Journal of Chinese Oncology,2015,Vol.21,No.4

ST RCASEE R 90a S TEfERTIAR
T RS R R T T RIS

WEFE,ET K EFER,E OF,RKEW,N O# L Rk HKEH
(JbF K225 —E B, bR 100034)

A OE LA ] TR Na®T pRic 2R 8 8 11 90ac B TE BEDT A, T 5 75 e 5 JRA i 988 />
BRURE 2L £ £ 1) 0 A1 DL BORURS S Be 7 RICR . [ 1 ] R se 8 900 B B L1 B9 T S 4 1T
PRICR A T IR REAT o bRic B 28 R 1 K T 5 31 UST 4N B fer 8 /)y BRUSE B 1A Py 7 T 3 1A T
J5 6,12 .24h AR FE/IN BRI b AR A ALEUR B N B 0 A o BCHR SE 3 a0 SR 2 X IR L AR A
I B 6 FUNR TEST 25 5 & 5 I 4 R AR AR 2k 40 K. IR iC s A BRUE S S
BAEAFISIA], [Z55R ] PR e 8 90 H e BE BT bR T RCR K B 56% , 24K J5 BT 16 27 4t i
ML 95% . 43 A KE W P-Hsp90ow 5 5 B A 20 2 ARAE ATIE IGUIE AR o 167 2 e o
PRI /N T AL P AL, 9 R T H AR WA HA AR TR, (458 ] Bk e & M 90a
SeBESTURTT LA S T B bric ', BT AR $UR e 8 1 90« B0 BE BT AT DL gk UST fif
Je /1N BRI bR 2H SV S PR BRI, G T iR 97 A — S IR A (BRI PR L T A5

E A PR TEEE 11 900 IR 5 BT REDTIA B SR 9T 5

HhE 5> %S :R73 MHFRIRAE A X EHS:1671-170X(2015)04-0270-05
doi:10.11735/j.issn.1671-170X.2015.04.B003

Study on Tumor Radioimmunotherapy Using Radioiodinated

Labeled Heat Shock Protein 90ac Monoclonal Antibody

SUN Hong-wei, WANG Fei, WANG Rong-fu, et al.
(Peking University First Hospital , Beijing 100034, China)

Abstract: [ Purpose ] We labeled Hsp90a monoclonal antibody with radioiodine Na"'l,investigated
its biodistribution and potential usage in radioimmunotherapy of glioma tumor in xenograft mice
model.  [Methods| Radioiodination of the Hsp90o-mAb was performed by the Chloramine-T
method. "'T-Hsp90a-mAb were injected into the nude mice bearing human carcinoma via a tail
vein. Biodistribution was performed at 6,12,24h after injection. Tumor volume was measured
forty days continuous after the radioimmunotherapy. [Results] The labeling efficiencies of
Hsp90a-mAb reached 56% and the radiochemical purity exceeded 95% after purification.
Biodistribution data showed that ®'I-Hsp90a-mAb predominantly accumulated in the liver,spleen
and tumor. The tumor volume after radioimmunotherapy was significant smaller than that in con-
trol group and unlabeled group. [Conclusions] The Hsp90a-mAb can be successfully labeled by
Chloramine-T method with "'I. The Hsp90o-mAb can be uptake specifically by tumor tissue in
mice with U87 tumor. It has a bright application prospect in radioimmunotherapy.
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Table 1 Biodistribution(% ID/g)of *'I-Hsp90«
monoclonal antibody in tumor-bearing mice

Tissues 6h 12h 24h

Heart 0.95+0.76 0.52+0.13 0.14+0.04
Liver 8.62+436 514071 3.76+1.42
Spleen 7.67+3.37 232+0.75 1.85+0.30
Lung 1.74+1.37 1.09+£0.27 0.46+0.15
Kidney 368+226 0.65+0.22 0.07+0.02
Stomach 295+1.47 129+0.17 0.89+0.22
Small intestine 1.28+0.79 0.50+0.25 0.06 +0.03
Bladder 1.27+£0.63 0.61+0.13 0.08+0.03
Bone 1.50+£0.58 0.51+0.24 0.32+0.11
Skeletal muscle 0.63+0.36  0.30+0.26 0.07+0.02
Blood 298+2.10 1.06+0.22 0.16+0.06
Tumor 1.97+046 1.68+0.38 0.94+0.12
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Figure 1 The ratios of tumor-to-non-tumor (T/NT) in different tissues
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D:The average tumor volume of each group.
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Note : A ; Experimental group:each mouse was injected with 11.1MBq"'I-Hsp90a-mAb , n=6.
B :Control group:each mouse was injected with the same volume of saline ,n=6.
C:Unlabeled group:each mouse was injected with 10pg unlabeled antibody , n=6.

Figure 2 Tumor volume of different groups
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Figure 3  The tumor inhibition rate of experimental
group and unlabeled group
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Figure 4 The survival of the three groups
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