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Effects of Panax notoginseng saponins on gastric mucosal injury and inflammatory response in rats with
chronic atrophic gastritis

YU Yu, SHI Rong, ZHAO Long (Dept. of Spleen-Stomach, Rheumatology and Immunology, the Affiliated
Traditional Chinese Medicine Hospital of Southwest Medical University, Sichuan Luzhou 646000, China)

ABSTRACT OBJECTIVE To investigate the effects and potential mechanism of Panax notoginseng saponins (PNS) on gastric
mucosal injury and inflammatory response in rats with chronic atrophic gastritis (CAG) via the stem cell factor (SCF)/cellular
tyrosine kinase receptor (c-kit) signaling pathway. METHODS Male SD rats were used to establish a CAG rat model through
intragastric administration of N-methyl-N'-nitro-N-nitrosoguanidine combined with an irregular diet. Successfully modeled rats were
randomly divided into a model group, positive control-vitacoenzyme group (Positive group, 250 mg/kg), PNS low- and high-dose
groups (PNS-L and PNS-H groups, 9, 18 mg/kg), and high-dose PNS+SCF/c-kit inhibitor group (PNS-H+ISCKO03 group, 18
mg/kg+47 mg/kg) , with 8 rats in each group. Additionally, 8 healthy rats were selected as a control group. After the final
administration, the activities of serum gastrin (GAS), motilin (MTL) and pancreatic polypeptide (PP), as well as the levels of
tumor necrosis factor-a (TNF-a) , interleukin-10 (IL-10), and IL-8 in gastric mucosal tissues, were measured in each group.
Pathological changes of the gastric mucosal and ultrastructure of the epithelial cells were observed, and gastric mucosal atrophy was
scored. Cell apoptosis in gastric mucosal tissues and the expressions of proliferating cell nuclear antigen (PCNA), nuclear factor-
kB p65 (NF-kB p65), SCF and c-kit were detected. RESULTS Compared with the control group, the model group showed
significantly increased inflammatory cell infiltration in the gastric mucosal, extensive epithelial cell detachment, severe
ultrastructural damage, and significantly elevated or up-regulated gastric mucosal atrophy score, TNF-a and IL-8 levels in gastric
mucosal, cell apoptosis rate, and NF-kB p65 protein expression. Meanwhile, serum levels of GAS and MTL, PP activity, the
level of IL-10 in gastric mucosal tissue, and protein expressions of PCNA and SCF, as well as the phosphorylation level of c-kit,
were significantly decreased or down-regulated (P<<0.05). Compared with the model group, Positive, PNS-L and PNS-H groups

- R exhibited markedly improved pathological changes in the
AESTTE 11144 o B 257 B B 22 H R B98I (No. Yy P patholog 8

gastric mucosal and significant amelioration of the quantitative

2024MS148)
* B B EATEIG, BFSEI7I S A R XU S indicators, with the PNS-H group showing significantly better
PRI PR I2 T 3697 . B-mail: 0eOh4k@163.com improvement than the PNS-L group (P<C0.05). However,
# EEEE B FATE, L. BT s WA R K ISCKO03 significantly reversed the ameliorative effects of high-
T ELR IR RIS W X IG)T o E-mail : zhaolong1982@163.com dose PNS on the above indicators in rats (P<<0.05).
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CONCLUSIONS PNS improves gastric mucosal injury in CAG rats by reducing the inflammatory response and promoting gastric

mucosal repair; these effects may be related to the activation of the SCF/c-kit signaling pathway.

KEYWORDS Panax notoginseng saponins; chronic atrophic gastritis; gastric mucosal injury; inflammatory response; SCF/c-kit

pathway

e ZE 45 M H & (chronic atrophic gastritis, CAG) &
AL A A, V0 B A T B AT TR | A B S e 2K AL AR
B RN R, A5 R E RIS AE N M
B2 5w, BT, CAG BIGIRIAYT LAARBR Ha ] 384T
R 8 R 3 (AAETE RS S BRI R
i 925 ) 0 ANl R S5 ) A, ¥ LA A 0 L D o 0
R, R E DT R B B AE B T FUR i8R 1%
SRR Z—

=-b B R Fr (Panax notoginseng saponins, PNS ) 7£ 14
b 2 G i iF 5 vh 3R I — o 1 R IR LR AP T 0
1 HT A ST UE S, PNS ] 38 £ 34 in M2 g 4 it 41
5, MO 2 3 A SR OPE B iR 44 (dextran sulfate sodium,
DSS) 755 19K B 8 A S 40145 s PNS At A 38 o) & #5471
RABUEAANERT, TR 18 57 K B 1 R 20
™, HIR CAG B AR T B 597 , (H 3T PNS /)
12 2 PRIE R S Z2 B0 A AR R A TR HE D PNS 7] RE
AP AR SEE FRMGE CAG KUY B Bh R .

WoEdR 76 B R RS iR L e i 5 2
e, T 200 e/ AEL 40 A Y 1S B B o3 A A s 2 OGS A
{4, T4 R (stem cell factor, SCF) S H 574K (cellular
tyrosine kinase receptor, c-kit) T F4 i (1Y) SCF/c-kit J2: I 4%
SR ) Iy T S G A PN ERE i S Y =R ]
5% A URCIE XoF T P R T A A B b R AR A AT S
REHESF A n] Bk BT 58 & B, SCF/e-kit {55 38
A2 BN 2 7 2 KA, Pom iz (5738 BT 45 1 5
iE B 52 HAT SCHEVE ™ BTG SCF/e-kit {5 5 3d ., i mT
T 3 R g T AR R 1 R R 22 A 1S I T R SR
i , PNS B 75 38 i ) ¥ SCF/c-kit {5 538 % K SE 2% CAG
9 BRAEFR , AR W . FE T UL, A B 5T 40008 O A
CAG K BB, 91 5 ¥4 PNS Xt CAG Kk L B &
WLREGEEVE R, 13T SCF/c-kit {5 5l B R T HB 7
BT, LU CAG Byl RIG YT S BB 1 B AR

1w
1.1 FENFE

AW T FH 32 2R A 45 VICTOR Kira BRI FR 1Y
(25 [ Revvity 22 7)) \DM2700 M 15/t i i s (7 ]
Leica /A F] ) \BX63 B¢ i 158 ( H 4 Olympus A A )
VolumeScope 2 A4 i, 5 7345 (scanning electron mi-
croscope, SEM) [ FE Bk & [ /R BHH (p ) A FRA AT
iBright FL1500 AU%E B AR A (1167 B Bl 22 A s A B
NCIDE S
12 FEHBSEF

PNS BV 3 5 =98% , IL*5 R6645) W [ 1174
b AE R AT BR 2 A 5 e ER (PHMEX IR 4145 83835) 11
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A AR PR A B 7] 5 ISCK 03 (SCF/e-kit 417 il
F)XERE S VB E R TR R (2l B AR T 98% , it 5
3R 275737 .,129213) B H IR T A= AR R
By A5 BR2N 7] 5 N-H B -N - filf 32 -N- Vi 2 A (V-methyl-
N’ -nitro-N-nitrosoguanidine, MNNG) ( Zfi iF >95%, it =
MBO0455) 1 [ K% £ CAMH AL A A H W R (gas-
trin, GAS) . & 31 & (motilin, MTL) . 5% £ Ik (pancreatic
polypeptide, PP) . 14l Jifd /i & 8 (interleukin-8, IL-8) . IL-
10 983 PR FE K] T o (tumor necrosis factor-o, TNF-a ) fiff
106 fe 92 W B0 22 (ELISA) k57 & (At 5 43 0l ok 1237,
1235.1229.0286,0296 . 1524) 20 [ 113 45RHE A= PRk
FeA PR 7] s RAKS -4 (HE ) Y2 (13877 £ . TUNEL i,
Fl & (520590 4713 .4708) X0 [ i 5e2: MRk
AR 2\ b FE A0 M A% Bt ) (proliferating cell
nuclear antigen, PCNA) \ #% A - kB p65 (nuclear factor-
kB p65, NF-«B p65) . SCF £ 77 F& Hii 1k (41t 5 43 51 Ky
10205.,80979,26582) ¥y [{ B = J8 LE W H AR A BRA
Al s SRPTBENR 1L c-kit (phosphorylated c-kit, p-c-kit) | c-kit
Z i LR R B-WLB 8 11 (B-actin) FA e BEHTLIA (Hit-5 7
Wk AF3153 . AF6153 . AF7018) 311 [ VLI 5 FHE Wi
FEHL A B2 B 5 AR SE AL P (HRP) bRic i 1L 2E4T
RAPERRTE 1 G P (S A0208) I i3 =~ KAk
WIEARARAT,
1.3 LIEEY

S )k 8 I AR EE (230 + 20) g Y SPF Z i
SD KB, W [ VO ) 1) 23 1] 42 52 56 sl B AR A BR 2 7 [3))
YR AR S SCXK (J11)2023-0040], BT A7 K R34
FE TR 22~24 °C FHXHREF 50%~60% & 12 h I/
TRIENE I B By o AHIFIE J7 58 2 DU )1 23 1) 42 50 56
S H AR A B 5 s e B2 & At (AL S
DW202503487)
2 At
2.1 B HEREY

B K B IE W PEME R 7 d 5 A TSR0 . 7E AR
M 1~2 Ji R R 45 H, B FHE E 30% & BE+2% /K AH TR
BIRIR A T 3 U TERE Y 1~ 16 JA], K BRI 170
pg/mL [ MNNG %R ITHE E 0.03 g/kg IFRER T, [RIA
KA E 2 d 258 1 dJr U SR , A i CAG KRR
T (5 5 380 K RS 280 M [ A MR AR 22 4 gt /b R
i 210 9V A5 A ) e B R AR AR T )™

TR A], 2 O RBET o DR A Al ) 1) A R
FREEHLZEE 40 H, 43 A2 (Model 20 ) , FHAA: X 1R -2
it 2 2H (Positive 21 ) , PNSIL . 5 71l £t 41 (PNS-L 2 .PNS-
H ), PNS & 7l & +SCF/c-kit i #% 1l 1 771 21 (PNS-H+
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ISCKO3 41 ), &2H 8 H; 71 B 8 HIE R R FEI K B, 1EN
T HRZH (Control 2H ) . H:HAH, Control ZH K R B 25 A
A FRER K ; Positive 21 K B H 250 mg/kg 1) 4k fiff 2"
PNS-L.PNS-H 20 K 43 5% H 9. 18 mg/kg Y PNS™;
PNS-H+ISCKO03 £ K 7 H 18 mg/kg i PNS 147 mg/kg
[ ISCKO3"™ 5 I3 24 Y ) e il 35 LA 0.5% ¥ H L2 4 R
SRR . A AR R RHE S 1K, 5823 )8,
22 HARE

KRG ZY 12 hm B AR R M s S 2
(30 mg/kg) RIS , >R A HIE = Bl bk 5 1A 2L 3 000
r/min &0 15 min, Y5 FE LR, T —80 °C F&4F, &%
o BlJG K45 41K RARSE , FF IEHS , iicsE H B e
21, | —#B 5 T SEM W% ; B — & 43447 , 1l T ELISA
il Western blot 525 ; BUF A2 5 7, T 4% 2 5 H S WL
i 2, FH T HE G (0 W8 X S i 4 A 52
2.3 MiERBHERBHMRALRRERFRIERN

He2.27 TR 45 20K R ZR VR AT 1A INL T AN 7S s 40
B AT i, 7% ELISA K57 S 16 H A5 30, LA An SRSl
Hfn 7 B i K AE T (GAS \MTL /K- A1 PP 15 1)
1 BH L 2 G R (TNF-o | IL-10 , IL-8) 7KF o
24 BRIRALFETHNE

B2, 27 0 454K R [ 1Y 1 Bh AL 408 &, 4
WK WS AT R A A YD . IS s
i, P KGRI DA IR AN AP Qi gt B
Jei o 5 FH G S e UL L R A A 4 A B AR L I
Z: M8 Dixon S PEAFRAE | AR AE R E IR ATE A |
B3 34 5 AT B R ZE A V43 JE 3,12 0435
BRI 0 1A RS, 12 2485 A3 0~6 43, 1
378 1 2R W R A
2.5 BFE LR MBS0

B2, 271 N 45 4 K BOR 2R A I 32 ) T R 4 40
i f L FH 2.5% I BT L 1% BRI S 8 (R ) 5
I A GF RS, 2 B TR IS A 2T S G B P
1290 30 min, 2 T4 BT BERL S {8 SEM &K H:
T R R 20 B ) R T A
2.6 BHMIRALMATIEREN

SR TUNEL Y ek, BR“2.47 500 F 45 4R R
BRI R, 2B 2K A TR G R R i ik
L IFMA 3%H.0. 5 F 10 min; il A TUNEL S ) % 75
AL, T 37T CTRAEIFE 1L hs A 4", 6-—kKE-2- 2%
FE 05| (DAPT) Y4 ik ke 44 45 10 min Ji5 , {280 43
BEULEE B 2 A B PR T B, I S AN R T
(20 M 0 T 8 = 21 (08 I T A0 R A R X
100%) .
2.7 BFIRALAF PCNA NF-kB p65 E B FRiAHN

KGR PEA A, B 2,47 R A 4R R
BRI L) B, s 2K )5 12 A 3%H.0. 4, TR
NI 10 min; F PBST WG VRS AR ER BT
BT, INEE B 15 min; %1 5% 4= L3 1 & B
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W, % 30 min; il A PCNA NF-kB p65 B-actin—t (Fii
BELL 143 524 1:500.1:500.1:1 000) , S &5 55 5 A
AR —HT FRREHLAFI R 1:1 000) , 9% E 30 min; /0 3-3 -
TR FEHOR T (DAB) AR IR AR Y R
Je , B e WA TR, ISR ] Tmage J 3K HT
FEPE DX sl (2 A 60) P34 % A, DL ZRoR H IR
H IR Ko
2.8 BRIRALFSCF/c-kitSSEEERRIEEN

K F Western blot &6 . B 2H K BR A A A
IR 200 2, A RIPA 243 T8 W , T4 °C T L
12 000 r/min > 20 min, B35, L BCA 3460 i #5325
PTG A T A PR AL BUAE P 2R i e, A T
FL UK o3 85 e B BERR S, AL SCF . c-kit . p-c-kit.,
B-actin—HT (FEREHLAIF0 1:1 000) , 9 & 501K 5 VERR S
HOAKHRE — 3 R R 1:1 000), TR R 1 h;
2R SRS 8 Image T 4043 #8519 4t IR 3
&, L HEHS NS EH (B-actin) YK EE(E HLE £ R
& B H 287K, LA p-c-kit 55 c-kit (K FE{E F (8
FIR c-kit 2 I BEIR LK F
29 FitZEFHIE

{1 SPSS 24.0 X BRI TG00 o T
BT A IES M, VUx £ s TR, ZA4 R ERCR AR &
7225301, HE— 25 W EL R FH LSD-¢ A 56 o A 56 /K i
a=0.05,
3 R
3.1 PNSXARBRMBEPBEHERSEFMEALFRERE
FRIEHFM

5§ Control £ H#5% , Model 4 K KL H GAS \MTL
IR, PP G A B AT 2 TL-10 K34 B 5 FAIG,
FHIE L0 21 TNF-a  IL-8 7K P35 b 2 T (P<<0.05) 5 55
Model £ %5 , Positive £ #1 PNS-L . PNS-H 20 K L IfiL 75
H GAS \MTL /K, PP i 14 & 15 B 24 41 rp TL-10 /K-
YR T 0 B A S0 TNF-o IL-8 7K1 1 3%
R, H PNS-H 4 _F iR 48 45 % 28 {6 3 [ PNS-L 21 & %
(P<<0.05) ;5 PNS-H 41 H %8¢, PNS-H+ISCK03 25 & fl il
15 o GAS \MTL /K, PP i 1k & 15 B4 4 TL-10 7K
S I 2 A 1T B AR ZH 2 TNF-o IL-8 7KK 34 i
FTHE(P<0.05), 4RI,
x1 BAXRMBEPEHZKFE/EERBHEALR
R EEFKFELLE (x+5,n=8)

% BERaS

LH 1y

o GAS/(pgimL)  MTL/(pginL) PP/(UmmL) TNF(pgimL) IL-10/(pgmL) IL-8/(pgimL)
Control 41 1963341143 3BLBENG 178716 HBESK  ASIELT MO0
Model4 14504936 2726+1708 TELIZ ITLEOLIZF  9R+08F S637+3IE
Posivel 1028+ 1211 38312561 140130 B204625 16384134 218423
PNSLA IST64+898  IRE26S ILTTELSE ISP BBU+LI B26+218
PNSHE 185,50+ 1280° 36921 £2310% 1665121 8554+623° 18874125 2051049

PNS-HSCKO3A] 15150£ 1137 2654741855 1008£1.25' 15354£1042' 11.70£1.69" 4933+35)"

a: 5 Control 4H It %% , P<<0.05; b: 5 Model 4 %%, P<<0.05;¢: 5
PNS-L4H %5, P<<0.05;d: 5PNS-H4H L4, P<<0.05,
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3.2 PNSXARBHFIEALRETHAZM

Control 20 K [ H Zh B SUE A5 58 4%, 2500 J2 ki
BT , 8 B IR S 46 1793 0 43 5 5 Control 41 FL 2, Model 41
K ERVE R L R A HE ZKEL A A =
A HIEAANFII, ZE RS2 B 0 18 2 980 4 i K it
W, B2 45 T4 [(4.75 £0.34) 48 B 3 T (P<
0.05) ; 5 Model 4 [t %5 , Positive 41 #1 PNS-L . PNS-H 4
KBRS B T b A HES N | [ R R 3
2 SN AN MR D FE L G AR B ek, A
FHPE/r[(1.884£0.21) . (3.13£0.36) . (1.50 +0.23) 53]
0 2 FEAG, H PNS-H 2 iR 743 i 3 Ik T PNS-L 41
(P<<0.05) ; 5 PNS-H 4 045 , PNS-H+ISCK03 20 K il
R B 7 PH S N, B AR ZE 46 43 [(3.62 £ 0.45)
AR ETE (P<0.05), Z5HRULE L,
3.3 PNSXJ KRB FER bR AAmBHEHRm

Control 20K F S 5 - Bz 20 B HE 51 2% KR, 41
Jif 5] 3% $% 15 W 5 55 Control 41 HE4% , Model 41 K FRL 5 75
b B AR HES ™ ZE L BB A A K B 4, R
i 5 7% T A 1X 5 5 Model 2H L85 , Positive 2H 1 PNS-
L PNS-H 21K 5 B0 L 5z 4l HES BN, T8 43
1EE, JC B S ik Bk 5% 22 46 5 PNS-H 41 L4, PNS-H+
ISCKO03 41 A U B 20 L iz dn it e . 25 SR LRI 2.,
3.4 PNSXIX R B FhEEH L4 A T R RN

5 Control 41[(4.79 + 0.28) %] Hb ¢ , Model £H K Fl
SN MR To0E £ P TR [(38.64 + 5.60) %] i
THE (P<<0.05) ; 5 Model 41 %5 , Positive £ A1 PNS-L
PNS-H 41 K B 5 26041 20w 40 i 8 T b, 1%
[(14.11+1.00)% . (26.20+2.10)% . (11.50 +1.27)% Y
TR, H PNS-H 4] b e s i E KT PNS-L 4 (P<
0.05) ; 5 PNS-H 41 t.4%¢ , PNS-H+ISCK03 41 K B 15 % i
HAGMEM TG 2, TR [(26.28 £2.41)% ] & T+
(P<<0.05) (FR 7 M, AH G {2 Aol T i AR S e — 4
A 3 AR BT 1)

A. Control B. Model 41

PRk RAEAL

<

A. Control 4] B. Model 41

LUk AR L LA

C. Positive £

3.5 PNSXT KRB FIEHLF PCNA NF-kB p65 FKix
B

O AT T, PCNA \NF-kB p65 5 FH P16k 2
SEAN T AR B 20 o A ANAEAZ . 5 Control 21 Hest,
Model £ K fR B 26 4L 40 PCNA B IR B & T
], NF-kB p65 & [ 14 3% 1 (P<<0.05) ; 55 Model
2H %5, Positive 2 A1l PNS-L . PNS-H £H & Fil B &l flF 41 21
i PCNA £ 1 1Rk ¥ 8 2% 1, NF-kB p65 & 119 R
IEE T M, H PNS-HA FiRFEARAY A8 {14 b PNS-L
21 5L 3 (P<<0.05) ; 5 PNS-H 4 b %% , PNS-H+ISCKO03 4
K EUE B 4 PCNA 8 9 3R3k i 2% T 1, NF-xB
p65 HH A B FH FIH(P<0.05), 455 LK 3(BRT
T MR, AF O S BT P 41 A SO o R A R b R
Ji AR R A BRI 2) o
3.6 PNSXKRBFEALHSCF/c-kitESEEER
RIEHIRNE

5j Control 21 .45, Model 41 K Bl B Zh 414 rf SCF
B A R B A o-kit 8 P BEIR TL K 734 3 T R sl
fI£ (P<<0.05) ; 5 Model 41 kb %5 , Positive 2 1 PNS-L .
PNS-H 41 K il B 20 21 SCF 8 H 19 235 Fl e-kit 25
H IR LKE Y 3% FIR s T, B PNS-H4 Fid+s
bR 58 3 T PNS-L 4 (P<<0.05) ; 5 PNS-H 41 [ 4% ,
PNS-H+ISCKO03 2H K i % i 2H 2 SCF 25 H Y 334
Fl c-kit £ 179 W R Ak 7K O 34 1 28 T o Bl B IR (P<
0.05) . 455 LI 4 (PR T/ iR, AH 5C HL Uk B n] 4l AR S
UL AR A A B R R P R 3) o
4 Tt

CAGHEN B RIS 1 DGR, G ARG YT 25
AT I 45 W G B I R AR ME R Y IR IRYR
77 2 LUAR BRI [ IR AT TR o SRl (B 2R Tl 2 R A T
GEFRAER , X O 48 R A 1 8 R0 B AT MR 25 4 1) 3t e
RAMR, HKWIHZ 5 5 K piEw#EZE L B R

D. PNS-L 4] E.PNS-H4]{ F. PNS-H+ISCKO03 4

B2 BAXRBHELXAREHMEHNSEM
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mmm Control 4]
be = Model 41
B Positive 4
== PNS-L41
1 PNS-H#4{
= PNS-H+ISCKO03 4

PCNA NF-kB p65
a: 5 Control 41 I # , P<<0.05; b: 5 Model 4 [t % , P<<0.05;¢: 5
PNS-L4 [L#%, P<<0.05;d: 5PNS-H41 L4%, P<<0.05,
B3 FHEAXRBFRAELR S PCNA NF-kB p65Fik
Lk (x+s,n=8)

1.0+
mmm Control ]

m Model 41

B Positive 41

=3 PNS-L 4

=3 PNS-H#

= PNS-H+ISCK03 44

SCF/p-actin
a: 55 Control 41 L3¢, P<<0.05;b: 5 Model 4 L1, P<<0.05;¢: 5
PNS-L4 Fe#5, P<<0.05;d: 5PNS-H4L H.#%, P<<0.05,
B4 ZFHAKXKBRBHEALF SCF/ekitESEEER
RiELEB (x+5,n=8)

p-c-kit/c-kit

TRV LB IR S 2 2 BTG PEY . BRAERFST 2R, PNS
FUAT 22 it B FREAL O v T B LR CAG i AR
FHAIL v A5 BB . i, ASHIF 558 1 A 8 CAG K L
R W15 PNS XA R SR el s 4 B eI

MNNG #E B ¥ 28 8 CAG BRI H )5 k2 —,
Hon] 5 5 B AR ZE SR g R b AE R ERERAE S A
I CAG“ RIE-ZE- b 0 K e L i i — 30, A
7% L MNNG i S B A ARV 19 7 UM i CAG KRR
BEAY, G5 R, KR R AT 20 M | [ AR AR 2
A L2 H TS HR AR B B, eI CAG K Rl Al
FEE )

BMEXRILECAGE LR EEIREHNE,
GAS MTL.PPIL[F 25 T B Itk shid 1y . B & BB LS
FRRAR S I T BE A I - GAS AT i ik 15 265 FIE 400 it 14 7,
HARBDTT SHERSWAL BEBEBEEENT
R s MTLAE R 45 5 1 55 77 0 SR 3R, HOK SRR mT
T 2UE HEAS HEIR i S B AT i — 2D 0 o 1 A
HAE s PPAE A E B AL D RE A AR 54 , HLTE 4 T s ml
B W I AN T BE A2 0, R IR AR AR 1 T e
AR, ARFFE4E R BN, 5 Control 4H LK, Model 2H
K EUMTE T GAS .MTL 7K A1 PP 5 445 i FAIC, $2 7
CAGRKRAEHEMEMEZEN., £PNSTHE, 5
Model 41 H.%5% , PNS-L . PNS-H 21 K fRUIfiL 7 H' GAS .MTL
JKF-FN PP 36 PR X8 2 [l T, L e 3910 A 1) e R o
52, U PNS AT 38 L N B MR R AR E
CAG KRS Msh 1 Ffis

5 Zh RS B 28 SO I 4 1 ol 28 2 A CAG $i4s
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