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pF¥ipadech miZe oviem jit o zcela novou mutaci.
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Tento model sleduje viechny t¥i hlavni vyvojové vétve krevnich bun&k (neutrofily,
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Vysledky:

o Na zadklad& provedenych simulaci
autofi predstavuji hypotézu, Ze v
p¥ipadé CN dochazi jak k
destabilizaci kontrolnich
mechanismi HSC, tak ke zm&ndm
ve vyvojové linii neutrofild.

o Jako hlavni pFiiny oscilaci jsou
uvedeny zvy$end imrtnost bunék
(stejn& jako v pfedchozim modelu),
ale i sniZzeny polet buné&k, které
vstupuji do proliferace.
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Strukturovany model krvetvorby pro CN

Rovnice modelu

x0(t) = —(Go,o+To0)x0,0(t) + V((a’(?))xo,o(t —70,0),
do(t) = —(Gro+To0)xuo(t) + Vg xo(t = m0) + Vg x00(t = 70,0),
%.0() = —(Gog +T00)%.a () + VEN a0t —m0)
2, 1,0
+V((2,CC12))X2,C2(t —T2,6) + V((z,cl))xlaO(t —71,0),
Ka(t) = = (Gia +T00) Xie (8) + VWi 0, (¢ = 7i0,) + V00 (8 = 7icy)
- -
+V((,‘I’C1) Cl)Xf*l,Cl (t - Tffl,cl) + V(("chl) CZ)Xifl,cz(t - Tifl,cz)v
X1,q(t) = = (Gt +T0.0) Xk—1,6,(t) + V((kkfll,ff))Xk—l,cl(t ~ Tk-1a1)
VT 10t = Tire) + VT X2 (= Tie2,0)

k=2,
+V((k_1,ccf))xkf2,c2(t — Tk—2,¢5) = NLXk—1,¢, (1),

kde i=3,..., k—2ac, a2 €{L, M}, c1 # c.
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2 5.49 8.64
3 6.32 6.41
1 7.74 777
5 9.79 9.98
6 11.08 11.87
7 15.93 16.04
8 20.65 18.47
9 2923 | 25.68
10 39.90 | 28.88
11 56.44 | 42.14
12 78.11 49.63
13 5051 94.98
> 10 662.19

x105 [ ¢ o

0 523

T 521

2 549 8.64
3 632 6.41
[ 7.78 7.78
5 1002 | 1002
6 1101 | 1198
7 1480 | 1504
8 1061 | 1741
9 1300 | 2419
10 3285 | 2731
i1 4954 | 4465
12 4458 | 56.06
13 102.77 | OL.79
S 10 642.37

x103 [ ¢ o
0 523
I 521
2 549 8.64
3 632 6.41
7 7.5 7.78
5 992 | 1002
6 1146 | 12.00
7 1484 | 16.08
8 1511 | 1857
9 2001 | 26.18
10 1922 | 29.66
i1 %668 | 46.73
2 6099 | 5520
3 8882 | 89.16
> 1 62352 ]
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