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Bel-2 A8 % X & & (Bax) AAXBAF e w, Ak KA 30 nmol/L ag M # 42K 40,100 pg/mL a9 e & £ C AR FE A A5 A 4EA T
Jurkat 28 2 24 .48, 72 h, X L A m ezt B, B B B B MEN Lt £ ¥ 5 X, o E A2 F 40 Bax & Bel-2 #9 &%,
CCK-8 Z i X 2o i3 K| Jurkat ta e A =R fesm o BB, R H£A X CiE Jukat WG AR T XA BAG HFRREES
EFH G TR CHMARIBEALA 24 h £ 48 h B 6] . Bel-2 69 & 8 BARE M % £ K B . Bax Rk A ey dn e, B4 C 40 24~
48 h *f Bax #9 R A ¥ Z & At MLk, CCK-8 &M A I, /2 72 h oF 4 C 40  BE 440 AN A 42 K 40 Jurkat 20 JE 64 47 %) 5 5 3] A
25.72%.75.23%.56. 81 % ;A XA M M = F /£ 72 h 5 31 A 81.73%.67.06% 5 81.50% ;g A £ CA T MM = FE R TH A A
TR MR RESBEAAY AT A TR AL EAEFCH R SRS E MY T AT RFH T K 15.26% 0325,
gt gAF CHH T @Mk e G a itk Jurkat 29 i e 3 74, L R ATk Jurkat 6 FH M =, B M A% & Bax &
Bel-2 5 7 %A% C 5§ Jurkat 40 JL 8 T HL4 .
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[ Abstract |
lymphocytoma-2(Bcl-2) and Bcl-2 associated X protein (Bax) expression regulation in human T-cell lymphoma cell line Jurkat
cells. Methods

cells for 24,48,72 h respectively. There was no drug added to the control group. The inverted microscope was used to observe the

Objective To study the influence of vitamin C combined with bortezomib on the apoptosis regulatory protein B

30 nmol/L bortezomib group,100 pg/mL vitamin C group and the combination group were adopted to act on Jurkat

cell growth way. The expression of Bax and Bel-2 proteins was detected by immunohistochemistry. CCK-8 and flow cytometry were
used to detect the cellular apoptosis and cellular cycle. Results Vitamin C made the Jurkat cell growth way to change from the local
accumulation growth in the control group to almost evenly disperse change. The expression decrease of Bel-2 from 24 h to 48 h in
the vitamin C group and combination group were faster than that in the bortezomib group,the Bax expression increase was also fas-
ter,moreover the expression increment of Bax from 24 h to 48 h by vitamin C far surpassed that in the bortezomib group. The inhi-
bition rates of Jurkat cell in three groups detected by CCK-8 at 72 h were 25. 72% ,75.23% and 56. 81% respectively. The apopto-
sis rates at 72 h in three groups detected by flow cytometry were 81. 73 % ,67.06% and 81.50% respectively. Early apoptosis rate
in the vitamin C group was greater than the late apoptosis rate,but the bortezomib group and combination group all had low early
apoptosis rate, but cell early apoptosis rate in the combination group was increased by about 15. 26 % after adding vitamin C. Conclu-
sion Vitamin C inhibits T-cell lymphoma cell line Jurkat cell proliferation,especially promotes early apoptosis of Jurkat cells, mo-
reover confirms that the apoptosis regulatory proteins Bax and Bel-2 participate in the vitamin C-induced Jurkat cell apoptosis mech-
anism,
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