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Table 1. Lipid composition of total and cortisone-resistant lymphocytes from mouse thymus

Origin of

Lipid composition of lymphocytes (mg/101° cells)

Lymphocytes T - - —
lymphocytes Cholesterol Fr:(zi(fjastty Triglycerides Ch(élsetig%rd Phospholipids
Untreated mice T%tal 7.2%0.3 7.6£0.5 5.8%0.3 4.5%0.2 22.7%£0.7
cells
Cocci-treated mice 5.5%£0.4 7.2£0.4 6.2x0.5 6.6£0.8 22.6%£0.6
FCA-treated mice 7.8%£0.6 8.2£0.5 6.4%0.4 8.3+£0.8* 29.2%0.8*
Untreated mice Cortisone- 14.9%0.4 27.3%£0.8 27.8x1.7 21.4%0.9 40.2%0.5
resistant
Cocci-treated mice cells 31.0£0.9* 49.7+1.9* 46.8+1.8" 40.1%x1.8* 69.8%t1.0"
FCA-treated mice 27.6X0.5* 42.7x2.5™ 31.3%t1.6 27.1%1.1* 61.9%£1.9"

Mice were injected s.c. with a group A streptococcus (cocci) or Freund’s complete adjuvant (FCA), and
sacrificed 14 days later to remove the lymphoid tissues. The cortisone-resistant lymphocytes were ob-
tained from the thymus, spleen or mesenteric lymph node of mice injected i.p. with hydrocortisone ace-
tate (125 mg/kg) 2 days before the tissue removal, and the total lymphocytes from the lymphoid tissues
of animals without the treatment of hydrocortisone. The lymphocyte lipids were then extracted with
chloroform-methanol (2 : 1, v/v), and analyzed quantitatively by the dichromate reduction procedure of

Amenta. i

Each value represents the mean=S.E. of 6 experiments. **, p<0.01; *, p<0.05.
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Table 2. Lipid composition of total and cortisone-resistant lymphocytes from mouse spleen

Lipid composition of lymphocytes (mg/101° cells)

Origin of L
ymphocytes
lymphocytes Cholesterol Free fatty Triglycerides gg(élrzsterol Phospholipids
Untreated mice T(ﬁtal 9.9%0.4 8.2+0.4 6.2£0.6 4.4%0.4 31.3%1.6
cells
Cocci-treated mice 9.9£0.5 8.5%+0.5 6.310.4 4.2%0.5 35.3+0.8
FCA-treated mice 7.3%x0.2™ 6.9%0.3 6.2+0.7 8.2+1.0* 30.4%0.9
Untreated mice Cortisone- 12.7%£0.6 13.0%0.6 10.0%0.4 8.7%£0.6 34.3%1.1
resistant
Cocci-treated mice cells 14.7%0.8 13.8£0.7 10.0£0.7 9.4%0.3 35.9£1.6
FCA-treated mice 11.0%+0.3 8.8%0.4™ 8.4%0.8 8.0%0.9 34.6%1.3

Each value represents the mean +S.E. of 6 experiments. ** p<0.01; * p<0.05.

Table 3. Lipid composition of total and cortisone-resistant lymphocytes from mesenteric lymph node

of mice

IOrigin of Lymphocytes Lipid composi‘tion of lymphocytes (mg/101° cells)

ymphocytes Cholesterol F;i? diatty Triglycerides Chzlsetsetresrol Phospholipids
Untreated mice Total 11.5%0.3 29.5%1.6 12.4+0.7 13.1£0.7 38.5%1.0
Cocci-treated mice cell 15.0+0.8™  31.1%1.7 16.1£0.8 14.0%1.0 42.9%+0.9™
FCA-treated mice 21.4+1.0™ 31.0%2.3 25.4+0.8™ 27.9%x2.1* 52.8%+2.8*
Untreated mice Cortisone-  24.6%0.6 71.0%1.2 33.5%1.2 21.5%1.6 56.1%x1.4
Cocci-treated mice E?jllstant 28.910.9™ 74.6%0.6 28.0£0.8* 29.3%1.4™ 61.6+1.3"
FCA-treated mice 24.7%0.7 73.1+3.1 33.8%x1.9 34.2£3.1* 54.8%3.2

Each value represents the mean £S.E. of 6 experiments. **, p<0.01; * p<0.05.
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Abstract

The present study was undertaken to examine the lipid composition of total and cortisone-
resistant lymphocytes of lymphoid tissues of mice treated with a group A streptococcus Su
strain, or Freund’s complete adjuvant (FCA) and untreated animals. Streptococcal cells
grown in Wood and Gunsalus medium at 37°C for 12 hr were dried after treatment with
acetone, and suspended in physiological saline (10 mg/ml). Female mice of ddY strain, 7-8
weeks old, were injected s.c. with 0.5 ml of streptococcal suspension or 0.5 ml of FCA, and
sacrificed 14 days later to remove the lymphoid tissues. The cortisone-resistant lymphocytes
were obtained from the thymus, spleen or mesenteric lymph node of mice injected ip. with
hydrocortisone acetate (125 mg/kg) 2 days before the tissue removal, and the total lympho-
cytes from the lymphoid tissues of animals without the treatment of hydrocortisone. The
number of cortisone-resistant lymphocytes obtained from each lymphoid tissue of mice was
about 1/20 of that of the total lymphocytes for the thymus and about 1/5 of that of the
total lymphocytes for spleen and mesenteric lymph node, respectively. The lymphocyte lipids
were then extracted with chloroform-methanol (2:1, v/v) by the method of Folch et al, and
analyzed quantitatively according to the dichromate reduction procedure of Amenta, The
cortisone-resistant thymic lymphocytes of mice treated with streptococci contained a large
amount of neutral lipids and phospholipids as compared with the corresponding lymphocytes
of untreated animals. The contents of neutral lipids and phospholipids (lipids/10* © cells) in
the cortisone-resistant thymic lymphocytes of mice treated with and without streptococci were
about 31 and 15 mg for cholesterol, 50 and 27 mg for free fatty acids, 47 and 28 mg for
triglycerides, 40 and 21 mg for cholesterol esters, and 70 and 40 mg for phospholipids,
respectively. Similarly, the amounts of cholesterol, free fatty acids and phospholipids in the
cortisone-resistant thymic lymphocytes of mice treated with FCA were larger than those in
the corresponding lymphocytes of untreated animals. However, only a slight difference was
observed in the lipid composition between the total thymic lymphocytes of untreated mice
and those of animals treated with FCA or streptococci. In addition, the quantities of neutral
lipids and phospholipids in the cortisone-resistant splenic and mesenteric lymphocytes of mice
treated with FCA or streptococci were similar to those in the corresponding lymphocytes of
untreated animals, except the cholesterol esters in the mesenteric lymphocytes. These results
indicate that the treatment of mice with FCA or streptococci results in an increase of neutral
lipids and phospholipids in the cortisone-resistant thymic lymphocytes.




