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Figura 25-1

Privire de ansamblu asupra reglari echilibrului hidric al
organismului, cu ilustrarea principalelor compartimente
lichidiene, precum si a membranelor care le delimiteazs,
Valorile indicate corespund unui individ cu greutatea de 70 kg,
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Figura 25-2

Principalii cationi gi anioni din lichidele intracelular 5i extracelu-
lar. In cazul ionilor de calciu si de magneziu se iau in
considerare concentratiile insumate. Concentratiile prezentate
corespund ioniler liberi si ionilor complecsi considerali impre-
una.

Fosfolipide— 280 mg/di

Colesterol — 150 mg/di

——— Grasimi neutre - 125 mg/d

Glucoza - 100 mg/d!

Uree — 15 mg/di

Acid lactic — 10 mg/dl
4,%“1 uric — 3 mg/d
Crealinina - 1.5 mg/dl

Bilirubina — 0.5 mg/di
Saruri biliare — urme

Figura 25-3

Subslanle plasmatice care nu
sunt electroliti.
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Indicator masa A = Indicator masa B
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Indicator masa B = Volumul B x Concentratia B
Volumul B = Indicator masa B / Concentratia B
Figura 25-4

Masurarea volumelor de lichid cu ajutorul metodei
dilutiei substantei indicatoare.
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Figura 25-5

Efectul solutiilor izotonice (A), hipertonice (B) si hipotonice (C)
asupra volumului celular,
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Fig. 8 — Hematocritul
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1955).
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Lichid
extracelular
- 142 mEg/L —
| e S 4 mEg/L —
Ca’'———————— 2,4 mEg/L — -
Mg"———————— 1,2 mEg/L — 4
G wiseaas e 103 mEg/L — -
HCOy — ——————— 28 mEg/L —+4—
Fosfafi ———————— 4 mEqg/L — 4 -
SO, ———————— 1 mEg/L — ;
Glucoz —=—=——— 90 mg/dl — =~ 0 pin& la 20 mg/d!
Aminoacizi ————— 30 mg/dl — -} = — = 200 mg/dl 7
Colesterol : sy
Fosfolipide } ———0,5 gm/dl —}- ——2 pin& la 95 gm/dl -
Gréasimi neutre i 3 FEEHE .
Poy———————— 836 MmHg-4~—-—-20mmHg?
PEO———————— 46 mm Hg — {— —— 50 mm Hg ?
PH=——mm e 74 —————- — =705
Proteine — — — — —— -2 gm/di —— .~ 18
(5mEg/L)

Fig.4-1. Compozitia chimica a lichidului extracelular si a celui
intracelular.
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FIGURE 31-2. Schematic representation of the regulation of atrial natriuretic peptide (o facton [ANPIANE]]
secretion, its major target organ actions, and its interrelationship with reflex inhibition of central
sympathetic outilow during expansion of central blood volume, Dashed lines indicate probable negative
feetiback signals. Although unproved, it is like hat ANP-induced inhibition of aldosterone and renin
release, natrivresis, and extravascular fluid shifts occur at near physiologic concentrations of the hormone.
The latter two effects, by diminishing venous return to the heart, would provide negative feedback signals
far ANP secretion. Inhibition af vasopressin release and decreased vascular resistance are probabily not
major effects under normal physiologic conditions. Antagonism of v asoconstrictor action is probably
in pat c states, and the resultant decrease in vascular resistance would tend to
blood pressure due to increased cardiac output and might also have negative feedback
. A I = angiotensin Il.(Reprinted with permission from Windhager EE {ed): Handbook
ction 8. Renal Physiology, Chart 33, Atrial Natriuretic Factor, New York, Oxford
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FIGURE 30-4. Components of the renin-angiotensin-aldosterone system, stimuli for renin secretion: 4
macula densa NaCl, L blood volume, | periusion pressure, T B,-adrenergic activity, and T prostaglandins
PCL,).
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Figure 2-2. Schernatic model of hematopaiesis, showing the cellular bevels at which growth faciors are active in reg-
ulsting blood cell production. In granulopolesis, endotoxin from infection stimulates the monocyte, which triggers
release of interlewkin-1 {IL-1}, grarul lony ing SALCSF), interleukine3 (IL-3; multi-
C5¥), and the lineage-specilic colony-stimulating (acton. (GM-CSF and IL-3 are active at the bevels shown as well as
Inthe fater stages of differentiation 1o CFU-Eo, CFU-G, CFU-M, and CFU-Meg ) In contrast, enythropolesis is stiemulated
by hypomia and is mediated, via erytheopoletin (EPCY, by the kidneys.
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Figure 2-1. The hematopoietic stem cells and various al, it 1, and committed cells ane repres

sented in the diffierent stages during the formation of mature blood cells in bone marow culture. The progeniior cells
are represented by the type of colony formed, CFL = colony-f g unil; BFU = b i unil; GEMM =
mixed granulocyteierythroidimonocyteimegakaryocyte; £ = erythroid; Meg = megakaryocyte; GM = granulo-
cyleimonoeyte; fo = emsinophil.
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Figure 1-1. (A) Flow cytometry is accomplished in an automated cell counter by passing a single file of cells suspended
in a siream of fluid past a probe beam. The probe beam is composed of either laser light or electric current that is
directed through the siream of cells and measured by a detector. The beam is altered by the passage of each cell, and
the occurrence and magnitude of this change is sensed by the detector and converted into a signal that is proportional
to the magnitude of the cell variable being detected (e.g., cell size, fluorescence). (B) The data from 10,000 cells are
rapidly collected and displayed as a histogram or scattergram that depicts the distribution of red cell sizes and shapes
in the sample analyzed. A normal histogram with a normal variation in cell size and shape is shown. The standard
deviation of the histogram (width of histogram) as well as the mean corpuscular valume (MCV), from which the red
cell distribution width (RDW) is derived, are identified. (Adapted from Bessman |D: Automated Blood Counts and
Differentials. Baltimore, Johns Hopkins University Press, 1986, p2)

ERITROPOIEZA
Migloblast  Megacarioblost

fios é‘“ )
e f{mpafew
Lool decelule 'gz' Multpotent

AN
@ Unipolent respopsiy
— Jifereptiore ——s| —/4d .fwfmpwcfmé Fig. 17 — Schema
¥ " diferentierii
s \ Froerifroblast celulelor stem
(2 ()] Eritrobisstbazalit sub actiunea
P sk f“'/ \ {c‘mrc:i}:ua:;‘1.‘1;'.@:1s
5 ] 7 ; ; y reprodusd du
Szile /@ }SB \ \ Lrilrodle ﬂﬁ alteromabie pE:rslev A, g
@ Tj j} Lritroblast ortocromalic i Gabuzda Th.,
]
i 8 1 } Reliculocile medulare 1979).
e S (W B % Eliberare
] ‘% ] Reliculocile din.
; % @ O @ @ singele /aenfmr:
12022 I it
g I él;, } Eritracite mature




Fig. 13 — Evolutia si

sediul eritropoiezei pre-

natale (repredusd dupi
Miale G, B., 1972).
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Fig. 12 — Formarea si
distrugerea eritrocitelor

(rcprodusai dup.‘i Ganong
, 1981).
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A, Datalls of tha plasma membrane
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