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Effect of interaction between hepatic macrophages and hepatic

stellate cells on the occurrence and reversion of hepatic fibrosis
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Abstract: Liver fibrosis is a pathological reaction of the liver caused by various etiologies, and it is the only way to
develop into cirrhosis and even liver cancer. Previous studies have found that liver fibrosis and even early cirrhosis
can be inhibited and reversed by certain interventions. This process involves a variety of liver parenchyma and non-
parenchymal cells, hepatic stellate cells (HSCs) and liver macrophages are a key cell type in the process of liver
fibrosis. HSCs are the core cells of liver fibrosis, and liver macrophages are the main regulatory cell in the process
of liver fibrosis. HSCs can induce the activation, differentiation, proliferation and apoptosis of liver macrophages
through the secretion of chemokines, inflammatory factors and apoptosis factors and vice versa. They also can
regulate the production and degradation of extracellular matrix (ECM), which in turn affects the development and
inhibition of liver fibrosis. Based on the respective characteristic functions of HSCs and liver macrophages, this
article explores the role of the two in promoting and reversing liver fibrosis by explaining their mutual influence,
with a view to explore the complex pathological process of liver fibrosis and to provide new ideas and effective
targets for the treatment and reversal of liver fibrosis.
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JH A Al 2 JHE X 25 i 1 e 477 A2 5 s
U, R 40 B (hepatic stellate cells, HSCs) 5 T
53k 24 6 JFF 2 4 A0 o ()R EL A A A kel 2 %
V. HSCsPBE & FF 4 446k R L F o (1A% 0 38
T, FERFF4ELL T, FEALICTHSCs & R 22 41 i 41
RO BT AR S B A4 kL, F
IR 77 A 22 ol A4 DR - 5 5 5 4 i AR 58 0 248 i £
WA, RN B 4E M & A, s I 2RE
L, AR FFEFYEAL I R o i S 114 e 4 it D vy
RS WA AN L R A HS Csitt — 2 id Ak 5 15, T
AR SRS, BOREF AR S S o 1172 2 4
AT 3, JH e 24 o 3 et 3 A R 1 AT A B I i
& )8 E A BF(MMPs), REEAHSCsIMT: . 4
L A 35 I ) B AR . HSCs i) 3 3t 448 i i) F 32 4 A
FAAE B W an B i B 2F e A R B Ak, AT il 21
e R . B, HFERRYE S HSCsIH B52
Wi 75 8 428 21 A 10 K AR 5 30 2 v R P 3 LT 81 1Y)
YER o ASCH M B 4 i 5 HS Cs [ F AH L 52 i
FEAR A YAl 5 1900 e 20 A TR AN AN [R] 77 [+ R ik — 35 (1)
HIFEH -

1 HSCs

HSCsA7 T P 2 40 it AT 40 i 22 18] f) Disse fis
B, EPPAEECMAI R EYIM . 6 WAL T,
HEBDREAT G YEERA. RS H
M=ER. SWEIEEAAS. YATIE R St g

PSS, HSCsARITHIF40M . P9 R4, ifii /)
B DA R S P A 5 7= A — R G4 R -, o s
JH- 28 B s 1 =l A2 R R B I B1 (HMGB1). ROS.
FeAUE KR T(TGF-B). ~FALBEEEEZR-3 (Galectin-3).
CCL2. CCL5%HIHSCsiEth . ML BLa FR N
HSCsHE B B B IRHS Cs AR ik vk 2> 5371
K, HREAEBWHE IR a-"FH IS E A
(a-SMA), kT4 A B A BRIGHE . 3T F A5
AE 1 I LR LT 4E 41 g (myofibroblasts, MFBs)™. H
BT, KEWIFTEY, HSCsIHb &L 4k K& it
TR L o TEAL T FIHS CSTE #7452 1) 41 1 4 i 55
el SRk GO il S XS i O E R Rt NP
(TGF-B1. PDGF. CTGF. CCL2. CCL3. CCLS5.,
CX3CLI1E)4ekr A S REs, I HBEuEE 28k
RAHIHSCs, #E—389 KiG B bR Bop
NHSCsTEACHIFF S B o #0E HS Cs 7 A K &
42 J& £ A g 40 77 (TIMPs), 3 3(TIMPs 5 MMPs
(L) KA, S2MIECMI AR, 6 T £F 4 et — 20
MEMELD. Btz 4h, HSCsik B ELIRpTE 2
BT R, B LR T S
m&t@nEﬁﬁﬁa VCAM-1. ICAM-1), 3%
2% PRI [0 4547 P I S50 SR AR IR, A O 2 0
&FWE,ﬁﬁHﬁ%%ﬁ%W%
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5 HORVE AT 73 g 8 — 82 VR I B 391 7€ J N\
B A ERARAR, SRR 75 40 B (Kupffer cells,
KCs), EAPRITT ISR & 40 R A4 (erythro-
myeloid progenitor, EMP)"", fEAFEFaA N, KCsHl
BEAT HIRIGTE . 4EFF Y B R, A AL
A % 1T JE B E R . KCsA T L SE P,
55 1l TE N JH R & ML 35 D), AT S R e R A
AL I JE s G e SOBE, S I AR A3 5 B 26—
U 5 — SIS A 2 FR A% 4T A 3 T
1, FRNERAZ EWE4H A (monocyte-derived macrophages,
MDMs)"Y . 7E I 52 B &l BRI, B
MR SR N ZA, o e A I B R gl i,
78 R VRN, IR RIEIE R . IR 4RI Y
,ﬁ;)EH[IS-H]O

JFF 5 4 P 0 % A e e A ) B R,
H, FETFHLE -y (IEN-y) R RS 7 RS 7040
B E AR AM A B RE4RRE, N iR & gt
POE BRI 7EIL-4-510- 13530 F 7L i E e 4h
Mo M2 8 S gE A, B AR AR SO Y A
PRS0 3 PG o 5 0 0 A S % DA K% Th e AR
AR T SR ZE S . M1 B K40 & Rk e
RAMM A FAL-1. IL-61 IL-12. TNF-02%). #{LlA
T(CCL-2. CCL-3%). Rtk ¥(ROS. NO
%), RAEFAR % L s RS pi o et M2 A
L0 4> WATGF-B+ PDGF. IL-10%% 41 i K] 1 -
RIKTHERZM . HEapEd, LAEZE, £
il FORE AR AE 5 A 4% A

AR SR TS ) R0 B AE WA RS A I 4EHF . Ry
SE T3 SR AR IR G 1R R DL B 2H 27 B 9B 45 2 o A FELURTT
PSR PR EE AR MER. H, MIERA
JL ] 53k 22 i A Rl TR BEHS Csif AL, 2 JH 21 4k
Wk R E AN, (B2 4EL R, M
5 241 i T 3 e e W T R A B DA B g3 A 4
J& A B L HEECMIT B AR, X T 4 Ak 6 2140 il £
WORE AR T o M2 I 20 i T 3 i 2y WATL- 10471 1
HSCsHIIHAL, HM2 W40 i i TGF-B I 32 273 i
MM, TGF-PHJ i FHSCsIE M IFAZIETIMPs 11t %
15, FHIEECMMFEME . i W 4 0 21 4 AL 1 1
AR FH 32 B2 DR 43 WA 4 B R 1 AN [R) 5 B ) AN [+
SHEA

3 FEREZMSHSCsH3Z BE{ERIEEHT A4
(&A%

JF B 41 i 5 HS Cs 22 Ta] (1 532 AT F 2 5% i i

AL HERE R BB IA YT . (ERT AP 4L I L FE
PEZF YAk B g4 i A PR R iz i . Rk
40 LA A HSCs B2 48 400007, [5] B 43 ik 22 M 4
PR 7 HS Csvli Ah R T3 T (K12) o M # 30i (1)
HSCs I 38 ik 73 90 1 A4 R 7 35 45 B8 22 1Y) s &4 i DA
JBRZ AN, FEIE I e AR A i ) o4k DA K LR
MR, (et ATyt
3.1 EEZApaxTHSCsHISEE1ER

TERF I R AR IS, 1A T e 4 e ot
Rl FKs Bz A . 2 PR DL K HSCsfa it &2 52 45
X, HCCL2E5CCLS/E M EWg 40 i R ik 1) 32 2
1 FFHSCsl#atk R F

TEFFRE 32 24500 J5 B 4 i i i R JIACCL2
Ira) JF U 453 4% X 45 55 4 K = I SR A% 41 M S5 HSCs, I
W CCL2/EH T HSCs_E [JCCR23Z M2 #EHSCsiif
o BbAb, 3N MIE ) B A% 4 AR E e 7 A 4 1 TR
THMMEE 7 — B E 2 HSCs, f )
MFBs#: 4122, cCLSNiEid CCR15CCR5%
&, A4 KIEER . CCR15CCRS3ZEE
1EAE THSCs# fl, {HCCRSTEHSCsIT# 5 s &
X EMER™. e R, CCLS/CCRSIE@ L i
FRLERK 5 SHSCs S, 119 P-4 ALt e

M A% BTG HS Cs B B 2 i Rk CCL2 5
CCL5, #—BHEIHPOHERIGEHHHSCs, 2k
YL HE— 20 R B, Rk, #E[HCCL2/CCR25
CCLS5/CCRSXTHSCs 5 E 5 A 4ifb ik e &
HEME L. AWFAER, HCCR2/CCRSXH
FH) AT 061 B A% 2t DA B2 HS Cs 1) 55 48 7 P IIRHS Cs 1)
TEAR DL R R R A TIMPs () %15, 76— Ef2E
CIE EESR7 e e
3.2 EREEE5HSCsHYEL

HSCsif b A2 FF 45 4E 4k 1 3R T o 7R BF 4T 4
et fEH, EVRAH R 2 AR T, W0TGF-B.
Galectin-3F1IL-634 A JFAHSCsiG b, T EUH 41 4
TR R PR HERTEF R4k 1) R R (B2).
3.2.1 TGF-p1

TGF-B12 2 I\ HIBGEHSCs I SUIT 45 44k 1t 2%
ganp R F Y. B S PR R KR
TGF-B, HEHSCsIAIMFBsi#1k. TGF-pidid
TGF-BII%! 52 /& (TGFBRIN)f# TGF-BI%! %2 /& (TGFBRI)
Wietk, BEJS, TGFPRIBEMILILIEY) ——Smadi
%, TGF-B/TGFBR/Smadf & &4, KIEESH
FEH .

ALKS{E NTGFBRI, 5Smad2/3%& A
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CCL2. CCL5 ik,

TGF-B. IL-6. Galectin-3 .
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PDGF. IL-1B+ TNF-a

AR HAA (miR-103-3p) S

IL-10. TRAIL

wr T

MMP12. MMP13

LY6Clo  LY6Chi

yﬁw@
C | I

1L-6.CSF/CSFR1.
BMP-9/Notch

L:l el

¥eth
ERRZRie

ErRZia

E2 FFEMRMAESSFE2RMEEEER

Smad4 /¥ Bl = R E 5 W) It i i i 24z . =
H T Smad(5 Tl A R A e A5 5(NLS), ik
HE%iE R Mz REER, Fitx—d A
— RS HNLSHE A TP300 FHE M. HFRK
B, P300R £ TGF-B/r T ISmad2/3 % iz, T
R P300EL R FH P3004 1) 71 /5 1 k2> Smad2/3 1) #4
LK TGE-Bi% S UHS Csif 161,

Smad7/& TGF-Smadfg 5 i@ & r il & A,
5 Smad2/3 55 4 PELE & TGFBRI, [ 115 546 4% .
BMP A 2 45 A H i 55)(& FRVBAMBI)7E 45 1)
L 5TGF-BA2 ML, {H BT 5 = 4 i 1 & A%
Bgsbfid, TikEE#ESESDY, YanZPYsn
KL, BAMBIA] 5Smad7fITGFBRIJE =0 E &
W, CAW R 7 23k (R BT TGF-BIE 55 S .

TR, KT miRNAFZITGE-BIIAT 7Tk i
Z, TERN—MWIEENFIESHSRNAR T 5 5
mRNAFI3'JERH X (3'UTR)EC A, 78401 B 13 B 4
SEmRNAV)E| Lt R RIA, S 5G4
WA Ty TR < B E Y. HRF AL, miR-
9-5p A 4L 7] TGFBR1 M TGFBR2, | TGF-B1/
SmadsiB#, MIfT LI ATF 4EAL ) & RS TimiR-
146all] 8 ik ¥ 7] Smad4 i 75 TGF-B 115 S HSCI ¥
WP P KemiR-34a-5p A] il i TGF-B1/Smad3i& 12 5
MHSCsTEARES, A FFF 440 1)t R

322 CRILBEBEER-3

I EREE R -3 (Galectin-3) /& — M EOH 19
Wk £ 6 = A PR~ LR B B 3R SRR MURE ik & B B-2 5L
PER A, ARSI R AR, (i kA e 1
FEU DL R AN T, AR S AR AN £ 4
A e BT AR R

VLW KN, Galectin-37E JFF 595 It H /&
JH A Yt i R A BRI SRl 7T R0,
Galectin-3 7] 3 iF IL-33/ST2i@ 4 S HSCsik ik, 112
HERFAF 4R R . JefticZE ™R B, 1E = IRV % 1) B
HANEATIES, 1L-33 mRNA 5 ST2 mRNAK)#IA &
FHN, 17 Galectin-3 3 R i B 1 /N BRUBTRE
IL-33 5 ST2REMBA BE B, 755 — DR
SEALATEUN R AR 4E AL sz ae k3, 1L-335ST2
SE4 5 1B B R (UM APKAS 5 % ] B2 ¥ HS Cs
TEAE®, X W Galectin-37E 15 S HSCsiH AL IHIL-33/
ST2/MAPKIE #% 1kl %5 B E AT EH . Britz
4k, Galectin-330 ] /E N AESmadid # /1 5 TGF-BfE
5, HBHS Cs B0 AR i SR i = A B, DL R E
EH TERKAG SR, KIEA 2502850, Rl
HSCsHE 5, 75 1 W o550 £F 4 16 1) S 56 oK
B, Galectin-3i8 Al J# i HhE 5 38 B EFHSCsiE 1k,
I3 o-SMA 5 R 1 7= Az, AT 32 i 45 444 1)
EE[SZ]O
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B2 A, Galectin-37E 52 Wi 40 g /% 4% 45 Wi
high it EEMER . DMERBFLE, HSCs
AL I A O T A R MR (ABY Y T A & A
MFBs & AE#AL Y, Jiang PR B, Galectin-3 7]
AT A FavB3, JTHSCsXTABRIZEFT, M
M/ FHSCsXFAB ) & Wi o 1M 7EBLWTavp3 A &
J&, HSCsHIEMIETERAL. T UMK, 7E/F
WAL RE M Galectin-3 1 B NG YT
JH 27 AE AT — TT0RT R VR 97 SRS
323 IL-6

IL-6J2 —Fh 2 A EA MU R 7, 7R3, 18MERE
HORIEIE R EPTRMER . BeAh, TL-618 A5 gl
A7 35 5 8 B A 3R AR AR Y, R (R EHS Cs i
b S E 5 AR YA kR I AR R Y
EH.

Kupfferfl it 22 75 ITL-6 7] {8 STAT3 M FR 1L, M
MEIEHSCs, FifHa-SMAE A MR JE £ IL
B, BE W b8 i ] PR AR HS Cs TR L3R, I T £F
AR R ST, B T STAT3E S8k LLAN, 1L-6
A JE I MAPKIE #% 1% FHSCs M MFBs# 1k . 75K
56 Fh FHIL-6 4114 HSCs )5, P-P38. P385P-MAPK %
ZHm, J5 FHP3SHIEIFIEH T41M, o-SMASK
JE KB LR BEEY
3.3 FFEMMAMEIHSCsHE #HEWRESURIES
. HEENER

BRIGILHSCAN, T B0 A ] S RF 1S fLHSCs
MIAEas, R TR, A EHSCsHI A .
A, TNF-a. IL-1B. I/NMRJIEA KK FPDGF LA
Je AU R microRNA %5 7E it 72 A & 5 8 22 4E H
(E2).

331 JMEIRBER

J 8T YR E DR 7 (TNF) A2 W6 40 7 A= 1) 4 M &
MR T, Jd 5 TNF A2 4R 5% B P A i 73 TNFR
TNFR2MIAHEAEF, ST 4T 4EAL gt fe . #F 7Sk
L, TNFZEZELITNFRIGEHE AT A 44 R & o 1
FETNFR L 30 /N BRURF £F A s ot b, FLRT£F 4
R R —ERE LR A, 5
HSCsVH AL S ) 5 Ha-SMA LL KX MMPs. T8 i i
[ 12t [ AF PAAIR

& 7 XTHSCs EHAE M, TNFE o] @i 1 H
T H A R 7 A B2 R M HS Cs . 7R 70 R B,
TNF# i # # TGF-BAE 5 (1) 1711 15 Al 1~ (Bambi) ) %
%, (i TGF-BXTHSCs Gt AE " TNFi& I {2
HMMPOAE A, MMPON 5 CDA4TE i 2 & 1E

TTGF-B, sWHSCsHiEL 5 G5E, FrdidRiA
TIMPsH#il i J5 FE R, MMPORE 3E TGF-Bif 1k &
ITAERAT FE ) — I0H R, HAERIRE 4. B
FfL A1 35 S5 TR DA R L P A el R 4 e ) A K R T
HEEENE L.
332 IL-1p

B WAL IE & R E I R ER T, Hrp
IL-1B2 BRI 28 « (R 4Efb R T, 7E{E#EHSCs
WA [F) IR A T 4EFFHS Cs TR AL IR A . R FEHSCs
W . S ORI, IL-1BRERSSLMMHSCs N INK 5
p38idEk. FEIL-1BMIAIECT, INK. p38iGih i % 1
W, HSCsHEMBARAS. FN, FHpEtEG
AP-11933E i, AP-17] LU HS Cs 3 5 52 1
JoE BRI AR . BE S B INKCH 1) 750 R p 3 8 41 i) 551 4
FTHSCs, KIMAMFEEESAP-1HRIERE T
B 1) R B, TR R 1) 08 A R 2> o X 3R B
IL- 1B i@ T p38SMAPK 5 INK/E 538 i i #5 HSCs )
LS TS, MERKHSCsHIVEAL I, FERmAP-1
A S eid bt N RS
3.3.3 PDGF

LIV 200 Jf 43 94 I PDGFAEHS Cs 19 5 . #a 1k LA K.
THPEE T EENER, £ BT EHSCs
BB B R AN IR ¥ . PDGFAE 5 8 B i 4/ 4
A. B. C. DEWM ALK ZAPDGFR-af
PDGFR-P41/#%.. PDGF-A. B. C. Difijd —#itiE
Ferm A S EE B R B AR R A, 3wl NPDGE-
AA. -BB. -AB. -CCAI-DD'"’, PDGFR-05-BJF &
PDGFR-aa, -apAl-Bp=F LA (1) — u L BEWEN
PDGF[#)5%2 k. PDGF-AAF % 5PDGFR-a4h & PAi%
5] 4 0 F) 34 B AN a4k . PDGF-AB 5 PDGFR-oafll
PDGFR-aB%:&; PDGF-BB 5 fi I3 (PDGFR-
o -opI-B)AE A It e SR A AR T A R B

PDGF/PDGFRIEFE I J5, H R UfFHIRasbL L
R Cy (PLCy)%% 5 il ik 1E 1 535 L [ PDGFR
N IRAAL 856, ¥ FPDGF{E 5 .

Ras/e Z M f(E 5 Sl 2“2 XA,
TR0 S AME = a2 N e 5 BRI I Ras X
BiERafl. MEKI/2FIERKI/2, K AHR K15 5 1% %
PRz, TR R P S DR T R AL, R
BRI, MR AIRAEK . k. TR
ERK1/2 ¥ ZR#HSCs A 22 0 2R iate e . 5L
WEBH, ERK1/240H| 55 e 56 2 # I HSCs A 24y
2, WM 2y AT,

PLCy/&—Ff145 kDafJ i, fEAF£F4tbrf,
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PDGFR U0 JG Bk B AL PLCy, 724 HILEE = s PR g
(IP3), YEHTFHFM, fEitCa® IR, # FHSCs
{3, N FapusgmE™.

PDGFi& A 3 i3 PK C MR ho A 4 ffl P4 15 5 3 % 3l
PHSCsIAIMFBs Ak, (2 3E IR FOTTTAY Jig Ji7 (1) T2
R LA PISK/Akt/PK B 42 38 I 3t #
FB AN A, S0
334  HMLAE

AN — A E A2 N30~150 nm g A, $L
h & EE A . microRNA. IncRNA, A H—Ff
YRR, A AR P AN A BT SR E,  RERE T4
MG S S, YN iR 2 (5 B AL I AT
ST LR W, TEMF A4t it f2 R, HSCsH
JFF 240 16 DA B F Ath S 92 240 i o 7 e o 4 PR R 5 T
Gb, AT IEE SN RIE(E SRR, A
YL RERETT,

ChenZ:""VR L, TELPSYEF R, EWg4N i nl |
I AN AR FE A A8 FTHSCs,  FEKmiR-103-3p#% 1% 2
HSCs, it 5KriippeltfH+4 (KLF4)H3'UTRZ &
KEZMHSCs KL 5158 . KLF42 —Fh 5 JF 47 4
AT KM EEF IR T, —EEmiRNAsH & BLiE T 587
KLF4 R FF£F 44k

HMIRAE N — AN A S, SRR B R
M S HSCAH FLAE SR 4L 7% i 8%, ik T kA
MR gEi it — 20 R, A AR i fit T
HIHLE S 7 )

3.4 EBIHSCsyT ENEHpERY RS L 1ER

HSCs A A2 e £F 4E AL 4 i DR 1 () #E A, 2
HokVE . WEOE G MHSCsIE T B W EiL KEE
Wik 2 Jf £ % T ORI IR - (macrophage colony-
stimulating factor, M-CSF) . #{k X+ (CCL2.
CCL5. CCL11MCXCL2%5) LA Rz 48 M KT~ (IL-6
IL-155) 5200 B MR B MK 5548 . 54k HORT e IR [A)
DA A S I T B A 20 B N IE s 2 B AH
K FVCAMI. ICAMI, 3808 A% 40 il i) 25 I 5
?%%[80»84]0

BN AR AR FLY6ChRE M N R Y
LY6Chi 5Hi & HILY6Clo. LY6ChiZ I & %% CCR2
T, RERIBCX3CRIZAM; LY6CloNNMIEFKIECCR2
AR, FRIBCXICRIZARES, 75 I 247 4k J it
fir, HSCsH @I CCL2/CCR2FEFELY 6Chiik A
JHF I

B T SEAEAE I LASL, HSCs T 41 i A 1 5
M A 4 ) 5 A L ) e A R . SRER SR, TR

I HS Cs il i R IR 1L-6-5 I 21 i 45 7% ) ¥ IR 7
(CSF)f it Az dm il o 1n) B R 4l 73 4k, i B
WG £ R A7 3% A BT [RIA, HSCsids &M —Rik
IL-34 /4082, TL-345CSF1H[A{EH T CSFR1%Z
A, RSN A ] B MR AT I 43 kY. k4, HSCs
RIEWBH RS REEA-9 (BMP-9)5Notchsh &, @
T 42 B 53 B RINR Vh3 4 B A% 20 P 40 6 15 e 240 e
PR IR, AT 4R 0 B 40 i s DL R
MRS

HSCsid A] 38 i Notch /5 5 18 14 52 M [ 06 41 B 1)
KA. SCIRRE, RIS HSCsH, HAG K
2 (HAS2)[MZR AT, FFdid {2 FiFNotch(s
S5 EMEAM i Tage- 1R S &, (F B VEGNH K
AiE Ak, SR EUE A MO R B AR T
Notch #1771 W 7] 52 440 2N iEM 1 E R 40 i ks 7
P K Hes 1 iH AR EWROSHFF H M HIL-
1B, IL-6[13IA"Y,

FAb, EBIHSCs BT AT A48 H R R RS 5
TR A —RMBER AT B R =4 . 1E
HSCst Wi 4 ff L 855 77 s 36 K L, HSCsid
1 P38 A R A i I S R SR AL T ML s Rk
IL-6 I R BFAE, IR B A M2 R IE
TGF-BIR L AEALRHIE . X Fh R IAE R MR L 4E L1
AR B2 D075 A W 4 7 25 4 40 5B B i AR
AP, X — R0 4tk L HS Cs 5 15 41 g
FERF AR YA T A BLAE AR TR, TR
TXFP 4k TP 3 S I 1 9 I 2T 4 A0 R SR IR E 5 e it
TOE

4 PFEM R SHSCsHY3E BAE B Xt iisE BT 4F
iR A

TERFAF YA IS I I, B WAt g ] e i 4 B R
ERMETE A BYHSCs I 1k i, E2K
AT AR WMMPsTE ] TECM, {23 H 1%
filts AR 2T 4EAL I 10 5
4.1 ElE4HaRT{EFHSCsET

T JF 27 4 A0 30 7 1, B4 e 3R 08 K= 1L-
10, TNF. FAS. TRAILZ:4HMA ¥, HHIHSCsif
b 515, (EHFHSCs3E 5 T2 (182).

IL-102& —Fh Z AR 7, o] $ i) % Ff fie
RATRMZRIE, BAPRAPUE 4L 1R,
PUAE RSB UE B, TL-10 1] @ # s HS Cs 1 % 14 2k
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