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Abstract Intestinal homeostasis is a dynamic equilibrium state formed by the interaction of the host in-

testinal mucosa and immune barrier, intestinal environment, nutrients and metabolites. IL-10 (interleukin-10), a

member of the IL-10 cytokine family, is an important anti-inflammatory cytokine in the immune response and plays

an important role in maintaining intestinal homeostasis. This article reviewed the research progress of the role of

I1-10 in maintaining intestinal homeostasis from four aspects: the maintenance of intestinal epithelial homeostasis,

the integrity of intestinal barrier, the balance of gut microbiota and the anti-inflammatory effect in the intestine, the

therapeutic prospect of IL-10 in intestinal diseases was prospected.
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SERENE, I HLAE 8 454 5 2 2 TECs 38 5 2 1
Ph DR EM, IL-10/6k K 5350 7 W18 T4 1)
S, BEMARHE T a1 R A kA, IL-10i8
CIRYE ) 7 Gl sk iy P R e SV N1 & = X o ]
YEF . IL-10F1IL-10%Z & (interleukin-10 receptor, IL-
TOR )R T BN 2887 5 B R0 DA S 7™ 2 1) 22 )L
NS I 9, TL-108R 2% (1) /I R 23 Hh 30 1 R V45
%K, RYIIL-107E4EF7 8 Fa s b B AR T,
At A SCIL-107E 4ERFIECSRR 75 . i o o 52 B
J¥7 T TR A V-4 LA S AE e e AR F DY AN 7 TR AT
ZRIR, FFXTIL-107E i 18 55 HH V6 97 1T 52 DL S
BT R

1 IL- 108954514

19894F, MOSMANN % V% J)L Th241 fifd 7] LA™
Az — BN Th 10 AR Ih AR PR 7, SRR PR 7 5 R
ZRIL-100 NKRIL-10FE R e T G tafh 1932 1, K
4.7 Kb, & 5ANHMEF R4 N T, NDIREPEIL-10
A BRI R IR T K )G 11607 2 HE TR
TR, ANRIL-T0BERA T G AR 1E4 |, K/ANA
5.1 Kb, /NRIL-108 45 5 157 R R 4Lk, HA
B 755 NRIL- 102 L1817 5176 75% A PR PE

TL- 1072 52 S B HH 22 [T 2% A R 7, AR 5%
WA, EVEgnp. shEkigni. B4IM. T4
DA S b B 240 6 25 R LB BSR4 WATL-10M, TL-10
i I 45 A IL-10R & 5 4F A, IL-10R/Z FHIL-10R 1(IL-
10Ra) FIIL-10R2(IL-10RB) 7> 5~ F4 Jli (1) — Fift 57 — 5
o IL-10R1EZETANME . B, EWeam s 4
3925 24 R R G Ath 3 ifu 4 L R0k, TL-10R2JL-F-7E Fir
B b ¥4 #IiE U2, IL-1015 5 1 LLEGE STAT1 .
STAT3 L J STATS, ot STAT3#E IL-1015 5 4% G h
EEFEM. IL-105 2k 454 5 HoE JAK LR
TYK?2, Fifi f5 5 2 STAT3 MR L, WEB2 1k J5 STAT3
TE BRI — B AR IE 1 N GH A%, 1T 5 STAT3 45 &
JCHESE S, WRBHIT A 5 B TL- 152 A5 B3R (IL-1
receptor antagonist, IL-1RN). 4K 15 = % T4
ill K] -7-3(suppressor of cytokine signaling-3, SOCS-3)
SEIIFRIK, AT BELIRT 25 Fh 2 i 18 2% V(BT ).

2 IL-107E4FFIECSTE A HI1E A

TECsX ] 4 R [l 18 3 I 1 1E i LR fa S 2K
HEL, IECsTE3~5 K B — IR, X P plid 5 8 2 el
B3 JES 1) i T T4 it (intestinal stem cells, 1SCs)4E§F
04, ISCsREAT AN XS R 7 2 BA S B J B, [ =

Inhibition of IL-1
signaling

(5 R OS5 BB —>: MAPKAOFS B %, P: BRLL.
— activation of signaling pathway; 4 : inhibition of signaling pathway; --=>: signal transduction of MAPK. P: phosphorylation.
Bl IL-1055#SSRER
Fig.1 Schematic diagram of IL-10 signaling
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B A, i — P o A g bR
(IR 40 MR A, B AR W i Z . MAR. 11
P IAA A FRAAE . AR AH i Fl Paneth 4 ),
AN A R B ES A e I Dh e, EL AR IR 4t i A Pa-
nethH A ] 3@ ik 7= A= R BA 2t B8 K SR i R i Bt B
(1) 5 B, HRAA AR INAR . [RLG, TECs2 4E+5 11
BRSSP HE B o

AR IECsZRIAIL-10R, [A i IECsHE S X}
TL- 100 S 0= A= 41 Je 2P, JENKINSSEU77E
/NFRIECsH i BRIL-10R 5 K I WntfE 5 7 % . IECs
ik B S B DA R 46 i 58 VR EE 3G, I G S A LAY 3
A2 DL R 45 L W o AR RIS, /N BRIECs 1L-10
DL R IL-10R %R 2% 5 B/ BN 25 117 98 1) 5 IR 386 o,
FF H7E 55 S % 2 44 (dextran sulfate sodium, DSS)i%
S5 g 2T 9T R R B, TL-10RER 2K 1) /0 B H 30 o
T 5 (1) 45 B 9 REARE2Y, R, 4IECSHIL-10R 5k
RAREEEZIL-1015 5 )5, IECSIIFa S M B4R, 7 B
SEGE RN R A, RIAIL-1015 5 fE4EFFIECsER
SHRIEHEREEM.

IL-1054 01 IECs I 2 & A D RE, 5 B A4 2 (wild
type, WT)/NERAHEL , 1L-107"/)5 5 AR AR IR 40 o 5 &
Jk/b ) B E 2(mucin2, MUC2) [ 3R 1A & I8 2% [ MK,
Paneth4f i H 0k & & 5, 73 WA I BRBE 5 25 4(Crypt-
din-4, Crp4)7K “F Bk, H B2 & & A K2R R AT
Paneth4i ffg *2*), TL-108 %% J5 , Paneth4f fg F1AR AR
o B i K B A h e S, R IHIL-107E 4 FFPaneth Al
MR & L Thaeh RAEEH . B E
FThfit 1) 58 AT RE AR TIL-1080 25 J5 18] 482 S 301 45 51,
H BH AW FR HIL-107E1SCs H 35 3 KA .
BITONZEPUE FHWT /N B ) 7N 7 26 2% B 1iE BHIL-10
(10 ng/mL, 72 hyr] LR RFISCsH R EH. 5
WT/NRER B ML, IL-107 /N e s AW
Z [FIDNAXUEE T ZL, T IIIL-101K 5 1 DNAXUEE Wi
ZYHERS, fAII 5 2, IL-107E 4EFFIECs 1) $ & Al
Dheer RAEAE R, IR A2 #EISCs i) B FRTEHT, 1E4E
FlmiEfads R IEER

IECs A T2 A1 IR FE 1) 34 0 5 [ 38 2 0 1) 7™ B F2
FE#PIA 9%, TIL-107] AHIHITECS R 7209, FL i
P FE R I, TL-10/ 6k 2% T 20T & -y(interferon-y,
IFN-y) A B8 8 58 K F a(tumor necrosis factor a,
TNF-a) (=239 00, TS BUR N _E R AR EIH T
DA K B 8 B iH SR ek /DR, R AR DA 45 i A ME A R

BELET Y JSAEIL- 10, S350 A 2 AIRE B8 A R T 4 £
SN, JF LRSS 8 R E R DL SRR A S 4
7R 7 i AZ PERY . DENNINGSE2VF] FiMode-K 41 2
WEBHIL-10(10 U/mL)A] PAIS FETFN-y o 40 g A= A
JIIARIFE I o 5 — TTF 75 2 WIIL-10 R 7 IECs %
ZFas5 3T, HALHZ N iFastE . P Cas-
pase-3fllCaspase-87i P4 UL & I I FLIP(Fas-associated
death-domain-like IL-1B-converting enzyme inhibitory
protein) ) IAEY . FENGER TR E M IFIL-10" /)N FRIECs
Fp s OB B4R 2R -3(galectin-3, Gal-3)3K 1A Kb,
X8 % 5 cleaved Caspase-3 535 B8 iAo, - H
Z W 90 i MR K F-xB(nuclear factor kappa-B,
NF-kB) R (1 8% 48 B I Pw LEIL-107 /N BB G4
IECsH L3, X 5p53/r F M T-A K, BL RS R
HIIL-104% 1 BrA TR, Bz, IL-10385 i
PR TR . S T R R R 55 2 oy 2R
I/DTECSTT .

N J5 ™ (endoplasmic reticulum, ER)ZHE X LY
Wi B BT AT 28, 4 SRR AEER N I R 9 8 B 1 o el
AT & d E BB I ERK AT B8 I, #2351 EZER
PR, TR ECER L (endoplasmic reticulum
stress, ERS)*?, IECsH B F & [ EREE ), FFANWT
2R IR R ARAESE R, IECsid Z HIERSHI
IR I REZ A, H 2 FEIBDHKRAE D,
WEFCRIIL-107 /) BR - ERSAHH &5 5 1 i &R (1 3Rk
T, RWIL-107EHIHITECs FERS & 4% B 2 F1>.
HASNAINZEP F Winnie/)s B (MUC24 1% 47 8 /1N
B ARSI AC B AL 2] LS 1 74T 20 il KA AUERS, 45
BRIAEL FIL-10(50 ng/mL, 24 h)J5 ERSFF4E% /D,
M7 241L-10EIL-10R H AT S ERS IR, 2% BAIL-107E 471
HHARTR 200 i Hh 1 2 9 5 B R 4 S ANERS U7 T K #5 5
FAEH] . SHKODAZEPMUE ] 5 i HIIL-107 7N B AT
IBD & 3 (1 J5L R PEIECs, B 78 & ILIL- 1040 il S0 %
SK[KT-6(activating transcription factor 6, ATF-6)554E
1) %5 % ¥ 5 2K A -78(glucose-regulated protein 78,
GRP78)FE A 5 8-, LA #E 5 5 ITECs A Joit Y
LR T 2, TL-1038 1 4E FFIECs 2 & 2h
BEMIIER . JDTBECSTAT. . FIHITECS ' (FERS [ B,
RUEFFIECs IR EIRES

3 IL-107E24E#5R7 RS E M R EH
i 1 i L B Bt R G i I B
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Gk -

FETE RN b Rz 2 (8] (1) T4 0% Z ok SE BRI ERE (1) . W
FRIERT — AR E B, RVEIRICE IR
VIR FARIANK, LA RAE S 1 A R HEAE R )
Prla, (A e AR E A 52 s o 0w PR A ) LA
KA 8 IR . 24 b5 B g e s,
JW i R AR O 2 BON B0 1) 2= B A i3 N W 1E
A5 )2, BB 51 4R SN, PRI, i o B 1) e 2
T ERR SR A X E 2,

b R g i SR R i, R L
1) 2% (B4 Occludin, - Claudin-1F1Z0-1),
TEYERF I B b e B P R EEAE . /N EIECsH
IL-10R 5 DA B A2 #NT 844 Jfd FH IL-10R 232k PR AT
58U R IhRE 2, i EiE g N, R HAIL-10
TE 4 £ i B W 50 B Ve b B A = ZAE RO, IL-107
/NER A Occludin. Claudin-141ZO-1'E55 & A FR
1B 7KV 25 PR, 1 7 B 58 1 52 407, QUIROS
VIR RN, MiE R fa 1R, A AL TL-10
mRNAFHEE B 7K RN, R IAIL-1058 1 ek bz
Wntl %5 315 5 & 1 -1(Wntl-inducible signaling protein
1, WISP-1)[ & A 73, 18110 (2 BEIECs 1) 3 5 #1455
[ # & . MORHARDTZ A LE AR A HT1 K 24
NN B R, B AR IL-107E 1
E R E T RIS . MADSENZEP1) HL
IR 7L 3R B, 7ET84K: % 1 #MEEIL-10(100 ng/mL) 1]
LA GG AR S ia e ), FFAEIFN-yB IR J5 Yk 52 5¢
P sE B, KOMINSKY 2520 FIIFN-yif 5 (1) T844H
i B2 B B e SR AR Y, R BIL-10(10 ng/mL)A] DAY &
5 I ) W, [H (transepithelial electrical resistance, TEER),
ety b 7 BERE IR o IR SEHF SR BH T IL-107] LA
TR FFIFN-y1%5 5 (1 B R Al A J5 b R Be e Wk &, (e 4
FEI R B () s BV R R P EEE A . ZHENGEE R
L, T HR R AL-10(10 ng/mL)Ab FETS44H Jifd 15 A i
T R SRAC PR TRALH MU AH LL, T MR EhEK-AIL-1040 BE
S )b R R () e A A 3 I B 2 25 . SUNSEHIR| H
NRA I AVE TR G bR bR R D R A AR Y, IR
IL-107] L\ 18 ZO-1. E-cadherinbL & Occludinff)#ik
K. HSWT/INEAH L, IL-107/)N B 45 1 (1388 335 1 5
M UL X TEER S 3% PRI, X 0] fg SIL-107 /N R &5
J¥ H Claudin-1F1OccludinfymRN AR 25 [ 7K P H A
KM, 5WT/N R 2K %48 B AH I, KHARESE® R H
TEIL-10745 i 25 2% B F E-cadherin i & 5 % 3F H
Desmoglein-2& 157K P [, FRHF KW, IL-10

A ULIE R HEIECS R4 5 DA 318 i 5K 8 e 3R T Y
RIEIK R YE R i b Bz e B ¥ SE BEE, AT 4E 5
B RREIRE .

4 IL-107E4EFF B E A &P AER

NZK B B e, w15 E F
FHEAEH CL4ERR S5/ M DI RE AR S . il 2 — M
i) #8 B, oA R 55 AR 11 A JC 00 SR AT 3 TR
PRI . il BRI R A, SRR iERR A,
% 0] T BUBDAI 45 B )i (colorectal cancer, CRC)%
B P 1 A AEBY, TL-1052 — b 28 2 1 4 48 41 o [A]
¥, FE4ERE I E B RRAS TR B ORE EL(R D).

IL-107E 45 15 iy 18 T B 1~ 47 v 1 =2 224
AR D RS BRI . EREA R, F
TR I HRAR L A A P R N AR iR A ) 5 — TE 7 28
IL-107 /MR G R E KA T O, BARRRZ
)R, AH RIS G e 5 E . AEIL-107 /N,
MRTR 20 P 43 W 1R 28 W P MU C2 1 5 & ik /b, S 303
TBONE A TR 1 PR 1) B8 70 9858, 1045 B0 B 2k 1E 1)
ATREPE IR, AT B0 18 B 17 < . gt ah,
¥ [ 45 J2 1R 6 4 P 7 A 1 - WA PR Tg AR e b 1z 241 i
¥ BRI R, FEAE R R D e DA B EE S i AR 1)
A F P IOV R Y A B AR Y AT RN,
IL- 1042 33t 7 [8 A )2 A 7= A= Tg AT B AT At 4 = 10 38,
I H ERTgATRE AT, (R, TL- 1058 1 4E #F
FHURZ () DI e SR HRAR & AP S A= W) B NARE, AT ASE
TEREAAL T PEPIRES .

IL-10 B SRR T B 18 B - AIR S, &
B TE I ) K . TR FUARE 1 IL-107 /)
b5 WT/INBR 2 T8 Y 38 B 22 5 (R 2) . GBI IL-
107 /NP EHE FE W ER B (Enterococcus faecalis, E.
faecalis). KM & (Escherichia coli, E. coli)s X
F-H (Bifidobacterium)¥s) & L5 3 i 40 , M E G
WT/N A2 IUIE JAE . BARIL-107 /)
SR AT AR PR 22 R AN =F R B A I ) B HERS T T
B, (H R ATh 2 HIILRR 5 B A o B AR A AN T 5 B 1
A=A AEH A FEIIIL-107 /N, E. colifll
AR TEAT B8 (Proteobacteria) 1) 3 & i %5 B [a] [FI 4E A2 10
N, X e/ R4 I SOREAR W, Ui B IL- 10 Bk 2%
ST Proteobacteriaf E. coli=F-FEXG N, {Eitk T fpiE
RIE RN A, FEIL-1077)N BR 1) 138 A W52 2 phs FH
KA (pks™ escherichia coli, pks™ E. coli) )5 &
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1 IL- 103 i EEEFHIF0E
Table 1 Effect of IL-10 on gut microbiota

i A £ S EE BTN
Intestinal microbiota Change Consequence References
E. coli Increase in abundance after IL-10 Inflammation of the colon is obvious andeven leads to ~ [49-51,53,56]

Bacteroidetes

Proteobacteria

Firmicutes

deficiency

Increase in abundance after IL-10
deficiency

Increase in abundance after IL-10
deficiency over time

Decrease in abundance after IL-10

the development of IBD and CRC

Increased Bacteroides abundance is associated with
higher risk of IBD and CRC

[50,52-53,57]

deficiency

Verrucomicrobia Decrease in abundance after IL-10
deficiency

Lactococcus Decrease in abundance after IL-10
deficiency

Roseburia Decrease in abundance after IL-10
deficiency

L. johnsonii The level of IL-10
expression was consistent with the
abundance of L. johnsonii

A. muciniphila Decrease in abundance after IL-10

deficiency
Actinobacteria Decrease in abundance after IL-10

deficiency

It coincided with theactivation of spontaneous inflam-  [49,53]
mation and the onset of colitis

Decreased abundance of Firmicutes leads to disrup- [49,57]
tion of intestinal homeostasis

The balance of microbiota is disrupted inthe intestinal ~ [49,56]
Intestinal mucosal damage and inflammation [53]
Intestinal mucosal damage and inflammation [53]
Relief of DSS induced colitis [55]
Promote the development of IBD [49,54]

The balance of microbiota is disrupted in the intestinal ~ [49]

W40, pks” E. colin] FE CRCH KA, FEIL-107
/NER T, phs™ E. colifilf g5 2 M 55 9T 1 (Entero-
toxigenic Bacteroides fragilis, ETBF)i#% % | 8-
LIS DNAT1S, 1% 5 CRCIIHE s & 26 AH B2,
I, TL-108 6k 2% 5 880 B =F 236 0, {23k iy 18 9
PR . IL-10 BT 5506 B A 25 10
FAERE (Lactococcus) & Wi K E (Roseburia) L} W&
Fh 2R 1 B o7, 2 QA (Akkermansia muciniphila, A. mu-
ciniphila)¥F=FE N [, 3E 15 BRI 15 L X IBD K
ARSI ORI AR IIL-10/ Rk K 529 KFL
B (Lactobacillus johnsonii, L. johnsonii)i] 3 & 5
EARSE, FH L. johnsoniil ik F 40 A {3t 27 ih
IL-10, A2 /N B &5 1 5. 25 B JriA, 1L-1038
o R R Dh e DL R 1 B A A BE M 4E 55
TE PP EDRAS

5 IL-107ERAE PRI RAEA

IL-1084 470 2% A FH 22 B0 A °] LA 1) 7 22 12 %
K710 3o TL-105 H 2R B 45 5 s JAK 1R
TYK2, fifij5 53 STAT3 kR 1L, /it >k STAT3 5
SZ MRS FHAIL-1RN. SOCS-3 DL & Al %

PE TNFSZ AR5 17 A, 1% R TP R BRI
SOCS-3 ] LAt 22 22 Ji5 3 4k 25 3 I B (mitogen-ac-
tivated protein kinases, MAPK) 1 #i% . NF-xBffJ A
% UL B B S5 15 5 I A8 98 B PR 3R, I HLAE 1738 28
A RIPE A, IL-1RNIUBH BT EHIL-1B5 A2 k45
AR BN R AT, 8 X e E FH s> T TNF-a.
IL-1B+ IL-6%5412 % [l ¥ [ 3 1A Al 43 Wb 1, ATk 3]
PLRAER

IL-107E 18 H i 2 28 B 717 A, 7ERR R 10
N &5 Jigg 41 23 7R 5 INTL-10 7] 310 1 TNF-a 1 TL- 1B 7=
Az, TN 45 i 28t A AR A FRTL- 107 i 2k 5 30TFN-y |
TNE-af1IL-17/f)_ERCS, X ebgh WE W] ERE
AT AR 48 i 3 s LR, TL-1070] DL #4246 K -7
(72 A . E AR P RTR 2 BT 72 & B, TECSHHIL-10R
(R R 3G N T g b REE P, F BN R &5 2
IL-1BFHIL-655 45 Kl F-3RIA KT+ Bh4h, IECs
FEIL-1047T 2 A FH 1280 41 B, 17 5% 75 1) Caco-241 i
BT 8 73 B8 () NIECsH s JIIL-10(100 U/mL), AT LA
O 4f1) B A% 41 O #2625 (T -1(monocyte chemoattractant
protein-1, MCP-1)[#)7=4: 51, MCP-17£ IBD# %  E
VA, FF FLAE 738 28 ok A 1] M55 00 928 J S8 1) i3 20 AT AE
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Table 2 Difference of gut microbiota between IL-10"" and WT mice
R IWrEE R 27 R
Animal model Analysis result References
GF IL-10"" and control WT mice were trans-  The levels of Bacteroidetes, Proteobacteria were increased in IL-10" mice [50]
ferred to SPF conditions for twenty weeks
GF IL-10"" and WT mice were colonized by Compared with WT mice, the diversityand richness of /L-10"" mice decre- [49]
SPF mic-robiota for two weeks ased over time, but the abundance of Proteobacteria and E. coli increased
GF IL-10" and WT colonized with SPF E. coli abundance decreased over time in /L-/0"" and WT, but remaining [56]
microbiota higher in /L-10""; in WT and IL-10 mice, the community structure changed
over time from an early community dominated by Firmicutes with more
Proteobacteria to one dominated by Firmicutesand Bacteroides with fewer
Proteobacteria
IL-10" and WT mice Bacteria in /L-10"" mice can penetrate the mucous layer and come into direct-  [44]
contact with the epithelium
IL-10"" and WT mice were reared in SPF The abundance of E. coli in mice reared in SPF was significantly higher [49]
SPF IL-10"" and WT mice There were more immature particles in /L-70”" mouse Paneth cells, more im- [23]
mature Paneth cells and less cryptidin-4 secretion
Nine weeks old /L-107" mice were treated Without microbiota, Paneth cells were more mature, but with more amor-
with antibiotics phous granule
IL-10"" and WT mice were reared in SPF The proportion of Proteobacteria and Bacteroidetes in IL-107" mice was [53]

relatively high, and the abundance of Lactococcus and Roseburia decreased

GF: JC1#i; SPF: JCHF 075 JiL Ak o
GF: germfree; SPF: specific pathogen free.

i RAFIE o AR AU I, TL-10R] LA TEN-y
PR MIECs £ E A U 2 2 5 14T (major histocom-
patibility complex I, MHC 112543 I IAR, IL-10
WL FZWAIECs 7 1) IfILI5 2 % 12 44 (serotonin transporter,
SERT))# 1A, SERT I 5515t 14 45 W 42 (ulcerative
colitis, UC). IBSEE & A Ly BE 1 i 5o 41 5%, 72
R BT R FE FTL-10(25 ng/mL) ] 755 Caco-24H i o
SERTHJ i, £5 b Frik, IL-1038 1 4 1) i 18
A& 98 PRI 1~ DA BRH 5% A BT 10 7 A ok R He Bt R A
F, TR YR i RS AS o

6 IL-10507iE& R
6.1 IBD

IBDJE — P 1 H M 18 9805 11 50, RPN
%' 9% (Crohn’s disease, CD)FIUC. IL-1042 4 FF 1%
TH P4 A2 A A0 I RE I OCEE A T, X AEIL-108R B /) B
2R BN E KNG W 98 TR A5 BIUESE, 1X 28/ R
BB BRI BRE I R Bl AR R 2
R, X5 NP M H LR EA LT, TL-105
IBDE EEAH ¢, IL-1040 IL-10R () 5848 5 IBD () - 1
R B FH OR824 BL R AH SCBR A Tt — D RO
TIL-1031FEIBD A 3 ML 1) A i B 24 RS, ik 4,

TECsHIL-10EKIL-10R i 5% T B0/ BT 45 11 % 1 5
SR 3 N2 AR PR SR ALY B HIL-107] DA ZE R
SETL-106RFE /N SR 25 2 B R e . IL-10/1£R 37 DB
GAEVF 2 45l R AR (R AEDSSF T 10 45 I A AR A
CD45RB"" T % 7% 45 17 S A ) A5 BIIE ST, ik
FIL-10/ 9T % AF F A B AE /N R 45 M 96 i AR 37 4
H, IL-106 2i5971BD. {H2, f F EHAIL-10%1BD
BAE AT 2 SR IT IR R 45 A N R, iX
Al e H T IL-1000 M35 - 2 05, 254824 A
JE DLKGTL-104% 38 21 Fh 155 98 5 # A 22U . ZURITA
SO Tk ) L IR L BK B B AR 5 T YR T IR IL- 100
HL, ¥ A2 1% B i1, % 5w AN OR 5 A 0
BRI TG T TR, 1T L AR 8 LE 505 AL = AR TL-
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