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[ Abstract ] Background and objective T peptide is extensively used in anti-tumor treatment. The aims of this study
were to investigate whether T peptide enhances cisplatinum efficiency while reducing its side effects and to identify its effective
mechanisms. Methods (1) Human macrophage U937 cells were treated with T peptide and/or cisplatinum. The levels of tu-
mor necrosis factor-a (TNF-a) and interferon-y (IFN-y) of each group were detected by enzyme-linked immunosorbent assay
(ELISA); (2) Xenograft mouse models of human lung cancer were treated with T peptide and/or cisplatinum once every five
days for three times. Tumor volumes were measured during treatment; (3) The percentages of macrophages in the peripheral
blood of the xenograft mouse models were measured by FACS. Results (1) Compared with other groups, the level of TNF-a
was significantly higher in the human macrophage U937 cells that were treated with T peptide combined with cisplatinum. The
levels of IFN-y were significantly higher in human macrophage U937 cells that were treated with T peptide alone or T peptide
combined with cisplatinum; (2) In the xenograft mouse models, T peptide combined with cisplatinum treatment significantly
inhibited tumor growth without weight loss compared with the other groups; (3) The percentages of macrophages in the pe-
ripheral blood were significantly higher in the xenograft mouse models that were treated with T peptide combined with cisplat-

inum compared with in the other groups. Conclusion T peptide promotes macrophage proliferation and increases tumor cell
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killing factors (TNF-a, IFN-y) in vitro. Moreover, T peptide enhances the efficacy of cisplatin and reduces its toxicity in vivo.
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BeA BTG R, LI AR Tl B 2 8 5 v 200 i 4 9 40 i

Group Route Survival rate Weight before Weight after Tumor weight Tumor volume Tumor inhibition
treatment treatment rate

A iH 100% 16.99+0.13 19.06£0.11 0.93%+0.18 340.20%+62 48%

B iH/ip 100% 16.861+0.06 19.00£0.08 1.79£0.82 1,620.931£64.6

C iH/ip 100% 17.68£0.09 19.02+0.04 0.14%0.05 129.60£55.21 92%

D ip 70% 17.74%£0.04 15.32£0.02 0.28+0.03 263.28+48.21 84%

Group A: T peptide; Group B: control (0.9%NaCl); Group C: TP+cis-platinum; Group D: cis-platinum.
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EMELER, *P<0.05,

Fig 1 The concentration of TNF-a and IFN-y of U937
cells treated with T piptide and/or cis-platinum after
72 h. *P<0.05. TNF-a: tumor necrosis factor-a; IFN-y:
interferon-y.

Days of treatment

- T peptide

—+— T peptide +cis-platinum

Weight (g)

—¥— cis-platinum

B 2 TRrfeE /N ERAR B I TRA A/ SIS0 2 3
HiE BRI RIRET K. A DR
Bk T, B: AEGHE/NRIKES
kiR, *P<0.05,

Fig 2 The tumor volume and weight
of exnograft mice when treated with
T peptide and/or cis-platinum. A:
The tumor volume were measured

Days of treatment
-= T peptide

20 25 during the treatment. B: The mice
weight were measured during the

—— TP +cis-platinum -+ cis-platinum treatment. *P<0.05.
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B 3 BEENRERANEREERERRKIG7TRIEZER. A: B/ NRERKESRSABRESR, B: SABREEANLKI-67RERIEE. a: T peptide;

b: control; c: T peptide +cis-platinum; d: cisplatinum; *P<0.05,

Fig 3 The tumor weight and Ki67 expression rate of Exnograft mice. A: The mice were sacrificed and tumors were removed and weighted; B:

Immunohistochemistry assay for detectingthe proliferation marker Ki-67 in xenograft tumor sections. Representative microscopic images

showing Ki-67-positive cells in each group. a: T peptide; b: control; c: T peptide+cis-platinum; d: cisplatinum. *P<0.05.
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SUNRAMNEMLE KELRB TN B, a: T peptide; b: control; c: T peptide+cis-platinum; d: cisplatinum, *P<0.05,
Fig 4 The percentages of in were measured by FACS. A: The curve of exnograft mice peripheral blood macrophages during medication. B:

Randomly selected flow cytometry of each group at the end of medication. a: T peptide; b: control; c: T peptide +cis-platinum; d: cisplatinum.

*P<0.05.
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