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Abstract: Objective ~ To investigate the relationship between expression of survivin or bel-2 and chemo-
sensitivities in lymph node metastases (LNMs) and gastrointestinal carcinomas. Methods The chemose-
nisitivities of tumor cells to 11 drugs were measured by MTT assay, and expression of survivin and bel-2
were determined immunohistochemically in 54 paired primary tumor (PT) and LNMs of gastrointestinal
carcinomas. Results The low accordance (24.1%) in expression of survivin was observed between PT
and LNMs(k=-0. 0634, P=0. 4392). There was no significant difference in either expression of survivin
or bcl-2 between PT and LNMs (Z=3.5, 9.5; both P=>0. 05). The expression of bcl-2 showed a posi-
tive correlation between LNMs and PT (»=0. 5226, P<{0. 05). In PT, survivin expression showed posi-
tive correlation with bel-2 (»=0.2937,P=0. 0311). The inhibition rates of LNMs cells for HCPT, LO-
HP, CDDP, MTX and VCR were lower than those of PT (¢ =-2.08~-2.48, all P<{0.05), and for
higher VP-16, THP and MMC were detected (z =2, 11~3.06, all P<{0.05). There was statistically
negative correlativity between expression of survivin and inhibition rates of PT for VCR (r=-0. 4135, P
<0.05), and of LNMs for VP-16 and PTX (r=-0. 4061, -0.5127; both P<C0. 05) respectively. Ex-
pression of bel-2 in PT was negative correlation with inhibition rates for 5-Fu and PTX (»=-0. 4715, -
0.3965; both P<<0.05) , and also in LNMs for VP-16, HCPT, PTX, LOHP and eADM (7 =-0. 4002
~-0. 5644; all P<C0.05). Conclusion The ILNMs of gastrointestinal carcinomas are heterogeneous with
respect to the expression of anti-apoptosis proteins and response to chemotherapy. Effective adjuvant
chemotherapy in gastrointestinal cancers depends on targeting the metastatic component of the disease.
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Table 1 Inhibitory rates of 11 durgs between PT and LNMs (n=54,% ,z £ 5)

Durgs PT LNMs t P r P

5-Fu 33.82£5.85 35. 60 £10. 05 1. 02 0. 3188 0. 5025 0. 0105
VP-16 24.56+6.99 28.84 %9, 38 2.16 0. 0406 0. 2810 0. 1740
HCPT 31.73£8.46 26.28 £10. 57 -2.48 0. 0205 0. 3508 0. 0856
PTX 44,40 £9, 37 44,85 £10. 65 0.19 0. 8543 0.2784 0. 1778
LOHP 32.13+£12.05 27.57+9,96 2.1 0. 0470 0. 5259 0. 0069
CDDP 30.23£9.02 24,04 £10. 49 -2.28 0. 0321 0. 0325 0. 8780
eADM 28.27 +11. 31 29.96 +12. 58 0. 55 0. 5854 0. 1868 0.3712
THP 21.53£12.93 27.31£11.49 2.1 0. 0350 0. 4546 0. 0151
MMC 17.49£7.58 22.90 £8. 20 3. 06 0. 0022 0. 0703 0. 7224
MTX 27.09£7.82 22.56£11. 46 -2.08 0. 0480 0.4118 0. 0410
VCR 33.07£13.04 25.29+£7.62 -2.33 0. 0406 -0. 2587 0.2118

PT: primary tumor; LNMs: lymph node metastases
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