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38.60%, ZIEBEASELIATY (250 mol/L) A11.58%, GSH (0.1 mg/mD) HK T RIEITEIER . H24 h,

48 h}%72 hith, 1.0 mg/ml HHEEREEZ . 250 mol/LZ 475 5 Tk AH B 2H /) 40 PR AfF X8 & T 5 R 41 & GSHZH.
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Effects of three drugs on proliferation of hepatic parenchymal cells after X-ray damage

FANG Yun', LUO Qiang’, LIU Bo’ (1.Department of Pharmacy, People’s Liberation Army 901 Hospital,
Hefei 230001, China; 2.Department of Hospital Infectious, Peoples Liberation Army 901 Hospital, Hefei
230001, China)

Abstract: Objective To investigate the effects of three drugs on the proliferation of hepatocytes after X-ray
injury. Methods Human liver parenchyma HL-7702 cell lines were divided into 5 groups: magnesium
isoglycyrrhizinate group (adding magnesium isoglycyrrhizinate injection before irradiation), reduced
glutathione group (adding reduced glutathione before irradiation), polyene phosphatidylcholine group
(adding polyene phosphatidylcholine before irradiation), control group (simple irradiation) and non-irradiated
group (normal cells). The cells were irradiated with 6 MV X-raysmorphology and was observed by inverted
microscope at 24 h, 48 h and 72 h after irradiation. The cell viability was measured by MTT assay. The effects
of polyene phosphatidylcholine injection, reduced glutathione injection and magnesium isoglycyrrhizinate
injection on proliferation and repairment of injured hepatocytes were analyzed. Results Inverted microscope
observation showed that the non-irradiated group showed a cluster-like distribution, the division was fast, the
cells were polygonal, and the volume was small. The growth of the control group was significantly inhibited,
the nucleus became larger, the cell edge was unclear, the volume became larger and swollen, and the cell
proliferation Slow down. The cell viability assay showed that the inhibition of hepatocytes was not significant
at 24 h after irradiation, mainly due to the change of cell morphology. However, the absorbance of the control

group was significantly lower than that of the non-irradiated group at 48 h and 72 h after irradiation (P << 0.05).
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The effects of magnesium isoglycyrrhizinate (1.0 mg/ml) and polyene phosphatidylcholine (250 mol/L) on

cell proliferation were 38.60% and 11.58%, respectively. GSH (0.1 mg/ml) showed no effect of promoting

proliferation. At 24 h, 48 h and 72 h after irradiation, the A values of magnesium isoglycyrrhizinate group

(1.0 mg/ml) and polyene phosphatidylcholine group (250 mol/L) were higher than those of control group

and GSH group. The content of MDA in magnesium isoglycyrrhizinate group (1.0 mg/ml) and polyene

phosphatidylcholine group (250 mol/L) were lower than thoset in control group and GSH group at 24 h and

48 h after irradiation, and the cell SOD activity at 48 h was significantly higher than that in control group and

GSH group (P < 0.05). Conclusions Magnesium glycyrrhizinate is superior to polyene phosphatidylcholine

and GSH in the proliferation of human hepatocytes after X-ray irradiation. It has a broad prospect for the

treatment of radiation-induced liver injury, but the specific mechanism still needs further study.

Key words: Hepatocellular carcinoma; Radiation-induced liver injury; Cell proliferation; Magnesium
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TR MDA K- K SODiE /7. MDAE &= (Ayyps -
Asspe) | Ay = Ao < FRER T BFEAEA
3 SODIE /1= (A - A A/ 50% < Fi
54

1.3 %it 3 &2 i SPSS 19.0 Siit Bk i 47 4
T, FEESSMAITEREL x+5s #ow, X
e 58, PLP <0.05 NZERB S ¥E .

2 R

2.1 10 Gy # & HL-7702 fafo s 6% 0m 318 &
st M?ﬁﬂlﬁﬂﬁﬁﬂﬂwéﬂaﬂ’@ﬁ&wﬁﬁ%ﬁ a3 AR,
MR Z AT, PRARE/IN: X R 2 20 i 20 S 20 HE S
Ja R 2, ARG O, AR M AN T
PERAAR R H K, 4R g tg, WK 1. 40
IR R, RS 24 h R4 sz f A B3, EE
MMM S B L, (HIRS 48 h [z 72 h 5 Xf ]

& 1 10 Gy X Btk xHmpatk 7S

“igE - 55

AR A (AR IR BB PR K, ZRES
=X (1=3.047, 6.951; P=0.013, 0.026) , W% 1.
2.2 72 h B RRRE T 3 4% 24 A 2t dm it 04 4 38 78 4
A OFHEREE: 2.5 mg/ml. 1.0 mg/ml. 0.1 mg/ml
S H BB AL B S 41 B % B 430 0.81 £ 0.01,
0.83 £0.02, 0.66 £ 0.02, THXHEZH N 0.60 £ 0.01;
@ £ W5 W5 N8 M 0 B%: 250 mmol/L. 500 mmol/L.
750 mmol/L. 1000 mmol/L 25 4 i ok JE i Ak 22 f 4
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PfE 0.382 0.013 0.026

R2 ZMIRAEERSHEYIIREXTMAE 4 . MDA & SOD WM (x+s)

. m R AfE MDA (nmol/mg) SOD (U/mg)
2B A
24h 48 h 72h 24 h 48 h 72h 24h 48 h 72h
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