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Abstract

AIM: To investigate the correlation between
expression of Caspase-12 protein and apoptosis
of hepatocytes during rat liver cirrhosis induced
by carbon tetrachloride (CCL,).

METHODS: Liver cirrhosis in male Wistar rats

was induced by subcutaneous injection of undi-
luted CCl, (3 mL/kg body wt) followed by 500
mL/L CCl,-olive solution (2 mL/kg body wt)
twice a week for 12 weeks. Hepatocyte apoptosis
indices (TUNEL staining), immunohistochemis-
try and expression of Caspase-12 protein were
observed dynamically at wk 4, 8, 12 during the
modeling course.

RESULTS: Typical acute liver injury was ob-
served at wk 4, typical chronic liver injury and
fibrosis at wk 8 and typical cirrhosis at wk 12,
respectively. When the liver injury and cirrho-
sis became aggravated, hepatocyte apoptotic
index increased significantly in the 4-week
model group, compared with normal group
and 8-week model group (70.4 + 11.59 vs 9.6
1.14, 95.8 + 10.94, P < 0.01). There were signifi-
cant differences in hepatocyte apoptotic index
between 12- and 8- week model groups (122.8 +
17.51 vs 95.8 £ 10.94, P < 0.05). Caspase protein
expression increased significantly in the 4-week
model group, compared with the normal group
and 8-week model group (0.071 + 0.014 vs 0.014
+ 0.007 and 1.172 = 0.028, P < 0.01). There were
significant differences in Caspase-12 protein ex-
pression between 12- and 8- week model groups
(1.84 £ 0.083 vs 1.172 £ 0.028, P < 0.01). Further-
more, hepatocyte apoptotic index was positively
correlated to Caspase-12 protein expression (r =
0.89, t =9.125, P < 0.01).

CONCLUSION: Endoplastic reticulum apopto-
sis pathway is involved in hepatocyte apoptosis
during rat liver cirrhosis induced by CCl,. Ex-
pression of Caspase-12 protein, the key molecule
in this pathway, represents the degree of hepa-
tocyte apoptosis.

Key Words: Liver cirrhosis; Apoptosis; Caspase-12
protein

Mu YP, Liu P, Du GL, Wang L, Long AH, Li FH.
Correlation between expression of Caspase-12 protein
and apoptosis of hepatocytes during rat liver cirrhosis
induced by carbon tetrachloride. Shijie Huaren Xiaohua
Zazhi 2008; 16(2): 132-137

www.wjgnet.com



SR, F. COLBS AR AT NCaspase- 12EEFA SHBIRBL SV IE 133
fiH Sk, AT TV R U T AL R mde AR

BH: T CCl R R RAT & it £ ¥
Caspase-12% & & ik 5 FTF 4 feL 8 T 69 A8 4.

J7ik: % KCCl, 3 mL/kg sc, »AJ5500 mL/L
CCLMAL i Ei&R2 mL/kg sc, 2:R/wk, 23112
wk) & K FATARRAAEEAR . %4 wk. 8 wk. 12
wk 3/ B A &, Bh AT i A e A, AT
20 4% Caspase-12 . 9% 21 2340 52 B & & Kk

R A K R4 wkit 2R o) ST
R, 8 wkif K R 2 A o 1% MEAT IR 45 BT 41 4
PG R B2 7 % 12 wkBt B4 s T AR AL, K& AT
PG A Fa BT RRACTS i, BT @0 IR =48 3 2
F¥m, BRI AT RE4 wkig B 4L, BEA SRS
wkILE A B % 2 (70411159 vs 9.6 1.14,
95.8410.94, P<0.01), KA 5+ BE12 wki5 AE A
*FRE8 wkibd A ot 5 & L (122.8+£17.51 vs
95.84+10.94, P<0.05). Caspase-12%& & & ik 7r
BE ¥, A TRA wkl EFA. AR At
P8 wkIbE A B % £ 5(0.071£0.014 vs 0.014
+0.007, 1.172£0.028, P<0.01), A7 24 1812
wk5 BRI 3 PR 8 wkILA IR % £ 57 (1.84 £
0.083 vs 1.17240.028, P<0.01); HAT 2 i 8 =
8 H A=Caspase-127%& & &£ L FZ ] 2 EAH £
(r=0.89,¢=19.125, P<0.01).
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339.36+19.24 26.43+9.46 46.44+5.09 22.02+2.40 818.42+67.95
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