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[Abstract] Objective
(CTHRC1) in the patients with HBV caused cirrhosis,and to analyze its relationship with disease course. Methods

To research the serum expression level of collagen triple helix repeat containing 1

TBIL,ALB and PT were detected in the patients with definitely diagnosed cirrhosis caused by HBV infection. Then
the patients were scored according to the detecting results and divided into the grade A,B and C. The serum levels of
HA,LN.PIINP and C[\V were detected in 3 groups for understanding the liver fibrosis status. B-ultrasound was per-
formed to detect the portal vein diameter for understanding the liver function state in each group. The serum
CTHRCI and TGF-g, levels were detected by ELISA. Results The levels of HA,LN,P[[[ NP and CIV in the group B
and C were significantly higher than that in the group A and the control group,the differences were statistically sig-
nificant( P<0. 05) , but which had little differences between the group A and the control group,showing no statistical
significance(P>>0. 05) ; the portal vein diameter of the liver cirrhosis patients in each group was significantly greater
than that in the control group,which had statistical difference between the group B and A and between the group C
and A(P<C0.05) ;the CTHRCI and TGF-g; levels in the group A,B and C were higher than those in the control
group,moreover which were increased with the clinical stage elevation, the difference was statistically significant
(P<C0.05). Conclusion Along with the clinical staging progress and liver function decline in the patients with liver
cirrhosis,serum CTHRCI and TGF-8, levels are increased,both has certain correlation,but its mechanism needs fur-
ther research.

[Key words] collagen triple helix repeat containing 1; HBV related cirrhosis; correlation

2

T L Bl I DR = B e R A K 1 1 (CTHRCD % FH ok
SR E fekt B R R 0 ok AR BRR A8 A3 3 Bk ) 22 S 385 0T 4 Ok b R
B, A ST A W 2 B (HBV) SO R R F R R
CTHRCI A7k 45 & IF 8 440 K 2 5 50 A AR YE R, 4
HE5pmilfmER,
1 #RE5H®
L1 — gkl g 2014 4R 12 HBV BUT LB 67

5] K34 Child-Pugh 4) 4% . ¥ 67 ] 1 % 42 41 % CP 40 %% A %%
(A )31 #].CP /3% B (B 422 #].CP 43k C % (C 4)14
], 8 R B B (A A 20 914 o ik B X D401 7 4 % %
it B0 2 1 B G T AU O O A 7
i

12 UEEEN AT 2 CTBIL) WA [ L 9 15
1 CALB) 3 4 U i 5 5548 % 7 L 356 1L 96 J5 B ) CPT) 3k 0 o

» BB WH0E ZEIT RIS H (D20122404) 5+ RHE R BB H (2014DY34) s i 4087 IX TR R G A FHIUH (PWZx2014-03)
EF B kA U 0L, B EON . FENFEYHERR T W, & @BFREEF,Emailsyliuxh@163. com,



+ 584 - BREFHER2016F3AFISEESH

Lab Med Clin,March 2016, Vol. 13,No. 5

B HAH — b Z A48 4R 3R i BIO-RAD = N B . 24
KREMNFEH AR, CTHRCL Hi il B Santa cruz 24 #],
CTHRCI Ffefb 2L K 7 B CTGF-g0) # I 5% Fl ELISA %,
TBIL F1 ALB 3 H W 58 & DXC800 H 3h 2k 1k 43 #r 3. PT 6
M STAGO HfiL 5853 87 A%, BT 27 48 fk 46 A1 [ W IR MR B (HAD L =
K H (LND . I 2 A K Dt 2056 o Ik (P [IENP) . IV 2L
(CIV) TR B T MAGNUMIZ000 41 2 48, B B
BT # Ik E TR R PHILIPS ) HDY R4¢.

1.3 Jiik
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1.4 geitsehb B SR SPSSI7. 0 844 X $o s k47 4k 71 K 458
2T T R ORISR T TR ZHB B BCR T £ 5
. UL a=0.05 HKIARUAE, P<<0.05 NERALIT¥EX.
2 &% ES

2.1 HHAMKRAEMIERILE XA TBILLALB 5 A @I
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Efit 2 XFHELL A4l B4l c4l F P
TB(ummol/L) 13,4423 28,0316 49,4-2,97 165,04-28.2 178,54 0.000
ALB(g/1) 37.641.82 37.241.64 20,4427 2704158 39.25 0.000
PT(s) 13.0720.71 14.80.84 17.67=0.89 24.87-1.48 116.82 0.000
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Ei=E7N papiice:l A B4 CH F P
HA(ng/mL) 63.2414.0 62.2417.8 170.84:28. 6 433.9457.7 131.75 0. 000
LN(ng/mL) 71.6%£17.1 74.5+15.5 196.54:38.5 322.8453.8 58. 14 0. 000
PIINP (ng/mL) 64.0414.5 66.0416. 6 174.6435.9 263. 4687 28. 43 0. 000
CIV (ng/mL) 52.8413.8 52.44:13.0 101.5421. 1 193.5441.0 35.53 0. 000
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5hR Xof B2 A B CH F p
CTHRCI ~ 32.8#£3.9  36.8£2.8 41.243.7 43.4%2.2 10.53 0.000
TGE-8 59.2£14.8 128.6£18.0 208.0£31.8 412.2£58.2 94.58  0.000
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