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IO4L R4 BR & FHE. &L
T e 4 Bl W ARE TR B B b 063000)

(HE] BH HIEFRESFERALLEHR IINODD AR S T B (Hp) BE DR ERR A £
B HRRAMER ., Ak ¥ 80 X C57BL/6 'J\mium/\yb st BB 2H Fm B Fe 4, o B 4 T Bk 3 4% AF ik (PBS) A= Hp
HEH,ABASh#E R 1R, 25K RAEFTE24 h, ik R EBBRBETEERERD , RE R &R,
ARAKRREAR JREHARA R, FAZFL(HE) 2 E X5 TR L DR T AR K EARE G EL;PCR £
IJ% H ¢ ,,\‘1’ NODI1, %448 Z 4 A% @ 2(RIP2) mRNA #) & iA ; BB % 0% & X 3 (ELISA) #& il o 7 F 458 &

#F& G 10(IP-10) . F# & BUFN-B) K F ; Western blot #& il F 40 4% 4m Ao 4% + 4 B F «B(NF-kB) p65 & ik K

FAXMHERSH CD4” CDS' THE @M E 5, HR BEa ) K3 Hp Bk, 5xmaks,
BFM DR BHEBMRAREMBEIR RS EH MER R BEI L amin; § 242+ NODI,RIP2 mRNA % ik K
F, éwﬂ@#ﬂ’ NF-«B p65 & A K F & Hp &% 48.72.120 h B 2 H & (P <<0.05),NODI mRNA & i K F /£
Hp & % 48 h /& i& 3|14 ,RIP2 mRNA % ik K -F /& Hp B 4 120 h /G ik 5|91, 29 i 4 P NF-«B p65 £ ik K -F
yea Hp W4 72 h )5 iR BMEAL ; f iF IP-10  IFN-B K -F £ 2 % 8.12.16 BB 27+ & (P<C0.05) . Hp & % 16 /A
JG iR B N RMAELE 2 CDA' T B d o b E 2k 4 12,16 BB B4 (P<<0.05),Hp & # 12 A&
BA.CDS' T Hewmied b ek 8.12.16 AE W E I & (P <<0.05), Hp & # 12 A )& ik 3] % {4,
it Hp BRETAFFAIRTAXBR Y, BIKEL 2 E 4, Tie5 NOD1 o NF-«kB##EA £,

[REBRI] B A; AL XBRE; LRI BT RESFERMEMI ;DR

[(hEESEE] R573 [x#ktRiIRFE] A [XEHS] 1671-8348(2022)04-0557-06

Effect of NODI1 gene on the inflammatory response and

immune function in the Hp infected mice”
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[Abstract] Objective To investigate the effect of nucleotide-binding oligomerization domainl (NODI)
gene on the inflammatory response and immune function of the Helicobacter pylori (Hp) infected mice. Meth-
ods A total of 80 C57BL/6 mice were randomly divided into the control group and the infection group,and
were given phosphate-buffered saline (PBS) and Hp gavage respectively,once every 48 hours, for five times
totally. The rapid urease test was used to determine whether the infection was successful at 24 hours after the
last intragastric administration. The mice were sacrificed at different time points, and their gastric tissues,
spleen tissues and blood specimen were obtained aseptically. Hematoxylin-eosin (HE) staining was used to i-
dentify the changes in the degree of inflammation in the gastric tissue of infected mice. Polymerase chain reac-
tion (PCR) was used to detect the expression of NODI gene and receptor-interacting protein 2 (RIP2) mRNA
in the mice gastric tissue. Enzyme-linked immunosorbent assay (ELISA) was used to detect the levels of ser-
um interferon-inducible protein 10 (IP-10) and interferon B (IFN-8). Western blot was used to detect the nu-
clear factor kappa-B (NF-kB) p65 expression in the nucleus of gastric tissue. Flow cytometry was used to ana-
lyze the percentage of CD4" and CD8" T lymphocytes. Results Mice in the infected group were all positive
for Hp infection. Compared with the control group,the glandular structures of gastric tissues were destroyed,
reduced and atrophied,and inflammatory cells appeared in the muscularis interstitium of the mice in the infec-

ted group. The expression levels of NODI and RIP2 mRNA in gastric tissue and the expression level of NF-«B p65
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in the nucleus were significantly increased at 48,72 and 120 hours after Hp infection (P<C0. 05). The expres-
sion level of NOD]1 mRNA reached the peak at 48 hours after Hp infection, the expression level of RIP2 mR-
NA reached the peak at 120 hours after Hp infection,and the expression level of NF-kB p65 in the nucleus
reached the peak at 72 hours after Hp infection. The levels of serum IP-10 and IFN- B were significantly in-
creased at 8,12 and 16 weeks after infection, and peaked at 16 weeks after Hp infection. The percentage of
CD4" T lymphocytes in the spleen of mice was significantly decreased after 12 and 16 weeks of infection (P <C
0.05) ,and reached the lowest level after 12 weeks of Hp infection. The percentage of CD8" T lymphocytes
was significantly increased after 8,12,and 16 weeks of infection (P<C0. 05) ,and reached the peak at 12 weeks

after Hp infection. Conclusion

Hp infection can induce inflammatory response in mice and reduce their im-

mune function, which may be related to the activation of NODI1 and NF-«B.
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4 1] B2 AT B (Helicobacter pylori, Hp) J& — Fl 25
== B VIR T 40 L 0 A T N8 E R, ] e
T NE R i, i i 2Rk e A —F i
NIEGe Hp, R REE IR LA R 84S R0
FhISR fe A | S R A R R R RN
B ESFEUREM LT M EEFEHNZ —. Hp &5
B kA R R B WHO 1R T 28808 .
BARARZ R R Hp MR B T 8% @6 vk
(=R Y2 N A 1 3 Nl B S (| NS R 1o
Hp J& 5% 1 3 B B3R I7 BORA AN BAR . Rt Hp
X HILAA 5 P B2 I K B 5 T g i VR AL i i 9 B
WEN, HH RSG5 RSB (NOD) ¥ 2 K
(nucleotide binding oligomerization domain like re-
ceptor, NLR) J&& — 2 5 2 (1Y) 40 ffg it A A 5 32 1k, mT A
P L 45 G5 J5 A O 4+ B ORI — R AUE 5
B B PR R A A RN A R A ER
fk.2E ¥ 38 1 (nucleotide binding oligomerization do-
main 1,NODD)J& NLR Z & — > 1 2 g J5 A =X
T 3Z A4, RTS8 Ao 38T A 5% - A% I kB (nuclear
factor kappa-B, NF-«kB) , £ % it # 5¢ JJ&8 (%) & 4= . &
Jvh S 5 B Y AR BF g 40 o 2 ST OIE D B
28 B R Y Hp B, BR3F Hp JE e X /N B9 M I g &
e DI He AR AL
1 #R5F%E
1.1 ##
1.1.1 AR LRshY

Hp BRI F 56 B 3R AR O (ATCO) L 45
700392, 80 H JC % Bk JELIA (SPF) g% C57BL/6 /)
B, 6~8 FIS  MEMER AT 18~22 g, Il F W FE
Feri R IR LR s WA IR A AL AN IE S . SCXK G
2016-0002, SPF ¢ ¥h 854l 57, i & 20 ~25 °C, MRS
MERE 4500 ~55% G IRJEN) 12 h, B KRR ROK il
NV SR 1R .
1.1.2 FE&MEHEA

k5% PCR A &1 A 56 [ Fermantas 23 7 ;
/N E 355 H 10 (nterferon-inducible protein

10,1P-10) /N T4 B(interferon B, IFN-3) fiff Bt %
P28 M B 3 CELISAD 38 7] &5 W A TR I ik A4 9 B+
AR F G bt B p65 Z W BEPLIR 2 E A BL
(lamin BDHUAE [ 3¢ [ Santa Cruz 23 F ; HR 1T 4
TR W bR i 1 F BT P A P E Abcam /A Al
FITC #rid B9 % bt Bl CD4 . PE #ric 19 %Pt Bl CD8a I
H 2 E BD 2wl 62 WA H H 7R Nikon A A 5 1%
2 26 1 70 B A W H 32 [E Beckman 2 A 3 PCR X 1y H
PR 8 E BR 2 A AR AT B ] 5 8 LS A3 i A i 1 58
Kodak 2~ #l ; 4= H B i br A4 B 25 2% Lad systems
5 A K LK AX L e B A 36 E Bio-rad 23 H ;i
A YA A JEE BD A,
1.2 7%
1.2.1 Hp#i

M A P Hp B8R, Sz BIERA 40 °C iR K il
B PR R AL .1 000 r/min(BS.02E4R 10 cm) K #
B0 2 min, 7 BIEWR . HEEFN A =235 % Hp W5
BRIZE T B A4S T i By B S AR, AR AR AR (100
CO,,5% 0,.85% N,),37 C}3% 48 h £Jr Hp.
BB FAE & 7T % £ (Vancomyein, 10 mg/L) .
Pt % & B(Amphotericin B,10 mg/L) . Z i E X B
(Polymyxin B, 2 500 U/L). 3k 1 & “&-H & ¢ ng
(TMP.5 mg/L) 1 7 %6 B £F 4 2 1 (74 548 bW il B B
R b Ay KRR TR AR (109 CO,. 5% O,
85% N,) .37 ‘CRi#% 48 h, HUR R & 0E 47 A1k K
22 Ju i f PCR 9738 55 0, 588 S PHE 5 KR Y
A FER KR Hp ML B AR - Al b U6 8 8 TR I vk 32
% 1X10° CFU/mL,
1.2.2 Hp RFEIAERGEIE 4

80 H C57BL/6 /N R FH BEHL A 7 3% ¥ 43 S Xof iR
ARG L & 40 H, SCIOHT 24 h 28 & L I
Hp H &M (1X10° CFU/mL, % H 0.5 mL), X} I8
HEEERBEREZ R (PBS), [HfF 48 h #EH 1
W35 k. LI A IR ROK
1.2.3 Hp & %x

RKHEH G 24 h,CO, FREFLFEF A% 5 K/
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B O TR A T A 0 AT O /N BRUE s s 22 8 L W E R
L) 0K B PBS vE 2 B NGR B WK 26
TR PR 2% i 7)o AT D PR R B 5, SR 5
min ., Q1R AR Sk 21 €0 0] R BHAE
1.2.4 PCR #A&M DK FALP NODI fo % 4k 48 &
YR & & 2(RIP2) mRNA # & ik K

KR E 5 24.48.72.120 h &40 %€ 5 /MR, fi
UL 20 20, i A BE S . TRIzol ¥ 2 U/ BRUE 4
215 RNA L1 Y03 B BHEE e fa KR RNA 58 884,
E B RNA ¥ & 4l &, #% 1B Fermantas RNA PCR
(AMV)OIRF &P 5% RNA $EFT 8% 55 cDNA,
PCR 2 W& £ : 25 mmol/L MgCl, 2 uL,5 X PCR 2
M 4 pL, E TSI 0.5 pL, AW 2 pL..cDNA
2 pl.,RNase-free H,O 9 pl; R W AEFF :94 °C,2 min;
94 °C ,40 $350~65 °C,40 s;72 °C,1 min, 30 PEH,
72 °C, #MZE 1 5 min, £ 1k W, PCR 5| 4% 5 H
premier 6. 0 ¥, JF I W% 1, PCR & i j= ¥ i 17
2 90 B BRE JC FL UK 5 45 R R B I IR B R B K
G0 % R AR e . H I -3 R IR AU (GAP-
DHDYE RN S, LLH W SE T 7= W sk 45005 KR 5
Z GAPDH 2% 4 JK BEAH 09 L H ok £ ox B 1 3 K
mRNA FikKF,

*x1 Bl 2]
WH 9l el T
(bp)
GAPDH Il  5-ACCACAGTCCATGCCATCAC -3' 127
RIa  5-TCCACCACCCTGTTGCTGTA-3'
NOD1 Ef 5~ ACAACAGGCGAACTATCTGCGTCA -3’ 221
2 5-TCTTAACCGGAAGTAGGCGGAAG -3/
RIP2 El 5-GGCCATTGTTGAGACCAGATGA -3/ 178

i 5-CGTTTCGTAGGCGTGAAGTTTA -3/

1.2.5 Western blot #&m /) R § 2 g 4%+ NF-
kB p65 # & ik K P

WA BAHAE TA AT, A 400 pL K
HPEEC M A W 78 53 W B, vk EAEH 15 min, 4 °C
12 000 r/min(B.0¥RE 8 cm) B0 2 min, 7 FIE R
50 pL B R BOR B . BREWAT L E BRI,
UK FURSEA/E ] 20 min,4 °C 12 000 r/min( &0 4% 8
em) B0 15 min, W B b 37 W B Sk 40 T A% 25 $2 B
W, Mk R (BCAD LI B VR BE L 100 Cli &R
ML 10 0 T b i B R B3R T U K e B i (SDS-
PAGE)#ATHIK . A5 WG ¥ E A% B MR A4 R K,
5% MR W5 Ky % iR B 2 hy NF«B p65 —$i (1 ¢
1 000) ,Lamin Bl —#7 (1 1 00004 CH;EH %,
TBST $EME 10 min X 3 I, BRAR i & Ak P B b 12 1) —
Pl 200037 CHHF 2 h, TBST ¥ 10 min X 3
W AR 2 & 5 CECL) K I 1) % 6 W R I 2=
LR, L HE A &W KEE S5 NS Lamin Bl 4%
R B W LA Ok R R H W A A X 2 8 K OF,

BandScan 4 317 #¥E AL PR,
1.2.6 ELISA # s & f & 1P-10 & IFN-B K -F

ARWHEBIG 8.12.16 JH AL 458 5 H/NE, R
SEHF ek, = EFFE 1 h.3 000 r/min (.02
%8 cm) B> 10 min, b 35 W B A I 7 AL &, Tl BR A
AR A AL bR o O LR R AR S AL 2 LR
TR i R B B 3 R0 B o L AR B R ORE B A 1
pilt A5 WRE 5 L S T ot S BV 40 oL s - J000 000355 R &
10 pLCGRATREE N 5 £5) . B i S ah 1 A7, S5 b s
M .37 CHEE 30 min, PEEWIE VE 5 K, WK 4R L 40
T 2 LM AL 50 L B bR R 3 AR T AR
37 CWFE 1 h, VRBRMIE VR 5 W, MoK 48 4+, B fL
A 100 pL W% TMB 8248252 % 1R 21,37 Ci#Et
A8 20 min, fEARHE S FLET 5 FL 20 B A B B
AL, AL 50 pL 2R Z 1k 0, 15 min N LA
ZHALIEZ, 450 nm B KM A LB RO BEE (A
fED) 5 DUAR M 5 00 46 3l B Ak b s A b A A A L (3
CurveExpert # {4 2: fil brof i Ze , oH 58 A S ik
1.2.7 »AZF-HFa(HE &840 8 HEAR
9 9% A2 B

HBOEE Hp 55 8.12.16 J&/NEL &840 H 4144,
10 %6 v FE [ 0 B B B IR, A i 3L U L
YVIREE R 4 pm, —H K LB KL, HE e,
FREE B K . W 2R 0% B, rho MR B 0 55 38 7 3 s
A T SR B AR N IR IR AT A L B Al
SU H AR 1% 2 IR Miyashita br e #EFT R4,
1.2.8 A“X@miE Ko CDL /CDS' T # & @ e
b )

IS Hp J546 8.12.16 JE/NEUMAF 4. I F
ARBIBTHE, 70 pm G W 5 38 5 0 A FL¥2 9 PBS T4,
1 500 r/min(E.0F4% 8 cm) B0 10 min, 7 FIiHH
A 2 mL £ 240 B 24 A v e 41 TR A0 5 O 24f# 10 min,
1500 r/min(E.0¥4% 8 em)4 CE .0 5 min, 7 FIF
W, PBS WUk 5 H B A L, MR A ik E R 1 X
10°/mL, B 300 pL 402 2 i X4 8% FITC #3id
F Gt Bl CD4 \PE Fric %t B CD8 In A% iRk &
P15y, A i i AN BT AR A 25 (6 BR AL L 4 °C e I
0.5 h,1 500 r/min(E.LF4E 8 ecm)4 C &L 5 min,
75 FVE WL PBS YRS A 200 pL PBS ¥ HiE &,
LRI , CellQuest BRAF 0 #5535 31158 CD4™ /CD8 ™
T A E A L
1.3 %itsam

KM SPSS18. 0 it i it 17 g8 it 43 b 1+ & B
BLL x5 Ron, Z 4] HEECSR LK R J7 2257 0 » i
— 5 21 6] 9 5 L AR LSD-¢ K56, L P <<0. 05 Ny 22
SHESIFE L,

2 & ES
2.1 HpB#HE%R
XFREZE 5 H/N BUE IR IR R IR 5 4 R B
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PG R R 05 gl 5 /N L 26 P FR R il i
B 00 FHAE B R0l 100 %,
2.2 A4 R B 4AL P NODI,RIP2 mRNA % ik
K -F

Hp J8&% 24 h J5 5% R4 b Je e d /N BB 4
21 NODI mRNA # ik 7K F J6 B & 28 fb (P >>0.05),
RIP2 mRNA 235 /K - B g 7F & (P<<0. 05) s Hp /& 4%

FAEF2022F2AF%51 K% 4

48.72.120 h J5 , 5 XF A g, SR G 4 B 41 40 NOD1
RIP2 mRNA ik /K44 81 &8 T+ 55 (P<<0. 05) 5 Xf B 4
NODI1 ,RIP2 mRNA & i 7K - i J2% G i (5] 3 fin JC BH &
Ak YL 4 NOD1I mRNA RIP2 mRNA 2 ik /K F Fifi
JERGL B[] 18 0 4 T = S FEAIR, Foh NODL mRNA 7
Hp Bt 48 h J5 3R B /KF i m » RIP2 mRNA £ Hp
YL 72 h R R, Lk 2, 1

*2 RENRBEHLAH NODIRIP2 mRNA RiEKFELL B (n=5,7 *5)
NODI mRNA RIP2 mRNA

A 1]

X R4 &Y 4L X M2 eyl
24 h 0.20-0.02 0.2540. 04 0.39-40.04 0.59+0.07°
48 h 0.2120.03 1.05+0.07" 0.4020. 04 1.014+0. 10"
72 h 0.2340.03 0.6820.06" 0.3870.03 1.1840. 11
120 h 0.2440.02 0.59240. 05" 0.3740.04 0.8740. 08"
F 2.564 171.574 0.585 37.300
P 0.091 <<0.001 0. 634 <<0. 001

" P<20. 05, 5 A A i ) IR 4 L 425" . P<<0. 05,5 Hp B3k 24 h [L#;°: P<{0. 05,5 Hp J&Ye 48 h He#:* . P<<0. 05,15 Hp Y 72 h [LEL,

24 h 48 h 72 h 120 h

NOD1 (3 B2£R) _
LIICER) —— -
RIP2 (34 #R£R) “
————

GAPDH

2.3 B RBUALR MM P NF-«kB p65 & ik K-F

Hp Bt 24.,48.72,120 h J5. 5 % B 4H b &5, %
U2 /N B 42U A% P NF-«B p65 3 1k /K 3 1 i
FhiE (P <20. 05) s %F B2 /)N R 412040 #% ' NF-«B
p65 % 1K 7K V- Bt Jak G fisf 18] 34 Jin Jc B AR Ak, BRI A/
L ZH 2140 i 4% h NF-kB p65 3 ik 7K 5 i Jak 4 pif []
K Se Tt s BEAK . 7E Hp B 72 h )5 RB KV i

B1 &ANMNREALAH NODLRIP2 mRNA KIRIE B 3L A 2.

%3 ERNERBEAHLMAIZ P NF-«B p65 RixKFEE (n=5,2F5)
219 24 h 48 h 72 h 120 h
Xf HR 40 0.1740.02 0.16+0.04 0.15+0.03 0.1340.03
SR Y 4 0.25+0. 04 0.8740.07" 1.1940. 06" 0. 9440, 08"
¢ 4,000 19. 692 34,667 21.199
P 0. 004 <£0. 001 <£0. 001 <£0. 001

“,P<C0.05.%5 Hp &4 24 h H4 ;. P<<0. 05,5 Hp J&4e 48 h H4;° . P<0. 05,5 Hp & 72 h H#,

24 h 48 h 72 h

NF-«B p65 (xfEEZE) R S S

120 h

NF—cB p65 (BEA40) WG— . S —

BRANREHAMMZR NF-«B p65 BIRiL

Lamin B1
B 2

2.4 & F ok IP-10, IFN-B & -F
Hp J& Y 8.12.16 Ji J5 , 5 X% B4 Fu e, B ge 41 /)N
BRI 1P-10  IFN-8 7K - B & 7+ i (P <<0. 05) 5 JEk 4

/N BTG TP-10 \TEN-B 7K Y- Fifi 2% Gt i [ia] 48 o 32 ¥ 7

5L TE Hp B 16 BG4,

x4 ZHNRIMFEFR IP-10,IFN-3 7k F
(n=5,x*s)

215 IP-10(ng/ml.) IFN-B(pg/mL)
popistis 27.4148.52 10.54+4. 61
YL (8 JHD) 58. 63410, 37" 26. 3745, 25°
YLl 12 D 108. 97411, 21* 52. 683,94
YL (16 JD 164.15+12. 46™° 64. 7946, 82
F 314.473 220. 832
P <<0. 001 <<0. 001

“ P <C0.05, 5% B ;" P<<0. 05, 5 A (8 D) H R

€ P<C0. 05, R A (12 B L,
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2.5 HE &N DR F R BEARBE T

HE Je @455 Bon, 6 AL/ B 25 b 45
SERE HES RS, AT LB 40 i, JC I @ 48 RE %5 s Hp
JEGL 8,12 116 JE T . /N BUE 41 SRR AR 45+ IR Lk
A 4, L) ) 5T B 98 1k A R, i A R ) A
o, R B e, WL 3, Rk 8.12.16
JELJ5 /0N U 26 B 4 0 B 9 05 0 43 43 o (2. 31 +
0.21).(3.68+0.35).(4. 7340. 3D 4y, Z R H 51t
S N (F=72.783,P<C0.001), H 4% 41 &) ¥ M5 LL %2
EFWA G E L (P<<0.05),
2.6 BMIRMAIEAL CDL . CD8' T#Hemig
5

Hp /& Ye 8 )5 . 50 BT b . Jak e 21 /)N B
40 CDAT T ik B 40 i & 43 bk JC W & A5 fk (P >
0.05),CD8" T ik EL 41 it F 43 L BH 2 T 55 (P <C0. 05) 5
Hp &Y 12,16 J& )5, 5% B &, By 2 /)N B8 e
4140 CD4™ T Ik B 40 M & 43 b W & B IR (P <C0. 05)

'.- XY " v ! A
N, o} ) B. ¥ z
A XEIEAL B Hp &% 8 J&:C. Hp J& e 12 JA ;D Hp J& 3 16 .,
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CD8 ™" T bk E4 40 it /5 43 B BA I T8 (P <<0. 05) 5/ B
L0 40 CDA™ T 3k B 40 7 43 L Ja % ik ] 384 o 5l e
) FHE . 7 Hp B 12 & )5 e A% /N BRI E 41 21
CD8 " T bk EL 20 it 75 43 b Bt Ja e ik [va) 34 o 5 7 15 )
ik 76 Hp i3 12 s, W3R 5,14 4,

x5 BAMNRBALR CD4" (CDS' T it B 48 A
B (n=5,245,%)
4151 CD4 " T kL 41 CDS" T it 41 i
ot B4 62.4145.53 25.4674-2.96
JRYLUL (8 JED 54.34+6., 12 32.37+3.82°

B 4H (12 D 41,3744, 25" 38.6943. 94"

YL dH (16 D 49,7843, 97 33.25+3. 27"
F 14. 746 11. 895
P <<0.001 <<0.001

“,P<C0.05, 5% B4 ;0. P<<0. 05, SR Ye 41 (8 JED L% ;c.
P<C0.05, 5/&Ye 4l (12 D HeAs .

3 EHRNREFEALAREFT/H(HE $£&, X200)

s & ] s
w & g &

< ! < | < | <
g 2 g2 g2 g 23

2. 2] 2] e,

102 10° 10¢  10°  10° 102 10° 10 10°  10° 102 10° 10¢ 105 10° 102 10° 10 10°  10°

A CD4-FITC B CD4-FITC C CD4-FITC D CD4-FI1TC

A IRYL ;B Hp J&Ye 8 & C. Hp Y 12 J& ;D Hp J& YL 16 A,

B 4 INFRBBRRZHLR CD4T (CDS' T #HE MM E S L

3 it it = B ME— AR MR T T B BE A SRR R T

e AL R G LB 2 — . WHO 5t
I, et A E R 106, 4 T, AE TS A B 7803
T B R BT S o st T A B2y R SR T
By 8. 296 g SERAL U T Wliie L SRS 2 -, B
AR fE R R AR Hp B ARG R s BEASE A
BTG AT 212 W CT L N 35 75 R I s 45 25 R AT
G — oy R R R PO E R
S WL 3 22 D s i DR R A0 98 i DAL A et 1 % 3 0
ik U G N S E A LR Rl S L B NTTE IR &
i FEL 00 O A T R e T AL B R, R

AT 1Ry 3k 20 R B 0k 1) S L 0 B R Y 5 AR AR
AP AR AR ] 9500 DAL W 018 i 32 R B i B
J7 TR AT RGBT IR G IRIT R L 4y
TR [ IR T e LR A0 e R R A 1 4y 1A O R
T PR S VL BT R0 Xk M AT A A o A o iR A
KVEBME R, 5 FIEaYT A B L 5 R)T
ROR B AR e B 58 B 0o 7 k&
AL, T HAT T 23 1 AR X AR R T AR BT

Hp B2 R BT bty . B LAl 2R
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BRI AR Y O R & g E R e Y
I 60% M SAYED %N i g & B, Hp B T i
Nei #£ DNA BE3E Ak il 2., 5 303 4 4 3405 58 L B -
Bz 40 M5 P I R T 51 & . LV VYR B
/RS Hp YA S H bR 0 360k 5 R 4 R B -
10, A i F 8 405 52 Ml A % . SEMPER 267 #f 5¢
F0 L Hp 5 5 400 A 2 (11)-18 L NF-«B 4 #i
DI BB EE 1 AR A, T EUE £ A0 40 B E R
T FRF 48 05 /I 335 1k 338 58 v o 200 6 32 30 A T 5 B0 R
SiE . ARBEIESE R 8O, IE R /N2 Hp B s, B 4
SUMRZE M REIR 08/ (ZE 40, UL 1) 5T 80 2R 7 4 i
R, M 1P-10  TFN-B ZKF-FH & A4 21 CDA - ik
L 200 i 7T 43 FE KA, CDS ™ T 9k B8 200 e 1 40 1 T s L 42
7~ Hp Y% 5/ BU™ A 2 M IR, B AR A 9
Ik .

NODI F 2Rk i b 238 40 i Fn i L R 40 i,
BEANFEFR 43 ' W A0 2R v g 25k L 7 A B AR
AR & A A e N2 b R EE/ERH . NODL 7]
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