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Research progress in clinical and immunophenotypic
prognostic factors of multiple myeloma
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(Department of Hematology, First Afliated Hospital of Harbin Medical University, Harbin 150001, China)

Abstract Multiple myeloma (MM) is a type of B cell malignant tumor caused by the proliferation of abnormal monoclonal
plasma cells secreting monoclonal immunoglobulin. The clinical manifestations include anemia, multiple bone
destruction, renal damage, and so on. The current pathogenesis of the disease is still unclear. Clinical indicators
such as C-reactive protein, lactate dehydrogenase, 2-microglobulin, and creatinine all affect the prognosis of MM
patients. Immunophenotypes such as CD56, CD28, CD200 and other specific immunophenotypes have also been
identified as associated with prognosis.
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1 KR EEMEREERER

1.1 £

MM & — R v 8 A 0 0 M o o e 1 R
Wi WARED, AER <65 | R ALY I
A AR 2~ 34, AR NS~64F . BRI
B RBLBE 2 TS B9 A FIRRE o 3 0] fg S ok & 4R
FEE U HEA T MM I PR 9 22 i 2 J e o ™ B 1 it
TN 32 MR 2E o

1.2 REK S

¥ H G 5 i (aspartate aminotransferase, AST)
FE MO HFESEH S G, YA N H 2%
PR, 200 5T N R ASTREICA ML, SCfl 1l 17 Wk B
B TEMMERFE P, ASTRY IR K 2 8 & F 46
RS0 . 2T 58 YRR . MM 14 D) fE 5
WRAFSIER, FFRASTHRBUG ITEE 2, &
SRILVE T INAST A 2 Z A Z N R g, BT
o D0 5 FARE B, 4T3 AT LA Ay T MM 2
KT 0 E B AR o

1.3 IR S

L2 B = i (lactate dehydrogenase, LDH)/&
— RO, LT A AE T LR T 22U 20 i
JR P, AR A S i R AR L R
0 BT B A5 R U A A5 400 i 3 T e o
i, LDHZ AR TR . Kiba %50 4444
MM R AT T — B Bl B AT 5T, & BELDH X &
WA AR B A M U5 M B . LDHIY & 5 MMA&
B AR A RA G 125 —T & 9964
TR g i Seit i & B LDHAL
i W RAR T B & D A M R Y, HAEAE R
BEMTIELDHA . 2 Wi LDHI & & 9 E
A7 A A S 0 FI0I A - A R-TS S [ B T 20 S A
et

1.4 B,- MIKER

ﬁz—ﬁ/ﬁi}?%E{(ﬁz—microglobulin, BZ-MG)i%
EMMEF i — A RBUSHER. ER2&H1007
SRR TR AH N AR BR AL 2 K, S N B i B s
(human leukocyte antigen, HLA) B —# 7. B,-MG
HE DO B T TS, R — R
SR MR EY . B,-MGRYVEHIHLE AT g 2
— 725 e R, 38 PR 2R el sl A AL
il 5 DI BETER,-MGH K, FEMFEHLA- 162 %
B 5 — 05 T B,-MGAE V22 g v sz e ik 933 472 e

. Tian%5 P i Xt 1 14 B MM R 1L P B,-MGHY
AT B TR BEAMR I B MM R
ML B,-MGHVE BE B iy, R /K F-B,-MG UMM A 4
A, HEREE R K B B,-MGAL S IE# 4
Ho, BFEERRE S I B,-MG ] E i B
ZWIMMP A T8 bR, B B FE PG G, Hoin
T B,-MGHY Kt 2 B 3 Tt

1.6 CREEH

C i 8 H (C-reactive protein, CRP)J& R JE Fll
HAR I BUEAR S, BA ST MHFER IS, B
SOV ER AR R AR E . Yang UG K
. CRPOR B HEJE 4 L 5 2 k97 25 Wi 5 i B
0N T, OB RE T AN M W 2 A R
(IL)-6, ATy B 90 B2 AL A1 1) 4 B 0 1= f 4
JT V20 M 53 WA BT 22 [ CRP, It Ah, CRPXFE
A A MR, CRP S B R 40 M 1 Y
CD32/FcyRIIZE &, it p3822 24 1% 1L 2 1 P
(mitogen—activated protein kinase, MAPK) T 55 K]
T Twistiih TR 5, A 255 B 40 0 7 AR v i
PRI, s T ITE CRP 1Y &5 E e 22
Bk 22 A SR ARG ke ah AR 45 U S i g LR
7. MM F LTI CRPKF B FEAE, H#/RCRP
HREWEAAIE, CRPA]HEME A B3 HUR /K]
Wrig bRz —.

1.6 HMIPEERE

MM HEB 223 B[R] R B A o ol I PR
A ARTE L i AR . — AL 10944
MM H # B I P 6 R AN E I Zh g 45 SR i i o &
. Bl MMUE ARSI E R, MM S Y S R
BN ; BEEMMITE 2, EEiIiaEE T Ik
o PG, BE DI RE S B MM A A KO A
ﬁ%(venous thromboembolism, VTE) A XL 284 1
[ RS, AR EIE YT J7 286 MM R 35 # J O #4221 7
I AHIE . A RGE R s AL Y R
H(NEE KR MVTER EFR 1%~2%, &
92 VA7 7R (AR IR B2 Jig ) B — I 7 IR AE R 12 I VTE & A=
BB 3% ~49% , YR 00 5 K B B S
FRITARES G, XEVTER AR A n, &
AT [ i826% . L, W20 MM R A 1Y Ak I 3
A 30 53 10 2 56 2 45 1 OBl 5 R R OB R

1.7 MmiERLHIIER C
I 25 C (cystatin C, Cys-C)J&—FP 2 Bt & iR
BEERMER, EAET ARSI, H
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JHE SV BRIV Cys-CHY ME— 88 B o W1 K MME &
WOt R EEEAR 4, I Cys-CE— A4 W fig
BB DI RER TR bR, XGPS A R ASE. BFRUOk
M. MLTE Cys-Coe MMl 7 I FUS AR5 Y, 1T
Cys-CKF-3d0 Sz e fif 98 47 fiif I 2 m MM U o [+]
I, Terpos%[m;(ﬂggﬁf%: B G TR AN M B ER A
Cys-CHEPN, it 7 a2 m &4, JL-Fr
1SS TITI AR 3 0 01 v B M 2 A 1Y Cys-CHE
Bigbwr, M EMMMEE Cys-CIHE &, HAEN
FHI A KIBIT G, Cys-CREMRBE— 4 T
Cys-CHE S M- B8 51 A I LR

1.8 MR ZERE / HE AL (E

rh P R 4 /9 L 4 LG B (neutrophil-
lymphocyte ratio, NLR)%%EE%%#E?E?, H
PO A 3 U0 B AL A 9 98 0 B2 1o 38 0m T 9k T2 4 g
A S A BT VR 055 o MR 2 M3 22 ] D AR
43 WA T AL R, B i A N R AR R
T 0 328 Job 9 2 R o 9k L 48 B 9 20 B N Oy 5 9
JUE AR BEAHOC, I L e IR b 40 A Yt
bR A G, T B G L AR, HINLR
B IE W Z RO MR A B &R . T —
TGN S §944 #32 DLW #Ac oK by B it i MMLER 2 1) T
FEUIRW] . NLRIFE 5 R p2-MGHI K, FiALFINLR
S R A A7 Y R B i Wongrakpanichi‘f'%[w]ﬁﬁ?{
KB MMEH P NLRAMNLRAAM L, 1
AR s R T SE R T, NLRIEEMME & B
A A ST B A ST T B

1.9 MFHFEEEILE

1ML 37 Ui 25 4% 5% 1 & Kappa(x) MlLambda(}) P
Flr, AR FE /AP FE 4 (serum free light chain ratio,
sFLCR), 4sFLCREUE I i 5 i), WA P52
S« O 5% . sSELCREUE AR AR MM AR 1
EREERAY LG AURINAY IR AR Y 22 R
2 A TR R A, IR R B TIREAN 4.
TE 3 SCR WY 114 54 3 J 3 A BR 2R 1 INLAE (monoclonal
gammopathyof undetermined significance, MGUS) .
E JH 7B 578 (smoldering multiple myeloma, SMM)
BF T, sFLCRIVAEHEA T M K TR #F 8 B B
ATREMEEEOR, HATIRTR YT AN [F]9E Bl AY sFLCRX A
HHEFBGME AR KEREY, —a 54490
F2 MM & BT R 66%AY B B
S W sFLCR, SsFLCRIEFAIML, HATZEM
%:}ﬂ:%ﬁiﬁ,ﬂ;ﬁ(progression-free survival, PFS)%[]E'\EE
ﬁ,ﬂ;ﬂ(overall survival, OS), HsFLCREUH IE 7 2 T

IS8 SRINECINVA S

2 REREMEERZE

2.1 CD45

CD4SH —REWAHML . 77 FEBE KD EK
EAHAN, ITZRETHYEER, LML
SRS S T, CD4ASHURTE R/ MM i ¥
Y L PHME RS, R RN IR S AN Ak T 4 i
AL B R B TriyamaZE CURFSY FR B IL-6
prsiBuE g g NSNS R 2 U/ R A I
i A= K R 16 0 % 8 DX 7 O i 005 5 RS 4 e
fCD4SIHMEFR B (CD45Y) . BRI R B LATHE:
e K FEEIGIT T ZIMME %, CD4sHER X
JEEBREPESHIOSI ML AR N, XAl REZEH N
CD4SIIIG 5K AR RN A XK, e
W CD45 B R 3k A [\ 15 vl 685 A 8] 3R )7 7
EF DR

2.2 CD56

CD S 6 — T 5 i i 26 555 v 40 A 5 4 il 2 (7]
FH Lk BRF 0 1 22 21 B 6 BFE 43 7 (neural cell adhesion
molecule, NCAM), HFEALE H IR M (natural
killer cell, NK)ZFRIHFIL, X Fh#H 240 M R F >+
55 MM 2 A - 5 R T 4 B 0 A B A OG, X
MM B4 77 35 28 G BB TE 3 40 M £ S o
Al AN FKILCDS6, (HAEMME#H HhRIKEZ I,
Skerget%[mﬁ’*ﬁT 11045 i #6988 8 & CDS6FHYERY
RiKFNT71% ., FHEIEEKW: CDS6HY MR
(CDS6) S Ho v H 5 1% ME v RE S BMML AR A e e fA
t(14;16) A R g5 R, BiEJEH T CDs6 Rkl
155 B A o THE A MG ER T, Itk MM AT
e ST Bt 1 FLE SME 4R 0 ] REE T

2.3 CD117

CD 1172 — 7l F c-Kit i 48 J55 DX 25 5 1) i 22 R L
fZREH, ZREATHAMAM, EH KA
AFEE, LEMMT, CD1175 T4fig[H ¥ (stem cell
factor, SCE)Z5iG W a5 Mk, HahRMT
Y B 4 358 58 R G R Y PanZE S KWL CD117
FHME R (CD117) 5SMMBEH T KK OSH X,
Hepri7#f &, B MERE /K P B & T
CD117/AME(CD117 ) . WangZ: PO BFSE IR
KILCD117 1 = R K& R KPES Y Il 7 Bl J5 L &K
A — S S AE e A R, MR e I e S DU R L
¥, HCD117 BEMEL, CD117 B E MG TSR
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%, MateoEPHE S T2 % MR T AT A A
TAaEEEIMMEE, 4R E/R, 5CD117 &
HHIL, cD117" &4 B EAKA OSFIPES.,
(AR A, K W ke 5r P %W . CDs6
FHPER AR 5 CD117HMRIE R R IEMHC, HWE
PR A I /R W 5 fe 22 0 3 T e R AR AR Y
UG FI A A7 4, CD 11740 )5 RE 75 4F 1
MM B F G UG B 6 b A it — 2 Ao .

2.4 NEBHMHE -DR

AEH A MEPRE-DR(human leukocyte antigen-
DR, HLA-DR)/Z £ ZEHLMENE A Y (major
histocompatibility complex, MHC)IIZEHT 5 Z % 1Y
BB, HE i 7 QR H ORCE PR S gl i LR A A a
S5 R B L2 17 S IR AR . HLAJE DA 2 iy 4% Fil
B ) R A R ) R R R A R, BB LA
5 NARGRE RGN RE % VIA ¢ . R HLA-IT5E
PA i i O HL A-D R i 85 5 H0 BLAE 5 10 200 i R B bk
CL 20 A ry A M S |, mTREA B T 18 9% RGEIR
o0 R g < iR A Wang%”o]ﬁ%ﬁé\%ﬁlagSOﬁﬂ
MM E P 5T & B : HLA-DRIHEEMMEH OS
MIPESHY AN % . HLA-DRAJ RE 2 8 y7 1 40Uk rp
A7 (8 BT B TS A S

2.5 CD28

CD28%r T H12 5544 kD £ Jik &% 20 1 1 ) I —
Bk, EWFEMMBALIECD28, 340 MR M
Iy 1AL BN M W] F ik CcD28, bR 4 M | 2 ik
HCD28 5 Hit fkCD80/CD 864k & & fifi ‘B 6 v i
20 B AR A 398 B O B, e A K i e P gRE 9 o 0k
JEB ) LeoneZE G I T CD287E B 4640 Ml | i %
ik, KIMMMEHHCD28% ik ¥ 5 TMGUSH
H, RUICD28 5 F e A OC . TE K HMBH W &
T T8 20 JH R R 2R 40 i 2 1] i C D2 8 5 LT 44 A
a4, TiESE R AL AT T,

2.6 CD200

CD200 & AEERE H I AELB R G R R, |
P F YR 3q12 B 3 B i i, HAE B 58 41 A ik
EL 40t e B Gk o R T IE W 4181 Rk b,
CD200H. 8% {1 BH 7 S {488 1M W 22 S W kg, an
SVEFA R . SRR AN o . R 3K
20 i o R S R R 6k P, D200 —Ff L
AP T Re M B 1, ) 5 AZ R CD200R

A EAERS S50 MEfE S TERE., FEif
I, $k = CD2007% 5 ] fEff CD20041 5 1) 4 ffd B 14
T 40 i G 3 IO 245 9 0V P G0 cD200 B
K 2 22 ol 9 ) 55 0 Y iR R AR v R AR A T
Je A B Sy SR e AR

3 RITERATIHE

MM i FH AT 2% 1 38 A 5 Sk R T R B
SRR, FHTAY SR I — b G IR A R0 bR
Bl o AR GLIRTT T RAEATT « SBEIEY R An ok
TR JBE Wiz . 2 P AR S 0 A 0 i A A oK) IR T
T RENAER, DHR, PICD38H T
PO B AE T MMAL LAY 7 58, HLHL A
45 5 MM 4 I 3R I w5 3 2k 1 5 IR SR C D 38
Gy, AMA SV 20 i 5E A JH (complement-
dependent cytotoxicity, CDC). BUARARAS P 41 it 25
£ H (antibody-dependent cell-mediated cytotoxicity,
ADCC) LL Kot 4R #0240 i A S 19 A i AR
(antibody-dependent cellular phagocytosis, ADCP)
S 22 AR AL T35 5 i 960 20 L £ PR s 8
FIHITA B A LB BOIR 2 2 TR BB AR5 58 [H 12
2 it W B A B R Hh AL D N PR R I AR B
RN . PLCD38 L sE B HT MR T $1 i & A M/ M i
PEMM B 22 fif 52, W] 5l GTM M BE A G % 5 6] 36 7
G,

4 45iE

MM —2H 5 PR, H s Ok T 2 il fil
AR E, f8M A B2-MG, LDHM A SR,
AN, P AN I PR 5 IR S S i . NLRSF .
8 1ML 1) fig 7 5 S B IR A AT e X B BE R TS AR
M (F1), MMBEHE BMIGIRAEAFB2ZHER, &
Ak R B E B A A S, A2
A A B R 2R R IO R AR IS B4R I
FHIUN . SRR e K MM TR B AR A
FEE L, REFR THRIT T, WHicD3s
By BB AR B N s T MM AE R, (]
MMA & —Fh TR AR . AR TIHRZ
M RE R R S MM TS A C M, T S LU R 5
R T 1A S A R B R O A AR L R 2 R v e . B
X MM UG AR ) AN B 58 3%, MMEER 3 S50 BB
K HI B R A fE R KA,
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Table 1 Evaluation of prognostic indicators in patients with multiple myeloma
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A1k
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Cys-C Cys-CEUEIE K, HHUEA RAHK BN
iR

ISR BRI FRUEIE R, 5B A RAHK B
RIEH T

CRP CRPEUEHI R, ST RAHKE BN
MR E
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