- 2032 - DREYESHE www.shengwuyixue.com Progress in Modern Biomedicine Vol17 NO.11 APR.2017

doi: 10.13241/j.cnki.pmb.2017.11.008

SR NN HLO, 5511 B16 MR et PRy Al *

ZWR EhE ! BN FHLY EER OHEM? haZE' EEH
(1 SBJpIT AR EZ AR TS0 2 AT 5 A 154007;2 BJpiT FREEZG K2 S0 Pl B AT A R 3K 150040)

1

BT B RS A RS HO, %549 B16 248 40 AR 4 69 5847 4 A SHIR T 3L T skl . 773K 4 HO, 35 % B16 2%
5 o IR ACARAG A BEARL SR A 85 R R B AT TR, R MTT skl 4m B 7% 77 |, Bl AR AU M SLEA it 285 (LDH) i %, 7 X, 20 i K
e TR BARRBE AL (e Wm)Aedm i R B85 B TR R 5 H0, 5349 BI6 BAE mie b, B A SR R EE(5.10.20
pmol-L")4L 32 49 B16 2% fm i i% /) A0 Wm 9] 4% 3, LDH R sk 00 RV, 40 LB == F Aot B A 5 35 45 8 T R LW B IEAK,
£ F ¥ BA Gt 3 % L (P<0.05), Z5ib: A A BT HO0, % 51 B16 245 20 AN B A R4 16 R , B4k A AL T Ak il it i
SRR B A s A A K

FEF: AN B B16 %98t i ; AL 5 @R

RE 425 :R-33;R758.41 HFRIAEE:A X EHS:1673-6273(2017)11-2032-05

Protective Effect of Z-ligustilide on the Oxidation Damage of B16 Melanoma
Cells induced by H,0O,*

AN Li-feng', LU Guang-bao', LIU Hai-zhou', HUANG Jing-wen'®, WANG Xing-yan', XIAO Hong-bir*, SHEN Jian-jun’, YUE Hai-jing'
(1 Jiamusi institute, Heilongjiang University of Chinese Medicine, Jiamusi, Heilongjiang, 154007, China;
2 The experiment center, Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang, 150040, China)

ABSTRACT Objective: To investigate the protective effects and possible mechanisms of Z-ligustilide(LIG) on the oxidation damage
of B16 melanoma cells induced by H,0,. Methods: The oxidative damage model of melanoma B16 cells was induced by H,0,. And the
model was treated by different concentration of LIG. The cell vitality was determined by MTT, leakage amount of lactate dehydrogenase
(LDH) was detected by enzyme standard instrument. Cell apoptotic rate, mitochondrial membrane potential (A ¥m) and Ca*concentra-
tion in the cell were measured by flow cytometry. Results: Compared with model group, the cell vitality and 4 ¥m of LIG (5, 10, 20
wmol - L") treated B16 melanoma cells were obviously improved, LDH leakage were significantly decreased, the apoptotic rate and
Ca*concentration were significantly decreased (P<0.05). Conclusions: LIG had protective effect on the oxidative damage of B16
melanoma cells induced by H,O,, which might be related to restoring the mitochondrial function, and the inhibition of the cell apoptosis.
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Tablel The effect of LIG on the viability of B16 cell induced by H,O,(x+ s,n=8)

Groups Dose/umol - L A Cell viability/%
Normal control 0.49+ 0.07 100
H,0, model 0.38+ 0.04** 77.56
LIG 5 pmol-L'LIG 0.42+ 0.06* 85.71
10 pmol-L' LIG 0.47+ 0.07** 9591
20 pmol-L' LIG 0.45% 0.08** 91.84

Note: * P<0.05, * * P<0.05, compared with normal control group;*P<0.05, **P<0.05, compared with H,O, model group.
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Table 2 The effect of LIG on the leakage of LDH in B16 cell induced by H,O,(x% s, n=8)

Groups

Dose/pmol-L"!

LDH/U-L"!

Normal control

H,0, model
LIG

5 umol-L" LIG
10 pmol L' LIG

20 pmol-L"' LIG

232.61% 58.22
524.86% 96.67"*
349.32+ 69.23%*
417.36% 86.77**
389.75% 70.11%*

Note: * P<0.05, * * P<0.05, compared with normal control group;*P<0.05, **P<0.05, compared with H,O, model group.

* 3 BAMNER HO, 56 Bl6 BREHAMBATEHEM(xt s,n=8)
Table 3 The effect of LIG on the apoptosis rate of B16 cell induced by H,0,(x+ s,n=38)

Groups

Dose/pmol-L"

Apoptosis rate/%

Normal control

H,0, model
LIG

5 wmol L' LIG

1132+ 4.08
3926+ 12.15**
27.01 + 10.16*

10 pmol-L*' LIG 19.86 + 7.92%*

20 pmol-L' LIG 2571+ 8.51**

Note: * P<0.05, * * P<0.05, compared with normal control group;*P<0.05, **P<0.05, compared with H,O, model group.
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Fig. 1 The apoptosis rate detected by Flow cytometry
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Table 4 The effect of LIG on the A Wm in B16 cell induced by H,O,(x* s,n=8)

A gm

2164.22+ 246.71

Groups Dose/pmol-L"

Normal control

H,0, model 1397.11+ 211.35*

LIG 5 wmol-L'LIG 1609.26+ 220.31*

10 pmol-L' LIG 1863.32+ 235.35*

20 pmol-L*' LIG 1735.13% 226.61*%*

Note: * P<0.05, ¢  P<0.05, compared with normal control group; *P<0.05, **P<0.05, compared with H,0, model group.
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Table 5 The effect of LIG on the concentration of Ca* in B16 cell induced by H,O,(x% s, n=8)

Group

Dose/pmol-L"

Relative fluorescence intensity

Normal control
H,0, model
LIG

10 pmol-L' LIG
20 pmol-L"' LIG

5 pmol-L' LIG

73.71% 6.22
126.18+ 12.37*¢
101.65+ 10.26%*
92.69+ 9.24%*
98.85+ 9.91**

Note: o P<0.05,2 & P<0.05, compared with normal control group; *P<0.05, **P<0.05, compared with H,0, model group.
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Fig. 3 Concentration of Ca*" detected by Flow cytometry
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