EERIAKFFHR 2014,35(11) : 45~ 47

Journal of Kunming Medical University

TGF-B 1. CTGF gt 0RO 4N ERERIRRE X

sk Y, kA Y, AR @2
(1) AHEARFHELTELER-SAA, LT 100144; 2) BERBRFEFRE—HWEERSA
A, B/ | 710061)

CN 53 -1221/R

(=] HW 48T TCF-B 1. 4545 41414 K [HF (connectivetissue growthfactor, CTGF) o 18 MO IO LA 4
AR R . Jiik BT TR E 108 B, MR NYHA O Ih6E 5 Gbs e 3E4T 4 G 43 50 A6 )
TGF-B 1. CTGF. ALD. PINP. PN NP. £ WMZEH TGF-B 1. CTGF. ALD /KP4 T 28 H ¥ H I 25 T
B, ERAFKIEEY (P<0.05), VEBEEHT, MHEEHEE TGF-B 1. CTGF HHM B EWTAR, ZRE4%IT
FEX (P<0.05), ALD BMZUBE BB EFS, ZRAEGIFEL (P<0.05) . MZEE PINP, PII NP )
PINP/PII NP #5 T35 ¥ M B EPEfk, ZRAGIFEXL (P<0.05), IV PINP, PII NP /& PI NP/P
I NP &N . MPEFEHHREET, ERAGHITFEL (P<0.05) . TGF-B1 5 PINP, PINP/PIl NP IE
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Clinical Significance of TGF- 31 and CTGF in the Progression
of Myocardial Fibrosis in Chronic Heart Failure
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(1) Dept. of Cardiology, Beijing Rehabilitation Hospital, Capital Medical University, Beijing 100144; 2)
Dept. of Cardiology, The First Affiliated Hospital, Medical College of Xi’an Jiao Tong University, Xi’an
Shaanxi 710061, China)

[ Abstract] Objective To investigate the clinical significance of TGF-B 1 and CTGF in the progression of
myocardial fibrosis in chronic heart failure. Methods 108 patients with chronic heart failure were carried out to
detect the TGF-B 1, CTGF, ALD, PI NP and P I NP according to NYHA class standards. Results The
TGF-B1, CTGF and ALD levels in patients of stage Il were significantly higher than those in patients of stage 11
(P<0.05) .TGF-B 1 and CTGF in stage IV patients were significantly increased compared with patients of stages 11
and III (P < 0.05) . Compared with stage III, ALD in patients of stage IV was significantly increased (P <
0.05) . Compared to stage II patients, PI NP, P Il NP and PI NP/P Il NP of stage III patients changed
significantly (P < 0.05) . Those in stage IV patients were significantly increased compared to patients of stages II
and IIl  (P<0.05) . There were significant positive correlations of TGF— 1 with PI NP and PI NP/P Il NP, and
of CTGF with PINP, P Il NP and PINP/P Il NP (P<0.05) . Conclusion TGF-B 1 and CTGF are closely
related to myocardial fibrosis indicators, which could help to definite the progress of chronic heart failure.
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Tab. 1 Comparison of TGF- 1, CTGF and ALD levels between the groups (x +s)

A 5 n TGF-B1 (ug/L) CTGF (ug/L) ALD (ng/L)
% 41 22.56 +5.09 114.96 +20.17 60.89 +3.24
IE3 37 35.87 + 7.39" 173.25 £ 28.36 137.54 £ 4.53"
V& 30 4234+ 8.522 206.02 + 34.67°2 151.83 +6.28"

HIHE, P<0.05; HMHILE, “P<0.05.

F2 FBAI. NBERFEAKFLRLE (x+s)
Tab. 2 Comparison of PI NP and PIIl NP levels between the groups (v +s)

45 n PINP (pg/L) P NP (pg/L) PI NP/PIINP
1172 41 15.86 +3.14 4.12+0.73 4.06 +0.92
M 37 27.65 + 4.56" 5.84+1.04° 553+1.21°
IV 30 42.29 + 6.89°2 6.25+2.15% 6.86 +1.72%2

5K, P<0.05; SMLE, “P<0.05.
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*P<0.05.
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