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Effect of NK cell on graft-versus-host disease in mouse allogeneic bone marrow transplantation
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_ ABSTRACT | Objective: To study the effect of natural killer(NK)-cells on graft-versus-host disease(GVHD) in mouse alloge-
neic bone marrow transplantation., Methods: Lethally irradiated BALB/c(H-2°) mice were transplanted with C57BL/6 ( H-2")

bone marrow containing donor peripheral T cells and/or NK cells, GVHD and survival rats were studied by observing clinical
manifestations and pathological changes. Results: In the group transplanted with NK cells, GVHD were induced only in 30%
mice of 2 X 10°NK cells group and 40% of 1 X10°NK cells group. The incidence of GVHD was evidently reduced and survival
rates were significantly higher compared with 2 groups without NK cells infusion( P<Z0. 01) (80% wvs 20% and 80% wvs 0 in 2 X
10° NK cells group, 70% wvs 20% and 70% wvs 0 in 1 X 10° NK cells group, P<0. 01). Conclusion; In mouse allogeneic bone
marrow transplantation, alloreactive NK cells can reduce the incidence of GVHD and increase survival rates of mice.
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Fig 1 Histological changes in liver and small intestine of mice after transplantation(H-E, X200)

A . Histological changes in liver of mice without (GVHD in control group; B: Histological changes in small intestine of mice without GVHD in

control group; C: Histological changes in liver of mice with GVHD in marrow cell group; D: Histological changes in small intestine of mice

with GVHD in marrow cell group
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Tab I Survival rates of mice 7, 15, 30, 60, and 120 d after transplantation

[ N=10,n(%) ]
Time after transplantation(z/d)
Group
7 15 30 60 120

Control 6 (60) 0 (0) 0 (0) 0 (0) 0 (0)
Marrow 10 C100) 5 (50) 3 (30) 2 (20) 2 (20)
Marrow—+— T g (80) 3 (30) 1 C10) 0 (0) 0 (0)
Marrow+ NK 10 (100) 10 (100) ™ * 8 (80) ™ 7 (70> 7 (70
Marrow+ T+ NK(1X10") 10 (100) 9 (§0)* * 8 (80)* 7 (70" 7 (70)*~*
Marrow—+ T+ NK(2<X10%) 10 (100) 10 (100) * * 9 (90) 8 (80) 8 (80)

** P <0, 01 vs marrow cells and marrow+ T cells group
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Structure and dynamics of dinuclear zirconium( Y ) complexes

Zhong W, Parkinson JA, Parsons S, Oswald 1D, Coxall RA, Sadler PJ(School of Pharmacy, Second Military Medical Univer-
sity, Shanghai 200433, China)

[ ABSTRACT | We have determined by X-ray crystallography the structures of three dinuclear zirconium( IV ) complexes con-
taining the heptadentate ligand dhpta (where H(5)dhpta == 1,3-diamino-2-propanol-N,N, N, N'-tetraacetic acid, 1) and differ-
ent countercations: K(2)[Zr(2)(dhpta)(2)]. 5H(2)O (2. 5H(2)0), Na(2)[Zr(2) (dhpta)(2)]. 7TH(2)O. C(2YH(5)OH (3.
TH(2)O. C(2OYHEYOH) . and Cs(2)[ Zr(2) (dhpta)(2) . H(5)0(2), CL 4H(2)0 (4. H(5)O(2). CL 4H(2)()). In the K( )
complex 2, crystallized from water, the two Zr(lV) ions are 3. 5973(4) A apart and bridged via two alkoxo groups (average
Zr-0) 2,165 A). Each Zr(]¥) is eight-coordinate and also bound to two N atoms (average Zr-N 2. 448 A), and four carboxylate
O atoms (average Zr-() 2, 148 A). The two dhpta ligands in the dinuclear unit have different conformations. One face of the
complex contains an array of 14 oxygen atoms and interacts strongly with the two K{ 1 ) ions, one of which is 6-coordinate, the
other 8-coordinate, which are 3, 922{4) A apart and bridged by a carboxvlate O and by two water molecules. The structures of
the dinuclear anion [ Zr{(2)(dhpta) (2> ](2-) in the Na( ] ) complex 3 and in the Cs( I ) complex 4 are essentially identical to
that found in complex 2, although the alkali metal ions coordinate differently to the oxygen-rich face. All Zr(lV) ions have a
distorted triangulated dodecahedral geometry. Although the crystal structure of complex 2 does not indicate the presence of a-
cidic protons, in 4 an [ H(5)(O(2) J{+) unit is strongly H-bonded to an oxygen atom of a coordinated carboxylate group. 1D
and 2D (1) H and (13)C NMR spectroscopic and potentiometric studies reveal two deprotonations with pK{(a) values of 9. 0 and
10, 0. At low pH, two carboxylate groups appear to undergo protonation accompanied by chelate ring-opening, and the com-
plex exhibits dynamic fluxional behavior in which the two magnetically nonequivalent dhpta ligands exchange at a rate of 11 s
(-1) at pH 3. 30, 298 K, as determined from 2D EXSY NMR studies. lLigand interchange is not observed at high pH (>>11),
The same crystals of complex 2 were obtained from solutions at pH 3 or 12. The dynamic configurational change is therefore

mediated by the agueous solvent,
 Inorg Chem ,2004,43(12):3561-3572]



	267.GIF
	268.jpg
	269.GIF
	270.GIF

