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Expression and clinical significance of bone marrow sclerostin in patients with multiple myeloma "
Wang Xiaotao, Tang Ailin, Nie Yuwei ,Liu Jian,Liu Ling

(Department of Hematology A f filiated Hospital ,Guilin Medical College ,Guilin,Guangzxi 541001 ,China)
Abstract: Objective To investigate the bone marrow supernatant expression of sclerostin in the patients with multiple myeloma
(MM) and to clarify its clinical signification. Methods The sclerostin level was quantified by using ELISA,and the gene expression
of sclerostin was determined by RT-PCR. Results

nificantly higher than (0.31£0.06)pg/mL in the control group (1=5. 67, P<C0. 01). The sclerostin level was (0. 6540.17) pg/

The sclerostin level was (0. 5440. 21) pg/mL in the MM group, which was sig-

mL in the recurrent and refractory MM group,which was significantly higher than (0.47+0.21) pg/mL in the control group and
the newly diagnosed group (z=38. 44,3. 27, P<C0. 01), RT-PCR verified that the BMMNC of most patients expressed sclerostin
gene. The expression of sclerostin in the MM group was negatively correlated with alkaline phosphatase(ALP) (r=—0.379,P=
0.005) ,and positively related with the correction blood calcium, bone loss points, serum f;-micro globulin(8,-GM) , proportion of
serum M protein and clinical International Staging System(ISS) stages. The median follow-up periods were 29(6—65) months, the
low sclerostin group had the median survival period of 48(6—65) months and the high sclerostin group had the median survival pe-
riod of 24(6—52) months, the difference between them had statistical significance (y* =12. 74, P<C0. 01). Conclusion Its level
may reflect the bone destruction,osteogenesis inhibition degree and myeloma burden,and reflect the median survival period of MM

patients to some extent.
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IDA 5 Wi b e, B 28 1R VR 97 10 A A JE AT AR 75 38 & e
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PRV 2y (34. 1418, 6) A~ H . ARSI AEBE g 30 #1 IDA
M R B R 3B 14 5, 2 16 ) s Al 15~58 4, v A4
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A0O—JEEE) X0, 02+ ML iE 45, Lh X KK T RhnifE, 2% 3
HRL6 JH BMD 4328 1 2% G i B BB AS) 4 61 (7.55%),2 %
CHBUBIRAE 2 4L LA 21 411 (39.62%6) .3 G BRBIA K T
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1.2 U255 sclerostin Fff 5B 90 28 W Bk 56 (ELISA) iR
F & (£ E R&D A |]) , Trizol i 7] (Invitroge 2 F]) , sclerostin
i B St B Ay AR S (RT-PCRO B & CE i 2 W il 5
B2 7). sclerostin F 7514 5'-TCC CCA CCA CCC CTT
TG-3", F#esI4 5'-GGT CA CGT AGC GGG TGA A-3', F Bt
KJ¥ 76 bp. W2 B 3-BEER H B8 B &0 B (GAPDHD , | i 51
¥ 5'-ACC ACA GTC CAT GCC ATC AC-3', F 5|4 5'-
TCC ACC ACC CTG TTG CTG-3', iy Bt K i 486 bp, H 3
FREEHUX (7 DG-3022) ; Fluor ChemTM8900 #E i R 1% 5 4t
(ZEE Alpha Innotech A #]) .

1.3 pRACRE HBUBBE S mL. & KP4 A
T4 5 mL bk B 40 M 43 85 W 1Y 2508 . 2 000 r/min B0
30 min, B B EVE W L& s (6 B 42 B H R) B A An i
(BMMNO) & F 55 — T a0 8 KL A

1.4 ik

1.4.1 ELISA EBKMAFRA sclerostin 7 &, 256 45 B8 ™ 4%
R G UL AT R A 3 U,

1.4.2 RT-PCR ##l4 # BMMNC sclerostin ) # ik : (1)
FRIRE A6 BMMNC; (2) Trizol — 25 ¥ #2 T4 i 24 RNA; (3)
S kG il cDNA; (4) #E 4T PCR 734, PCR [ b R 1y 25
pl, 94 CASPE 2 min I G Taq i, )5 94 CAEPE 40 s, 0Bk
1 min (GAPDH 56 C, sclerostin 60 C),72 ‘C ZEf# 1 min,
GAPDH . sclerostin 43 %]}y 35.40 NMEH, & J5 72 C4+5% 5
min, H5 pL ) PCR &1 7= Y0 7E 2 0 BN BHBE e b vl Uk 355
0.5 pg/mL EB 348 10 min, #R 5 78 5 AP R AL W%, Flu-
or ChemTM8900 K& 15 & GE 47 73 #7 .

1.5 HEit2fab B SR SPSS18. 0 4 i 54 4k B0 A4 L 3t ==
PORLL Tk s 2OR A RTRN A P LB Gl /B R R D RO
PIS L HCR T ¢ KT, T 81 3R A DG SR P TR B0 A DG B 55 AR G
(Spearman) 43 87 » A= 77430 M1 % il Kaplan-Meier ¥ 3 ] log-rank
K6 56 L A6 R K HE 0= 0. 05,
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tin K P8 T4 B4l T 25 O B R, MM 4 b 27 4

(51.9% )38 &, H B 85 L35 W sclerostin 19 7K - (0. 54 +
0.21)pg/mL B & & FXF BB 2H (0. 31 0. 06) pg/mL(t=5. 67,
P=0.00), 7£ MM 4l .5 & XEIE 1 MM B & B 48 sclerostin
JKAF-(0. 650, 17) pg/mL W] i 5 F X R ZH KX 4112 (1 MM 235
(0.4740. 21) pg/mL (1 =28.44.3. 27, P<C0. 01) ., A B3¢ H
RT-PCR # — 2 B ik K 40 MM & % & 48 BMMNC /) #
sclerostin, H A H BB 3K 19 8 2 B 2 5 0 B BT O Y AR
(D,
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Va5 2~ 8 MM B RS 2.7 S0 09 T O 2 9 B A 3,

405,610 8K M O BB B O 3 B B 3 IR O

11,12 Wit B 85 3~5 JEHE AE VA 5947 PR 240 k4 R 5 5 A 8 BB 006

1%.;9: 45 GAPDH,

B1 EBARES MM EE BMMNC & sclerostin #1 R 1%

2.2 sclerostin 1K 7 5 K 2 B A1 & Bt R
Greipp #2 {4ty MM #1540 56 2 30, ] Pearson 4 3¢ 43 7 75 i
ST BT BR TR F (B.-microglobulin, 3,-MG) | JJLEF (serum cre-
atinine, Scr) \4F % (age) . Il /N T (platelet, PLT) | L R I &
(lactic dehydrogenase, LDH) . [fi. £I. # 9 (haemoglobin, Hb) . IfiL
757 & H (seralbumin, Alb) | % ¥ #; 2 & (alkaline phospha-
tase, ALP) M & 1 1) Lk ] (R4 AU\ TgD il IgE BIBR A1) A% IE
M55 5 sclerostin {9 A 3¢ ¥k; JH Spearman # 3¢ Jr ¥ 4 #
sclerostin 55 73 2% S I IR 1SS Jr B AR M . S5 5 IR Ba-
MG AL IE 1L 85  ALP .M 25 I He ] 4 50883 3 2 A ISS 2y
M5 sclerostin ¥ 5 2 AH & (P<C0. 05) , W3 1,

x1 sclerostin 5§ MM BE E E IR KSR HIHE K& (T L)
i [ TE s 8 M(min, max) r P
I ()
B-MG(g/L)

63.0416. 29 0.142  0.309

.9842.26 0.704  0.000

2

Ser(pmol/L) 171.65+£117.57 0.236  0.088
LDH(U/L) 309. 034115, 57 0.259  0.061
ALB(g/L) 31.3444.57 —0.108 0.440
ALP(U/L) 44, 20422, 26 —0.379 0.005
PLT(10°/L) 94. 85465, 87 —0.250 0.071
Hb(g/L) 64.12410. 51 —0.256 0.064
15 1E 1ML #5 (mmol /L) 2.50+0. 45 0.369  0.007
M & 1 EL 1 (%) 0.38+0.15 0.312  0.023
MBD 2(1,3) 0.410  0.002
ISS 3(1,3) 0.486  0.000

2.3 sclerostin X 8 PO AR IR AW ST 000 BE
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(5.56%) , KRF% T 3 4FEHF 21 ] (39. 62%), K F % T 1
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sclerostin 2, FEAK sclerostin 2H A, 19 1 /& & 7F Bl 17 3 [A] 3t
14 ) A AE o L A AR 01 R 48 (6~65) . 95% CI 33, 24~
62.76; % sclerostin 21 1, 34 4] #  76 BE U5 391 18] 3L 24 4 A= 4
P AR R 24(6~52)4H ,95%CI 15.43~32.57, %4 Ka-
plan-Meier 4 17 i & 53 M BT AL 2 A 7 91 25 Rl e ik 2 38 X
(y'=12.74,P<C0.0D),
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] i B 4R 1SS Ar WA 6. ALP B2 i i A
M= A, ALP 5 sclerostin & fAH 3¢, X 5 Brunetti 285 (U #F 5%
— 2, B sclerostin A G823 30 il A 40 i f9 3% 14 AL AT dg
J& sclerostin BHIE Wnt 45 FHEMED 1~10 AL E
BEE E AR CE T 5/6, 0 B-5E 8 O HE AT . DA T BHL
0 Wt 28 055388 8%, 4000 T M BB N B Y A R R R B
Bty ik, S8 OB #it R, ALP (76 #: R,
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TR B Bk A A 530 MBD 9 & 4 . Brunetti
0% MM B S I sclerostin 5 B,-MG 1 IEAM 56 , A HF
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