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1 VPL ADM. VCR VP-16 L-CFU GM-CFU
(*mol/L) GM-CFU(n= 15) L-CFU(n= 15)
V PL ADM VCR  VP-16 () (% ) () (%)
1 a 0 0 0 0 115.50F 61.07  100. 00 115. 73E 56.01  100. 00
b 220 0 0 0 112. 43k 58.36 97. 34 104. 93k 49. 71 90. 67
2 a 0 0. 46 0 0 95.26+ 51.51 82 48 66. 53k 33. 60  57. 49
b 220 0. 46 0 0 81.79F 46.17 70. 81 40. 70k 26, 81" 3517
3 a 0 0.92 0 0 74.89F 28.96 64. 84 5103k 27.89 4409
b 220 0.92 0 0 67. 46E 41.35 58 41 26 07 20. 16" 22 53
4 a 0 1.84 0 0 62. 80F 44.21 54. 37 36 77 2465 3177
b 220 1.84 0 0 51. 65k 34.62 4. 72 15 775 14.05" 13, 63
5 a 0 0 0.0125 0 101. 48k 55.29 87. 86 7L 71 27.25 62 02
b 220 0 0.0125 0 85. 38k 48.01 73. 92 49, 50F 30. 49 42 77
6 a 0 0 0.0250 0 82. 57k 46.88 71. 49 6L 87F 31.39 53 46
b 220 0 0.0250 0 73.22F 44.23 63. 29 37. 40k 24 43 32 32
7 a O 0 0.0500 0 65. 48 44.33 56. 69 4357 24.58 3765
b 220 0 0.0500 0 62. 60F 42. 15 64. 20 25 375 17.34) 2192
8 a O 0 0 0. 85 93.98F 54.36 81. 37 60. 03k 29.98 52 39
b 220 0 0 0. 85 78. 62 36.38 68. 07 33 37k 21.23" 2915
9 4 0 0 0 1.70 78. 06 43.97 67. 58 44 TH 2722 38 69
b 220 0 0 1.70 66. 27+ 33.81 57. 38 22 93k 17.27"  19. 81
10 4 0 0 0 3.40 57. 83k 38.80 50. 07 3230k 2345 27.91
b 220 0 0 3.40 49.73F 26. 42 43. 06 15. 06= 13. 07" 12 96
11 a 0 0. 46 0.0125 0.85 60. 94 36.72 52 81 30. 20k 26. 54 26. 10
b 220 0. 46 0.0125 0.85 48. 57 23.82 4205 1313 13. 71" 11 35
12 a 0 0.92 0.0250 1.70 41.36= 33.26 35. 81 13. 43k 8 57 11. 61
b 220 0.92 0.0250 1.70 30. 09k 18.06 26. 05 4 07 2 93 352
: 1)b a P<0.05 2) GM-CFU ,P <0.01
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THE INDUCTION OF HUMAN IgG TO EPSTEIN-BARR
VIRUS CAPSID ANTIGEN (EB-VCA) IN SCID MICE

Xiao Xibing' Chen Xigu® Zhang Changqing' Huang Bing’
Li Jinglue' Fong Kaitao' Ye Yongzhao' Sun Yun'

(1 Central Laboratory of Tumor Hospital, Sun Yat-sen University of Medical Sciences, Guangzhou, 510060

2 Laboratory of Animal Center, Sun Yat-sen University of Medical Sciences)

Severe combined immunodeficient disease-human periph eral blood lymphocyte (SCID-hPBL) and human
peritoneal lymph node lymphocyte (SCID-hPLNL) mice models have been established by intraperitoneal in—
jection of lymphocytes isolated from normal human peripheral blood or peritoneal lymph nodes into SCID
mice. The mice were then immunized by EB-VCA positive B95-8 cells. The sera from the SCID mice were
then tested for their level of human IgG and induction of human IgG to EB-VCA (IgG/VCA). The results
revealed that 70 (7/10) of sera had positive human IgG/VCA in the immunized mice, in comparison to
176 (2/12) in the control group. The GMT (geometric mean titer) of human IgG/VCA and the level of hu-
man IgGin the sera were 1° 108 and (96. 2k 56. 4) ¢ g/Lin 14 SCID-hPLNL mice and 1* 7. 8 and (13 84t
6.0) # ¢/L in 8 SCID-h PBL mice respectively- The results suggested that SCID-hPLNL mice may be more ef-
fective for induction of human IgG to some specific immunogen than the SCID-hPBL mice.

Subject headings herpesvirus 4, human/immunology; antibodies, viral; mice, SCID
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IN VITRO PURGING OF LEUKEMIC CELLS BY
VERAPAMIL COMBINED WITH ADRIAMYCIN,
VINCRISTINE AND ETOPOSIDE

Dai Mushui Hong Wende Pang Guoyuan Peng Aihua Luo Shaokai

(Laboratory of Hematology, First Affiliated Hospital, Sun Yatsen University of M edical Sciences, Guangzhou, 510080)

Using semi-solid culture technique of clonal formation in vitro, we observed the influence of verapamil
(VPL) upon ex vivo purging activity of adriamycin( ADM ), vincristine(VCR) or etoposide(VP-16). The re—
sults showed that V PL significantly enhanced the killing activity of ADM, VCR or V P-16 on leukemia pro-
genitor (L-CFU) cells, but did not add their toxicity to GM~CFU. When purged by combination of 0. 92
P mol/LL ADM, 0. 0250#mol/LV CR and 1. 70 mol/L V P-16or V PL. combined with them, the survival rate
of L-CFU was 11. 61% , 3. 52 , respectively, with the survival rate of GM-CFU was 35. 81% , 26. 05% ,
respectively, suggesting that V PL selectively enhanced ex vivo purging activity of combination of the above
chemotherapeutic agents on leukemic cells, but did not add their toxicity to GM—-CFU.

Subject headings verapamil/therapeutic use; leukemia, myeloid, acute/drug therapy; bone marrow

purging; antineoplastic agents, combined



