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Roussel et al, Transfusion, 2017, Blasi et al, Transfus. Med., 2012
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*At end of storage.
"Thrombus stability
“Aggregation.
"Aganist-dependent.

S,
S
N

et-rich plasma

2 In general,@fceleration of the platelet storage

lesions feflowing pathogen reduction treatments
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Fig 3. Platelet activation/aggregation pathways and proteins potentially affected by PL Only pow@lally affected pathways are pictured. Part of the mechanisms was based on Ref
[101,111], and cited references in italic llustrations used elements from Servier Medu.alArk@z].
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Summary (Platelets)

» «Standard» platelets stoged at +22°C, under agitation

‘1/

- Functional decline

\30

- Importance of th@ composmon of the platelet additive solution (PAS)

2
&0&

- OmdaQ&"e lesions (due to the nature of these photo-(chemical) treatm@qets)

- Ac,c\ze”lerate the apparition of platelet storage lesions &of?
2
&
- Iéow impact on the overall proteome &
O
60 06\)
() \
\0 .\O:Q
UVfamotosalen \QJ
> Emergmg concept: EEIN <&
@bentral role of the p38 MAPK @
\‘-\ \ release
apoptosis N ‘\
Schubert et al, Frontiers in medicine, 2018 tievelopment'ﬁ;b.@\\\ A
;ﬂeﬁ? 2
)
Q@J
FIGURE 1 | Current molacular model of si (\gtrm;mdb  ultranviodat (LV)riboflavin (MIRASOL) and UNVamotosalen (INTERCEPT) in platelsts: UV can panatrats
aither directly or via surfaca/recaptor p@eelrs to activate pSBMAPK kinass as one of the cantral players in the sagn allm cascade. Thus far it has been shown that
p38 aclr fiondphosphornylation (P- Dﬂgl s involved N reguiating (1) degranulation, (2) release of free mitochondria, (3) the modutation of giycoproteins (GPs), (4) the
expression lavals of mRNAs an@ﬁw ially protein synthesis, (5) microvesicle (MVe) ralsase, and (8) the daw Q\..F!’Ta_ﬂf of apoptosis via proapopiofic protain
axpression and caspase act & This figure was modified from Ref. {150).
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Donor’s o 6{@
h teristi < @
cnharacteris Q
- Sex, age, gedtic . &
- Lifestyle (§¥tary, physical Coagulation factors

* FV
* FVII
» FVIII
* FX

and sméRing habits, etc.)

Donation
assing

Transfusion

) Manufacturing .
g « Apheresis vs. whole blood Proteins
o * Time-to-freezing * A2-antitplasmin
» Pathogen reduction * Protein S
* Lyophilization * Antithrombin 2
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Different types of plas\[;}ﬁ O NN, e, TN
{\\0 o “"l
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o

Fresh Frozen Plasma {(FFP) Frozen plasma 24h (FP24)
(frozen in <8h pest-don) (frozen in <24h post-don)

Quarantine

S/D Plasma
(pooling of FP24)

Pathogen-Inactivated Plasma (PI-FFP or PI-FP24)
Mirasol (Terumo BCT), Theraflex-MB (Macopharma), Intercs:pt (Cerus)

O

Thawed plasma (FFP or FP24)
(should be used ASAP but can be shortly stored at 22°C (4h) or at 4°C (24h)

Lyophilized plasma (FFP, S/D wiasma or PI-FFP)
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Summary (Plasma) R A

Review of literature (> 30 opf‘flbllcatlons)
< In vitro quality parameters Q@bagulatlon factors, fibrinogen, proteins)

&
\»)\0
The more the pla§ma is processed, the worst the impact &
<> Time before progéssmg and freezing 00\@@%‘\
> FFPis the Less affected product (but heterogeneous and donor-dependent) &
> FP24: La‘blle factors are decreased Qé"’&g

> S/D pI@éma Factor VIIl, a2-antiplasmin and Protein S are clearly decreasgd
coggﬁaared to FFP (but homogeneous and standardized product, higher Iev@ of safety)
> PI plasma: Factor VIl is decreased compared to FFP (homogeneous and standardized

P>

® product — but less that S/D plasma, higher level of safety) ,@@%
< Lyo-plasma: depends on the plasma used for freeze-drying (aod»vantages storage and
reconstitution time) %@’\/\

Prudent et al, Review not published yet (19
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There is still room for improving the quality ij@ﬁlood products

by developing our knowledge on st\gbrfage lesions
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