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[FESHS] R457.1  [CEMFERE] C

£ 45 09 %y 1 76 97 (blood transfusion) # I\ % = ¥
EA MRS MG R AR, 2016 £ 7 A,
RIRENEREZE R MR EFEAFH S RF
lERES TH _R¥R, RAHES T REH MLEF
B & J& o 3E B Mo B9 1 7R I 7 (non-transfusional hemo-
therapy, NTH) 1% 27 %, 4 #ir i (& ) s )R T1F B %
ORI, fri6 T M M B # (therapeutic plasma ex-
change, TPE) . i fig %= F [f8%& & %% (lipoprotein
apheresis, LA) ], % /& % [t (immunoadsorption, IA)
ANIFFEA RLLERM. WEmE 5 TR RS
(double plasma molecular adsorption system, DPMAS)].
&1 JE i B /A% 2 it (peripheral blood mononuclear cell,
PBMO) % & £ 4 # & 41 J& % 1K (chimeric antigen re-
ceptor, CAR) 15/ B 9. J% % ST 48 FiL 5 K #9 JE R 28 A
PLRCE /MR % (platelet-rich plasma, PRP) X &
R G R4 REET AP TRETE, BrhmES
PRI ) F AR R . R IE T I R AR 4 M IA T AT
¥R, NTH v = EAHEE £ (B &Y, @ h
BB HEARAEIKIETHEAER,
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iR A A IETT, BB S 5B R A R
WA, AR T f i (E %) A NTH 7697 4 £ 1
& B B AR, W2 LR A EA R RS A
WY R AT A, T 3L NTH A0 s KR R 27
R

1.1 BAM®S iR R ERERE 4S5 H
ReyEmpfntt %, UmEEALEEE, BOR o
B PR PRI A A B T DL AT 3 B e B K
ZRABECERT RME . SHEEINEAMER,
BORASBEBEAEAUTHRE: (DOETERES
3% 80%, & MAL & D, 3577 LB 425 (2) f/ MR AR A
K, L2401 Z w38 5 (3) i ik e 1K, 41 ) i & B =]
XRIETT, LFERBNEE, B R e K, #
JEE M 3h BE PR AT B A R RE T I K () F LA
BRyikE, EAFTEHEMDER, WMANERFHiD
(EORTEB RS BEHA.

1.2 A—TmwiE e - nhiey et ARK—
BUAE[E) 7, i A B A2 A L o 4 B 0 B AL #EAT“— T
W IET, BIE QG 4 ok B A R 4 (— ARk
MRE) BEXE/ER/ER, e i B ki
BiR B/ =W 0 Rk . 2023 4F % [E # X 2 (Ameri-
can Society for Apheresis, ASFA) % 9 W (£ X &7
e R B ED) X 22 MR Ama KRR T 1A A1 X
=y m¥ E# (double filtration plasmapheresis,
DFPP) & 7 A, 8 R 3L £ A R R IETT 1R &
WEEN, NehXEHRETEAZ MK —KAHE
(IR RMDEX, EFH LI EEST . DFPP &
WTETARF M ERARELIES H . 2024 F, F
EARBHELERSE —E¥+ O (E¥ FE
WK XFIETEAGE AT - KT LK ES
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(centrifugation filtration plasmapheresis, CFPP)",
1.3 & Ak i (I 22) #1347 B R % LR
13.1 TPE TPEJ ZzMATmMRAGKER. M4
T HAE W F IR BRI, A AR T E 4 5, R
TEERENREIHIEGTEN KEEN I
BiMEIETT F B, TR R e B R AW ey IR IETT
(short-bridge therapy)”, Fl T & & 2 M H 3t 8 1+
HEFR, N L H M IEIT AT,

132 CFPP CFPPZ—f it H W m K &4 =k
ik, B H A B R K A i 28,
By M B BT RN = R R FEIR - K a4 8 %
LB, pBEHOEF AL, FEF NG TFENY, R
AL T EM R BRI IE R, DT e
BEAFEWEEEERA. LTSGR
REETT, A RHES . BB HE. B A& %K
G R G R B R R .

133 mFEM JBTEEE2~4h Eom(E
ORI

1331 1A 1A 22— 4 2R/ 0k % Hie)T
MR, IRZELBERE S R RMAE, ZR
MAETHRENTRAHTRFARELEG A H
ABTRE) EERERBAR A ENRE A EE
2469,

1332 ALFX®HASE ALFXFRZGEZ 4
A IR B G TT 77, TE R VT A AR T 3 08 KR AL
P RERNEEFN M. LRI i RRM . LUE.
T EATIR I A B Wiy 7 B HAT A A TR
EAEWmm(ERRTROBEACEEHELER
it 71 DPMAS, 7 # ¥ # 4 s Bk & /N f| & TPE,
1333 RUETHRM KM E TR E LR
MR R EFERAER . 2 THER . EEE N LI
*f B /)% -6 (interleukin-6, 1L-6) F1 fif J& 7 3L A F-a
(tumor necrosis factor-a, TNF-a) % 3% JE [ F 89 % [,
] bR 3R I 40 B T T, R B AR R A A 3k RORL Y T4,
KEMMAAF. B, HA e DL S kA
/N & TPE.,

1334 HEMRMHEA HEREHKANZRBT
aFRITLRE, R R T4 EFEE SRS
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2.1 F5IT A NTH # 5 oy Bk

21.1 LA % 9} ASFA 5™ F, LA %K U iE ¥
MAEFRERGESEEE ME &S, 11 KERNIEN
fe & @ () [Lp(a) & fg miE™ ., B & B1 & & 4% L Bg i
AT H & G BE/Kexin 9 A (PCSK9) # 77 & 0 K i 5
N, AR E ERE O R ER, FEERK
REEREGREEBY, A2 H 0HRRE,2018 F
o LA BITH R RS B E B iE &% A ST
50%, Lp (a) & fig i JE 09 & & 7K Al LAY, i 5 # &
BTy LR HEA B Lp() A TR

Lp(@ g & f s, EAREGHREENE, EFH
AMONEREMENRBHEFNEE LR E X,
Zerlasiran = — ff N-7, Bt 5L ¥ iz 3% # 89 siRNA
By, HEARSLT 178 Bloh b AL S 1
& 7 (atherosclerotic cardiovascular disease, ASCVD)
& zerlasiran 7677 36 B /&, Lp (a) Ffrf&fgik
96.4% (95%CI:—97.3%~-81.3%), 1% 2.3%~ 7.1%
H L UE 5T KR Muvalaplin £ % —#F & 1% Lp(a) 89
oY, RER BRI EIEE G (@) 5 apoB Z 5] iy
MEER, HIE LpF R E., RIS T 233
5] B 2 muvalaplin 240 mg/d 75677 12 & ,Lp(a) [&1g
ik 85.8%, A LB F X2 M FAY, X LH R KRR,
ETRANWE, 255 & 8 E U LA % Ko
212 PBMCxX% (#F)#&EE20134F 12 A 20
H ey & £ CAR-T 4 fiIT 3= 5] A “45 E R,
MARET AL, Z AR K B ER BRI K, NIEITHE
B oAmEM L KA EEEEY, KRB ZHRE.H A4
EHERE. % CAR R ARMEME G & £/ 4
ML, AR R4 BB A 40 R R 4 LG T IR R
. MAMO)BEHEX PBMC A R BEE.
BEEE. HEWHZES. TEERERE. £H
CAR ¥ A# % B, PBMC Y X £ F kb HEH K.

RN £ R CAR-T B AT #H T £ 4% CAR-T 77 % %
TEHRA THRBTHE T, FERIEZEN
HE A HEA . 2025 4 6 A, Hunter "R & 7 —FF
L % A g, i 1 AR5 91 CD19 CAR mRNA
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i1 CD8 %2 1r B8 U0 KA 7, AR A& & CAR-T 4
Jfl W& R A £ R X CAR-T By % &, # X PBMC HY
FRRATaE TR

2.1.3  TPE 75 K 205 3 R AE 5 89 & A
2131 i /AR > % & (thrombotic
thrombocytopenic purpura, TTP) 1924 %, Mos-
cheowitz Bk # & T TTP™, JF 5 T 7677 TTP B 4
. TTP & 3L T R W4T & 1991 F 2 Ko
& KA AL BR K B ™, JE 52 TPE 3 3F 7 & 41-AD-
AMTSI13 & &3k, 7 fm ADAMTS13 15 4 46 %
MIET A E, B FR 2R ME 4T, £ TTP
A — MR IEIT IR, s R I E 78%. 2020 4,
TPE. K ik B & A Z& L4507 2 TTP AT /E &
TTHEY, F ¥ &k E4 (caplacizumab) £ — Fb 44
KX Ffk, ¥ 5 von Willebrand factor (VWF) 89 Al 45
38,45 4, BT it /MR 25« caplacizumab T 2018
£ (B 1 2019 4 (X ED & H T TTP #1677,
1IE BA FE AR VT 3% 7 A\ caplacizumab F] & 11 /NI
2 ¥k, TPE J677 K&K B>, TPE 1L EEHET
f&. {2 caplacizumab #. B & — M H Bt 43697, FE
FREZE . 2020 £, EfFm 5 k%2 dn-
ternational Society of Thrombosis and Haemostasis,
ISTH) & #7 1 TTP 6 77 36 # 2 YUK caplacizumab 7
T B AN 46 U6 9T T B BT I SR AT R AR SE B, cap-
lacizumab ¥ K B [EL W7 4 ofn & fn 42 k. 2020 47,
George " # 4 ¥ caplacizumab A T TTP ¥ 4] 4 %
9T, LR D B o B E A, AT R IR A S TR R fu
WA EKE T ER. {28 T caplacizumab B4
AT E, BRLEENFEBT HERA,
TTP a7 R &2 AT K AR ? X & E 1991
FREE-REHFENTTP B9EIT.

2.1.3.2 EJEALL /7 (myasthenia gravis, MG) MG
HIANAE—H B AT T HRIKBNE & %
T M B o % 9 B ASFA 5 # 44 TPE/DFPP/IA *f
MG 2 & (E B A 86 9T B 7] 4 1 248 piiE™ . 3
4 5k, W A B 1 A A R e R R A AR 1, AR R R B
] FcRn By 4i1k F BLig 7 : L = 4E (efgartigimod)
7 5 FeRn % &, BV B 1 #0225 8 GUgG) 4t
K, FELUT 1gG 8 7R o A 30 %1 7, ] 40 %) A& Cs
A3 Cs F1 Cs, BLAE Cs, -5 F 1R 3K 20 B #4 (1 F0
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Cso 3 B JEIR 5 B AW B, TR E LT A FE IR
WK JE 2k 41 (eculizumab) . MG #9767 264 A
RAE R, @ 4F: (1D HhE#MEAHT %] 7] F2 FeRn 37 | 7
€ H1“add-on” ¥6 97 77 55 (2) B e F ) 3 40 % 30
%% 2% % “add-on” %2 [ Fo 1 £ 1 %02 947 s (3)TPE/
DFPP/IA 1k 4 w1 G B By “ A7 67", @ik,
TPE/DFPP/IA & *f MG #] — &6 JT # B A AR L iE
T REFHCERIETT o
22 HATEFEANEMESL HEEETERAK,
N FEE 2 CAR B AEH AT R M HL, NTH
KL E S Bk AFT T %, KRB X R EHHRE, K
EIA T RS RIIT 3, ATIT R ERIEITH M E
REAn G R B2, % 9B ASFA #5HH#HHE T 16
MR, OEM RRERRE JREF RN RS
i /N BV E L S JE A E R AT 7] (immune check-
point inhibitors, ICIs) % /& 8 % -~ & % £+ (immune re-
lated adverse events, irAEs) %,
22.1 irAEs ICls 2Rl E w&a A LA mW
e 254, B 3 irAEs. B E A E S EGEHE: (D
wEE THREHEEAEE 4(CLTA-4), —F# T
28 FL v B AR E T, FAET CD4'fn CD8' T 48
b (D BFHHIETT-1(PD-1D, —F & E &
B, &35 T T 40 0 B 40l F7 8 44 2% 47 (natural killer,
NKO 40 b5 (3)#2 7 40 fL 3T T o4& 1(PD-LD), %
KT Z AL B AR RE, 7 5PD-1 465 (DHKE
21 jie, v k. %5 A 3 (lymphocyte activation gene 3, LAG3) , B
2 ff0 0 T 40 M NK 28 i o i 08 R VE ik 2 4 e 3
Fik1ZFEH . ICIs Wi 1E A HLE ZH R T 2 f s ey
W15 5, TR 8 RORL T 40 52 AR 9 AL &, P
ER BN R AL, 5 ¥ IET AL, A RE
TR Z B irtABs PN AR R Ew, HiT 60%H
ZERAIETT I B S K £ E irAEs"

1R 42 = [ Il /R f J& % 4 (American society of cli-
nical oncology, ASCO) Il i 52 # 45 5 HY Z 3, % ICIs
51 4 irAEs BY 76 IT AR 3 4 25 1 AT AR B g AL HE L ICTs
BHENEE RS EET 1 AALR LW ESE, &
K BUE o e, 45 TT 46 15 ] A f 02 30 1 57, e
R E X EHRE.EAA TR, ALRRFTE
B #87E A %% 2K & & (Intravenous immunoglobulin,
IVIG) 2 TPE, % MG . TTP A% Wy 1 % 58 k. # [F
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Il J& ¥ /& % % (Chinese society of clinical oncology,
CSCO) #5 7 (2023) .4 # IVIG Fu TPE 7 {F 4 4 2
P irAEs By — & A IHiE T . BT ALSS FiER
FIEAN R R EREBNTG, 7 g3t ICls 15 5 8
FF 3987 35, B E A I R R Je 7 & % DPMAS #2 TPE
A FRF &M B9 F % 2, TPE 7k % irAEs 697 5 £
B ALl T (D T ICIs £ # % 1 1gG K,
HFEH 6~ 27d 7%, TPE 7 H 8 %X AL
WA G, (QERICIsE R E FHE; Q) FE
Pk ICIs % 3 19 48 it 1B F B 7K 47 -1 (cytokine release
syndrome, CRS) 5| 2B RIEH M E F, #—F
ZEAER; (O FRIEF + W= % % PD-L1. PD-L1
PRI v 20 B oh B B 5 2 4 A 19 ICs.

222 CRS 2018 =[5 ASBMT #£1R, ¥ CRS &
SN EAT %I I6TT 5T B IR SV T 40 f o/
B b 0% R 40 B R HE B S G e AR A T R
KHEERE XA F XN &L A (cytokine
storm syndrome, CSS) X -7 %k . CAR-T 40 fL 677
A8 % CRS £k B g 7 ] o & &£ £ 30%~ 95%, /™
B CRS(=3 %) & A% 4 10%~ 30%™*, B,
JTEJE CRS F % £, @44t 5 IL-6 ' IL-1°,
* 4 L £ 35 R % E F (GM-CSFE) ® TNF-a e 477 &
g RREEPE FL L REEXT LT E,
ik B4 RS 4 i fo B & 4 CRS. TPE ¥ [5] B 4
W B SR f g L E T, AT R A CRS A B IETT
77 %2018 4, Xiao F gk # 1 4 B-ALL £ &
# % CD19 CAR-T 677 5 H# 4 2% CRS, A & i
KEB LR, 4T TPE BTG, ERFH., B
Ja, —SR Pl RE AR T R e 1 Bt R AT E
6775 CAR-T J6 77 18 KX H1 /= & CRS Fo % 0% &AL 40
FAE % 14 22 F 1 45 A 1E (immune effector cell-associ-
ated neurotoxicity syndrome, ICANS) 77 H ## 25 14,
2021 £, Y EHARBEERFLEMETFEESK
A HI(CART 41 17477 NHL Z 8l EFl G R & B 4 R
FHPNR 13 FAr 4 R E B CAR-T 41 i1 7677 48 %
CRS, tn & 40 f [ T A0 8 K V697 LA, ¥ # 47 TPE /&
TP, 2024 4, Pu P = A0 17 £ 4 CAR-T
28 JL 6 T & A V6 CRS (f: 3 T ICANS) B &
# % F TPE W67 Ja , il A S IE $8 A7 ACT Bk T &,
iX % B TPE *f CAR-T %677 5 # CRS B L W 7F
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