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B, 2,408 N RE ST = 1 2454 INE AL ik
WA EBE3 47T 20184FE 8 A 18 H ABE. 24FHT, M FH LW
BFEHFEL & 20, MR RN, KRG REY. 2
A AT H &3 227 T 24 i BS BEAS 25 1fi % 4L : HGB 89 g/L,
PLT 183x10°/L, 1A, BEAT T EMIEVIBRA , AR
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M/ R 25 445 10°/L, ABERT3 d, B35 J0HH & 375 I H B g
JRAFE i ISBRE, TC A BT R, A BE A AR (R
36.8 °C, Jik*® 112 Y/min, FEIE 20 YK /min, Ifil  110/82 mmHg
(1 mmHg=0.133 kPa) , 24 MiL45 , JLATC B G , PO AT DL HrE
SR B, A BRI LA AR Mo, O ok LS8,
MRRNZ T Al B . ABERS I KL : WBC 2.27x10°/L, ik EL 41
Jit 1.48x10°/L, HGB 72 g/L, PLT 8 x 10°/L, H 1t ki 41 j %
0.30, WA 5 0.65 , RIZRLT AN 0.008 , X2 4T 20 it 466 46F
20.1x10°%/L, IMiEE MR A4 BI12 B HIEHR , L AER
B . T ThRe FLER LG . A Shuial  fagesk
B il FRARTIRE AR DAL Yo b R Py 38 DL RH
S o WA RS CT V4 +3 ot « 6 fs oA DL o 2 5 e K
FFRRANI . R ELEE AR B0 RS W T8 XA I
W Sl bk 5 i A MR LY < v 2 A ot 0.79 , v R
R U A AR o 0.28 (GRIN A AR FRIE M BT mT Dl /b 0HH
KGR AT OB A% BT sl R A e (0% ) o 5B BH e
W B BRI A BT R I AR 5 0.520 (RBURL I I 48 A
0.100, JEAFAMNAML) , 20 & (5 0.220, K& (5 0.110, 41 & e 7]
VAR, TE A A WL S S, 4 R DL LR A it/ IVA D D
B BTG« 3 A T R (G 20 2 033, IR 41415 0.28),
RLFR A AN 3 2E ] A0 AT, 20 AR 4 A T O A
AN S 3% 22 | DR BEAT M A =, 4 B A AN A
1A o T 2 40 B A A0 9k B 40 A o 4 3 A A% AN Y
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35.72% (2945 T itk B 40 M A 56.09% ) , 3535 CD3™ ., CD2,
CD7. CD5, TCRy5. CD16™, CD56, CD57, CD45RO"",
CD45RA™ ZF fL & | ki i B, A % 35 CD4.CD8. TCRap.
PCR A5 TCRPFN TCROJE K EE HEBHM: o B & M R I 4 1 &1
PR (PNH) se R [0k . Jetafkiziy .46, XX[20].

T-20184F 10 A 8 H APUJI KA TG B BeA 740 A i it xX
YA 3BT, SR BEE BE R e R A 5, 20184F 12 21 H
EERE R A AR R
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(45 mgx3d). 20194FE2 H 1 HIfiL# #L: WBC 2.28x10°/L, #k
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JLAE 7 BB 2 R LSS I A DL, AR B 3 AR A
WL LGL > 0.5%10°/L, TCRBEHEBAYE: , Il R 2 30 LA 582
B R 2 47 5 (B = R i i MR D AT
SN EE , B 5 44 H B BE 0GR e AR 0 BR A FO R AR
AR AR B RE R AR B R AN LY A A IF Ry i
I AA I, ot fRdul , Hus Wiz 281% T-LGLL,
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