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LRI A A VPAS 2T 4EAL 1) 2 F 1K) S bl o ABIF 50 FH R B2 JH Vs ks A IfL 375 2T
bR B YKL-40 5 PIHINP A ¥, FHAAEKEF B (TGF-B) MR
FERF o (TNF-0) PPAG A4 e A [ R . FRATTNT Fh I 5 0 25 5 2 R TR
B9 (HCV) Bl e i H 51 i 9 28 26 IR R 34T 1 10 SRR 9T, IX L8
BRI AN HCV IRl W il SR B AR I BT (EBE FIRE DT 25 5D 113k
2, JEHBNEFEA Gt A YE gt Rk . AT R g YKL-40, 112
JBEJE A N-R 3 ET ik (PHINP), TGF-p A1 TNF-a, L& TGF-B, TNF-a A1 YKL-40
mMRNA AR FRIL. 5 HCV E—E&de4 (0.140.06, P <0.001)) #HLL,
JHF 27 A0 P 3 i 36 J8 25 B N R AR AR A R L2 (0.6140.13) A 4L R4 1yt
HFXT YKL-40 (r=0.892, P<0.001) # PIINP (r=0.577, P<0.01) f H#M
AR . YKL-40 KILH 5 TGF-HIZ 4K (r = 0.897, P <0.001). YKL-40
I FFIE MRNA ZKF-F1 TGF-AH G LI K-, UESEMIE A =k 5 T &
2y RGN R T AT A0 F8 b mT DAVEE A b P U 2 24 Ak e (3 i, RN
| EL A R P 2 244 PR JHE 288 093 155 A 5 PRI 26

NI 2005 (HCV) B UL IR 2 7E K 22 50052 B G 1/ v B 28 93
R R (PR RERF ALY, T TR, AR AR T EE, AT
KRBV, BEE (1,2 ). SR, 120N 5 B A 4R A0 g 2 i B mT A
(1), I HAZPRIEE SR8 L HE (34). EXHENME HCV BYMIRATIR AT R
H, AERS, JERULFRSEINIA], DGR E, MR, DLRRIN G HIV, 2R R EUNIR
dU, #GHLAE T EREA IS (5-10). RIS E T B R T 0,
WA BER F-a ¢ TNF-0) FEEALAE K F B -1 ¢ TGF-B1), TNF-o F1 TGF-B1
BN 5 T JORE ANET 4EAL I & B AT 5% (11-13) 0 TNF- oo S IE B AT L 5 AT 200K
S 1) 1 DA R A R A B SR AN 2 5 3 SR BRI R R (14D

B AR B ATRIPM A 4u b it R 3 SAniE (150, V2 ISR
GERIR, &EEEAZIHEGR (TIMP), IV BREEH, EWRK,
JEREE R AR AN R A4, i TGF-B, VPN AT A 4k i AR R AN PR
10 (16-26) . K 2 £ iX LURHF 71 AR 46 i A48 FH X Lo hrit Mok 2 W 4 4E AL B B

TATHRUL, YKL-40, WA NECEHEEH 39 8 CHONDREX, fE HCV K]
RN, & — AN ) TR AF 4R A0 10 2 BAAN DO AL AT 1 3, 2 JMS PR AT
KbrEY (27-30),
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P (310 AU 28 9 B SR AL A Bl I W MU 7E V1 22k F b Bl AR L (32,33),
P B T BRI R, R dE A A 21220, DUCRE AR R HCV RNA
FE, SR A IR AU RAE R LR 4EATE 73, DL ERTEIT B RCRANE
(33-35) C MY 41 2 IR IMLIR H 5 IR R G ) B I AT 440 BT BNtk (9,100,

PRI, FEIX IO ST R, FRAT I FH I35 £ 4 AL bm S AR 21 4 A IR 7 R A2
P A AR T — AN S A AR B SR RN HOV AR A 4 FE 2 57 . 3R
BB FER A, 7E 8 - 10 4 (8] N B 28 3 25 45 A B L R s (R BB 5 vh, I
YKL-40 F1 TGF-B REAEHH I £F- 44k 1) 33k e, 1 B o] LA 250 iR 0 e 4F 44k
1.

WAFTE
o 5B

Z 55 ) B H AR TBLSE E HCV KB, M 1452 6 A H S48
BAAERRERILIHRN . 2 HCV B2 Wik ds LR britk: I35 2 R &
(ALT) BTt EEE G B ERR 10 £5, 28 ARTT AN B EC G 12 W P o il i 37
MEA R H-HCV BHIEPTAIRZS (Abbott SZ36 =, FEEF AR, IL); AT &% &
RNA (R &H5E N (PCR) 2FHM: (Amplicor, Roche Diagnostics A&, #i&
75 Branchburg) RABARAGRARKEN 2T Z ), B0H, KN P75 LLAE
S H R A A AR IR 5 IR A SR . SRS, 87 B, IEE
A1 153 AP, HCV B—JE&HL(39 FDF HCV 52 Rl i UL [F] B4 (N = 48).
I HI55 (A2 AR AR 9 5, RN 2855 b e R N B B s A, DA R X IR H I
PRI R AR E T E AR D . WD SIS R 42
AN (5. 40 26:16, TR 29.0 8.3 &), 55 41 45 Bl HEIRAE YKL- 40
VbR ED

BATBE VT X 2 3% 9644.6 AN (97-125 ). BFMLERET R, HE
WL . A2 5 R B B DA i s R & . 0 BRIERAS
e, SCF R — AN R, R AR — AN 2K RE R OLE S IR A D0 A 48 e i e i A e,
P RATT A B [l AT TR, 76 T AT IF) 2 B A 00 25 3, s A K 8 BRI SR A R o
TR A VIR 2 (P-002104) NRRA I 7 2% R dttdt, A AT H
D3 VEFNRE 3 A B /R S J 5 0 A e ) R 5 [ g e N R R 35 LA 1y A S8 s

At BEL
IMVITH F o

SE I = MR RE B AR B 2 AR 5 )
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FPERE R, HRIREUSR . BATE ARG, 8 PCR AN MLIF
HCV-RNA, JFFEA 155 AU A 2 A 2GR AT e oA 2 A A . A A
A M A B G, XA 4 R AE AT s g8 45

HF V-G

FTE B I BUER G 16 8 & 10 AN H WA THFEHS . 7ERE VT 45 A AT
FH—RIHER . AWFFOITAR T 1992 48, FHRFR R TT e T 1999
T, ABR R g /b E AR AN A I IR ], X PR IT J722 AR S BRI o 75 i
BAETHIRT PRI T ATBEAT 55 — R HH R A2 0 S FA e 1) B A4 7 o 18 O K e
EEEFZ 0, fFE BIDMC, FIFRMEIRTT & T I8 = s i 2 /D ERI G
Kl 4 2] 5 - f5, XFEE AT DLVFA Bk e A R IZ 2 75 1A A RIS R i) 3K,
M#=HE 2 %, —MHTHLE, 55— HTHN RNA BI#H5T. HER A H
ARG gt A gu e, CRERIRED o IER A TR R 2 H 2 fE
FAEAFE RGO T 4 ), RS SR I 0 FNPEor RS, AN,
KB VF 8 A IR U R TE AR 73 a0 R . 0« WA IR R IR, 1 . 1R
AR 2 PFORIREE, 3 ¢ R AR A SR .

AV AE ARG LT AEAAT 73 HIAN[R] LA K FHBE V5 J= RO A 45 SR B DA D A
2 TR R TA] B8 A VP AL 2T AE AL B S

I35 TGF-B- TNF-a YKL-40- 1 25 J5 A Ik 2 2 o 10 5 = 23 MR I3 TGF-B,
TNF-a, YKL-40 A1 111 B R AT IR v (PHINP) /K-PAERL EE, B
WF ST 45 R (9644.6 4 A ). ILE TGF-B, MLiF TNF-a, A1 YKL-40 A 17 &) ELISA
D5E v, RS BT v i e B AR AT I 5 o PININP AR5 i) 3 e 140 i B P S o
G EVEBEAT I E -
RNA B 5%

FATTHEELZEPEAL 17 JH A TGF-B A TNF-o 4% S A (1214 [R] i tHORS B Hb DEAG 1 Bl
ViRERARA . TagMan & PCR %2 YKL-40 ] mRNA /KF-REHE N (18
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YKL-40 RIXFHAKAE

BAEREA GRS 1 45 MR, 19 MUEH HCV, 26 M HCV JF HALEGL
W RIS UEREAAR R T RAIE YKL-40 IS PR EMIERIL . ZHIERHAE R A T —
HENAEZN HCV AR SO e Be N AT LT 4B AL RE W I (83 o IXAMRIE T
AR CLRER (100, ZHLEE WA BATE HCV, M RNEBIE & . &



4 B T AT BARIG RS B o X LB FH 2 R A7 IS A T YKL-40,
WHEAE o« WIERER B E P ERERRE U 20 11442 N H . WHii2 28 HCVe M H
AT R AR, — BRI U R GER I L BEV 5 E S VTR,
B U7 45 R TSR, USSR B A7 1 LS R AT S N Y KL-40 FRaA 7K -Fl
JE o XIS UERF AR A T A AR B 72 70 A, AR 73 A AN BN Y KL-40 1
—RAEA . NEER 73 A (95% DK A 4), JREEECE, FZk ALT/AST J7ii,
X HLIG A BRI A SEIG BRI Z 0 o BALEN ST YKL-40, 1ERNATFEF4E1b bR
EYREBFATI T X FIHAAREWIAR, BT IEHEAAR, BHEET.

gt

FIT A 25 RAHE -~ BIpr e ZE R0 o AR oty JERONT t AR5, chi squared. JE
Z % Mann-Whitney U ¥:%;, Wilcoxon rank sum %65 # Fisher’s A&#fa56, LA
KOG BN RS R 1) Pearson B3 Spearman’s rank 36. P {E/NT 0.05
WA EE. Fra Mg o2 Windows fiRA 10 ) SPSS (SPSS Inc.,
Chicago, IL) 343171

R
RNFELIRRAFAE: 3R 1 5 1 SE90m NPT ImPRHY, W3R, 449
FHUE R Guit o M $R 2 507 TR G AN SR G NGRS 0. B i
W ALT 18, BEYJs. HCV REH A (4a) 255 TR 2 27 . HCV L yL i i
R E#E HCV RNA R = (P<0.01).
Table 1. Demographic and Baseline Characteristics of

Patients With Hepatitis C Virus (HCV) Monoinfection, and
HCV/S. mansoni Coinfection in Experimental Group

Group B HCV &
Group A HCV 5. manson|
Parameter Monolnfection Co-Infection
Mumber 20 22
M/F 12/8 13/9
Ageiykmean = 5.0 306 =51 M2 el
Risk factoms
i. Decupational exposure 10 15
i Blood transfusion 3 4
i, Dental procedures 2 2
. Intravenous drug use 4 1
V. Surgery 1 0
Disease duration (ma) T4 = 4.1 E5 =+ 39
ALT (U/ml) mean = 5.0 1235 = 311 1082 = 285
AST (U/mL) mean = 5.0 BES5 £ 273 1135 = 308
Albumin (g/dL) mean = 5.0 42 =03 4=04
Platelets {per microliter)
mean = 50 198,000 = 50,000 170,000 = 38,000
RMA (cop =105/ mL) mean
= 5D 165 = 4.5* 388 = 87"

MOTE. Group A: 20 patients with chronic hapatitis C, Group B: 22 patients
co-infacted with HCV and 5. mansan,

Abpreviations: ALT, alaning aminotransferase: AST, aspartate aminotransferase,

*P <2 01 between groups A and B.
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JFRAL S R 2 FIH T kg
%%‘E@%%ﬁﬁ‘rﬁz%fwiﬁzﬁ %zﬁwﬂ,/\ 1 %%%{%WE,A) (P<0.05), JLJ&
ulgs NAG 22w LR L AT 8 (1.5230.7 vs. 0.620.5; P =.027) A 1#5 bk B $A 51
(1.920.9 vs. 1.140.2; P =.0016). fEMFEIRAHZ 2 (FEVIHERAHZD Hia K
BT TH R G s NS IR guips N4 S35 IR0 SORE B2 7. (Fig. 1A).

al

Table 2. Histological Evidence of Schistosomiasis at
Baseline in Patients With HCV/S. mansoni Coinfection

HCV & 5. mansoni Co-Infection

Parametear {m = 22)
5. mansoni ova 1T/22 (T7.2%)
Ensinophils 16/22 (TE%)
Granularma 12722 (54.4%)
Figment 15/22 (GR.2%)
Fibmsis of pipestem type 1/22 14.5%)
G‘ﬂﬂiﬂg for schislosomiasis:
® Grade 0 0
® Grade 1 0
® Grade 2 5 (22.7%)
® Grade 3 17 (T7.2%)
A . c
a0+
:: B HCY BHCVE Smarsom 5 ey R g — i P < 001 Il}.él
n 44 ]
10 P01 f 7 5 e
8 3 5
EE i
] 21 = om o pap |
: TR i
] T 0 T — i
Blepey 1 Biopay 2 Biopsy 1 Hiopsy 2 HCV HCV S manroni

Fig. 1. &) Companson of the necroinflammatory scores at baseline biopsies (biopsy 1, performed 6-8 months after acute hepatitis) and follow-up
biopsies (biopsy 2, performed at end of follow-up) in 20 monoinfected patients (black bars) and 22 coinfected patients (white bars). Bars represent
means. There was significant difference in necroinflammatory scores between monpinfected and coinfected patients in baseline biopsies (P <2 .05)
but mot in follow-up biopsies, (B) Fibrosis scores at baseline biopsies and follow-up biopsies in 20 monoinfected patients (black bars) and 22
coinfected patients (white bars). Bars represent means. At liver biopsy 1, both monoinfected and coinfected patients had no fibrosis (stage: 0).
Coinfected patients had significantly greater increase in fibrosis scores detected in biopsy 2 compared with monoinfected individuals (4.3 *+ 0.9 vs,
0.8 = 0.5, respectively; P < 001}, {C) Fibrosis progression rates (fibrosis units per year) in monoinfected patients (black) versus coinfected patients
(shaded).The rate of liver fibrosis progression was significantly higher in coinfected patients than in monoinfected patients (0.61 * 0.13 in the
coinfected group vs. 0.1 * 0.06 in the monoinfected group; P = 001).

FEFE LG R AH ZR AN BE U5 (R0 A L 2R e, B T IR A L IR e (1) N I
RIL ALT /K-, BRE R FR SR AR AR B RAE 73 04 5%, (Wilcoxon’s signed
rank test P= .5, P =.7 respectively; %@I?E%%ﬁ"fm?)o

G RRE T : 3% 3 B 1 S0 , RS
B i HCV RNA 7K1 22 5 mﬁ‘ﬁ?‘/ﬁ‘f“ﬂiﬁﬂ AT I Tﬁﬁﬁ@mﬂl
SR BEAE A FE A K f/MREH AT HCV RNA i 5 _E#RA B2 4t
HEES. AEMREMARNZE, —HFERAEE, RE SR A

n




RIA I E AT A B A K RIBRAR . FEREYT S 3, JUT- P SR g ik dup
B8 AR R I R AN B B 5K (IR 3D
Table 3. End of Follow-up Characteristics of Patients With

Hepatitis C Virus (HCV) Monoinfection, and HCV/S. mansoni
Coinfection in Experimental Group

Group B HCV &

Group & HCV 5. mansom
Parameter Monoinfection Co-Infection
ALT (U/mLl) mean = 5D Bd.5 + 245 931+ 31.7
AST {U/mL) mean = 5D 779+ 315 019 = 40,2
Albumin (g/dl) mean = 50 39 0.0 28+ 1.3
Flatalats (per micralitar)
maan + 50 187,000 = 54,000 121,000 = 27,000
RMA [cop = 103/mL)
maan + 50 106 = 2.3% 192 = 2.1¢
Splenomegaly: n (%) 1(54% 20(91)
Esophageal varices n (%) 15 21 (95t
*Boa 01,
{F = (6,
1P = 001,

YA R SRR IR IR LT R bR AR, B TH] L AN S R Bl
HORA A4l (0 B R ged B RG — AN S H RO R 4. 12
LG, 22 NEETH 24 (9.1%) KRIERIA4EL 1, BA 24 (9.1%)
RIER]T A4k 2 B, 4 (18.2%) KEEIT 3 #, 81 (36.4%) KIEH| T 4
1, 6 /4~ (27.3%) K EF 5 Hi. EE HCV i AL, 20 MEEFH 2 4 (10%)
RIEZIA4E 13, 14> (5%) KRR 2 M, 17 1> (85%) 1R LRHFAE 0 .
SIS 2, MERTTHERGYR N, i H2d 2 v 3R guym N L4t 5 2
P M I 25 I N B K (4.440.9 vs. 0.820.5, respectively; P<.001) (Fig. 1B). Al #J5 i
RYLRFALL, LR R KT Ak R (REA i) B3 (3
TG 0.6140.13 /55 T /G4 0.1 #0.06; P <.001) (Fig. 1C). Chi-square 434t
UESEIL R G W A A G I B A G B

FYEAHR A : Fig.2 Z1H T PR 2H B B 2R T R A AR B U5 FE AR 1)~ 1) YKL-40
fE AL PII-NP. FEFEZL, FRJ7 [ G AN LGy A B IL3E YKL-40. PII-NP LA
K TGF-p #&A W& ZE R, WMABRZETIHEREKELA WRPER . R G5
NHAERE DTS 3 A1 4 FER P T MIE YKL-40 7KV A1 TGFB 7K B & & B4 n (Fig.
2B). el YKL-40 /KPR e L gl B R B . XS B B A )
reEfl (n=17, FF4E%>0.3 UMEE) (BdERER). TERTAR I, YKL-40 Al
TGF-B RIEKFFAT, EAIZIAA %5 BEG BN (r=+0.897, P<.001).

LRGN 4 PIN-NP SRk VE(E R N2 AEBE 5 I (28 7-8 4F). PIII-NP Al



TGF-B K EAFRBME (r =+0.403, P <.05). FLHA, FIEAT7 [hIEK YL 40 AH L,
LR B H IS TNF-a KPR . AR, XAKFE—BEERS, A E
KILHEE YKL-40 853 PUI-NP FI5C5ME (R SR,

A HCY mencinfection B HCVY S mansond Coinfection
=20 =2
TGF-f,YEL-40 FIII-NP
ngml, 'L
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Fig. 2. Scattergrams showing the mean serum levels of each of the fibrosis markers (YKL-30, FII-NF, and TGF-3) at different points in the
monoinfected group and the coinfected group.

1M TGF-B 7KF B34 055 453 497 (14 7 B A R0 4 4 A (1) T RS TEAE DR B, 1%
BB 7E [E] IR N R g . i TGF-B /K FAILF bk i i LR 5%
RERTEE 3A F . A4 70 KT 3 i ANfESJTIB RN, 56 3 LA 1M
& TGF 7K~V 3348 A1 T {8 f% /51 (R=+0.903, P <.001).

BATVRINA A A AT IR R TR -0 [ Je 8 BE 2 IR 2 35 K
% (E3B). #A1, IMiE TNF-a 520 RMEW-5 (R =04, P <0.05;%# &7~)
TEFTA ARG

B 8 72 75 MG 4 e AT 05 O AT T AR it R 22 4k, FRATTHE

YKL-40 FMLiE PHINP A8fb R CGRUEL G EE 2 M ZEE) 54t EE (4
e AL/ SRS HT (B 3C-D). 5 PHINP (r=0.577 , P<0.05) kL, &
ATWELS] T YKL-40 7K°F (r= 0.892, P <0.001) FH£T-4kAk 3k i 2 2 [a) 35 it 1) BL 9%
LEPER AR, T YKL-40 FTAELL PII-NP 76 R R BLLF4ELL T mRNA RiAF A
RS AT b

FEREER 7 ) mRNA &

RATBESE 94 T TGF-B , TNF-a ARl YKL- 40 {E{EAZ AR (mRNA)
FORFEL T AL 1) )5 B PR R iR A o 2508l & -NLBh & B R IR
TEJG SR 1 TGF -B Al YKL-40 ) mRNA 1A /K LA [F] B B 1 FR 3 v
6 572 4 KF (] 4A Fl B o B AR BRI N & A B s 7K o 1X 7T e
HH T YKL-40 F1 TGF-B AIZH 2R %7 SOREFRAR 2 [RIAA W AH Gt o IX 38 0 () JH



{5 BAAS YKL-40 A1 TGF-B HIMIERIA AR RER . FERMURGL B, 1%
BRI LT AL, ST YKL- 40 58 TGF-B ) mRNA 25 —V0E K (K 4A-B)
JFRIE T E RN . TNF-a mRNA KRBT S BT —Fh el & JF g vy B
RIFFFEEER AN E . SR, ARG B TNF-a mRNA £iA0K
R E T HCV R B (K] 4C), Pty B ORER S SORE A% FE AN
B R AEVE S (R =040, P <0.05, K5, {HS5LF4EbITo sl 4EA0 i R
TR
Table 4. Clinical Characteristics, Fibrosis Progression and
YKL-40 Levels in the Validation Cohort
HCV & S. mansoni

Parameter HCV Monoinfection Co-infection
Number 19 26
M/F 11/8 17/9
Age (yrs):mean = S.D 36.6 £ 8.1 3276
ALT/AST (U/mL) T74/88 68/75
Fibrosis score
Baseline 0 0
Year 10 152+ 1.3 50 0.6
Fibrosis progression
rate (U/yr) 0.16 0.56
YKL (ng/mL)
Baseline 53+ 356 80 = 45
Year 5 110 = 64 278 = 92*
Year 10 172 = 76 503 = 106*
Change in YKL from
baseline (ng/mL)
Year 5 h9 + 39 190 + 83+
Year 10 117 + 56 423 + 101*

*P << .0001 between groups,

two-tailed t test.
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Fig. 5. Correlation between necroinflammatory score and intrahepatic
TNF-« expression. The two parameters show a mildly significant positive
correlation (R = +0.40, P < .05). TNF-a, tumor necrosis factor alpha.

RUERAF

T YKL-40 X 78 FF08 B8 AH G [0 A2 — PP BORT bR 54, FRA1E T
Z (1) 45 ANZead UTEC 1) 0 BHE 2H 235 i A, Al iy YKL-40 17K T,
THGUE BAF (9 N R A R R ANAS NHHE #8 RRE 3R 4 v o ZE SRR BA A )5
RIEHAR SR H MR . £ R B m 0 AR I, YKL-40 7K
AP PR3k P A JE 8 S L0 QG R 5 SRR L f s N A STk &l 6 P iR
FIT A PR PR 0L R 5 SRR e P N B R R R N YKL-40 7K 22 1
Frm. HAES 5 LR YKL-40 WRIEHE N 100 ng/mL, 7E55 10 4R 2|
200 ng/mL, 7R 1 N B O FE I v B A S A BBURK I o AE BN B BAS o
n FTH A H AR PR R ORI N, YKL-40 [R7KSPAESS 5 AR F158 10 4F
TN (96% UKL . ARBARY, 1UEPIBIZN K EIIHRA YKL-40 FIKF&A
w1, 96%HINE R .
g

TXRPURE 0 LA B S0 W AR UE 52 17 11 T PRI AIF 98 o5 S s AP0 R e R A PRk
A YKL-40, TGF-B ) mRNA 7K-F-Fh i J L2 FFAT R, B I K2
£ PR 47 ol A 1) — BV

A REAX THURFF 5 r B B2 1) R B A 0 R I 4 A A R 4 i R 2 I A 12
2P R . 38 YKL-40. PIINP Al TGF-B, RATREMSIRIE 2 1% & iR I
TR AR N A YA R IR Z AR R IR ZHE Y, YKL-40 A2 FF4F4E10 i
—FRMLEFR BN, REBEIX 7> L1 4B DR AN 9 N IR e . FEFRATT AT TH —



2H 5[5 1) N2, YKL-40 F)7KF-> 350ng/mL ‘7 3 By Be (1Rl I (1 27 4E4L .
IRLEAERR RS2 4 By BON 5 By BRI A AAT AL o IR 2% 9 253 LM 2L 2T 4
WHIFRC R Z 1 7 1 A5 bR al DAk = BRI R e A2, BE N
Tt S PR A PRARIC Y A B 204, iR, FEEE, {2 ALT 8¢ AST
B HE, TR 12 50T, BATEMN H AL A Im R A,
AR AU L R PO AR, X8 AT AR DA ) A 2T 4E AL B bR 5

YKL-40 ng/mL
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Fig. 6. Boxplot of YKL levels in both groups in the validation cohort at
baseline, vear 5 and vear 10.

BEAk, i g S ) R R L, R AT R R 5K . SR,
S PR BT 24 A AR L PR EE95 5 TR D58 kv L s ) B o A 5% (R D RE Tt I /)
B AIE R ) — AR R o 2RI, X 28I PRASAAEAE J5 R A & A 1
A MEN RGO TR 3 BrBUS LR YRR, LR 4R bR ST A6 T

FFETYEA bR B R 22 BF 0 QL2 BN 3 T A S 0ok 2 Wi TR A0 ) g
—UBHEFEIER Y], IR S 3 IR T T DS AT e LS bR 54, 40 PIHINP
AT R (B KRBT S AR IC VDI I 2T 4L R 20 el e . 3
TGURT U — A F I RF AR N BASIB B3 10 48, BRI AGRFE BT TR ARG (T
Yt — IR,

MR A AT AN SR A, R TR BE R AR, AR PR AT AT B
AT AR M AP R AR S . CRGIERI R RRICA), W IV R AR RS R
e rP RS 2 T 2 AT Kk A B AT A IR SRk o T AN S i B iR AR 7T A



ATTRET M 5 35 %) 2 DR B 1 P A 7 R ) e (R R P SR B, e TR At 2 T B o DASRALLIY
7720 YKL- 40 7K-F B & T AE LB gL A 3o i % (110 ng/mL), Hixde
K BBl 1 I 9 e IS 4 D o R S R . AE DARTROAE A, YKL-40
T E BH A2 RS 22008 S R AR 540, T FRATT A X S b B A e e s, 1
D955 Y 250 7K P AN & — FEBE IR A BG I fE — A E 2. U RE A YKL-40
5 TGF -B X T MR AR R I REE . L b, ERIERAS,  YKL-40 [
TR 3 R (R B R Y R 95%, JHRRE SR — AN EIEMH Mg
LA DA R BRid T AR 7L

FESIIR K ISR A1 AEAN AR 5 B 1 22 e AT e 2o A 2R I 8 0 7 IR G 1) B
HWIEERIERIER . IRZ A BE G ZE KRN, ERyfeka T _RE
BB H R 2 R A AR 2 0E, FEA R ik B 48T PR E AR ST . T
EARE— BB HIX L B E A 4 B 5 BB ER . SR, PR S 2 B e gk
JEZ_ R4 0.1-0.06 £F4EfEAr, AT TN m 2R 4E X S brac DR E B 5
HRE RN HNE, BEATEERBIEYT . BHRIIIE IR NS T EZAEIEBIT
(TR I A SRR IR B 25 B, X Se A bR B AT DL L OE I R 3 i PR S Bk

FIRIX T FEAE ST 1 A1 4 Al br 26 40 1 B 22 8 AN A DA AR F, Tt i
T HE R R B EL AT BE T, 3 — M S B 5 A5G TN T AR o J LN IEAE
BHATHIR A S Fly TR 70 TR AL BIVE NG TT & 8, SRk br EWIIE
SR B AT ATSOIN £F4EAL IR o 3X SebIF SR A AT AR E Im PR _E A H bR S T
i 15 AT T B AR E G S A0 H A

B, AUPREY, 5RIRGEEPREER R AL, RIS S A
I3 0 N A T AR AR A R T . AR 4RI R B AT RE B T = i) TNF-a Al
b5 I TGF-B Bl BIW0E B 4G 38 I B 95 I B Ft o AR 4R AL LIS AR A
FR ) FH 23 SR A0 il A AR R T g, J 7 B2 B KRS BT 5 LA XA 4]
AIANFIE 5T 1) 45



