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Table 1 Competitive inhibition of C-CPE-PSIF-induced LDH release by mutant C-CFPEs
Wild-type or mutant C-CPE Inhibitery ratio (0 of C-CPE)
C-CTE 100
Ser3044la 1256 £ 0.7
Ser3054la 1268 £ 0.2
Tyr306 4la 38104
Ser307Ala 1236 £ 2.2
Gly3084la 9.1+ 27
Azn30941a 1256 £ 1.3
Tyr3104la 722+ 23
Phezll4la 1149 £ 05
Tyr3124la 731 % 24
Ser3134la 1329 * 0.8
Nle31441a 9431 31
Leu315A1a 21127
Gln3174Ala 2681 156
Lyws3184la 1262+ 21
Phez194la 1115 £ 3.9

After a 1-h of treatment with C-CPE or mutant C-CPEs at 5 pgiml, claudin-4-exressing L cells were
treated with C-CPE-PSIF (0.2 pgfml) for 36 h, and the release of LDH was determined. The results
are shown as the percent of C-CPE-induced LDH release, and the values are the means + 3D (n=4).

Takle 2 Effects of mutant C-CPEs on TT barrier in Cace-2 cells
Wild-type or mutant C-CPE Decreased ratio of TEEE (% of C-CPE)

C-CPE 100
Ser304Ala 100,32 + 0.5
Ser3054la 1001+ 23
Tyr306 4la 641+ 43
Ser307Ala 1004 + 1.8
Gly3084la 981 + 0.2
Asn309Ala 1044+ 13
Tyr3l04la 938+ 1.2
Pro3l1Ala 1014 £ 23
Tyr3124la 1001+ 1.5
Zer3l34Ala 1046+ 08
Tle314Ala 983 % 14
Leu3154Ala 451+ 53
Gln3174la 988+ 1.3
Lys3184Ala 993+ 03
Phe3l%4la 1035+ 09

Caco-2 cells were seeded on a Transwell™, After development of the TT barrier in Cace-2 cells, C-
CPE or mutant C-CPEs was added at 20 pgfml, and TEEER was measured. The decrease in the ratio
of TEEE. ws. C-CPE was calculated from the following equation: 100 > (difference in TEER.
between 0 and 18 h after treatment of the cells with each mutant C-CPE + difference in TEER
between 0 and 18 h after treatment with C-CPE). The values are means T SD (n=4).
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