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[ Abstract] Objective: To establish a mouse model of rheumatoid arthritis with interstitial lung disease (RA-ILD) in DBA/
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1 mice using Porphyromonas gingivalis (Pg) infection combined with collagen-induced arthritis (CIA) , and to comprehensively
evaluate pathological characteristics in joints, lungs, and serum. Methods: Forty DBA/1 mice were randomly divided into four
groups, i.e., Control, Pg infection (Pg), CIA, and Pg infection combined with CIA (Pg+CIA), with 10 mice in each group.
Arthritis clinical symptoms were evaluated by recording arthritis incidence and clinical scores. Micro-CT scanning was used to
assess knee joint pathology. Histopathological changes and collagen deposition in knee joints and lung tissues were analyzed using
hematoxylin-eosin (HE) and Masson staining. Immunohistochemistry was performed to detect protein expression of a -smooth
muscle actin (@-SMA), type I collagen (Col I ), and fibronectin (FN) in lung tissues. Real-time quantitative polymerase chain
reaction(Real-time PCR)was used to measure mRNA expression levels of a-SMA, Col I , FN, tumor necrosis factor-a (TNF-a),
interleukin-6 (IL-6), and IL-18 in lung tissues. Enzyme-linked immunosorbent assay (ELISA) was used to detect serum levels of
Pg, cyclic citrullinated peptide (CCP) , and immunoglobulin G (IgG). Results: Joint lesions: The CIA and Pg+CIA groups
showed 100% arthritis incidence, with evident joint redness, swelling, and deformity. The number of affected limbs was 27 and
28, and clinical scores were 68 and 70, respectively. No obvious clinical symptoms were observed in the Pg group.
Histopathological and imaging analyses showed severe joint lesions in the CIA and Pg+CIA groups, with significantly increased
histopathological scores, bone mineral density, bone volume fraction, trabecular thickness, and trabecular number compared to the
Control group (P<0.01). No obvious joint pathology was observed in the Pg group. Lung lesions: The Pg+CIA group exhibited
marked alveolar inflammation, interstitial inflammatory cell infiltration, and alveolar wall thickening, with pronounced blue
staining of collagen fibers. Histopathological scores and collagen area ratios were significantly higher than those of the Control, Pg,
and CIA groups (P<0.05). Lung protein and mRNA expression levels of -SMA, Col I , and FN were markedly increased, and
mRNA levels of IL-6, TNF-a, and IL-183 were significantly elevated compared to the Control group (P<0.05). Serology: The Pg+
CIA group showed significantly higher levels of CCP, Pg, and IgG compared with the Control, Pg, and CIA groups (P<0.05).
Conclusion: DBA/1 mice subjected to Pg infection combined with CIA exhibited pronounced symptoms and pathological features
of RA-ILD, along with elevated serum anti-CCP antibody levels. This model represents a novel RA-ILD mouse model, providing a
valuable experimental tool for investigating RA-ILD pathogenesis and developing new therapeutics, and serves as a basis for
establishing anti-cyclic citrullinated peptide antibody ( ACPA )-positive RA-ILD animal models.
[Keywords] rheumatoid arthritis; interstitial lung disease; citrullination; animal models; Porphyromonas gingivalis
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Table 1 Lung pathology scoring criteria
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£33 FARBEEFTEMDMRETREBEHFIE (1=10)
Table 3 Effects of different modeling methods on incidence of

arthritis in mice (n=10)

2H 51 R H 1% 2 R ARET A Ir e IR R B3 /43
Control 21 0 0 0
Pgl 0 0 0
CIA 4 100 27(HI A 10/)5 12 17) 68
Pg+CIA 41 100 28(HiI A 12/)5 2 16) 70

3.2 RIAl MR A R OGRS e Micro-
CTHRIM AR FIEM /N R E R RE .,
Micro-CT 45 3 .75, Control 2H i 3¢ 37 Y 58 %, &

x4 FEEEFTEINDRIGERRSREOFME (3£5,2=10)
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R, M Pg+CIA 415 HoAth = 41 Lh 8, IR G 1y 3%
[T 2l 150 A e = D 2l | 3 R A = 2 2
LR s RAR S, LR 20 B R SR
145 R W 7R, 5 Control 41 L #2 , CIA 41 1l Pg+CIA 41
BMD .BV/TV . Tb.Th #l Tb.N i 2 &% (P<0.01) ; 5
Pg 4H [ %8 , Pg+CIA 41 BMD .BV/TV . Tb.Th Al Tb.N
H I B A% (P<0.05) , CIA 2 BMD #11 Tb.Th B & [ A%
(P<0.05) ; 5 CIA ZH L% , Pg+CIA 4145 FRAG #a 3 {2
ZRIEGEITFE L, WS,

Table 4 Effect of different modeling methods on clinical scores in Mice (x+s,n=10)

215 36d 38d 40d 42d 44 d
CIA 4 0.00 10.22+8.33"% 21.80+11.58"% 35.00+6.20" 44.44+7.67"Y
Pg+CIA 21 0.00 11.33+7.87" 24.67+5.92"% 33.33+9.00"Y 43.33+5.66'%

215 46 d 48 d 50d 54d 56d
CIA 4 49.44+6.39"% 53.00+7.07" 53.78+5.33"Y 57.11£6.57" 58.00+7.62"
Pg+CIA 41 48.22+5.33"% 52.33+5.10" 53.11£6.57" 55.56+7.92"% 56.89+10.35"%

1 : 5 Control 41 FL 45 "V P<0.01; 5 Pg 4 [ 45 ¥ P<0.05,% P<0.01; 5 CIA 41 [ 45 ¥ P<0.05,% P<0.01( % 5-2 12 [7]) . Control 1 1 Pg 41 iffi FF

5334240

#:: A.Control 41 ; B.Pg 4 ; C.CIA 41 ; D.Pg+CIA ZH (& 2-F 6 [f])
B 1 FREERT EX /R KT KGR R 2

Fig. 1 Effect of different modeling methods on clinical

characteristics of arthritis in mice
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JHE O A 20 S 43 38 2 T i (P<0.01) ,fH 2 4

C D
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Fig. 2 Effect of various modeling methods on knee joint

pathology in mice
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x5 AEIEHEFEINE BMD.BV/TV, Th.Th, Th.N § & I
(x+s5,n=10)
Table 5 Effect of various modeling methods on BMD, BV/TV,

Tb.Th, and Tb.N in mice from different treatment groups (x=s,

n=10)

ControlZ] 640.37£50.62  0.95£0.15  0.58+0.12  4.25+0.75
Pg 4 610.43£54.93  0.90+0.20  0.48+0.10  3.50+0.50
CIAZ]l  420.48+4536"% 0.85£0.35" 0.36+0.08'"% 2.76+0.53"

Pg+CIA 4 419.05+45.38"2 0.80+0.12"> 0.35+0.09"> 2.53+0.63"?

(o] D
B3 ARAEEAFEZNEANMNRBXETALAREFZTANZMN
(HE, x200)
Fig. 3

Effect of different modeling methods on knee joint

histopathology in mice (HE, x200)

DLt 3 R TR AR S I K YR B it 36 ) B v Bl
FEBE VR, Bl A% BE Bl rh B A% A 40 M v T, DLk T 40
HIBAAZ 40 M0 32, %5 Control LA W B 25 5. CIA 4
/0N BT DL it o6 B e B B b E Y R AR R T R R R
SiE 41 LIR30 , LA Ik ECL A0 R A I AT i Sy T2 L A
Control 414 W B 22 5 . CIA+Pg £H AJ UL K i FH i o0
P K i IR AT it o 1) R 2 R ~ R G JEE ] 5T AT
Ui e B Bl RE R 2 R A ORE A MR T, 5 TR 43

R7 TEBERAEINESHNRMERFEZESHRM (F+s,n=10)

x6 ARERERFAEMNNREXTARFEZTESHZM (3,
n=10)
Table 6 Effect of different modeling methods on histopathological

scores of mouse knee joints (x+s5,n=10)

2H 531 28U B AE V515
Control 1 0.51+0.29
Pgl 1.26+0.57
CIA 4] 8.35+0.98"
Pg+CIA 21 8.53+0.82"%

A, LA B A0 R R A AR Sy T, A A A b
20 i 5 4E B¢ Control 2 Pg 4H A1 CIA 4 ¥ W] & i
0, UL 4. 3F— 20 DAl I 5% 0 9 728 B B L R] BT R A
21 ¥ Vi) R i 9 R 44 JEL AR B 3 4 i /0N R 4 41
PEATEE A VS R G = 3 2 AT 53 it 41 20 A5 A2
BRA,ERER, 447, 5 Control 4 . Pg 4l .CIA
4 HLAL , CIA+Pg 21 Jili v 4 iE 55 48 PF 43 | 1] 5T 4% iE 20
JH0 53 T 43 i o B 8 R AR T 43 i 2 2 AR 7R
JE R B35 TR (P<0.01) 5 5 Control 4 L #5, Pg 4H
5 CIA W 450375 3% THm (P<0.01) . WK 7.

B4 AEEEFENNRMALFEZTHHZIE (HE, x400)
Fig. 4 Effect of different modeling methods on pathological

changes in mouse lung tissue (HE, x400)

Table 7 Effect of different modeling methods on histopathological scores of mouse lung tissue (x+s,n=10) an
25 it 36 9 P 72 3 43 [i] JT 2 A 4 L 3 1 DF 4 I ¥ B 45 JEE Y 53 Jif £ U5 A8 A R 53
Pg4l 2.50+0.53" 2.50+0.53" 1.50+0.53" 6.50+0.53"
CIA 4 2.30+0.48" 1.80+0.63" 1.70+0.48" 5.80+1.23"
Pg+CIA 41 3.70+0.48' 3% 3.30+0.48' % 3.00£0.67' % 10.00+1.15"39

1 : Control A1 5514334 0

3.5 ATA) RE AR 5 iR X /N BRI 24 2R £ 4k AL R B Y 5

M1 Masson 42 {0 FH T B U3 S5z B AS [) 25 8] i £F 4 £k,

FRRE I IR £ 4k R i 6, AT 4E 2045 . Control 2H 7]
. 86 .

DL fils 2 2R 235 ¥ 1E K, L 4 40 e S AT A e (0 3 B
AL T 5 T A L AR N HC A L i A L
LT Y UG A Pe T A RS B, VR S Al



5532 555 6 ] HESXBARFRE Vol. 32,No. 6
202643 H Chinese Journal of Experimental Traditional Medical Formulae Mar. ,2026

A 35 G 5 e L ] Pl A /i i TR 2 2 38 &2, il A K
BAE AN IR  CTA A 45 REUE# , R85 B4l
A2 35 G B R L ) T g e i 27 A4 TC W e 34 22, Il A
R RORE AN ML s CIA+Pg ZH S5 My BU% , S8 S B4l
0 A5 35 G B e L ) LA D 7 A 34 22 il ot A7 K o 48
SEAN IR ok — 20 A I SR AT 4 A Bt AR R D04l
H, Pe+CIA 4L R A e e i, S5 A 34 e B 3
Tt (P<0.01) , CIA 2H i I i LU 55 Control 4141 L
5 T (P<0.01) . WL 8 FIE S,

#8 FEEEAFENEANRMARREERLNOEM i,
n=10)

Table 8 Effect of different modeling methods on collagen area

ratio in mouse lung tissue (x+s,7=10)

21 51 Jise Ji T AR L
Control 4 0.009+0.002
Pg i 0.058+0.012"
CIA % 0.035+0.005
Pg+CIA 21 0.157+0.013"3%

3.6 AN[] 3k AL 07 vk X /N B2 21 a-SMA [ Col T Al
FN 2 1l mRNA K5 & 052 m /) R 41 41

P£ 2 Ak K I 45 B R, Control £ Jili £ 41 oK L
a-SMA .Col | 1 FN fHM:Z &, Pg 2 1 CIA 41 7] U,
/b it a-SMA fil Col | # (0.5 {0 3 £ FN# (A 5 (4,
Pg+CIA #H 7] W% % a-SMA . Col I F1 K & 9 FN FH
PG i . Image J 3K 70 Br 45 2R WR , DU 41 h P+

a-SMA

Coll

FN

Bs5s AEAEEAFENEANMNRHALRTEZTANE N
(Masson, x200)

Fig. 5 Effect of different modeling methods on pathological

changes in mouse lung tissue (Masson, x200)

CIA 41/ U 248U «-SMA [ Col T il FN Z& 1 BH 1
YR 4 W O FE B ¥ B 5, 5 Control 41 F1 Pg 4 L
i, Pg+CIA 4 a-SMA . Col | FI FN 2 4 % 1k B i I+
= (P<0.05, P<0.01) , 5 CIA 41 It #% , Pg+CIA 41
a-SMA B & F+ & (P<0.01) , 5 Control 41 It # , Pg
4 Fil CIA 41 Col I Ml FN & 1 & ik W & J+ & (P<
0.01), "L 6 M1 9., Real-time PCR A M 45 5 7w,
5 Control 4 [t %, Hofth 3 41 o-SMA . Col I .FN
mRNA F ik K 8 & 75 (P<0.01) ; 5 Pg 41 fil CIA
41 H 3, Pg+CIA 41 a-SMA . FN mRNA % & W] & T
4 (P<0.05,P<0.01)., W10,

E6 AEEREAENEHNRMEALR a-SMA.Col | [FNEBAKRIEKFEHIM (AL, *x400)
Fig. 6 Expression levels of a-SMA, Col | , and FN proteins in lung tissue of mice from different treatment groups (IHC, x400)

3.7 A3 A5k %k /0 B 2H 24 TL-6 . TNF-« FlI
IL-18 mRNA % ik & (5% I Real-time PCR £y iil]
45 W i 7R, 5 Control 41 It %% , Pg 41 Fil Pg+CIA 41
IL-6 .\ TNF-a #l IL-18 mRNA % 35 /K F i 3 T+ 5 (P<

0.01),CIA 41 TNF-B.IL-18 mRNA % ik /K F i % 7F

i (P<0.01) ; 5 Pg 41 b # , Pg+CIA 41 IL-6,IL-18

mRNA 357K F 8] 8 T+ & (P<0.05,P<0.01) ; 5 CIA

ZH % , Pg+CIA 20 TNF-a mRNA % ik 7Kk F i & TF
. 87 .
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F9 ARAEEFENSHMNR a-SMACol | FNEARIZEE
RIS (x£5,n=10)
Table 9 Effect of different modeling methods on a-SMA, Col | ,

and FN protein expression in mouse lung tissue (x£s,7=10)

2151 a-SMA Col I FN
Control 41 0.140+0.018 0.071+0.005 0.037+0.008
Pgdl 0.168+0.005 0.109+0.013" 0.120+0.011"
CIA#H 0.174+0.007 0.115+0.004" 0.136+0.007"

Pg+CIAZH  0.354+0.060">*  0.127+£0.009">  0.155+0.011"%

F10 FEIEEFEXZH/NR a-SMA.Col [ \FN ) mRNA RiX
KEMFME (x£5,n=6)

Table 10  Effect of different modeling methods on mRNA
expression levels of «-SMA, Col I , FN in mice from different

treatment groups (x+s,n=6)

4 51 «-SMA mRNA  Col | mRNA FN mRNA
Control i 1.0040.10 1.00+0.30 1.00+0.07
Pg i 2.49+0.68" 1.25+0.30" 1.44+0.01"
CIA 4 2.62+0.45" 1.41+0.06" 1.87+0.47"
Pg+CIA 41 3.52+0.1213% 1.75+0.217  3.55+0.1239

mE(P<0.01), W11,

11 FEEEFEIT&H DR IL-6, TNF-a.IL-18 ) mRNA &
EKFER M (X+s,n=6)

Table 11 Effect of different modeling methods on mRNA
expression levels of IL-6, TNF- «, and IL-18 in mice from

different treatment groups (x+s,n=6)

4 51 IL-6 mMRNA  TNF-a mRNA  IL-183 mRNA
Control 1 1.00£0.22 1.00£0.14 1.00£0.15
Pg#H 1.23£0.07" 2.64+0.28" 1.28+0.10"
CIA4 1.18+0.12 1.41+0.26" 1.55+0.06"
Pg+CIA 4 1.5240.06"%  2.75+0.04""  1.90+0.31"*

3.8 R[] Sy 6t ULV CCP Pg il 1gG % & 1) 5%
ma /N BV R R I 25 SR 8 R, 5 Control 4H [
¥, Pg+CIA 41 1gG. CCP.Pg & &t 2 & Jt & (P<
0.01),CIA 4 IgG % & . 3 J+ = (P<0.01) ,Pg 41 Pg
B TS (P<0.01) ;5 P4l b #%, CIA 4 1gG &
i 3 FH R (P<0.01) , Pg & & 1 3 FE AR (P<0.01) ;
5 CIA 4 L #2 , Pg+CIA 4 1gG .CCP .Pg % it ] & 7
= (P<0.05,P<0.01), W12,
4 itig
RA-ILD s Y B R H i 22/ Wi s, — 282
RA FAZIP G R, G CIA . AA Fil TNF-Tg3647 55 5
RN BB s ) — R 2 S B B8, T CIA 45 & 1ok
B2 oA LR AR IO LR SKG LI/ A
. 88 -

12 FEERFE}NR CCP. P IgCEALEMFIM (¥+s,
n=10)

Table 12 Effect of different modeling methods on CCP, Pg, and
IgG protein expression levels in mice from different treatment

groups (x+s,n=10)

28 %) IgG/g- L™ CCP/U-mL" Pg/pg L’
Control £ 2.68+0.98 12.57+4.81 0.79+0.25
Pgl 3.66+1.22 18.95+4.50 1.55+0.36"
CIAZ 10.51+2.93"% 19.18+5.36 0.98+0.32
Pg+CIAZH  14.5244.97'%  28.05+6.38">%  2.19+0.64'Y

T B) 20 WA R 4 3k S ) R A 45 A R L T
Z A FUBL R PT A 5 VA B = G — AR, A ok
DA 58 42 B AEL RA-ILD Il DR o B4R AIE 1) AR 2y 1 A
A XAE— € FREE B2 T RA-ILD i B2 AIL i 19 BF
FELLSGEH 5F & B R . B Pe il iA S RA A ™
A v T Y A B YU i -CCP LA, 1 Bt -CCP it
PR Y 2 B e R R AR 1 RA B R E HE 72 R B IR
T B R B Sy B YOG T RRRE IR TR i 4y
| A £F 2 Ak 41 it R R R A DR T A R, AR 0
T 2 240 M 11 33 B R 1] JUL 2T A 0 B 1 oAb, B 4
AR LT i & . DBA/L /N EUE RA 5 I
Sy F T EE ST Y CIA A6 ) J2 i 45 Ui RA 3
PR RL, SCTT SR AR I B H R R R . Ik, A
58 K HI DBA/1 /N B P 848 Jin e J 5 5 19 Jr v, il 3k
ORIt S R I A 2 A R AR A I 2% G PEAL
TR ) T AT M UG AR R, O TR IR W L8
K FH B Pg S YL A CTA W4 0B A7 % 1R

ST AR R E IR L5 21 25 B A R 5 AR 2 A
T A 0 S 6 P RA G195 28 1 8 FH 7 i o AR5
e, SGT R G IR AE IR BT Al 45 2 R, CIA 241 fil Pg+
CIA ZH /N BT KW 32 18 100% , & 15 21 B | i JE
W 4, 32 B2 PR ORI I PR AR 43 34 8 e, T P 21 G4y
A UL AT AT I PRAE R 2 B o 561 4 2190 HL 24 FEAR
Sk I 45 JE R, CIA Fll Peg+CIA 4 5615 S hE =9
I 55 55 9% A AR i R B L P 4 R DL BH B OG
TR PRARA T SN IR P fin g S5
By gk ™ A O LA 0 TR Al Pg R . T
CIA 4 b # , Pg+CIA 2 7E I PR 43 o 3 R 52 15 2%
ARy T R A M A H 22 R RS TR L,
X5 SCERIRE Y Pg iRt KRS N A R B #2155 ¢
TR TRE . AT TR B A, — Oy T AR
I WAL LA T, CIA 41 0G5 R R W2 100% , 5 0%
JUHE A BT B R RN BN, SN Pg
e tha X LA I T o 7 F AR B D — O T AR SE R P JK
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e iy B ) JE O 2 2 A ) 30 A KN R R 22 0] 45
WA REAR B B 4 8 Pg N EE CIA B L 4 .
AR T PR T 25 2R R, Pg+CIA 411 IgG /K
UL S T CIAY, X TE— & Wt T Pgiy
T BEREE

RA-ILD J& 75 & 97 R AE FlH X 2 1 [\ A A L
UIP 2 3 19 ILD 5 428 , — i o5 3 3¢ B0 Ay Jili 3% 48 hE AN
PEATPELF AR 0 Ry 1 o 4 TRUL 2R i 5 9 A% , S5 50
HEAT T il 28 255 B 2% 53 BT il 21 2k A6 b 75 ) R 9 E
A F K, HE Masson fl THC Jr 45 5L B /8, Pg 4
I CTA 41 ] D i 6 58 S 1] 5T 4 AE 200 Jfd 45 11 A0 il 76
R 88 JEL 25 B R B, P 4138 nT WL/ B A e R AT A
8, i CLA 20 0] A U B I8 7 e JE 2 4 Jili rfr Col T A1
FN # [1,a-SMA .Col I .FN mRNA,IL-6 ,TNF-a fil
IL-18 mRNA 7KF- W] & 7+ 5 , 5 Control 41 b 4% 25 &
i H R B P SR R SRS S 06 T R I 4 ] 5
A /IN BRI 5 2 A= o B R AR, HL DL R E R R L A
e 48 5 SCHERARGE (19 CIA AT 510 — & . A BRE
49 i 350 0 7 L BBk = i 41 4 Ak 00 1 L AR A5 . Pt
CIA 21 ] UL B 5 1 il o6 % i | 1] J5T 42 41 200 32 31 il
it 76 B i JEE A6 B B M A< S R A I A R I
T FL T 1 g D £F A A R 7™ 5, BT 4 A A
o-SMA FI 4 i b BT bR & ) Col T F0 FN FH P e 8
Al mRNA £ ik K °F J+ & , IL-6. TNF-a #il IL-18
mRNA 5 /K 1B & F+ & , 5 Control 41 . Pg 4 Fll
CIA 4 #5322 5 W i, $2/% Pg+CIA 7] 530/ iU
Y ILD SR B, JL9 A48 7% B [ Pg 41 Ml CIA 4™ 2,
X 5 A S o Pg+CIA 41 I 1 BE AR 7K J5e 5 10 45
AT A, Rk i B P -CCP H iR & RA S &
ILD W fER R R R 5 5] & KT R

150 i B 1Y) ACPA FL IR J& RA 1912 Wi b ik )2 RA-
ILD (1 B0 P o A BIF 5 199 I 375 0 A4 7K S A ) 225
7R, Pg+CIA 4141 -CCP HL K . Pi-Pg b I Al 1gG &
i, CIA 4 1gG % & M Pg Al Hi-Peg i i & &
1 Th s (B TR R EE R K Pg+CIA 41, $ /R A S5 4%
TF R ol Pg B YL T S 90 -Pg BU MR = A L 1 CIA &
B 1gG 3 Wb, X 5 R A AT 0 S 08 25 R —
O B P YL RN PRI CIA ¥y — 2 R A R
PU-CCPHUIR ™= A= AR 3 I LA 59, — & B s fE ik
KA, B A 0 -CCP B M A i, J2: 175 3 1 /K
ACPA I L 3 BRAR S 10, JL s A T B AN P 1) E 22 75
J1 B F Pg OKS 20 2 M0 IV 22 1 AE 5 Ak P Y5 IR 6 RS
T2 1 IV e it 4 A DG 19 T2 R Ak L 42 i Bt -C CP i 44 7™
A HNE ST s, ACPA T 5 RA-ILD %

s B VDA O, BE AT B B S B0 A R R M &
A 2022 Al AT 3 o NETs 5 5 2T 4 40 i 0% £k 3 300
LR AL o AR B A B 5E H Pg+CIA H LA CTIA
il 58 9 A% 7 S (A O AR 00 I 9 R K OF- ACPA Hff S
SR MR AR R 2 —

g b AW SE 38 o Pe Y B JRE F DBA/L /N
BB 8 & 3 Fh oy 2R Bk HE 5T, AR E Bk P
SRR T 5| it S 4 i o A5 R I TR R K 4T -Pg Bt
P HASRE SR W i 1 OG5 & 5 CIA 7] 5] ™ 5 (1 5¢
558 T B W IR B i 3 48 A i A2, LA B i K P 1 I i
IgG Fi A, {H B = W & (1% £F 4 1L 45 4F ; Pg+CIA A AY
AT O™ 5 Y T S B IR, I 3 i A RE A
LF YRS AR 38 1T 7 A I K I T -CCP B
PL-Pg PUARFI 1gG Btk . vl L, R H Pg B e 45 & K
J53%5 5 DBA/1 /N R J7 ¥ | e 4 57 2 3 RA FTILD
I PR A2 FEAE  [5) BPA 125 7K T 13 0 -CCP e A iy
B RA-ILD sl Y B A . AH S WF 58084 RA-ILD &
o BIL I 4 2% FUHT 25 BF B8 3t S 0 244, sy ACPA
BH M (1 RA-ILD 3f 4 B 8 4t 7 B2 43 52 56 35 il 0 40F 5%
2% o MR AR A —E B R BRE L i Pg
R A B E R BRI A 5F . D38 T RA-
ILD Ji& i 35t 1 AP0 5 PR 3R 3R [a) VR F Y 45 2R, B AT
HH Pg B YL 25 & CIA Jir gt 57 r B Y v e L &2 4 o Il
IR 2% 22 J0 09 BRTS 55 , T A B Fy itk — 25 1 w0k
58 o
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