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Fig 2 Influence of LAC and B~ LAC on the expression of PA28 of T
— lymphocytes at different time scale.

M:PUC 19 Msp I marker; Al, B1, C1, D1: group A ( comr
trol), group B (treated with PHA), group C (treated with
PHA and LAC), group D (treated with PHA and B- LAC)
after cultured for 1 d; A2, B2, C2, D2: group A ( control),
group B (treated with PHA) , group C (treated with PHA and
LAC), group D (treated with PHA and B— LAC) after cul
tured for 2 d; A3, B3, C3, D3: group A ( control), group
B (treated with PHA), group C ( treated with PHA and
LAC), group D (treated with PHA and B— LAC) after cul
tured for 3 d.
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Fig 3 Influence of LAC and B~ LAC on the expression of IL— 2 of

T— lymphocytes at different time scale.

M: PUC 19 Msp I marker; A1, B1, C1, D1: group A ( conr

trol) , group B (treated with PHA), group C (treated with

PHA and LAC), group D (treated with PHA and B— LAC)

after cultured for 1 d; A2, B2, C2, D2: group A ( control) ,

group B (treated with PHA) , group C (treated with PHA and

LAC), group D (treated with PHA and B~ LAC) after cul

tured for 2 d; A3, B3, C3, D3: group A (control), group

B (treated with PHA), group C ( treated with PHA and

LAC), group D (treated with PHA and B~ LAC) after cul

tured for 3 d.
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Effect of lactacystin and B- lactacystin on the activation and
proliferation of T— lymphocytes

SONG Peng— hong, XIE Hai— yang, ZHENG Shu— sen, WU Jian
( The First Affiliated Hospital, College o Medical Sciences, Zhgiang University, Hangzhou 310003, China)

[ ABSTRACT] AIM: To evaluate the effects of lactacystin (LAC) and B- lactacystin (B— LAC), proteasome
inhibitor, on the proliferation and activation of T lymphocytes. METHODS: Flow cytometry was used to analyse the pro-
liferation and the expression of CD69, CD25 and CD3 in PHA activated T— lymphocytes. Furthermore, the expression of
PA28 and IL- 2 mRNA were assayed by competitive RT— PCR. RESULTS: (1) LAC and B~ LAC significantly de-
creased the incorporation in PHA activated T~ lymphocytes. (2) Although LAC and B— LAC did not affect the expres-
sion of CD69 at any time, they significantly inhibited the expression of CD25 (48 h, 72 h, P< 0.05). (3) In comparr
son with control, LAC and B- LAC significantly down— regulated the expression of PA28 and IL— 2 mRNA (48 h, 72
h, P< 0.05). CONCLUSIONS: LAC and B— LAC significantly inhibit the proliferation and activation of T lympho-
cytes. Mechanisms involved are inhibition of CD25 and down— regulation of PA28 and IL- 2 mRNA expression.
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