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18 E 22 1 I A HIV gy 1 4R 45 3 ek &2 >

P HBEXRFRFEFERERFER F1R
EEIE BMMAG R, HIV &L
mESES R512.91;R733.72 X#ttRiRES D

1 P fE £ [ 15 ( chronic myeloid leukemia,
CML) 4l 3% 1 4 45 45 J& Ph e @K Bp YL (K 9 Al
22 KE MM TS0, e R R 81 A £(9;22)
(q34;q11), =4 BCR-ABLL fii &2 M, 23k
FRELPE I 0 I 2 PRI ( tyrosine kinase, TK) o 7
LR JeAE Ry 5 — 1R 1% IR 3 e 10 1) 391 ( tyrosine ki-
nase inhibitor, TKI) , #7287 CML 13457 A1 5
JGio 1975 4F 48k CML & 1Y 5 4F M A 17 02
34.2% ,WEFE DT LB R B, 10 AF 3K R A A7 R Tt
Z 84% . CML % By R B 5 1 3¢ A7 5 5 Je
I A 5%, 4 F 2% N i 45 ) RQ-PCR BCR-
ABL 5 S0Pl L 0 T2 SR i U B K 0 A A
W ORI R R A TKLs 25258
A B Bt R B TR AR I BT R B 1
Bl CML 225 T % Je 1697 I e Sk 4 i sk 2 58 5 19
e PR o, 95 > A1 56 STk, LA 5 I R 25 Ui X
CML & &3 HIV SR HIA R,

9 51 3 44

BEE 53 5 s eE R A i 3 42,
ZH AR 2 AT T 2017 424 H 16 H AR, B#F
3ARHT R S 2= e 2 R AR G A B G AR
(ZEMBH % 9 em) , WBC 35 x 10°/L, Hb 101 g/L,
PLT 98 x 10°/L, 2 3% Be 7B B6 40 M 2 - B 38 A 4%
JEIRBR, B R 92% , 41 % 4. T% , kB 240 fi13.3%
JAK2 BRI B, BCR/ABL p210 [, 4y £ 44 4% 74
T 46, XY, 1(9;22) (g34; ql1) [10]/46, XY
[10] 2 Wi A8 v 88 & 1 105 12 P31, Sokal P14 5
Gi R, 1 IRAG JE AT (400 me/d) 9 d J& 140
R FEZ 0. 96 x 10°/L, ek ik #% J& 7l 200 mg/d, J&
WBC —H7E 1.3 x 10°/L ~2 x 10°/L Z [a], &R
24 1 ) SR F PR W R B &2 #r BCR/ABL &2 12, #F 2016
4F 10 H#F BCR/ABL %g i 46% (1S {1 0. 38) ,BCR/
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ABL p210 W58 745 it 24,2017 4F 2 H BCR/ABL 7
i 13.82% , 4+ 0 flA% JE Al 200 mg/d, 3T 2 A~ H
B Z I AR R R A B R
fIK#,2017 4F 4 J1 15 A7 Yqib ek, 25 %
BL:WBCO.91 x 10°/L, ki 4 0. 38 x 10°/L, Hb
57 ¢/L,PLT 102 x 10° /L, f 3% hsk ik — 2208, 5k
FKBE, 192 LA 18 48 & 1 1055 I i 3 B e ™ e A
B o

AP . T 37°C, P 108 ¥X/min, R 22 ¥X/min,
BP 105/80 mmHg, #fi i3 V5 &, KGpf 22, 1598, &K &
YEo 4B IR DUIRETC s e S I o R IR A5 R
KRR . SR, A TR, AR K. IJE5E
I, XU B AT o B X FR T RAIE |, B TC R
Jo BWUNE MG B, R E K TRWE, O FE
108 YR/ min, 3 55, £ H§ T 12 X A [ K g 38k 2y
o MEVIR, ORI M kR, IR K &, Mur-
phy fiE(-) , B X TCHI i , g & 1B 5, B R oK
Jif, L7 LK T R R H R ERAE (<) o AN s [A]
IR .

IR A . 1ML H AL : WBC 0. 66 x 10°/L, Hh ki
0 0. 42 x 10°/L, #k B 40 ffg 0. 19 x 10°/L, Hb
53.0 g/L, PLT 117. 0 x 10°/L, & Ifi fit§ J& B+ [
14.8 s LA H I 6. 91 g/ L, 1l A6 30 435 1 135 g oy
] 50.0 s,D-D “ AR 1.17 ng/mL, LI A
fiti 361 U/L, #B1 C J2 Wi 86 11 187. 3 mg/L, [545 2 5
0. 24 ng/mL, AST 42 U/L, TP 72. 2 g/L, ALB
35.3 g/L, GLO 36. 7 g/L, TBil 18. 8 wmol/L, DBil
7.8 wmol/L, AKP 340 U/L, v-GT 181 U/L, Na®
133.5 mmol/L,Cl" 94. 4 mmol/L, 4> K WL i 5 % .
EB Jpi 7 DNA (SME LN ) <500 #5 D1/mlL,
E 4 (DNA) < Fe Rk PR, O 58 Je vk B2
<20 ng/mL, fEYLFAG A HIV Bk Al (i
156 28 W B 56 ) PR T HIV 3R DA 56 (52 B 5
R0 ) BAE , 2R EPTIR PN DT R 2 05 i 1A
YOI, s Ew . KigeE k. 6
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Ko GM S8 B . A1 LAk A 4325 . 6 T k2
4L (CD3 " CD197) (#) 96 A~/ L, i B ik [ 410 iy
(CD3-CD19 + ) (#)17 A~/ pL, T 481/ S T ki
AL (CD3 + CD4 +)0.45% , i/ A EE v T Bk
0l (CD3 + CD8 +)57.67% , Ml CT: XLifivk 18
PEEE SIS, 2 R e PR AR, i I A A s A il
BRGNS NG 5 22 Il BOFE S5 3 b s DA PR bk L 445 3
2K D DA R I i AR BUE S NS
LI P IRAE 45 vT 6 5 Z2 05 L R4S & FF 5k
B RE AN A - B A T G, G =49% ,E =8%
G/E =6.13: 1805 L FIREIE Mk 4 A 4% B
B LB 1E 5 B v, TR SR DL i S . 41 &R LAl
TRAK , ABE AN ZD 4B 0 B, TR AR W B 5%, B
LT ANMIE 25 R /INA DL BH 5 5 o A XL 4 G L 9 A
A, Y AR AR . 4 R R DL E A, 1Ml
B, RES W, B . = RWAWMEHES, HS
A R TR B R AN M R A R B A e ek AR
(40% ) , Rl e R, kL & DL & LT B B 4 ik
F AR, 4 R AR KB EAZ AN, Ik B 4 AR L
B AR EERAGEERR, IEE GRS &,
7. CD34 + CD117 + HLADR + 85 £ JFU A 40 |5 4
TBAAZ AN 0. 78% , LU M4 ey , v P s 4 A Lt f51] i
1%, DAL e B Bt 4 it Sk 3=, JHC Al 0 Bz 400 i 20 D
WETR MR AR 5 A AX A A 11, 55% , LY 45 BH &k
iven , B bk EL 40 Bf LA B B B bR EL AR I 32, R L
B SR 2 AE B IR E A0 M. A A% 0 40 i EL 51 B
&5 . BCR/ABL ‘£ 4% 23.54%

ZRA LRI KRR 5, % B E 2 Wk : OCML 43
TR AR I 18] BBl % ; @35 . A Be b TR
BTRAELW I &R RS M LB R Pk
gu IR JE iR T B BT &, SR th 5 b
SEIRYT , R LA AL 7 200 it 5 7 8 PR - 55 X
THEAYT, BE R S 36 ~37°C, 1 AR
NH G @ W45 R e S B B O . WBC
0.58 x 10°/L, H Mk 40 g 0. 39 x 10° /L, bk % 40 g
0.17 x10°/L,Hb 60 ¢/L,PLT 121 x 10°/L, H /5
9d BE TR RT 9 WEI R

i

CML 2 — iy o 1 B PR, AR 9 i PR K,
[ /SR Lo N | B R O | O 9
( CML-chronic phase, CML-CP) & £/ = 7 fK#,
2T RS TR R, H LA i B 3
TRAE. AT B, % A 20 x 10°/L, /]

>
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K100 x 10°/L LA b, It F e 1 e 40 i Sk 25 08 2
2001 AFEJF 4R AY— 10 2% 44 [ B L3R R STIS71 B L
(international randomized study of interferon and
STIS71,IRIS) FFEIESE 1A B JEAHXS T 4L R
BrPHE L E Ry CML-CP B9AT R4 1, 58 2200 T HE W%
Jz i ( complete cytogenetic response, CCyR ) 5 [fil 3¢
I RS HRE > 1 000 ng/mL A7 5C, LAk, =ik
B A By Je AT LhgE s 32 25 )5 O (major
molecular response , MMR ) F11 JG = {4 4= 7 ( event-free
survival ,EFS) ") TRIS B5Y 8 4E R 45 £ W T
BrJe 4 EFS 0 81% , ok FeLEAF A 92% , MMR
HH86% . FILHFIR IR, CML-CP ¥ %3897 K
TKI, #7457 8 3 535 g 400 mg, 1 ¥%c/d™

TKI BYA Ry 32 2247 B g il L 292 Sk
KATRAUKANAET Ik TKI fE# i BCR-ABLI (1)
[T B, A0 3 2l 2 DR, (A 3k o e R A 512
BRF P ARERRE ) L 35% ~45% (1 R AN
(AP R JE YA 97 4 B e oy 4 ek 21
TR A AR CCyR K88 ey 1 5 1F Jie , g 7 101 F
fili ERF AR TKIs 225 1) 19 0 00 0 e g 9904
BB T ARAFEAF BT A 35 1 [ R 255 6 I I 4%
( National Comprehensive Cancer Network , NCCN) 1]
T X T2 o R PR A0 s 1 R R
PO e, E R PR A% > 1.5 x 10°/L,,

AR T RRAMA , W12 CML 3 (86 TR 3 71
M fifd ( myeloid-derived suppressor cells, MDSCs) i 2
Wz AR R S5 , MDSCs Rl [ 2 IE# K7
MDSCs HA Ml S, al AWl T 205 0 14 5l
FGsH . CML B fE 912 CD4 + T jik B 41 g
B, T CD8 + T bk U 40 i R UL WY S8 s /b, Bt O
e, CD4 + T kI A AR SR 82 M1%, {H CD8 +
T KL A 2 R . Legros 251 ik U
B2 P T JE g T, CMIL BB 3 B 7k 28 400 i 265 1 sk
/> {5 CD4/CD8 {1 LU R AR FRAE

S IEAFE R BRA 2 A 1E (acquired im-
mune deficiency syndrome, AIDS) [1%) & F, & i1 A&
o %% Gk [ 7% 28 ( human immune deficiency virus,
HIV) 5118 AL g i . A 32 2 2 4 i | it
TSR B MG RE AR YR BRI I R IS IR ™
B f HIV G (1) 4 0 B2 40 S 2 M 3 TS E R Al
JEi . CD4 + T bk I 4 A2 HIV S i F 2211
BEANAEL, HIV SR ARG, B CD4 + T ik 41 g
HATYENE /D, CD4 +/CD8 + T ik [ 4 g b {8 5] 2 B0
G, 31X 55 A1) 1B 2 U U 240 T A A 4 R — B
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AIDS B 040 e B DI RESZ 40 , B I 45 P ™ HL AL
SRR RN | F5cw DL AR B2 1 JER e 2 it 7 1~ 1
Jili 58, s A 2 30 Ay WP W2 R) X 2 o e, £ R 3 T
0% B Fe) , M X 2 4G A vl UL XU MR 1] 46 G 5k
15 P PR 485 1 A [B) B 92 30, il CT g 7 Uil =6 3%
BRI X 5% B I R R A — B 4k
ZHCHE TR A L e = 30 R] S 0 e A BB TR
BB N B S SO D & B, R T i B 1 3%
FREERT ARG T ERESRBTIG , R T sk
I3 AT AT B 2 A A, WP B8 = A iy e/
it e 2L 2 G A 6 O A il 0 B P 0 G TR AR, R
R & 5 Tt e S WE AT 7 It - TR 4, S T st ik
AR, AIDS S5 Y I 3R 48 A 3k b 3 A i As
— 7T T HIV B 5 I K 0025 Tl 2 1 8 e 5%
SRR S — 7 R 25 IR T L A HIV
PP R ,63.2% F — R0 L R LA b, 32
L LN Dk 2 AT H - 6 240 i ik 2 43 531 15 59. 6%
12.1% F121.6% "%

212 R CML, H BCR/ABL FAYE , JAY7F &
PEPF R JE (400 mg/d) o AXVFFERIBYT S ~10 d J5 1
Y MR TR, S B e A 200 mg/d, fRE AR
2 A A) AR HE LE R 7 vk W, 2 R PR A AR 9 B 8 e
W B SO R RO, 3K R T SR 1 — i i PRI HE o
FRE AR BE 230 A Hh PR s 40 A /D, 4 0 0T B
T LB e B B8 R G B I, R REHERR B HIV
YL el — A E o

AR CML F1 AIDS #3725 B T bk EL 20 e )
W/ BRI AIDS H35 1) CD4 +/CD8 + T bk B 24 Jifg
FAERI X S5 A {5 A8 5 U0 28 240 i 0 3 A 46 SR A
— B, HRE ORI I DR RE PR VAT, XU 5 A G
Rz 327 P 5 mT HE B R o 17T AR LR B
PR AVR 22 AR R Wit S B RS 7 1 A s 3 B A
AR Ko HIV AR i 30 56 FH 44 A1 HIV #h 7832056 FH
PESFF A AIDS B IR R R,

AIDS B35 i Tl e thgesz i, & IF & 45
PR AL S B R R . RS A SRR B A HIV
PR BB 3 K BT % s B iRy T A b i B E HIV
AHOCVE IV 22 g8 % Ve g, ) CML, 3K 58 H
L JE R I i S; O B IR 7 AT AR il 0e 17 O 28 K AR
FHAEAa" . CML &3 AIDS W +4» 55 0L, s fr
FEIN 1 e 2 ek D ) BRAEE TECR 2 iR T
FIRIFE R o A 0H BEohr 20 it e = (36 97 T D) ik 4 7
B PEBURGIATT , AR MERH 11 B Ge iy 1 Je | [ et
FELR T AIDS IR YT, T LA KB 2 W o R 9 =
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KEL, 456100, CML 8367 o B il A

AE 24 1 R A A e B i PR BN B % B8 5 91 HAth

P T AE o AR B A PR A0 s [R5 A 3

IR  BAEPURGSIRST A R 56 B 1l FH AR 5 JE A

PG SRARTE LG YA YT BB o o TP R 4 i

Fs /D BRI B JE , 3 Mok 2 T

> 1.5 10°/L o 7 H 30 o il 5 5 SO0 1 56 08
I, n DR JC A8 3R T, B A R I e
PR TE B
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