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ARIEEZRE 7T3(GPT) A X KEZRFERFFUF7FE N (VPIKA- D@ RK-FEZEL, Fik #2019
3 A E 2020 4 ARiig ey 72 #) HBV A8 % R A WA & & 4 4h N HBV 48 % 8 K W AT & 40, F) B st BT
TR AT kA 0 T2 ) & B A AN R AT R4 R IR 72 45 1 HBV B3 R A WA R B A 4EH L HBV & %
JRAEERT LA, KRR BEEEE % 0% R M X B 4 m MIF, VPIKA- \GP73 K F, &8 HBV A8 X RA BT & A
MIF ,GP73 . VPIKA- Il K-F A 2 & F & HBV 48 % R A AT f& 40 Ao e x40, HBV 48 % R A T J& 40,
HMKE LM EH MIF.GP73.VPIKA- [l K F & FAMKE L E8 55, ~ V&% MIF.GP73. VPIKA- I
KESTFI~NHMEELE MHBEKRZE>S cm B F MIF.GP73. VPIKA-1l K F & FM B R KZ<5cm &£,

i F>2MEHE MIF.GP73, VPIKA-II KF 3 THBHE<2AEH.ZFHA % FEL(P<0.05),
MIF 5 GP73 ZEA% (»=0.240,P =0.042) ,MIF 5 VPIKA-II 2 E48% (»=0.368,P=0.002),GP73 5
VPIKA-Il 2 EA48% (r=0.240,P=0.042), %t MIF.GP73.VPIKA-Il 5 HBV 48 % R A W& &% H £
MELHES TNM 58 MWBRXERITBRELRZED,
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VPIKA- I in HBV-associated primary liver cancer”
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Abstract: Objective  To analyze the levels and significance of macrophage migration inhibitory factor
(MIF) , golgi glycoprotein 73 (GP73) and abnormal protein induced by vitamin K deficiency or antagonistic in-
duced abnormal protein [[ (VPIKA-II) of peripheral blood in hepatitis B virus (HBV) associated primary liv-
er cancer patients. Methods A total of 72 patients with HBV-associated primary liver cancer admitted to Peo-
ple’s Hospital of Tangshan City from March 2019 to April 2020 were enrolled in HBV-associated primary liv-
er cancer group. At the same time,72 healthy volunteers who underwent physical examination were selected as
control group,and 72 primary liver cancer patients without HBV-infected were selected as non-HBV-associat-
ed primary liver cancer group. The levels of MIF, VPIKA-II and GP73 were detected by enzyme-linked immu-
nosorbent assay,and GP73 was detected by immunohistochemistry. Results The levels of MIF, GP73 and
VPIKA- Il in HBV-associated primary liver cancer group were higher than those in non-HBV-associated pri-
mary liver cancer group and control group, the levels of MIF, GP73 and VPIKA-II in patients with lymph
node metastasis were higher than those without lymph node metastasis, MIF, GP73, VPIKA-II in patients
with [ —IV stage were higher than those in patients with [ — I stage,the levels of MIF,GP73 and VPIKA-
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Il in patients with tumor size =>5 cm were higher than those with tumor size<{5 cm,the levels of MIF,GP73

and VPIKA-TI in patients with more than 2 tumors were higher than those with no more than 2 tumors,the

differences were statistically significant (P<C0. 05). There were positively correlations between MIF and GP73
(r=0.240,P=0. 042) ,between MIF and VPIKA-I[ (+=0. 368, P =0. 002),between GP73 and VPIKA-II

(r=0.240,P =0. 042). Conclusion

MIF,GP73, VPIKA-1I in HBV-associated primary liver cancer patients

correlate with the state of lymph node metastasis, TNM stage, tumor size and number of tumor.
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FERERALE SR HBV e M H Z B e E
W TP B PR K Sk e T S YK IR L T
HRWHEE R, REHEEERSH O ERAET
TR B 5L B L 2 S R AR L 2 ik A o U G 3 PR
AR MEDEAT A R IR TT T LA U9 32 7 R 35 B AR
AN MRS B ] (M) 2SR IR T T ik
EXL 200 6 ) 40 B PR B R S ) e R 4 i R A - I A4
HEL ) i Ak iEE TR A2 R T b e 2 R T RN e B
R HEEEENERSY . SR EEEEA 73(GP73)
S5 HBV AH G & 1 9 5C 3% U0 w5 7R 2k 5
BB B 1 e IE W R PR SUrh R B R &
iR L TE AR R T A M oK O R . A F S R,
GP73 2 — 1 EA MR KM 1 HBV A1 G & M
JE S bR A 4 o LA v B R R S R Mk
F Kzl 2 R® &0 I (VPIKA- D&
A vRERERE, LG A 82 R AR, AK
FR B I DI BE 23 & A2 S W L HBV M G R & BT 9
REHERET . ARG T HBV MSE R & VTR
B AR M MIF,GP73, VPIKA- I B9 # ik i X,
1 &R5HE
1.1 — ¥R E$E 2019 4E 3 A & 2020 4 4 A A
BEWSId 1Y 72 4] HBV AH 5 J5 A P 0 f8 35 98 A HBV
AR & M 4L Hodh 5B 38 i) 2 34 1] 5 4F % 46~
75 %, 1) (63. 68 £ 7.57) F A 2~5 4, E
(3.68L1. 04 LWk L 25 54 7% 32 B, A ik L 45 55 7%
40 B s ¥ TNM ZpAAR#E, 43 1 ~ 113 34 491, [l ~
V1 38 ], ¢ i 9 e K AR 43 =<5 cm 36 #i],>5 cm
36 5] 5 $4 b R B A S <<2 A 35 il >2 4~ 37 Bl
HBV ¢ & M 4198 A b5 o - 455 2001 4F [
PO U2 R Ll 25 B 258 0T A L R P I 98 14 1 R
W5 S IR E ) RS W AR U 2 EL AR AR
W2 HBV M2 5 & W 1 A H Wk k47 3 4T
IPCREIRIT o PEBEAEAS B HEAT il FE 1A A 1 72 9] A B
AN T R AL HoA B35 ] £ 37 i AR Y 41~
78 %, (62. 6311, 47) %, e 72 il & HBV

golgi glycoprotein 73; vitamin K deficiency or an-

hepatitis B virus-associated primary liver cancer

TR 1 JE & P I8 R TG HBV IR i & 1 T 98
Mg 536 i, o 36 fil; A 40 ~ 76 %, F 3
(61.054+11.15) % s JfE 2~4 4, F 3 (3. 16 0. 64)
A, TR ESE N S HEBR bR e TSI R N R R
P22 I BE I BE TR Y 5 SR TR R I L A B S M TR
AL AR I 0 L 2 W T R I T N s A R
P8 R At S RE 5 o0 i L B D RE R 4 A 00 M
FUA LMk A T A E i AR R RE . 3 RSN R
P RS H B 2 R TR G2 L (P >0, 05), B
ALk, ITAEMIREXNZY ABES 5K R, IFEH
U A AW G0 A B R 22 AR PR A S b vfE IS
HEAT .

1.2 ik

1.2.1 HBV KWk R — KM IR 5 4 ok
LA WESE X 52 2 mL ki B A TG B 0 T A
e 25 CHEE T ACE 60 min,4 000 r/min B> 5
min, 2 M0 B 2 2 mL KR &0
o, X S B 5 1 R R S I R — 2k SRR
I 75 B S P OO R ER, BRI L PCR R TR . T 45
DNA R 4G il Fl 4 Ffr JIi 420 8% 8 B2 504 25 B 43 K A6 DU
HBV ¥ F 35 BOA B GHL 1 min, 3% 005 A3
AL BRI 451 0 93 °C45 s 10 MR, 4R
JE ISR 25 >>10° copy/mL A BHME .

1.2.2 MIF,VPIKA-T .GP73 /K EAI B A #F 5%
W MEIRES T K4 3 mL Bk, 8.0k 13.5
cm,3 000 r/min B0 5 min, 2 EEBE G 55 0 B 56
Kl MIF, VPIKA- Il ,GP73 7K, B 50 mmol/L
Bk 1R £ 2% i vF MIF . VPIKA- 1T \GP73 #E47# 8,
AR LW R AL, FEEAT sz b 3L 7E 4 C IR
BENAF 24 o5 2 R VR 3 T FE A R
NALHF A pH {E A 7.4 % 0. 02 mol/L Y
Tris-HCI 28 i . B AE 42 “C 385 T % 7F 60 min K
WARRS BRI T B RV AL A 0.1 mol/L 1
Na, HPO, ,0. 05 mol/L B &R IE 2], I HmA 0.1
mL 45 4 e, A FE 20 min, A 0. 1
mol/L [ Na, HPO, , 2 1k 3, -4 B % olk iy 1t 2 4l
VRS R P 450 nm i bR A 1 352 B £L 9 0 O
(A, LA MIF 7K A b s A (A AR B, B 5 15
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i MIF,VPIKA- 1 .GP73 /K,

1.3 Siitephb ¥ R SPSS20. 0 48 #5 f4 ik 47 %k
P Ab R Gt . RIER A B R R L o+
Fow . Z AR R 7 22 40 W, Z2 28 18] R i B L
BERFH SNK-q K 50 5 W20 [0] 1) LU 3R B A ST FEAS ¢ K
55 s M5 01 R ] Pearson A&, DL P<C0. 05 225

CERI -9
2 & R

2.1 3 HMFEIH MIF,GP73, VPIKA- T K F &
55 i BE o BRZH LB, JC HBV SR YL 5 & M T IR 4

HBV #3565 & P T8 41 MIF.GP73. VPIKA-II /K F
HEF&E.ZR A5 E L (P<<0.05) ; 5J HBV
YL & P IF 9 4H F 0, HBV A G TR & 1 I 98 4
MIF .GP73 . VPIKA- [l KV & F+ 55, 22 7 A Gi it
BX(P<0.05), W1,

2.2 AL HBV M6 & M I 4 B %
MIF.GP73 . VPIKA- [ /KF b HBV AH 25 & 1
JFE T, 5 IOk B4 B 1Y B LR, Ak 2
BB H MIF.GP73.VPIKA- Il K F W BT &, % 5
H Gt E L (P<<0.05), Wk 2,

=1 3 EMARXT S MIF.GP73. VPIKA- [l 7K FELbE (x L)

21 5 n MIF(ng/mL) GP73(pug/L) VPIKA-[[ (mAU/mL)
fele J xf R 21 72 2.56+0.16 54.12+9.56 15.89+43.28

JC HBV e J5 % 1 I 98 41 72 13.28+2.167 156.74+15.297 18.87+5.397
HBV A 3¢ 5 & 1 JIT 9 20 72 17.58+5.267" 305.69+65.887 " 24.69+7.177"
F 36. 328 48. 099 14. 206

P 0. 001 0. 001 0. 001

T 5 X BRA 3R, T P<<0. 05 5 08 HBV I Y J5 & M IR 4l b ¢, P<<0. 05,

=2 BELMHBEE® HBV X R A EFEHESEE MIF,
GP73 . VPIKA- I 7K FE LB (= £ )

. A . MIF GP73 VPIKA-II
WAL OL »

(ng/mL) (pg/L) (mAU/mL)
Jc 32 14.6943.25 256.27+18.59 17.69+2.57
el 40 20.16+5.39 354.87425.96 33.62409.18
t 7.374 26. 20 14. 180
P 0.001 0.001 0.001

2.3 A[E TNM 438 HBV M 56 J5 & 2F T 2 5 %

MIF.GP73 . VPIKA- [l K F b HBV #H26 J5 & 1

M, 51 ~TEELR, I ~N A

MIF .GP73 . VPIKA- [l KV 0] & F 5, 22 7% A G it

=X (P<<0.05), W3,

x3 AE TNM 4388 HBV #HXE L 4R EHE MIF,
GP73,VPIKA-TI /K P EE & (£ )

MIF GP73 VPIKA-II
TNM 4 n
(ng/mL) (pg/L) (mAU/mL)
I~1M 34 12.0842.34 198.26+27.08 22.29-+3.37
I~ 1V 3 38 22.1544.19 412.89+56.27 28.84+8.82
t 12.590 20. 620 4,162
P 0.001 0.001 0.001

2.4 KNIE R e K AR HBV MG TR & o T i 41 58 &
MIF.GP73 . VPIKA- [l /KF-[bE  HBV A 5E I A&
JF s 4, 5 R e K AR <5 om A R 3 HR 4, bR o
KIZ>5 cm W) #F MIF.GP73, VPIKA-1I /K FH] &

FHE . Z R A G HE X (P<<0.05), WL 4,
x4 TREMERKEZE HBYV HXELX EFEAESE MIF,
GP73 . VPIKA-TT K E LB (z*5)

1 MIF GP73 VPIKA- I
M m KR a
(ng/ml.) (pg/L) (mAU/mL)
<5 cm 36 10.28+2.57 201.87+41.02 19.82+5.54
>5 cm 36 24.21£6.03 409.56+89. 54 30.2744.49
t 12. 750 12. 650 8.793
P 0.001 0.001 0.001

2.5 R[E B i HBV A 56 57 & o I s 41 8 &
MIF.GP73,VPIKA- Il /K°F b3  HBV # ¢ & H
FFgsdl v, 5 MR Bl <<2 A R HR R, R e > 2
A FE MIF.GP73 . VPIKA- NI K U B A+, 2 B A
Giits s X (P<<0.05), W5,
%5 AEMELHE HBV HEXELMFEESRE MIF,
GP73,VPIKA- [l 7K E L8R (x +5)

. MIF GP73 VPIKA- I
fi g i n
(ng/mL) (pg/L) (mAU/mL)
<24 35 15.68#+3.31 175.32438.51  21.98+3.81
>2 4 37 19.95+5.52  435.97480.68  29.63+5.27
t 3.981 17. 490 7.058
P 0.001 0.001 0.001

2.6 HBV tH3xFE &M FiE B & MIF,GP73,VPI-
KA-1l Wt HBV M S5 & M- B 35 b, MIF
5 GP73 BIFM X (r=0.240,P =0. 042); MIF 5
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VPIKA- I #IiEA (- =0. 368, P =0.002);GP73 5
VPIKA-II £ IEMHF(r=0.240,P =0.042),
3 i it
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YEHT,

25 | fif ik, MIF, GP73, VPIKA- [ 78 HBV #f %
Ji R M R TR B KO B R L 5 HBY AE G R R M
JHF 988 HB AT TG MK B 25 5 S TN 43300 | i Ja K /0N 0 i
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