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[(FE] HM 38T TCF-B 1. CTGF % H) Wi 1% 14 BH 28 14 fili 5 755 & FF A A AL R NG IR L. ¥ 355 COPD
1124, WIPEEEH PF4 COPD L (A4) ., COPD 53 PF4l (B4, FHiEsmm ARt 50 flhxtida (C
M), HAE 78, 34, 506, 4HIXEH TGF-B1. CTGF. PINP, PII NP #4740, &% A HEE
TGF-B 1. CTGF K ¥4 C AN B FHIE (P<0.05), BHBEZER A, CH TCF-B 1, CTGF M BEF
B (P<0.05) . AHBEEPINP, PII NP & PINP/PII NP 4 C AN R ET S (P<0.05), BZHEH PINP, P
Il NP % PINP/PII NP 3% A 41 C M BB EFE (P<0.05) . TGF-B 15 PINP, PINP/PII NP g 2 [EH%
(P<0.05), CTGF 5 PINP, PII NP, PINP/PII NP IEMI5E (P<0.05) . &g TGF-B1. CTGF K¥FHAE5E
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Clinical Significance of TGF-f3 1 and CTGF in Judging Chronic
Obstructive Pulmonary Disease and Fibrosis
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[ Abstract] Objective To investigate the clinieal significance of TGF-beta 1, CTGF in chronie obstruetive
pulmonary disease with fibrosis. Methods 112 cases of COPD patients were enrolled, according to whether
combined with PF, they were divided into COPD group (group A), PF and COPD group (group B) , and 50
cases of healthy people were selected as control group (group C) , there were 78, 34, 50 cases respectively.
TGF-B1, CTGF, PINP, P Il NP were tested. Results TGF-B 1, CTGF levels in group A were significant
higher than the C group (P<0.05), TGF-B 1, CTGF of group B were significantly higher than A, C group (P
<0.05) .PINP, P Il NP and PI NP/P Il NP of A group were significantly higher than group C (P < 0.05), PI
NP, P Il NP and PI NP/P Il NP of group B patients were significantly higher than group A and group C (P <
0.05) . TGF-=B 1 and NP, PI PI NP/P Il NP showed significantly positive correlation (P<0.05 , CTGF and
NP, P Il NP, PI PI NP/P Il NP showed significantly positive correlation ( P < 0.05) . Conclusion
TGF-B 1, CTGF levels are closely associated with COPD patients with pulmonary fibrosis, monitoring their levels
will help to judge the progress of pulmonary fibrosis.
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bt T B 2 AR BB e, P BH ZE P it e
(chronic obstructive pulmonary disease, COPD) KA
FILAR BN BAEH 2 R, A LI 40 2 LU
B AHE COPD R RLAy 8.2%. T B &
P REC NSNS, FERIE R R 2R AT
[ SHEET IR T . HETIACH COPD fE %
o DR Ry SSRGS B SR IR KO M R TS e
A, SRR KA SO MERAE M e E A YT
R S S0 (8] o 27 4 Ak A8 B2 RI2 TGF-B 1,
CTGF B& 54 R BB E -, FIE#k A
e b e VN R St i Bl R e =
ffEF®. (B AT TCF-B 1. CTGF 547 4ifk 4k
i VT BYRE JRAE COPD Bt 4ifb & J B A i/
FORF WA, ZEXT COPD BFHHT T AHCHHF
5%, ETEMBRMEZ DGR, BHEWT.
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1.1 IGFEER

PERE 2012 45 1 H %= 2014 4 1 AR RHEZ K
112 Flg ks g, Hdr Bk 68 B, ik 44
B, F#E54~76 %, VHER (65.6=11.2) %,
it (19.6 £+7.4) H, FrA BE W EREE 2007
AR P AR R 2 S RIS 43 1] 1Y) COPD 2 Wb iR,
Wherdefbis (PF) WriRHmIG ACRE R X CT 2B
Wiz W, BIAEGE B S DtR 45 7 B B Bt ek
g MeEniRel Al COPD &3F PF, FrAWFE X4
PSR BT A BB SRR S G S
Kz, WS miE i s & 28 copD 41 (A 4D)
K cOPD &3 PR (B4), il 78 f]. 34
], [ B35 456 (RS HE A 7 g R AR A B 50 fBilAE R
YR (C4D) .
1.2 WA ESMEER
1.2.1 TGF-B1. CTGF#&ll FrawFsxi4y
F ARG R H BHEGE K 5 mL, 2Rk 30
min J&5 &0, BUMTE B AR, B8 HEEE T
i, R ELISA #:%E TGF-B 1, CTGF. L B4
BT A% P PR AR, R 7R R A RO A
.
1.2.2 I, MBRKE®&N RALFRCREST
PR T, AR (PINP, PII NP), FFitE U
MR S L], A R FR Beke 3Rk o6 i, BRAET™ 4%
FERRULAIIET T, FRARIELE A RO P B
R A E R AR
1.3 FitFiE

N SPSS B TS 0T, T E BRI R
H Gxs) T, AMRELERH K58, MHCHED
MR F Person M PERIE, P<0.05 AESRE ST

2 R

2.1 BHTGF-B1. CTGF /kKFLLE

X14544H TGF-B 1. CTGF K750, A4
BE TCF-B 1. CTGF K48 C A4 BLg F Tt
fm (P<0.05, BHEHZEE A, CH TCF-B 1.
CTGF ¥ B EHF S (P<0.05) . WFE L

£1 HBHATGF-B1. CTGFKFEE (+s)
Tab. 1 Comparison of TGF- 1 and CTGF levels

between different groups (x +s)

@5 n TGF-B1 (pg/l) CTGF (ug/L)

A #H 78 34.26 + 5.09 174.92 + 20.56
B 4 34 50.83 + 7.31°4 21425+2931°4
C 4 50 2135+ 4.57° 102.08 + 37.65"

5 AR, "P<0.05; 5 A HEE, 2P<0.05.

2.2 &A1, MERFEKELLE

%t 440 PI NP, PII NP A PI NP/PII NP # 17
SrHT, A EH PINP, PII NP A PINP/PII NP
B CA¥RIEESEFS (P<0.05), CHEH PI
NP. PIT NP J PINP/PII NP % A 40} C 43 H 3R
BEMTE (P<0.05), W&k2.

F2 LAIL NERKEKEERE Gts)
Tab. 2 Comparison of PI NP and PIII NP levels
between different groups (x +s)
PINP PIINP PINP/
(pgl) (ng/L) PIINP
2587+3.62 516+1.23 5.26 £ 1.35
41.63 £4.19"* 6.83+1.04% 693 +1.51™4
1429 +3.87° 425+0.85" 4.06+1.09

H 5

A #H 78
B #A 34
C @ 50

5 AHEE, "P<0.05; 5 AHEE, AP<0.05.

2.3 TGF-B1. CTGF 51, MEKFEBEXMESH

ST TGF-B 1, CTGF 51, AR JEAH &M,
TGF-B 1 5 PI NP, PI NP/P Il NP & 3 1F 4 ¢
(P<005 , 5PII NP &8 FEMHEME (P>
0.05), CTGF 5 PINP, PII NP, PI NP/PII NP &
FIEMX (P<0.05), WL# 3.
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*3 TGF-B1. CTGF 51, Il BEFEHEXMESHT
Tab. 3 The correlation between TGF-p1, CTGF
levels and PI NP, PIII NP levels

i H PI NP PII NP PINP/PII NP
TGF-B 1

r 0.492 0.086 0.379

P <0.05 > 0.05 <0.05
CTGF

r 0.417 0.394 0.384

P <0.05 < 0.05 <0.05
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Hodr T IR R i 90% L) |, & REUi£F
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(CTGF) FIRHE AT AEAN B e . IR IR A0S, 7
O ISR R B, CTGF Rk 8 Tt
&, 1 TGF-B 1 Z 55 S e 44}l CTGF &1k
H 2 B A7 % A [ B B copb & #F
TGF- B 1/CTGF SHti£F4iAb fatr = 7] 19 ¢ R A58
4B

HAWF A LLEH, B COPD [ PF A JE,
BE TGF-B 1, CTGF B #FF &, Il PINP, PII
NP & PI NP/PII NP 75 80 8 & PETH . BiEF 44k
) 22 A A2 ol D RO % 1R B Bz A0 B33 495 A A
N2, FREAMIRAE . Al BE B vggnig, H
B A K R 2 T s B AP 3R S, (e i LA &F
HEAMBL AT B, B DR A WG I HL ECM Ao 2>
MR dEfb AR BB . CTGF 2B 23 H
PEREEPE R 22—, AT SR 2R 4 41 Bl 1
KR ECM {43 a0 Rk B2 TCF-B 1
WOEE SRR, TCF-B 1 MIERNEEFS S
VAN AR, e MMP-3, MMP-9 %
RTHEFEIIH TIMP 23k, 3 ECM &5, I8
T4 TIMP Jik /> ECM A, I 0 M4 P iz X%
EEIRE AL AR, Vi S 23U M R
UL, BRIk E N R AP S

% 1

TGF-B 1, CTGF 51, MMEIRGJFEAKM:, TCF-B 1
5 PINP, PINP/PII NP & # IEAH5%, CTGF 5 PI
NP, PII NP, PINP/PIIl NP BFIEAHE. HHA]
DIE M, TCF-B 1. CTGF a2 sh 2k - 25
LT BRI IRA g L RS 1. MR JEA7 AR5 )
X Z, ZBATRELL TGF-B 1. CTGF 7K 43K
BEEF, 51 NI ANE R A B RS
HEM I A B WA I S5 5 S R PE IR ek, i
AT ARG A, RAFEMNRN BN RIEE
BEOR )R | A0 KA L dEfk, I B P BE Y
R, mAEERERIGE 12 TR

i L RTik, TGF-B1. CTGF KY¥-FH &5
COPD B et dE AL Fa bR UIAH G, X HKPAG
HHFUIw e difb b, 78 Bt COPD ¥
IS A8 B ARk SR YT IR T A T AR
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