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Tab 1. Effect of Corydalis thalictrifolia Franch.
total alkaloids extract (CTFTAE) on serum activi-
ties of GPT and GOT in mice with immune hepatic
injury induced by BCG and LPS

Group Dose . GPT_] GOT_]
/mg-kg /U-L /U-L
Normal 32 +8 148 +17
Model 157 66 ™ 290 +70 **
Bifendate 200 75 £20* 252 +44
CTFTAE 0.26 92 +35* 249 +46
0.78 81 30 237 +30
2.34 86 +27* 245 +29

The mouse model with immune hepatic injury was prepared with
bacillus Calmette-Guerin ( BCG) and lipopolysaccharides (LPS,
7.5 pg, at 12 d after BCG). After BCG injection, CTFTAE (ip)
and bifendate (ig) were given once daily for 12 d, respectively.
The serum activities of glutamic-pyruvic transaminase ( GPT) and
glutamic-oxaloacetic transaminase ( GOT) were determined 16 h
after LPS injection. Normal and model groups were injected (ip)
saline solution. x+s, n=8. ™ P <0.01, compared with normal

group; *P <0.05, #P <0.01, compared with model group.
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Fig 1. Effect of CTFTAE on hepatic histopathological changes of mice with immune hepatic injury (HE
staining, x100). See Tab 1 for the treatments. A normal; B: model; C; bifendate 200 mg-kg™'; D: CTFTAE 0.26 mg-kg ™' ;

E: CTFTAE 0.78 mg-kg™'; F: CTFTAE 2.34 mg-kg ™'

Tab 2. Effect of CTFTAE on serum contents of interferon-y( IFN-y) and interleukin-4 ( IL-4 ) in mice with
immune hepatic injury induced by BCG and LPS
Group Dose/mg-kg ™! IFN-y/ng-L"! IL4/ng-L"" IFN-y: IL4
Normal 44.9 +7.1 9.4+1.9 5.1+1.4
Model 55.7£5.9™ 25.9+5.0™ 2.2+0.3™
Bifendate 200 52.1+7.3 20.5 +3.9* 2.6 £0.5%
CTFTAE 0.26 48.8 +5.5" 19.6+3.9" 2.6 +0.6"
0.78 43.9 +6.2" 17.2 +2.0" 2.7+0.7"
2.34 46.3 +7.5" 14.9 +3.1% 3.2+0.6"

See Tab 1 for the treatments. x +s, n=38.

¥ P <0.01, compared with normal group; *P <0.05, *P <0.01, compared with model group.
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Tab 3. Effect of CTFTAE on splenocyte prolifer-
ation induced by concanavalin A(Con A) in mice

[*H]TdR incorporation/cpm

CTFTAE
/mg-L"" Without Con A With Con A
0 2254 +41 4124 £34
1.5 2325 £ 16 4009 + 18
15 2629 26 5376 +344 "
150 2610 23" 5874 +231
1500 2626 £23 " 5279 +348 ™

Splenocytes (10° per well) were incubated with CTFTAE accom-
panied with or without Con A 2.0 mg-L™" for 72 h. x = s,
n=3. " P <0.0l, compared with corresponding control (0
mg-L™") group.
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Improving effect of total alkaloids extract from Corydalis thalictrifolia

Franch. on immune hepatic injury in mice

BI Ming-Gang'* , ZHOU Juan®, XU Yang', SUN Hong', JI Yu-Bin’
(1. Institute of Medicinal Plant Development, Chinese Academy of Medical Sciences, Beijing 100094, China;

2. Harbin University of Commerce, Harbin

Abstract: AIM To investigate the improving
effect of Corydalis thalictrifolia Franch. total
alkaloids extract( CTFTAE) on immune hepatic
injury in mice and its possible mechanism.
METHODS The mouse model with immune
hepatic injury was prepared by injecting bacil-
lus Calmette-Guerin ( BCG ) and lipopolysac-
charides ( LPS) through tail veins. On the same
day when BCG injected, CTFTAE(0.26, 0.78
and 2. 34 mg-kg™', respectively) was ip giv-
en, once daily, for 12 d. Then LPS (7.5 pg)
were injected through tail veins on the last day
of CTFTAE treatment. After 16 h, the activi-
ties of glutamic-pyruvic transaminase ( GPT)
and glutamic-oxaloacetic transaminase ( GOT)
were determined in serum, and the pathological
changes in liver tissue were observed under
light microscope. The contents of interferon-y
(IFN-y) and interleukin4 ( IL4) in serum
were detected by ELISA. In addition, the effect
of CTFTAE on splenocyte proliferation in wvitro
was observed by [ "H]TdR incorporation assay.
RESULTS The activities of GPT and GOT in
serum were obviously increased in model group
than that in normal control group. Compared
with model group, GPT activity obviously de-
creased in CTFTAE 0.26, 0.78 and 2.34 mg-

150076, China)

kg ' groups, but GOT activity had no signifi-
cant change. It was observed that some liver
cells obviously dissolved and necrotized in mod-
el group, and CTFTAE 0.78 and 2. 34 mg -
kg~ alleviated the hepatic cell degeneration,
necrosis and inflammatory cell infiltration. The
serum contents of INF-y and IL4 increased in
model group compared with normal group, and
IL4 content increased more significantly, and
the IFN-y/IL4 declined. CTFTAE O0.26,
0.78 and 2.34 mg-kg ' reduced the content of
IL4, and elevated the ratio of IFN-y/IL4.
Furthermore, CTFTAE 15 - 1500 mg - L~'
could increase splenocyte proliferation in wvitro
both used alone and combined with concanaval-
in A. CONCLUSION CTFTAE can alleviate
the immune hepatic injury, which may be relat-
ed with its regulation of the balance between
helper T cells (Th)1 and Th2.

Key words: Corydalis thalictrifolia Franch. ;
alkaloids; immune hepatic injury; interferon-
v; interleukin4
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