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H B e Ve Ak 1M (autoimmune hemolytic anemia,
ATHA) 2 1 PR 5 5 DL A ARAS PR PR BRI 2 — o AS[R) 287
AIHA Z[AIFE &3 G B L &bl s AL 69T & IR
J& S AR EAE e o AR, S TR PR A ATHA | B %
Coombs I3 BHME ATHA DL M ATHA ¥ AL B RS Wi
W , ) 28 BBl &2 T T ATHA IR T , Hoy vl b e 4k
A T AMAAHIF) S 25 g 24 FIR9T ATHA, AR
SCHRAT EFE R AT AIHA KRGS L IRHLE G2 B3Ry
HERE BRI R ATHA FIAIR, 12y 7 TAERMEES B

— RIS B2

AIHA RIRN e RG00 1 24l 78 A e anias
PN (B #MAR, F5 20 AN BB 5 25 A, S0fl 2 4 i 2R
B — A M AETT . JLEE CEEI2 WA 2977 3.8
) BORN CEH2 WA 27F 50 2 ) B8] Kk o Wi H4E &
RN 1~3/10°, RN 17/10° ATHA IIfi R 26 B0 52 S 1
K, ER AN e I O LR SRR B A2 1ML, T 0 f
WV RT & A T A 0 S B AR o HL R S B M 32 A A I
FEHI AN TR QAL P R/SALE A1) L X5 H B PUIARpZ s
MR IR BB RO REAT SR AR RE A OE

HRAE HARRAE T A B BuiR 5 20 20 A 5 il s o T EE AN T
ATHA ] 43 J iR P& A (WATHA, 15 60%~80% ) . ¥ Hi 4K 74
[ AL F5 V8 B 4E 295 (CAD) Je W J& 1t € ¥ 1 1M 21 28 11 JR 4
(PCH) , i 20%~30% ] FlIE 2 LR TR & B (m- ATHA, 29 Y
5%)

FRAE T R 751 B PR I TR W], wATHA 7] 434 1gG
A 1gG+C3 A IgA U e IgM &, 1gG A wAIHA X n HAA K]
43R 1gGl~4 B Firfn 1gG1 By O, Lk Ry 1gG3 L, 3
i IgGl M 1gG3 B PR 4 1gG2 IgG4 RUTH Jy ™ i, eI
TgG3 AIZT AN B IRAE FH B, 117 1G4 B LP- 80w P . TgA
B wATHA B35 19 15%~20% , Hin] 5 1gG/IgM L [RI77- 76 3¢
HOW, UL BT R B . 29 50% 9 wATHA B T i
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MEEMES 5, £ R C3d°7,

AR A 2 75 [R] B 77 6 B 109 350 ATHA 19 958 9% R ]
ATHA 7] JE— 353 J5 % Pk ATHA Tk & Pk ATHA S, S
HRHRE 2 50% 11 wATHA S 4k & P, AT 4k & 3% i K ik 2 40
T3 B A [ 2415 20% , A0 S P Ik B 20 P I L P 7 L
YA A R (CLL) VIE BT & Wk BT &k e
Castleman ¥ . B i3 /£ 50 £5 B 1 VB BELF 4045 ] L SE ik
o ITE R AT (2 1 20% ) e 254 DR R i ok
FEa o T iR LA R S 56 IR 36 i T 201 i #% 4 (allo-HSCT) Ji5 55 .
SCHRHRIE 5%~7%I% CLL AR rh AT 4k & ATHA , T2 47 4
T AR B 7 4 Uk U 98 HR 3 ATHA SR AR & AE R 1] 23 3K 2%~
3%%10 R E ATHA % A B FE R 38 5 0 5 52 1 ATHA
FITAYT S5 U5, SR A0 0495 50 1) n) 2 A B AH O 1) S 50 = A
BT . A FE RN E DA REPUZPUAR BTDNA YL
R ANA BHYE) B BEIRUIA SIS HTEEY) sk
775 2 A P | R T FL K 71 ) I 9 L 200 ff e 2 98 0 By
W FE I CT A RS BEIG R A

. \CAD 5kt 40 s o g

PLAE T F CAD Fil % B 4 % 25 4 fiE (Cold agglutinin
syndrome, CAS )2 Wi i 1)l AT IR EL , Bk A CAD /&
—E BRI G BEZE T B FR 22 R “995” ( Disease ) , M4k
KT i A R RV BERE A T RN S0 =
7 BB R LA E(CAS) . —F R X .

90% L I CAD f5 35 38 120 i V85 28 1 S el Yk vl A H 77
ER TR . HR TR Z Rk P AT 40 T 2%
PR, B PR TEReME IGHVA-34 FHERE N it . IS Ta et
#90% A Ik IgMi2 55 BRI 1 , B s Bk 1gG L IgA 1l IgMA
IR R WL, B %0(2.5% ) 7] [ INFAEAE TgM % 1gG
e S T N

BAR LA IR BN 7E CAD JR & n ke P g B b 44, (B
CAD {2 —Ff 5 Je 1 I 20 20 3 Mo — B REAS 21
fifg ) 3A . Berentsen 453 4 3 2 AN AE AR K S e AL AL %y
P AR BB BE S R AT Y CD20" B 2t A BR e e
P14, I A X L B A bk E 200 R B o A R AT S R
PE B Ry B DL 2 bk U 3% 240 B 3k %8 (LPL, 29 117 50%) , 3
YR 2 XM BV (MZL, 29 1 8% ), A A0 1F 5 5 B 1 P ik
LA 28 A IR R . & SRl — S R 5, £ CAD
ARy — oAl <7 1) o R T b L 2 SR S B MR T I T v
M. Randen %54 54 151 CAD 2 (15 Bt b A 22 bk 20 9%
WHCER R G R A OB IIEA e il N AR Koy
TG F TR RGN, & B CAD AH IE Ik U 240 it 8 5t
PRI AN 6] T LPL \MZL sl CH Al J5 28 B A s SCA AT ] — Fif itk
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LI, W N — ST BRI S . RS R IR R 18 1 CAD 1Y
54151 £ 35 v, 40 3] B TR ARG B S P Je B Hh B — TR
FEAEAY SR /N B 404 B A5 15, 45 15 LAAINEEE 73 A A /0
1 IgM'/ 1gD o 5a B AR 20 M . 2 Rk L 2515 (/N B itk L
4/l CD20" , IgMs' . IgDs" .CD27",CD5 " .CDl1c .CD23",
CD38™, JEA2E 5 3 AN ML 2 A A A AN ), R Rk S
3 A0 AR S B HE S - MUMI  XBP1 & BLIMP1., %1
1 2B A A BT AT BB ARG H BCL-6 N & F 1 3L %8
A BRI IR A I AR A K ol TR R . L 7R
FIA 17 I AT A I 19 CAD H v, 3 R B g0 o 2
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UL 200 B 484 59 1525 CAD 2 — 28 AN T° LPL 1 A7 ol
S LB Ko RV I ST B o

1M CAS 4k & T M5 S5 | Uil 2 S I A g e
R WL, Daciel 443 295 1) ATHA £, Hivh 7 (2 4k
KT EMEIIRA CAS, 15 2.4%. BF7E & B 295 ] ATHA 4
w23 491k S Al S R PR AR MR i 42 4k & CAS, 1 8%, I
fl A5 DL YL 5 A EBV .CMV it 48 42 A 1 AR A B
kT A Y S ANk &M CAS TR A B AT dn e bt
2 s MR, AT AT 1 Pr AR R, IR K 2 it
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= RIS L

5 H A [ B e PP —FE  ATHA S 50L& £ A
FRM SZ IR A U1 & LR 1 2R 58 4 B W . 6k B bk 2 4t i
GaPE AT ZETLAN , AT AT & BT 20 B 3% 1 B R A AR e
T 20 LA K 4 R F-457E ATHA 19 & s rh e 2 S5 /E 1

AN E S PR BOE S| & ATHA =500 1 W AE A ST
AR SIMRPUIR S A B8 R N BT TS & e
RS ATHA A B3R s WL s R 2140 Rh 2
JRBTEL, H A A A6 I FAH R 7 3 (Band 3) 8 4T
20 ) S - A TP T 40 (Treg) £y /b
BB A TE ATHA g P ic 824 FH . Ahmad 55745 1
75 I H AR BR Hug 16 sh itk ATHA f2 3% A 9K Treg(nTreg)
U A 00 (4.63%%1 9.76% ) . Treg 03 i ok Y5 i CD4”
CD25'Foxp3" nTreg LA K4t S5 77 4= 1) CD4'CD25 Foxp3
175 S Treg (iTreg) "™, IRANZEEF0H | Treg N HE 1 B2k
SR A I Al 2 25 T A A A0 i PR AR 1k A P S A
CD4'FICD8 1AL T 4, I H ml i it o /i CTLA-4 73 F
VAR S8 A K0 1 T 200 B S5 b SR B A2 41 i 32 1] CD80.CD86
2235 , I CD80 . CD86 43 /& 55 T 4 M 3t 5 K 240 it [H] +
AR PR i L IRHLE], Treg BESE T 5
I T AU b S A P 72 RIFER) 1k B e kg
5 R SCEEVE . AN RAD F B T B wATHA
B AP A L Treg, TL-10 43306 W] 8 3% 22, 3 Thi 40 i 5%
PRV AERZIRIT G Sh I ATHA 3% Th2 03 22, 1M i
IL-4 IL-10 /KF- FF5 , 11 IL-12 1 IFN-y 7K F- 984 , 7776 )
1) Th1/Th2 4HA LY ) G A7 , 45 1] T 522 “Th2 3% (Th2 Profile)”,
AT E [ B 0P B AT T f B A as ), IR B9

R, F B e MR B R 20 i Fas/FasL AT R 48
TETE LB | SmAt bk O 41 i 2 177 25 11 Fas A9 TNFRSF6 3 A
A=t 978 , U Fas/FasL A 3 0k L A B JR T2 B, 5 B
SR T 4HA R AR T A ) B AN A T4, 51 &k H B %
PEPEBSE™ . allo-HSCT J5 1 Hf wAIHA 76 N 1 A B fo e
IR ATRECH LS T A 1952 B RIS T T

ATHA UM 1) 40 1A S 1 4 i 7514 (ADCC ) F#MA
WA A B 75 (CDC) s AL A W R . IR T4
TR R GEAE ATHA %5 1fi b i VR FAS DL — 25 I B, O Lk
ATHA B 25 0F R #0576 wAIHA W, it T H By 18 h
1gG, HA BB #MA , PR T AMA R GEAA T 40 FR A 1ML 4
AN A 7R T 0 A0 4/ Mo 2 R T 200 16 A PR L
I 7E CAD 1 CAS H 21 41 i Ay i 00 ) 3 2 phy A 52, B2
B 1gM A SrHuiR 21 A0 M o oS AMA L R A e 4l
R P 2 A 7 AL A NS I [ o 50 0 27 200 252
A7) (CSb-CO) Iy 240 ML 75/ FHVA e AR A NI Il A
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it 2 A M A PN s I

P4 X} B % Coombs i35 (DAT) BAHE ATHA FYIAR

Coombs iR 50 BTt A\ EREE IR, S22 W ATHA 524K
. 2 F DAT AR 1] 3 Coombs i # . DAT ] % 411
EPHURBRMAZE R, 18 H 7E wATHA HF T 1gG FIPTAMA C3 &l
e UL, BRI TgG RIR 2, P IgM B i TgA B LL R Fpli4t
C3 7/ UL, 7 CAD Hid 5 Ryt C3d B, i 1gG BT ™

H A T B B R R [ SClk e 3% ~11%
WAIHA [ DAT 2R, 56T DAT I AIHA JE R A 4y
Sy VUl : LT MR 1H F BTSRRI B . @L140
fif e T A S BUAASE R AR, ZE WAL B B P e . B
IgA 5 IgM BBl S £ AN A S0 1M, i TeAMA S 5 I E
K DAT 05 e = B TgA Bt IgM Piide , Bl gt 8 43 j 3
DAT #:0 BH PRt 7R B TR R AL S B TgA Kt
IgM$UIA, BURTAAE LR, DEBAYE ATHA : R “R3E 7 H
g 2 5 RS 11 ATHA, B 55 & IRAE S L8500 T, B W 240 e v
i 3 H FeyRISZARGE A 1 B TgG B, Wi 5 15 4 i 2 fat
(HP s B i) | e ae” B Wt i nl R R4 & 3%
A NATR AR BT 40, S50 H SRR

Do P B e i R CA AR | 22 R LT am ik
T G PEER AR (A2 43 BT CRMAR &S & -BU R FE L S8 B )y
I AR ) AT T AT i B DAT MU SR
TR RRURAG I 7 1 KB T DAT R I ATHA 2T, 11 DAT
HRAYE ATHA ER A0, I, 5 BB IR RIS S =K
A BB B 7R VS I B 0, T v AU, DAT S B PEZE S, DAT B
PE ATHA 2B A% S ML, 20045 oAb 525 T RETE o

5 DAT [H: ATHA A1 [t , DAT BAPE ATHA 535975 1 5 B
AR XTI ER BN W 1 ARG 3R 3 KRB

. IRIT XS

1. B Z 5 BT 5 TR 28 BB ORI A R/
52k wATHA 23897 M VIBR ik sz 813k, R Bom 4
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YRR 2 B (458 375 meg/mx4 J&) FH T 34 414016 2%
W) Ji R B Ak ke wATHA 523, 9 11 (26.5% ) 3K 15 58 4> B2 i
(CR), BMAF 3R (ORR) F 1k 70% LA b, Fidd & g4z —
VORI 350 R 22 5 BRI 7 B FRR AT RO, LS ) iR
WP, YRR wATHA 483897 77, H R i+ F1) 22 5 Bt
o AR DTSR AE A B B AR N A TS B ul s
FAR R i R EE FARIR YT DL R 3R A T R
wWAIHA 5 B2 nitt

%K 280 wATHA — R8T 10 8 1 25 W) 1 2 0 B2 T
. Birgens % it — 30 I B AILIG PRI 90 45 5 R, R
AR Z A HME T 8 — 23897 1 wATHA 838, 1697 U6
RSN R [ 3 I AL TR 2RI AL IR
LAY wAIHA Z 4 AL, BB RIT IR 2ENE &,
TR R, BRI, SR R Z 0 S R R 4 a7 ok
WA AT E I IR #R 25

JINFIE ) 2B BRI T wATHA 7] 34545 bk i i A1) 2
U BT TR A AN TR TR AT
IIIE 4 wATHA 2R H/ N i R 28 Bt (43 J& 100 mgx4
JAD) WG IT R ARAT R AT, /N R R 2 H TR T 4 ORR
(91.7%3%} 80.0% ) Fll CR 3 (66.7%%] 20.0% ) 121 B 1 & T4 iz
T EIRYT A RN A 2 E ORI RIE AR
ATHA &4 A3, AR e b —4 0 o

RPUIRTY ATHA B3 0 B O R IR T A AR, Rl
HEABTRTE 2RI I R . R AR R Z
H R —2AYT 27 B CAD SE& I RE MR I AR T 45 5 3%
W, 14651 (50% ) 58 1 A4-F7 R B AR IV 27 G2 it , v 1 (3R AS:
CR; BE R EFWAWARK A TR HIRIT, 60% 5 H
B, ST A2 LR 26T CAD I CR AL, A
40%~50% F5 3 TCR, A7 8 2R DAR 2 15 B H 00 SERH A I
BIRYT LI R T AL, Berentsen 45 it it i F A 2 15 BB
B A FUSPLBEIAI T8 CAD 3R15 RAFIAY Y N, R s E £
FFC I ARG 25 SR 7R ORR 3K 76%(22/27) , CR %N 21%
(6/27) , 383 G2 (PR) 2 Hy 55%(16/27) ; 1045155 JF| 215
BUEAZVA T SR 1] CR, 6 Il PR, T o7 akck st
BRI I 66 N H o W B A DA 257 R = Y [R]
FFAS [ 57t B2 8, Z50AR 505 A 3 (AR B A XL
6 Bl zs

T ) — 304 1 21 WA 5T 3 409 9] 8 K (1) Meta 43 H7 45
T M 2B BAYT ATHA B ORR 9 73%, CR 2K 37%., 4
7 WATHA [ RCR B8 YT CAD BT 5 AT J5 & Pk Fndk & vk
ATHA TSR 750 B TE 2 J5 2~4 4 H ik B KB A R
JR VAL FE K A FRFESE  AERR R DI RR S L 2 wATHA
SRR 2 AT R N A

2. AMASHRI  AMAA I Eculizumab AT [ £ X #MA
B C5 TR DU, 8 25 4 C5 #MAZE 11, BEL 11 H: 2 i
G A CSa FlCSb J B, I il B o 52 5 I L& 44
YEFH™, Eculizumab 1] T 2L ™ 8 CAD & F| % H bt
AECRLHT A RL VR YT, 78 ™ FE AMACR ) I8 SN LA, J8

DF FEET 20 4 BT M I 3 Ao P N R L L a3 B0 ) 2%
AR, 1 Eculizumab 7T 1 21 2 [ AR5 o S I 46 A
TRRER FEME R TR R TR CAD R 1S
4 J& 45 & B B 1 ¥R Eculizumab 600 mg, 22 J5 4 2 8 1 &
900 mg ZERFHAYT , BAWIHES B RAF 4™, CAD L2H
MALHIFFAE b CS/MET 2 AW 53X, Eculizumab 1 G818 1
BH 1118 1 CAD I A% P I 22 i i & 4%

BEL TR P 0 i) e 5 M 22 SR R 1 C s Y PR T RE BT AR
TNTOO03 il 3 Il Cls i ¥ , VR TR B4R E 5 R Ay M &
SR AR, M REL L A A 5 T A 27 200 6 7 M, A7 B R R b
PRANTENRATT CADBHE R 254", Compstatin Cp40 J&4MA
C3 4 75, 7T BT C3 4 fift , 44 SMBIF 52 58 7 1T BEL T PNHL ¢
M5, BT 58 4 BH WA MA LR 1R 72, 7T RE SIS B 9
A PRI R, AN K& IR DFSE# 7 >, C1-INH-
IR CLAMHIF IR BEHGE H FIRY7 1 Bl 28R E A &
Wk ELIR Ak & wATHA BREA R, X F wAIHA B3 1R H
DAT /s B #MA B , JULHC T 68 A M i 3705 FH -

7N FLHH 2R I R

1 WA AR R IO FH B A K R iR 7 R
P (P2 B 28 B4R YT Jo%) CAD . allo-HSCT Ji 4k &
AIHA W Fi4RaE ", B AA K Sy T i 268 2 11 il (4417
il 3R], A AT R, SR AN 2R RLE
PR FRER S AR ity oA A 28 B 1 B, DT 75 5 5 4 e oA
o WA K E WL FDA LR TIRIT 2 K B B M2
IR LI . A I AR AR 2 B e
CD20" Ik U 40 Ml 7697 CAD, W1 44 oK vl 1 FH T CD20 % 41
i, DT FIT R S S A 2 A B S B TR S 5 3
CAD ¥ I 1 J8 & B HRITAE R . X T A R R 97
ATHA VEFHHLH CRE B2 allo-HSCT J5 4k & ATHA BIFE L
i) S H P i — T S5

2. Bl BT B H i (alemtuzumab) S A YR AL 1gG Y
PATT PR, FO )4 1 2 25 I B 40 A 2 1 CDS2 4y 7,
EL N FH 3677 b CL 40 s 58 s B ) B e G . F
5% RIS BB AT 13/16 ATHA 3% 3545 CR™ B 23441k
T8N AR S R 22 AR B BT AR BT IR Y T XA 1
PEVE AN AT/ 354 B AFT A% (ORR 100%, CR 58%)" ', {0
PRI A8 Bt e M, SLRO A META MR A PE R ATHA fe )5
HINATTF R . 3T CLL AH 3¢ AIHA , B¢ Sdi /R % 91.6%
(I/12) BBEA M CGRE YR ROIG F 28 bRy
ToRAMER ) X T #E % CLL 5 5¢ 1Y w-AIHA H
BIAEAR S TR 2 E B

RSV

H T, %TF AIHA VAR IR o5 SRR o AR AN BR A,
ARSI ATHA 25T CAD & — bk U 40 385 58 Pk s
FITA R T 0T , A< ok CAD AT i A A — 2 b 37 9k EL 41 ff 334
FEPEGSIRFE o XPPERREARR i S R AL AR TR A,
I FH R 2 B S 1) VR F 25 036 9T ATHA AT T R AP 3R
W EERN, IEAE NG RWLEE TCAR G 7280, PR RAZ Ge iR 7 5 i



R MR 24852016 4F 11 H 5537455 118 Chin J Hematol, November 2016, Vol. 37, No. 11

-1015-

M 0 AT R 2 K ST 24 R AN W 2 U R o
L, R TAME R GEAE AIHA B ML AL AR I GZ Wi i,
T — A CAMA I 50 B PR A Ty 74 L, I T REZRAS F Rk

)EO

T AR A ATHA 7P R80FAN 38 BGE — i, B0AS

[FVA YT SRS Z (7 OT 0 e S % E M. S — A
A ATHA I7 SCPEAN AR i N BE WS 58 2 I PEAN 67 7 I 0 A
& AR RIRIRIAI P R . G AR T AIHAJRYT ik
PR Il 4R 5 ATHA 372, W1 Sl 3 ATHA 5 TS
KAAF R .

(4]

[11]

2 % Xk

Petz LD, Garratty G. Immune Hemolytic Anemias[ M |. 2nd Ed.
PA: Churchill Livingstone, 2004:33-60.

Aladjidi N, Leverger G, Leblanc T, et al. New insights into
childhood autoimmune hemolytic anemia: a French national
observational study of 265 children[ J]. Haematologica, 2011, 96
(5):655-663. doi: 10.3324/haematol.2010.036053.

Bass GF, Tuscano ET, Tuscano JM. Diagnosis and classification
of autoimmune hemolytic anemialJ]. Autoimmun Rev, 2014, 13
(4-5):560-564. doi: 10.1016/j.autrev.2013.11.010.

Eaton WW, Rose NR, Kalaydjian A, et al. Epidemiology of
autoimmune diseases in Denmark [J]. J Autoimmun, 2007, 29
(1):1-9. doi: 10.1016/j.jaut.2007.05.002.

Berentsen S, Sundic T. Red blood cell destruction in autoim-
mune hemolytic anemia: role of complement and potential new
targets for therapy[J ]. Biomed Res Int, 2015, 2015:363278. doi:
10.1155/2015/363278.

Takahashi H, Tanaka F, Sakuma H, et al. Fatal warm autoim-
mune hemolytic anemia in a child due to IgM-type autoantibod-
ies [J]. Pediatr Int, 2016, 58 (8):744- 746. doi: 10.1111/
ped.12931.

Sokol RJ, Booker DJ, Stamps R, et al. IgA red cell autoantibod-
ies and autoimmune hemolysis [J]. Transfusion, 1997, 37 (2):
175-181.

Michel M. Classification and therapeutic approaches in autoim-
mune hemolytic anemia: an update [J]. Expert Rev Hematol,
2011, 4(6):607-618. doi: 10.1586/ehm.11.60.

Barcellini W, Fattizzo B, Zaninoni A, et al. Clinical heterogene-
ity and predictors of outcome in primary autoimmune hemolytic
anemia: a GIMEMA study of 308 patients[J |. Blood, 2014, 124
(19):2930-2936. doi: 10.1182/blood-2014-06-583021.

Laurenti L, Autore F, Innocenti I, et al. Autoimmune hemolytic
anemia during bendamustine plus rituximab treatment in CLL
patients: multicenter experience[J]. Leuk Lymphoma, 2016, 57
(10):2429-2431. doi: 10.3109/10428194.2015.1137293.
Lechner K, Jager U. How I treat autoimmune hemolytic anemias
in adults [J]. Blood, 2010, 116 (11):1831- 1838. doi: 10.1182/
blood-2010-03-259325.

Berentsen S, Ulvestad E, Langholm R, et al. Primary chronic
cold agglutinin disease: a population based clinical study of 86
patients[ J ]. Haematologica, 2006, 91(4):460-466.

[13]

[14]

[15]

[16]

[17]

[18]

[19]

[20]

[21]

[22]

(23]

[24]

[25]

[26]

[27]

Randen U, Treen G, Tierens A, et al. Primary cold agglutinin-
associated lymphoproliferative disease: a B- cell lymphoma of
the bone marrow distinct from lymphoplasmacytic lymphoma
[J]. Haematologica, 2014, 99 (3):497- 504. doi: 10.3324/
haematol.2013.091702.

Dacie JV. The Haemolytic Anaemias: The auto- immune
haemolytic anaemias[ M |. London: Churchill Livingstone, 1992:
1-5.

Michel M. Warm autoimmune hemolytic anemia: advances in
pathophysiology and treatment [J]. Presse Med, 2014, 43 (4 Pt
2):¢97-97¢104. doi: 10.1016/j.1pm.2014.02.009.

Barker RN, Hall AM, Standen GR, et al. Identification of T-cell
epitopes on the Rhesus polypeptides in autoimmune hemolytic
anemia[J]. Blood, 1997, 90(7):2701-2715

Ahmad E, Elgohary T, Ibrahim H. Naturally occurring regulato-
ry T cells and interleukins 10 and 12 in the pathogenesis of idio-
pathic warm autoimmune hemolytic anemialJ]. J Investig Aller-
gol Clin Immunol, 2011, 21(4):297-304.

SRR, R AR, KR, A MBS M. 2 . e AR T
Az AL, 2003: 133-134, 426.

Dejaco C, Duftner C, Grubeck-Loebenstein B, et al. Imbalance
of regulatory T cells in human autoimmune diseases [J].
Immunology, 2006, 117 (3):289- 300. doi: 10.1111/5.1365-
2567.2005.02317.x.

Ng WF, Duggan PJ, Ponchel F, et al. Human CD4 (+)CD25(+)
cells: a naturally occurring population of regulatory T cells[J].
Blood, 2001, 98(9):2736-2744.

Hall AM, Ward FJ, Vickers MA, et al. Interleukin- 10-mediated
regulatory T-cell responses to epitopes on a human red blood
cell autoantigen [J]. Blood, 2002, 100 (13):4529- 4536. doi:
10.1182/blood-2002-05-1383.

Fagiolo E. Immunological tolerance loss vs. erythrocyte self
antigens and cytokine network disregulation in autoimmune
hemolytic anaemialJ]. Autoimmun Rev, 2004, 3(2):53-59. doi:
10.1016/S1568-9972(03)00085-5.

Straus SE, Sneller M, Lenardo MJ, et al. An inherited disorder
of lymphocyte apoptosis: the autoimmune lymphoproliferative
syndrome[ J]. Ann Intern Med, 1999, 130(7):591-601.

Segel GB, Lichtman MA. Direct antiglobulin ("Coombs") test-
negative autoimmune hemolytic anemia: a review [J]. Blood
Cells Mol Dis, 2014, 52 (4):152- 160. doi: 10.1016/j.
bemd.2013.12.003.

Griffiths HL, Kumpel BM, Elson CJ, et al. The functional
activity of human monocytes passively sensitized with
monoclonal anti-D suggests a novel role for Fc gamma RI in the
immune destruction of blood cells [J]. Immunology, 1994, 83
(3):370-377

ZEHEF. Coombs 155 52 B ME B B S e Vi i PR 22 i [T ] [l B
i A B 1M YR 4 % A, 2014, 37(3):289-292, i 3. doi: 10.3760/
cma.j.issn.1673-419X.2014.03.024.

Kamesaki T, Toyotsuji T, Kajii E. Characterization of direct

antiglobulin test- negative autoimmune hemolytic anemia: a



-1016-

(28]

[29]

[33]

[34]

[35]

FAE M A 2520164 11 HEE37 855 11 Chin J Hematol, November 2016, Vol. 37, No. 11

study of 154 cases[J]. Am J Hematol, 2013, 88(2):93-96. doi:
10.1002/ajh.23356.

Maung SW, Leahy M, O'Leary HM, et al. A multi- centre
retrospective study of rituximab use in the treatment of relapsed
or resistant warm autoimmune haemolytic anaemia [J]. Br J
Haematol, 2013, 163(1):118-122. doi: 10.1111/bjh.12486.
Reynaud Q, Durieu I, Dutertre M, et al. Efficacy and safety of
rituximab in auto-immune hemolytic anemia: A meta-analysis of
21 studies [J]. Autoimmun Rev, 2015, 14 (4):304- 313. doi:
10.1016/j.autrev.2014.11.014.

Birgens H, Frederiksen H, Hasselbalch HC, et al. A phase 111
randomized trial comparing glucocorticoid monotherapy versus
glucocorticoid and rituximab in patients with autoimmune
haemolytic anaemia[J]. Br J Haematol, 2013, 163(3):393-399.
doi: 10.1111/bjh.12541.

Barcellini W, Zaja F, Zaninoni A, et al. Low-dose rituximab in
adult patients with idiopathic autoimmune hemolytic anemia:
clinical efficacy and biologic studies[J]. Blood, 2012, 119(16):
3691-3697. doi: 10.1182/blood-2011-06-363556.

SRR, INAS. ANRIE R 2 BRTIR YT S AR H B VA Mt
ML IE RATFE [0 ] P AR i~ 2 Ak, 2014, 35(3):236-238.
doi: 10.3760/cma.j.issn.0253-2727.2014.03.012.

Berentsen S, Ulvestad E, Gjertsen BT, et al. Rituximab for
primary chronic cold agglutinin disease: a prospective study of
37 courses of therapy in 27 patients [J]. Blood, 2004, 103 (8):
2925-2928. doi: 10.1182/blood-2003-10-3597.

Berentsen S, Randen U, Véagan AM, et al. High response rate
and durable remissions following fludarabine and rituximab
combination therapy for chronic cold agglutinin disease [J].
Blood, 2010, 116(17):3180-3184. doi: 10.1182/blood-2010-06-
288647.

Roth A, Hiittmann A, Rother RP, et al. Long-term efficacy of the
complement inhibitor eculizumab in cold agglutinin disease[J].
Blood, 2009, 113(16):3885-3886. doi: 10.1182/blood-2009-01-
196329.

Shapiro R, Chin- Yee I, Lam S. Eculizumab as a bridge to
immunosuppressive therapy in severe cold agglutinin disease of
anti-Pr specificity[J ]. Clin Case Rep, 2015, 3(11):942-944. doi:
10.1002/ccr3.399.

Shi J, Rose EL, Singh A, et al. TNTO003, an inhibitor of the

serine protease Cls, prevents complement activation induced by

[38]

[39]

[40]

[41]

cold agglutinins [J]. Blood, 2014, 123 (26):4015- 4022. doi:
10.1182/blood-2014-02-556027.

Risitano AM, Ricklin D, Huang Y, et al. Peptide inhibitors of C3
activation as a novel strategy of complement inhibition for the
treatment of paroxysmal nocturnal hemoglobinuria [J]. Blood,
2014, 123(13):2094-2101. doi: 10.1182/blood-2013-11-536573.
Berentsen S. Complement, cold agglutinins, and therapy [J].
Blood, 2014, 123(26):4010-4012. doi: 10.1182/blood-2014-04-
568733.

Wouters D, Stephan F, Strengers P, et al. Cl-esterase inhibitor
concentrate rescues erythrocytes from complement- mediated
destruction in autoimmune hemolytic anemia [J]. Blood, 2013,
121(7):1242-1244. doi: 10.1182/blood-2012-11-467209.

Hosoba S, Jaye DL, Cohen C, et al. Successful treatment of
severe immune hemolytic anemia after allogeneic stem cell
transplantation with bortezomib: report of a case and review of
literature [ J]. Transfusion, 2015, 55 (2):259-264. doi: 10.1111/
trf.12815.

[42] Carson KR, Beckwith LG, Mehta J. Successful treatment of IgM-

[43]

[44]

[45]

[46]

mediated autoimmune hemolytic anemia with bortezomib [J].
Blood, 2010, 115(4):915. doi: 10.1182/blood-2009-09-242917.
Mehta B, Mahadeo K, Zaw R, et al. Bortezomib for effective
treatment of a child with refractory autoimmune hemolytic
anemia post allogeneic hematopoietic stem cell transplant [J].
Pediatr Blood Cancer, 2014, 61 (12):2324-2325. doi: 10.1002/
pbc.25172.
Danchaivijitr P, Yared J, Rapoport AP. Successful treatment of
IgG and complement- mediated autoimmune hemolytic anemia
with bortezomib and low- dose cyclophosphamide [J]. Am J
Hematol, 2011, 86(3):331-332. doi: 10.1002/ajh.21950.
Barcellini W. Current treatment strategies in autoimmune
hemolytic disorders [J]. Expert Rev Hematol, 2015, 8 (5):681-
691. doi: 10.1586/17474086.2015.1073105.
Gomez- Almaguer D, Solano-Genesta M, Tarin-Arzaga L, et al.
Low-dose rituximab and alemtuzumab combination therapy for
patients with steroid- refractory autoimmune cytopenias [J].
Blood, 2010, 116(23):4783-4785. doi: 10.1182/blood-2010-06-
291831.

(ki H 11:2016-05-07)

(ARG X0 98)





