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Clinical Significance of Serum Levels of Survivin and
Connective Tissue Growth Factor in Fibrosis Progression of
Chronic Hepatitis B

LIU Dong", SONG Hong — qing"”, TIAN Ying — xuan?
(1) Dept. of Laboratory Medicine, The People’s Hospital of Tongchuan, Tongchuan Shaanxi 727031; 2) The
2nd Dept. of Respiratory Medicine , The People’s Hospital of Shaanxi Province ,
Xi’an Shaanxi 710068, China)

[ Abstract] Objective To study clinical significance of serum levels of survivin and connective tissue growth
factor in fibrosis progression of chronic hepatitis B. Methods 213 patients with hepatitis B were divided into 4
groups: mild chronic hepatitis B group (group A) , moderate group (group B) , the severe group (group C) and
liver cirrhosis group (group D) , there were 64, 62, 46, 41 cases respectively. The serum levels of survivin,
connective tissue growth factor, liver fibrosis index were detected. Results The serum levels of survivin, and
CTGF in group B were significantly higher than those in group A (P <0.05) . The serum levels of survivin, and
CTGF in group C were significantly higher than those in group A and group B (P <0.05) . The serum levels of
survivin, and CTGF in group D were significantly higher than those in A, B, C groups (P <0.05) . The serum
levels of PCIII, CIV, HA and LN in group B were significantly higher than those in group A (P <0.05) . The
serum levels of CIV, HA in group C were significantly higher than those in group A and group B (P <0.05) . The
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serum levels of CIV, HA and LN in group D were significantly higher than those in A,

B and C group (P <

0.05) . The serum levels of survivin showed significant positive correlation with the serum levels of CIV, HA, LN

(P <0.05) . The serum levels of CTGF showed significant positive correlation with CIV and HA (P <0.05) .

Conclusion

Survivin levels and connective tissue growth factor have good correlation in the progress of the liver

fibrosis, which are important indexes of liver fibrosis disease progress.

[Key words] Hepatitis B; Fibrosis; Survivin levels; Connective tissue growth factor
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FIRHERZ —, CRFRWE (hepatitis B virus,
HBV) KA RREEAF W] S BUIE S5 14 S T BE A W 32
1, U A IR SE S PR N £ 4 AR, E
M- BUHELF AL &, ARSI 252 ) v Al
ke, ez AEZ N2 59 en k4t
AR AAFZR (Survivin) SEAP A0 2R T
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HHSE, Z5MRA L2 LR, 225
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(connective tissue growth factor, CTGF) Al e 3 B AT
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1 #RERE

1.1 IEERER

PEFE 2012 45 1 H 2 2014 45 1 A WA 7EH )1
N R BE B e k12 2 1t < B 58 58 213 11,
B 134 B, 279 B, i 4a2-~68%, F
(552+13.5) %. W GREEEFRBNAG TSR K
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CRIFF 9 52 P 2 (AZH ) 644 P 2H (B4H 62149 T
FE 2 (CLH A6 S Ftfb 20 (DA )41 4.
1.2 #WlFEEMNEER
1.2.1 &HFE, EHALEKAFUE A
HT GG R H RAEGER K I 5 mL, %R -
30 min J&5 &0, B BEAERR. R0 IR B I5
BESER, SR A ELISA YA E A7 2R M 45 45 140
KIEF. DA™ i 8 F e R, IR RIErE R
FIA A A .
1.2.2 BFHELIERNE RAFE R RES
B 2 46 D 3F T3S i i Bt (PCIID) | IV B i i
(CIV) | JZiE®EH (LN) . EWHFER (HA) . &l
R A SRR oA, BRI A e BRI T, IR

UEAE IR RAW N B IE A& [ bR .
1.3 FitEH*E

IV SPSS BRAFHEATEEI M, THER BORR
M (xs) Fox, dBIHHBER T 229080 L g K
Ky, HIMESH R Person HHSEHEARLR, P<0.05
NZEEFRAGT R

2 &R

21 BAEBFER. EHALERKEFKELR

AR AR R . S8 HS UK IFF K, B
Wi A HJAERR, SHASERNTHER, £
SEGH#E YL (P<0.05), CHAAMAE. 25
BUERKHFHR A, BAATHSE, ZRAGKIEEXL
(P<0.05), DAAAFR . SaHSAERKETE AL
B, CA¥WAIE, ZRAGZIT¥EX (P<0.05),
W1

Fx1 BAEFE. FHALERKEFKELRE (+s)
Tab. 1 Comparison of serum levels of survivin and

CTGF among four groups (x +s)

M A o AEHFEGgL)  SEEAHSAERET (pg/l)
AfH 64 48.15+10.37 129.96 + 23.17
B4 62 67.34%12.96" 178.02 + 29.48"
C#H 46 89.14+23.59* 206.87 + 32.61"
D4l 41 147.36+31.62% 297.60 + 40.597%

H A4, "P<0.05; 5 B4, *P<0.05; 5C
A, “P<0.05.

2.2 HBEAFAHEIBRIEER

A A A A AL F5 hn K, BAlE A 4
PCIII, CIV, HA, INFA %R, ZRAFKITFE XL
(P<0.05), CHCIV. HA® A. BHET &, =
SEGH¥E YL (P<0.05), PCII. LN#® A 4AH
Thm, ZRAEGIFEX (P<0.05), D4 CIV,
HA. LN# A, B, CA¥WATIE, ZRA51%
B (P<0.05), PCIHI% A. BHATE, 25
B EY (P<0.05), WLk 2.
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IIMTHEATR  SEig SV KIA T 5T difk
MM, A4S CIV, HA, LN 2IEHE (P<

0.05) , 542 ERKIFFYE CIV, HA B 1FEMX
(P<0.05), 5 PCIII. LN JoAH=ME: (P>0.05), WL
% 3.
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Tab. 2 Comparison of liver fibrosis indexes among four groups (v *s)

ATl n PCIII (ng/mL) CIV (ng/mL) HA (ng/mL) LN (ng/mL)
A 64 14.74 £2.48 76.52 +12.31 103.25 +20.86 114.78 +26.31
B4 62 19.17 +3.75° 162.94 + 19.88" 151.77 £29.12° 162.97 + 30.64"
CH 46 23.42 +4.19" 207.83 + 24.65™ 184.61 +31.74™ 198.86 + 35.72"
D4 41 27.06 + 5.36™ 283.65 +31.07"* 246.43 + 42.08* 251.87 + 39.047*

5 A4, 'P<0.05; 5B, P<0.05; 5 C4HLE, 4P<0.05.
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Tab. 3 Analysis of the correlation between survivin ,

CTGF and liver fibrosis

W B PCIII CIV HA LN
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P >005 <005 <005 <005
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