 2B (GE 2] ) R g8 AL MRk i 7
YRR R A . AR DRI LY IE AR B B
BEELR, BARLELENE 2 WK BUYERHIT . Iih
PR AT () BRAE B 8 14y g ] — 7 I A AN 15 43 2 09 1
B S
1.3.5 Jpruigktt #3478 J& ATP J5 , BRI R IS T ALK
WA MRS, AT 0 H I 6 h, WML ICFIE IR S
RIEAYESF 5 WO, LA K BB 22 IR I ) o 458 1k A S R
AL ST AR K .

1R ATP 1S A7 DR A B A . BRI RS #1700 H
W, DARG-E ) OO M E 2 R R K AR
K e AT DAL AT Burst ORI o W5 kA, B R AR
% 12 YK Burst $llif, FN35B07 2 ¥ 20 ~30 s &Kk 100 ms (1) 5]
B IR AR 1 min DL 1iA K B BT B
1.3.6 L EHSER T MR FRRGE JT  ALAE LS B, iR
TR 700 5 U B B I 7 It 0 K 7 o Ak T A o 1 S B O U
AEAEIR 2 DNHLUWRAS, [ 5E TARR M D A iR AT
HY A (4 ~5 pm) , AT IR ARG (HE ) e FRAR B 21
o, FERLEE T, S0 BT B HERR 2 i 8 B i 48 Bl R) 3 A X Ak,
FATHENLEG 3BT RGeS KRR B A ) R o i 4 4R
JEo BAPRAEP R R, Sk U R BEALIE S AT i A Y L
B HOR R B IR AR08 (collagen volume fraction, CVF) =
i3y SN AV KSR AN @B (=R Tab] 3R e AT 1
1.4 guit sk

K] SPSS 17. 0 Beit-B 437, Bdls LA v + s R, T 5%

o SNV 2
=

y

e

»
% »

i

A\ d

BERH ¢ K30 mr 28 00, 22 LI (E 28 57 A e v B SO, 4
AT B Z ] LB g K3, THBCRORER I X K, 28 i
Z RIS B AN S0 HT

2 HR

2.1 Rpsilsg s

LR KU AR B HE LK T S 28 e o R4 L Y
BTA RISV OHE, 8 ATP i fE P T 32, #E47 ATP R
B 8 JE R SR A P B 2R B e A R R SR T
97, R B 250 A8 RSN

HARIE0 P brA HE Qe @ B R] WK 21 218 22, ILET 4k
RANA—  HEFIZETL B 22 2875 gk (P 1) o AR T B B L
AR /o0 AR A I L U] S 22, WLEF 4 R/ — , HE
FUGAAZEAL , 22 W 2805 ik A% 5 BV W 5 25 W) L 700 s Lk
A PR ET AL ZH T D

PIRIR LT e bR A UE 4T CVF S8 i, vl WL £F 4 {41 42
AL ps CVE B0 BT By B S 2544 (P <0.05) , i 3 B 20
HYEZ ML B2 (P>0.05, 1),

1 BARVEKERVHSB CVF TR [(2£5)% ]

205 n 75 CVF 45 B+ CVF
T Bz 6 14.17 £3.92 12.33 £3.50
YAkl 12 21.33 £6.62° 20.67 £4.25%
24 12 13.67 +3.60 13.83 £2.73

a: P<0.05,5 Fonsarbs

0

AD: BB B A e C F M A ~CHE 3 &;D ~F RORBL & 7T LA YAl 08 G ¢ oAb R85 S he &, 2 LA o Yt

AL LH I 5%

Bl REOCHEARZRE (x400)
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B RAHT A2 0 Py AR TCH 28 5, BB 4 I 18] 28 1K At
P HARYI WIS R (K 2) o B 4 JFI, 27 4efb 4 K 2 M A /e
B EARBORAERT W AR (P <0.05) , ZEH 8 JHI, 44K
ZE Py AR BGRAG AT E R (P <0.05) o &4 1 8
I, 2 AEAL A s EAR W R T B B, 24 4 ek, 259
Ao pr B RYLR /N TE4ELd (P <0.05) , &4 8 Jamh 2y
WA e b BN AR R AR WL T4 (P <0.05) .
P55 A A, D B S 25 2 [ 3 o R 28 5 (P >
0.05),

K2 HEHAREVCEHERE (mm, xxs)

415 n FaELNy A4 A8 A
FrEdl 6 AR 26.83x2.21 27.33 £2.06 29.67 +2.232
LR 25.50 £2.61 26.67 £2.81 28.67 +1.67°
4kl 12 L F#R 2517 £3.69 30.17 £2.85%> 35,33 £3.45%
fifife  24.83£3.16 29.00 £2.49*> 33,33 +3.05%
A 12 BFE 25.50+2.94 27.00 £2.172¢ 28,50 +2.473¢
fiAife 25.50+2.32 27.83 £1.40°  29.50 £2.24

a:P<0.05, 5AMAT 4 ;b:P<0.05,5 B ts;c: P<
0.05, 5 4 e fu2a b 45

2.3 S EWHHEM

FEH T P AL , 27 A Al 20 R A58 1 0 4 43 o B R 1 L
RS , B BRI (6] B S 4 K (P < 0. 05) , B IS S < W] i T
B (P<0.05) , BrEig 55259 4 e 5 By Wie K 1 LA B B
S ) e B B K R TE I 2 (P >0.05, #3),

x3 JAXLEEHHRE

[ B2 -
415 n DA (% )
Hm(H) F2 ] (min )

Jr B 6 4 37.0 +30.9 11.1
b 12 11° 134.7 +95. 1% 47.20
2y 12 8 41.8 £34.0 17.4

a: P<0.05,5 5314 bk
2.4 KEAF

AT, 4R RAE N F KT 8 22 57 (P >0.05,
F4), B4 AU RS R FEF KO B8R 5 8T =
(P <0.05) i 8 JE B, £ K CRP J& 1L-6 7K V- 35 4 A 4 iy
B S TL s, B B 2 S 4T AL 41 K TNF-o 7K 5508 R0 B 2 7
o A 4 EIN YLl CRP K4 b B W B H s, R
8 JEIBT, £F k2 CRP.IL-6 & TNF-o 7K 734 B 5 55 F 2 B4
KA (P <0.05) , 255 s B 20 1) 45 2 i [ 7K 16 B
B2ER(P>0.05),

R4 BARKERFKE (vzs)

45 n CRP(ng/ml.) IL-6(pg/mL)  TNF-a(pg/mL)
Bl 6 CHEET 228.69 £30.31  141.24£73.91  30.93 +26.92
A4 A 346.67 £81.09%  266.88 £149.93*  57.10 +33.06°
EES A 30414 £53.00°  196.22 +55.53*  40.87 £19.03°
SPHEfbal 12 T 251.05£67.37  146.81 £36.35  21.75+12.07
A 434.99£135.26" 308.78 £142.48"  60.63 £36.47*
AL 8 A 424.30 £97.63%  247.52 £65.92¢P  58.74 +25.743>
2 12 AT 262.11 £73.25 130.55 £77.40 28.72 +13.30
EIA R 418.56 £108.73% 251,12 £122.21°  64.62 £21.42°
A 8 Jil 334.68 £88.62°  193.35+66.27¢  34.51+16.32

a:P<0.05; 53T ;b:P<0.05,5 ok

2.5 WEHEHHELEERF K ERFH X AR

L 8 JEB, RAE B F oK TS50 s 3 A AR A HLA A G
Yo FOEY K E, CRP K520 5 B N2 IEMAHR
F(r=0.462, P=0.010) ,1L-6 KF 57055 B FARRIEH X
KF(r=0.387, P=0.035),

10 5 £F 44k 5 T, CRP K522 5 (r=0.709, P =
0.000) K47+ CVF(r=0.496, P =0.005) ¥ L IEMHEXR,
IL-67KF 54 5 CVF R IEM KK R (r=0.451, P=0.012),
TNF-a /K574 55 CVF 2 IEFKK R (r=0.528, P=0.003),

3 it

D B A AL ] — 2O LA ST 5 A R
BIRZ I TR R RAE L0 b G540 T 98 KRR U
JO7 45 TSN By Wi Kt A T AR HARHL AT AR 58 4
WA . PRI , ASIFTEAE R B BARE 280 oh Jon Bi wll A0 s
SERELIR WU JEAE N5 /K-F- B 2 , At — 25 1
fige XU s A5 AR T I 5 ST S W Z AT S R o

ABEFE AL B R R 8 i W S = R0 s 47 4
b, ZHER SR A ] Lo B LA Ffa-HE S 25 L R 5 e D
HEAGER I, HEAT ATP KRR 8 J& 5 34 n] i & i
D, IR, R s WA a7 75 vk Al R A AR

Oy BB AL O D A M T VB e B BT T L
D 1) J T Al Koo 3 47 R 445 4 B 9 ) i BRI,
B 21 AEALSE O LA 2L a7 Y B U, A3 4 T2
Pral , M4 K0 b3 Al 240 5 22 BT IR 1B, 0 s 4
A 9 R T O I [ R 0 B B A o R AR A
W, 2ol ik SY CTGE et 4E 4 i = 1 b7 Bt
R P a M E I, 21 AEAL 200 b3 JILAR R L% 1) Jo i 7 42
B BRI, CVE i 38 T, 220 b5 AR W s Wi 2
UIRTE: N i N T 7= o ) G 0 N s 2
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RS T B K, 27 4 A 2H KA 1 S 255 B
4 L5 , P BRI 11K, B BRI & 3R v, T B i 4
SRR, B, LA B TEST CTGF R i 4F 4
Y7 T 0 5 B R B R AR T TR A S O
LT LA TN EE RO B 5 4 0 % F O IR B T
181k,

TE S IV 7 T , 980 PR -7 5 B B 4 42 A B
YRR R R, BRI CRP KB TR B
W i, O LR B B R CRP A4 & 1 By
mig Y L AU RS B, DT EC AR P S Rl
T BMI LR S Je At 7T 2625 W 10 U, B B 3% .
4 1L-6 . 1L-8 IL-10  TNF-o J% B4 41 Jifd 4 f6 26 11 7K 7
A S 2 B MG T g e P B e Bk
ANEB R TL-10 B TNF-o KFW B THEs. A,
JAE R TR FAE T A B B A T R 2% SR 3h k5
RS A T S L P R B E AR 24 h T &y IL2
FIL-10 A TARE AW ERE" . BERET
L A R B2 ) S AR D 38 M AR 5 SR KT AH
M B CRP K TR, B B kKU B
AR R A R R Y R I L2 KRk
O = T R I B RS, £278 & logistic [B] 543
Wr B , ABEIE 1L-2 K-8 52 il i o B0 <7 91
M IL6 K sICAM-1 & F5 45 2 1k ST 1 3 B
(1 0 5 52 I S M R A R 1 A B A AR L e
RGN b B SEE U A 55 —J7 TS T B B 4
ZIH IR R o AT 2245 4 m] AR s B ) kAR R R AR
R B A e AR TR R T AT D R R 2
ARG P B R R0 R, S8 N 5 B B
RV, ABETT R 4 RN A 4 R4 SR R Tk
R AR T i e 8 JE I, 44K CRP K IL-6
IOV EE AT BT . AR A SR E A
TN A R, (FA 8 T N e A T A AT B R
HiAE, 5 H AR 3

FLR o B 45 4 T 98 55 S8 i 0 22 ) 4 56 28 7 R 5
S (A WFTE IR 4 B S e il S8 WL AE”
I 2538 B 5 F TR B 28 TR A, B B B
0 R A R R ) S 2R T RS S0 WL
RSB AR, IR0 B LA ML JA T, 2 )5 CRP AT REAE
SRVRIRRFE M 0 D LA BT 2 5 08 T 40 I R N B
SEURTRISRE I S AMEIGT | %5 JLZR M 4 Bk 2
A (S A o NI 0 o4 A TS D1 0 - i @ AL
RES G T B AR, RO B W 5 T 4E s . AR
WFFEHE— AR T P 2T AT 0 T 98 J% S8 KT 1

SO o AESAE RN AH OG-, 20RO 25 1 CRP
VER AR BUBR RAEFRIC ), PR SR/ 5 AE N )
Ko T IL-6 J2 TNF-o S8 A5 98 0E J N 19 32 22 40 g
T TL-6 Ty ] i 2 FLAE AR B o 188 A b i i o 22
VB B30 52 B 22 22 5 (0 8 o B 5 22
TNF-o 7K1 5 W) 5 e S 2 1 D0AR, Wi D fig S5 I
EFoKI Ca’ A2 EhAH R N, AR BFFTAR I CRP,
IL-6 J2 TNF-ou 7K V- LA W 58 i S b 7K A9,
HZE S CTGE K af 4t 4 Miifs 5 000 b 2 4k 1
B3 BR S PR 7K F- T e, TR JE R e 4 R B 4
P YR BRI, FRAR S0 Tk o BRILZ 4N, SAEH
T 5.0 55 G5k F AR OCHE b A W AR e, 7
DEY KT, CRP K IL-6 K520 5 F RARIE
MRHKFR . TEL e 4Efb )i, CRP (IL-6 J¢ TNF-a 7K
V5.0 P CVF BIEMCCR . AT AEN, O P 4
PSR S ST B 45 5%, 38 AT 50 288 I g il 2, I
HRIEHR TS5 E PR, HEin &Lk
AEFFHLHI A A%, 035 RAE | 2 4 Ak K S AR R 380 0 45
AR 9 AT UL 5 AL i 7 B B AR R e 3 R v AR A
L HAEH AT — ISR AT 45 ML = 18]
FHEAEH

LIS s T AR e B AE TR A S Bt R T
AVE Y ) AERTET 4 Ak N AR I S R P S
IRl 2 i 2 R 7 it B R 85 5 R A il IL-18, IL-6.
IL-12p40 B4 240 il ¥ A6 25 1 (MCP) -1 7K P38, JF
PR R R 5 T 0 il TEN-y 7K1 B, B el 4 1
KBRS IR o 1 S50 5h Bk 42 151 5 455
Hh A JE A L FH B ] T 2 R AL R 3Rk [
IR T SO PR A0 PR 9 A2 B, R TNF-o TFN-y J2
TL-6 25120 7 IR 25 S 2 I3 - P o M K LA 7
w2 A B el R B FE R R 3 A e SR
I O NUBRN M . 7 — IR DAL = R s
DIE BT AR & e R s s B, i e
[v] i P ke =l JE i 1 245 3 20K JE R 224k B 8 A, O
H 25400 3 20 R 7 by 5 SR, D B R 252 1 () 4
G TINF-o AR R . EASBIFSE v, AT T WL )35
JeERBA AU AE T o A iR JE R B ALY, 2
JETRI AR T ATP 755 B BUR 78 v ()00 3 5 4 o 98 Je
G 8 gy ke, IF BB AR T CRPIL-6 K TNF-a 7K
Vo B HIER A Al S AR AT SO A i B A v B
YEH, B2 JE BT EF 4 Ak S 3t & i AF F AT GE4 7E s B
7 AR BN ABATY R 2 — 20 S 55 B it JHL e A iy e
fi) 7] 5 N 55 A2 P Hk G vy FH A 5 o
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i bk, 75 ATP U5 5 (4 b5 iR LR v, 7 B T
5t CTGF RSt 4 40 i 100 s 21 4 AL, TN
P 4 Ay T 8 X e T O I AT A 57K T, RAE A
TG E IR B OC . 2 B ATy O By 45 44
O R R E I R AR SR R T K o B0 B 4654
FIE N4 258 ] REAS A b3 B 7 Rk AR
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