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PO 3% T (cimetidine, Cim) 5 48 ¥ H, 2
VRBELET 7], FHT- 0697 I 1 4 35tz F = At 22 44
BRI Lo, Cim B R ®HFER, &
WK ESFIRESRETROAOEE, FRET
B,

A3 Cim f1:5 JE& T (ranitidine, Ran)
TR Hy ZAREE DU, RN X NELA
KEThRERUEMT, M Ts e (R F A ik H,
ZRI L, TG D REAR T 145 5t Lewis fili
FEANEUBEZ, W% Cim M Ran X ix b 77 984 il
P REEDRER 7 5 W, LI Cim g4
EEPTTE,

MR E

Swiss Fi/h L 160 1, @ AR, hE20+

SD 2 g, #rgEy s =R, C57BL/6Fp

N 60 R, o, HRE 20428, PEFBRER L
W ohy s 12 46, Lewis Jifi 3% (Lewis lung

carcinoma /NS, HE B B BUE 25H
o i,

Cim £ @R BR, FErEH 75 )7 Hdh, Ran
47, #E GLAXO 45 U5, PRMI-1640 £
7% 3 fnCon A, £ [ Sigma 2% &) M} .
[*HITdR 740 GBq/mmol, rfv [ H 327k
WrEL T

G-49 RUBLFELTHEIRRE, L W 000G HR)
Hidh, L kFEahBER RS, AU BRIT Ak~
il

BEE BB (delayed type hypersen—
sitivity, DTHY§RIE 45 /N — 0 B Fhsc
SRBC (sheep red blood cells) i% % DTH ¥,
F/NBRURBRIE RS B 3R 28 b Bk B2, #E T e
e,

RMTSHME R (plaque forming cells,
PFC) B Mgk W&y ME Hl SRBC &N, LA
Vi 7 B4 6 OE B 3 (QHS) ), il e 4 B
PFC wyis i E)s, FAJEC# R {E(OD) &R,

B = B B8 16 72 A 4l Bl ( specific rosette
forming cells, SRFC) 1 [il i %5 Il 3 (hemolysin

concentration fifty percent, HC,DBgJ=E H
SRBC ip %y/Nil, FBR40 e ) 2 SRFCY,
& H SRBC #ii 4& 89/ Flah Wi o0&
HCso(s).

CCHITAR SABKBEHARELHME T
B AR, BYRE, ofdE, FZEE/KEEER RBC, B
AT 1640 W PE —6, ARRZIREE 1.5
10°/ml fgian i B, EREANHu B R 0.2 ml, 259K
10pl, foN 40 FL3EAL B R, MEEYE
Con A WyiRIPEMM, BRm 254 %h, & 4L
100 ug / ml fy Con A 10pl ( %8 ¥k ¥ 2h 5ug/
ml), hnzEE CO, W hIEsR 72h, 3 FR4AW
7 6h, 4gflin 10 wI[*HITdR 74kBa, Fi% -k
P AR B, B G-49 B 47 4 JE K
80°CHET, 4RH MNNSRIEH, AIE FJ-2101
AR SR B A8 4

] R

Cim X}IE % /s IR & % Th 6E 89 % 1)
70 mg/(kg-d) x 7d, GEMEIEHR /NERK DTH X
Wi as, SRFC{EFE, 53 RMALKREED
2%, ip Cim 10 mg/(kg-d)x7d, 75 REfE
IE# /N PEC f1 HC,, (57 B4, S3TR
MR, HERBEAREEX, W&1,

ip Cim

Tab 1. Influence of ip cimetidine (Cim, mg/
(kg«d) x 7d) on immunologicgl responses in
normalmice, Normal saline (., 2 ml/mouse in control,
n=9, X+SD,**p<0.05, ***p<{0.01 ¥s control,

Experiment Cim Result
Increased thickness of 0 0,3440.14
footpad (mm) 70 0.44+0.10**
Specific rosette forming 0 14571 42507
cells/10¢ spleen cells 70 25000 +5800%*"
Plaque forming cells 0 1.316+0.035
optical density value 10 1.361+0,012%**
Hemolysin concentration 0 20050
fifty percent (HCq,) 10 3644+100*"

75 [*HITdR & AWk B4 s (b, Ahn
Con A g}, Cim (.25, 2.5, 25ug/ml = 45



ity WRRETL com i, Hrh 2.5 08 N PA R,
MAFIRZEH Y 306 | F1511642 (P<<0.01), 24 Ji
Con A B}, Cim 25,50, 100 ug/ml =4 %,
X} epm {H B BAEF(P>0.05).
Ran {EEPREFEIGEHRE (AFK 2
1. #f SRFC 438+, ip Ran 40 mg/ (kg-
d) x7d, SRFCJy 11875/10° f4ifig, 5 %I
12714 B, HER LR # & X; g Cim
fiE I Y234 hn SRFC(p<<0.01),
Tab 2, Influence of ip cimetidine (Cim) and

ranitidine (Ran) mg/(kg+d) x 7 d on immunological
responses in normal mice, Normal saline (0,2 ml/

mouse in control, n=9, X+SD. *p>0.05,
**p<0.05, ***p<<0.01
Experiment Group Result
Specific rosette Control 12714 +4271
forming cells/ Cim(70)  19143+3132***
10% spleen cells Ran(40) 11875:£4051"
Control 10020
HC,, Cim(10) 2504:35**
Ran(10) 110430
Increased thickness Control 0.2410,07
of footpad (mm)  Cim(70) 0.44+0,10%**
Ran(25) 0,30+0,08"

2. 3 HC,, ¢4 %@ ip Ran 10mg/(kg-d)
x7d, HC;, Jy 110, S5XIFA 100 tbik, HZ
R B BX ifnCimgE B A E HC(p<
0.05),

3. # DTH #4 %+, ip Ran 25mg/(kg-d)
x7d, %] DTH RNV RIER; fin Cim w7
LR 3% DTH R W (p<<0.01),

4. af [*H]TdR KA 653k & 4a jo 45 1L 65 %
v6)

4.1 Myl g /ER  Ran 0.25,2.5, 5ug/
ml %} epm {575 5% Wy 1ff Cim 2.5 ug/ml GERA
T2 cpm {H(p<0.01),

4.2 5 Con A #pE]fEFf Ran 5, 25, 50
ug/ml #1 Cim 50 pg/ml, 5 Con A LR E
H(P>0.05),
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Cim %f Lewis sy fE

1. #f Lewis il &% A K agdp 414 A S
JRi#:4r C 57 BL/6 /NIREEFh Lewis fiti 2, A
MK HITEELG S, & 8:14d, d15 fF 35 BK

Cim 50 mg/(kg-d) &N G4 i) Lewis Jifi 3
A, FHMEN1.540.58 5XIHE 2.7
+0.98 b, BN R4E/NP<0.05), I
RNyd2%.

2. AE R R F v (K3)
C 57 BL/6 /N2 T 2 Lewis Jifi &, d 9] JL
MBHRET) JF 8 58 %, 574, 84F
ds3, #/NElir10% SRBC 0.4 ml, % f5d 4,
BN Ut g i€ HG;, F1 SRFC,
Tab 3, Influence of ip cimetidine and ranitidine
mg/(kg.d) x7d on HCs and specific rosette
forming cells (SRFC) in C57 BL/6 mice bearing
Lewis lung carcinoma, Normal saline 0.2 ml/
mouce in control, n=9, X+SD, ***p<{0.01 vs

normal control, 'p>0.05, '"'p<<0.01 vs cancer
control,

Group Result
Normal control  180001+4928
SRFC/10% Cancer control 4625+ 2669"*"
spleen cells Cimetidine (70) 13125+4155Ht
Ranitidine (25) 3750+1389!
Normal control 9161272
Cancer control 100+70***
HC;s, Cimetidine (70)  272+1311H
Ranitidine (25) 89+60t

gEB, FR/NRSIER /N R I 8, SRFC
& M IEH /NEL T 18000/10° Jit 40 B, T B
4625(p<<0.01); i HC;, HIEHF K 916 [ E
100(p<<0.01),

F Cim J&457 1 MBS, SRFC (g 4625/10°
Ji 40 B F- B 13125(p<<0.01)s i HG,, H
100 [EF-F] 272(p<<0.01), Ran X LT
fy HC;, #1 SRFC ¥y 5 | F1EH.

3} it
75 Lewis [ififis d 9 ity C 57 BL/6 /N, H
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C57BL/6 /Ny 5 ¥y 8 455, CimBig
FOl/N BB AR 4G, H T BUE T RIHG,
F1SRFC 27, 275 Cim B & IE H/D
B FR) 40 it S e TR o 28, BB MR S 1 R PR
TR e, HIFEAER Cim [ #F T Ts
M FROAR Hy 240k, ATk T HRR L
eI AE P P 4R o Az (14 ] 151 - (histamine—
induced suppressor factor, HSF) 4 8,
Cim F1 Ran ¥05 4 H, 24k #5517, E
Ran k] & f4> wr 89451 2 Cim %) 4-8 %, 1
Ran 3 IEH /N S0 sh RECAE R @710, A4
BRE T REDER SN BER, i, 14
FiNJg Ts i R4 H, 2458 B B
H, 2LCARMARWER, ¥ T3 RELR
4, ASCROEE B Ts 40 i 1y H, Z4kF
Cim, Ran 52 k%R T 00255, a4l H,
SZARBF IR 3, ARV,
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Immunomodulation of cimetidine in mice

SUN Bing, LIU Fa, LI Guan-Hai

(Department of Pharmacology, Xinjiang Medical College, Wulumuqi 830054)

ABSTRACT Cimetidine (Cim) 70 or 10
mg/kg ip had immunopotentiation in nor-
mal mice and C57BL/6 mice-bearing Lewis
lung carcinoma. Cim increased delayed type

hypersensitivity (DTH) reaction and pro-
moted the formation of plaque forming cells
and specific rosette forming cells (SRFC).
At 2.5 ug/ml Cim also promoted lymphocyte



transformation of [3H] TdR incorporation
without concanavalin A. The suppressed
hemolysin  consentration fifty percent
(HC;,) and SRFC of tumor bearing mice
were increased significantly by Cim. Rani-
tidine ncither promoted DTH, HC,,, SRFC
and lymphocyte transformation in normal
mice nor rose HC,, and SRFC in tumor-
bearing mice. The results suggested that
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histamine H, receptors in T-suppressor cells
are different from H, receptors on stomach
wall cells.

KEY WORDS cimetidine; ranitidine;
histamine H, receptors; T-suppressor cells;
Lewis lung carcinoma; hemolysins; delayed
hypersensitivity; rosette formation; hemo-
lytic plaque technic



