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[FEZEHES] R593.2 [ #EkARiIRAS ]

JR %% 1k T M 28 5 4iF (primary sjégren syndrome,
PSS) 2 Wi KR e e BH B, il B R Z N HREH R
Gt ARGk K E BE A AR AR O 0L, B AT E N G 56
SCHRIRIE - [ AN TE JR B> . PSS 4k & B AT 44k H
i E X R B & e v B 86 4 4 4k (autoimmune my-
elofibrosis, AIMF) , H §ij X} 1% ik 1IN A R . 5 8 i
PR B A 200 R I A IR B 5 1R 02 kIR R
SRYEAl . UK DU 1 K 2 AR B B IR Y 1 ) AIME
(4995 9 HR B I F
1 IERER

BE LA B A2 G Z ) 5 AN ARTT 2017
9 H 3 HAMETEERMBANE. BHEABEHT 5
A TCH BRI Z T, Sk B IR AL, Y
P BE A% 1ML 5 FLR = R F L O E— 2512 3R A I Y
Bl BEAENG S CHREIE . ABHEE IR A iy IR AE S L 2T
I O i DG R 5K JEL 4G F g o O U ol T i B, S
By R A . I 21 & 11 (Hb) 39 g/L, 141 it (WBC)
2.07X10° /L, M /MR (PLT) 17 X 107 /L, W 41 21 41 g
#iXH{E 0. 086 2X10° /L, 5 oy« FLER B A g (LDH)
625 U/L, N2 IR 2 55 F il (ALT) | K 4 &R 2 5t
R G (AST) | JR 2 (Urea) , ILEF (Cr) 7E 1E & 7 [ .
SR BRE R /NT 58. 3% Bk 1 690 ng/mL, JRE
F: B 10 4~/ WBC 250 4~ /L, JREH 0.7 g/L.
JAK2V617] MPLR.CALR B s 48 B, B85 1%
R A AR B B R 4420 40 R i 26 %6, R LS
RIE 000, B R 0E K . B R 15 I 20 A RS A o AT, R
A HBE 45 4 b (MEF-2) . % 9% & R 2 %0 CD20" 8§
CD3" .CD5 " /N L 4i g K CD138™ 3 4if iy 1Y 7E 1k /)N
YEVE A . 8RN . B TR R M BE A ik 2
90 %47 7E JAK2V617] . MPLR.CALR 2 — ) % [ 2%
A RIS G R R R R R AT 4E 112 WK 4 A
JE 5 1 — 25 58 35 B SR N P 43 6 R O A A 44 [
P HEBR S F N oy b B2 B0 A 4R 1L, 5
PEFFE AR R I R PUAE PR CANADT = 1 000 JiikL
RIRZA- A 41 SSA PUiK +, 1 SSB ik £, 2 XUE
T 47, 2 TU/mL, #p & C3 0. 257 g/L, #p & C4 <
0.016 7 g/L.Coomb's X 46 FHPE . 0 4E 0 25 FHAE .
WA R T 29 4 cm, 2 W PSS, AIMF, F 9
A 6 HIFUG T LAHBZER AN 15 mg/d, 3L 8 d, & 2 i &

YEB B A 2505 (1988 —) A1 B B2 I, A+ » 32 B M oo UM SC35 RWF5E

C

SR S
610000;2. v )1 K 5240 & 2 KB % & A, s Af 610000)

[XEHRS] 1671-8348(2019)01-076-02
#:Hb 55 g/L,WBC 4.41X10°/L,PLT 10X 10°/L;
9 H 12 H A H 8% i S 5 E B TR 5 9
J 17 HFLLRJER 30 mg BK 2 .34 d. J5 FHK
PRJER e 7™ PR R4 PR 9 A 22 HOm A v % 55 )
1 mg/d%BE M HiliAIr:10 A 8 HE & ifL % M. Hb 78
g/L.WBC 2.3X10°/L.PLT 24X 10°/L;10 A 9 H#
ARGE o % B — 2 23R, ARG 2 Wi PSS,
AIMF., 7LIHKJE Je 80 mg/d 697 I & W sl &= . 45
FRVE 2 5 H] L i A 27 % Wy 750 mg BER 2 IRIRYT .
10 A 26 HEA M B . Hb 72 ¢/L,WBC 5. 78 X10°/
L,PLT 65X 10" /L. 15 4 4% B . e e 4k 2k 0 Rk
W Je M T B 32 2 W e R Y L 112 .11 A 25 HE
oM % B . Hb 118 g/L, WBC 11. 27 X 10°/L, PLT
168 X107 /L, i 1 F-Fat .
2 W i

B 35 M S0 A O TR &R 48 SR e KU e g
BRI BN H L DL R GBI K PSS el
UL 22 DRI R A A T X6 A TR) 2R 3] . 20 B 6 5 B
U B R — R 2 R Al > A
BB M RE S G O, H 1983 4F [E Ah SCHR IR
RGO PRI L H R AL Ok, [ A
ANRAGHE R G BRI PSS 2 KU 6T
RO RMENLR A BB R AR R &
TR A0 RS R MR AR HEOIR IR 2 3 4k & B B8 21 4 1k 1 3
G EB AR DB 2 A SR NP B L 2k
KA F .Coomb’s i %) 1M A fE B i i2 W7 Wf — 2 A1
I B 38 Tk 05 AR5 0 T mT 4k & B B £F 4 Ak i B
%, 1994 42 PAQUETTE % £ X b i B 4 o7 W 42
H AIMF M & 8 How SO TE B B e g M B s 1L &%
I By 0 5 P 5 T B R E SR b b P Ak 1 B B AT 4k
fb. th FJa & & LB, 2003 42 PULLARKAT
UG R B B R 5E IR T Ak kB 2T 4
fbE XK E % AIME(PAIME) , 338 T — R 51 44
AGRHE AR AR E S DB IEAFTE—E WAL
PIIERMR B T ZIAA] . T X4 PAIMF, 2014 4
VERGARA-LLURI 2097 2 4o 0 56 12 Wi 3 — #h A
B BB N 0T 4k & 1 8 45 4 b SO R Oy 4k
KM AIMF (SAIMF) , £ it , AIMF # & 4143 4 bk
AP, SCHRAR At 2 D)k g kATt .
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Jo (MPND [ 1 B 72, 32995 76 8 11 20 i K- A7 7 5
[ S0, SCHRRIE 80 % A & 3F JAK2V617] ,CALR
ot MPLR 5P 2878 L Il IR 2% 1 22 3¢ 80 by 6k 344 K 4b
JE I R S B 4 21 &y ok 40 L 3R 9 b DABE SR AR A A
Ml A= R (EPO) (U0 BE e Je LA S 55 A 8 i1 248 A %
MR RN, AIME A 45 i J5 R 92 1 S Al B 2
AT I G VK A o 2T 2 A R T 3 3 R Sk A
T AR K BB R R P g AE , LR A1 A I — A A7 AE
LRGN L, A 55 4] 5 SR 4R GE £ A (H il R
= Hudrut ek 22 rpos [P 2 B AIME B 4 24 1L
RG50S B 2T 4 1L AN e 5 38 A7 7E H At 4y S
DI PR B 5 6y =25 A A 500 o TG AT SRR AR R . I IR
BRI A SRR B AR BN E A & e MR A A R S
%R 5 R BE AT A TR L 3 R TR YT ALY
FER SR IT 7 AR

AIMF 1 & 9 AL AS B 5 KB 43 %k FL ML | i) F 58
PO F J R B S AT A Ak R I 5 . R R T B
LR YAk B AT S bR 3 R SRR | 41 AL 2R R R
NN T S A A R A R i T AIMF ok
R IR TR 240 35t A 2 5 14 0 LRI A BIF 5 R
B TP Tk 28 HRE AR P 40 R T K I e L R
L PR X B RN b4 K -3 (TGF-
B) K P Wy TR 4 A0 A I BRAZ 40 e . CDA T T 20 fifg
KRR EMEAE TS5 0w EiR
SAE T S 15 A7 7E FoAth 2 0E B 7 5 38 5 B IR A
MIWFFE . 2T A B B 0 Pk B A Sk
REBELT A4 2 15 A7 AE FE IR 58 R 5 B 4 M 35t % 2
SEEIG DU 1 W 2 — 2T

WAL XHZR YT ARSI - (D X F AN E I =
A TREMER, Y E BRI S R g, FEY
JERAELE AIMF A] R R R 7E B 3 B A B e v
P 1 6 AR T B HE B 2006 1T R L AR R AR B 4
MIEITEE ML, (2) B 5y 1 52 9 JE il 19 £8 8 47 A6 1l
W ARG B 75 % 510t 408 Bk v AE b et 3R
it 2 02 i T s R 2R T B0E B I 2 A 2 0 T K
T AUk KB R LT AR AL O T SR X 5L 58 3 RE T A
AT (OARBER X R A B EZ B BRIEYT
S R H RSN E L H RS R AR 58 ek B L AT
Tk S BRI K 2 X TR T RO B A R AR ) R
PP — 2, 55 AR 2 BT I A D) B 28
38 HAT — 58 W7 8% 4 DA 38 2 28 0L 3 X R A
I7ROR RAE R AT 25 08 FRIBIT &
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