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WE B WA ZIKEEKEG 7 (DPP7) 7EFF4HME 1 & A R JEHLSI . J5¥E @il UALCAN
Ji GEPIA B R G 2L 2R 25 G €y Rk 1 S 2 B2 ST 50 ko 00 P9 2 4% I 1 5 2HL. 21
1 DPP7 8 [ FA 1K LI 3 W H I 0 BEASAE 2 A1) 06 3 s 12 F siRNA UTER DPP7 1314,
Filid Western blot. SZi €& PCR (qPCR) ¥EKI T 418 MHCC97H ' DPP7 ik,
fEF MR EE B3 (MTT) « SEFRETE X RIR & S e dar A P S BB IS L Transwell V54
M2uparfR2%. IR i Western blot Kl b7 (A 78 i 4, (EMT) MR AR EY)
ARG L. 455 UALCAN.GEPIA Hf e & I R e 4L 240 A, DPP7 B & IL 1,
HEREE B TNM 208 (P =0.002) . MESHEE (P=0.038) KWERIERE (P=
0.027) HEYVIAHFE; IR EE YL siRNA J5, MHCCO7H 41tk ) DPP7 & 4 J mRNA FKik
2R (P<0.01), H MTT i, WSS KIJRSE5 | Transwell 145 3 578 MHCCY97H
2R MR (R B AR L B 2 2] EMT ARG VRN 2R b Al bR 54 E-cadherin %
KN (P<0.001) , 1A 78 kR &Y Vimentin, N-cadherin #ik F % (P<0.01) . H MTT
P RS . RIJRSER: . Transwell V45 B8 @il MHCCO7H 4i/fitk ) DPP7 %
S5, ARSI A EE R B 2 2], EMT AH S 8 (R B R b B 4 AR 2549 E-cadherin
Tk (P<0.001) , TMiHFFibs£EY Vimentin, N-cadherin FKIA TR (P<0.01) . ik
DPP7 7 4t i 20 SR iFee 4 b o 52 i iRkt 5 B A R TUGAHSG, N1 DPP7 SRR
IS T AR AR MHCCOTH 395 . HeRehe /), HAEFNLHI S EMT ZVI4H%.
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The role of DPP7 protein in hepatocellular carcinoma and its underlying mechanisms
Wang Bijun', Cui Haodong®*, Wu Wenyong?*
(‘\Department of Surgery, Clinical College of Anhui Medical University, Hefei 230012,
2Department of General Surgery, Anhui No.2 Provincial People's Hospital Clinical College of
Anhui Medical University, Hefei  230041; >Anhui Provincial Key Laboratory of Occupational
Health, Anhui No.2 Provincial People's Hospital Hefei 230041)

Abstract Objective To investigate the mechanism of Dipeptidyl peptidase 7 (DPP7) in
hepatocellular carcinoma (HCC). Methods The expression of DPP7 protein in hepatocellular
carcinoma tissues and liver benign tissues was detected by UALCAN and GEPIA database,
immunohistochemical, and Western blot, and its relationship with clinicopathological
characteristics was analyzed. The expression of DPP7 was silenced by siRNA and the protein
expression of DPP7 in MHCC97H cells was detected by Western blot and qPCR. MTT assay, colony
formation assay and wound healing assay were used to detect cell proliferation. Transwell assay
was used to detect the invasion and migration ability of cells. Western blot was used to detect the
changes of protein markers related to Epithelial-mesenchymal transition (EMT). Results In
UALCAN, GEPIA and clinical liver tissue samples, DPP7 expression was upregulated and it was
closely related to TNM stage (P=0.002), lymph node metastasis (P=0.038) and depth of tumor
invasion (P=0.027). The downregulation of DPP7 protein expression in MHCC97H cells was
detected after transfection of siRNA in the experimental group (P < 0.01); Furthermore, the results
of the MTT, colony formation, wound healing and Transwell assay demonstrated that knockdown
of DPP7 expression in the MHCC97H cell line significantly inhibited the proliferative and
metastatic capabilities of these cells. Consistent with this phenotypic change, analysis of epithelial-
mesenchymal transition (EMT) related proteins revealed a significant upregulation of the epithelial
marker E-cadherin (P<0.001) and downregulation of the mesenchymal markers Vimentin and N-
cadherin (P<0.01). Conclusion DPP7 is highly expressed in hepatocellular carcinoma tissues and
cell lines, and this is associated with poor prognosis in patients. The downregulation of DPP7 protein

expression can inhibit the proliferation and metastasis of hepatocellular carcinoma cell line



MHCC97H, and its mechanism is closely related to EMT.
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R4S Chepatocelular carcinoma, HCC) 2 5 UL 1 5 &V JF U Sk e, /2 2 38
FRIEA R TH A = KR ER M. B AT C O B RRESE T2 58 — K JE M), HCC [ fs e M %
BLAE ORI 900 R . AT S BRI gy . 2B B R 35 e TR . RGN 2 B IR
FiBl. HCC MIRAER—ANZ BRIV EY U, K2 ETEESSZER, G5 WNT/ -
catenin, RAS/RAF/MAPK. PI3K/AKT/mTOR 25461, —JkFLJIkREF 7 (dipeptidyl peptidase 7,
DPP7), — il = R A 5 P U RIS, A 8 U A= i LB 201 i i =R — JIK A CQPP, DPP2, DPPID),
RIS KRS, ReREBRE NG IR KRR, © i E a8 T —F
AR AR, AT ORI S I LA A T AR ST, T K B e L R
A R R B VIAE G o 15 0 RTH bk ECL 200 L AR e T8 52 1 Vb £ 4 1 0 it B o P 8 T
PERREE (MRt e Y. HAT, RAWIBALEI IR DPP7 X HCC fMIsgss. Lk b
Fe-1a) 78 Jii#4k (epithelial-mesenchymal transition, EMT) HE & HIHH ST 7% .

LR 57
1.1 #rKk
1.1.1 I PREEAR

AR BT SO (R PR B R AR 3R 22 0 3 N RSB Bk, H op 1E 8 F T
HGbrA 79 1], HCC HEWEA 102 4, it 181 4. [FRF WS B HCC 223 foea 55 IR
SHLREAR 6 %o Sy 20 A 8 SR o 9 A 93 BB Hh SR BRRR R DT Ak S 9P, SRATUE S . BT
AW R R B A g [m] Uy JE TR BB A R A . AR R 2 B RER A
EACERIZ o B AR HME (R FLS . 83240098 .

1.1.2 EEREF AR
DAB 57 W7 & RNA $EBUAGT & A B #0671 Lipofectamine 3000 #%

PR, 0.25% BRE AR Ba4-1iE . DMEM £598%E (3£[E Thermo Fisher Scientific 23 &,



155 34065, 4366596, 12183555, 36978, L300001. 25200056, A5256701. 11965092) ;
AT B-actin HLiA. SYBR Green 7] (_ LA TAY TR AR AR, Tt5: D191048-
0050.B110032-0050) ; S APtk DPP7(H[H &5 Abnova A H], 575 : H00029952-BO1P) ;
HHEBE RIS, BCA EARIGAFI & ECL &6, S-vision A ibiRF & Filg. 45
s (R ELERAERHAIRA T, 85 : G4003-100ML. G2026-200T. G2161-200ML.
G1313-100T. G1101-500ML. G1014-50ML) . —FAbiEFa48 (HA =LA, BS.
MCO-15AC) ; HIKHFAC BERER L0 —EMREARA R, #5: DYCZ-24FN,
WD-9405H) ; RGEMEE (HARRAFR, 5. EVOSM7000) .
1.2 ik
1.2.1 UALCAN. GEPIA BUE i

it 5% & ¥ UALCAN ( http://ualcan.path.uab.edu ) 1 GEPIA ( http://gepia.cancer-
pku.cn/index.htmD) AEE LG, FET RNA WP EHHEM HCC EEMIRIKTIR, REVFY
DPP7 F:NFEIEH AT4HZ 5 HCC 4 ) mRNA Fik =R, kS5 H 5 B G kAR
Ja A I

1.2.2 AN

HHL HCC 23 R AFIEIE H H AU bR A D)y db B, R S-vision Hee ALK& &%
DAB R 5% DPP7 & (13475 &AM, DPP7 Bk 14 1 800 Fike s B o T V) Fr 4l
YUk, 4°CWENR. 32 RN _PIFET DAB R, FIEhauk: s d U e ta s
R R ORER P N =2 oA (053 ; RFEO (170 Tt (270 o Bttt
BIPE AR dE N L ToPBHVEGERE (0 43 5 BHPEAIAELE1<20% (1 43 : 21%~50% (2 43 ;
51%~75% (3 43D + IS 75% (443 o AP o A FE 20 5 P 1 20 i B 451 23 {E A ofe
W, RIS AEAER: A (045 F9RHME (1~4 4 ¢ M (5~840) .
1.2.3 HlfasEsT

#FE N HCC 4ififldik MHCCO7H 1577 F 37 °C. 5%CO, [EIER; 7= 46, REFRmA
E 10% A2 M 1%E8E % 2R AT DMEM JRA 159256, B8N 0S40 Ma s B 15 5 K b a3
A7 BE 3R B 4. MHCCOTH 41 M A% I T 5% 5 40 g 55 7= ¥4 /7 FE - ( American type culture
collection, ATCC)
1.2.4 ZHfER

IEFRAE T AT HUH Y MHCCO7H 4 a2 T 6 FLAK, FIHH Lipofectamine 3000 %% 4% 24



h JE I MHCCO7H ZHMIE [, 5 (1 EPIEVER A Je iR . WK il &5 B A4 A =] DPP7 11
siRNA (si-DPP7-1. si-DPP7-2) . siRNA JF#I M\ TCGA #¥i e i 5. Ao % B segn 4l
LRl SR AL BN A AR MHCCO7H 414 (si-NC) 5 SZI 4140 d% 4 si-DPP7-
1 J% si-DPP7-2 JBikL, HU P ARG A F ) si-DPP7-1 # si-DPP7-2 #EATH G4 . AW F
W si-RNA P51 55 si-DPP7-1 (5-GAAGCGTTCCGACAGATCA-3’) . si-DPP7-
2 (5-CGTCTGGACCACTTCAACT-3")

1.2.5 FEEB K Western blot 24

MEFEAE T U E IR MHCCOTH 43R iU H - 35 R L PBS VAR SR 2 i ;

b J5 AE S IR LA N B A R RR BAE VK& (4°C, 20 min) &I HRUIIL A 22 A (¥ 40 M 4
FHBCE T 1 mL Glg EP B0, B0 FUOR TS (1200 t/min. 4 °C &4 10 min)
95 °C KB IS TRAF T--20 °C UKA . ERESCIUIM R FAREA B TARid EAE (10% SDA-
PAGE %) , #M5%, S%MIRAE W14 40 min (I T , JiikE G T 85, i Image)
AT X S REAT B3 M. —%t (DPP7, 1 :800) 4°CiFH L&, PBS iEML/E=RFHE —ht
30 min, Bf/5 DAB ftf, 5/ Imagel HAF0f 25 AT 2K B 43T o

1.2.6 RNA #RH % qRT-PCR Kl

EFEAL T XBUE K MHCCO7H 452 B RNA: ] TRIzol {if#&HUE RNA. i
#% cDNA J&, fk#s qRT-PCR WA &I T #lE . R B0E 3 M FATRIFL, Bl GAPDH
HNZ
1.2.7 ZHAEIEFE SRS

MTT #%: ¥ MHCCOTH 4 il 2 JEEBEIH AL IF T4, b 2 96 AL 7RI (454125 1000 /4
UMD , WEESE L. FAREEEEEERERFREE, A 100 L MTT R3S FRAE T E 1
ho SR BEFR AR 570 nm AW (Absorbance, 4) {E, WS I K.

201 0 A TR B2 s B MIHC.COTH 41 Bt 8 R Al i 1 4% B i 220 o AR B2 T 6
FLB, HCERFRAE P EIR 2 A WA E SRR, B TSR ARV . PBS IR
WK, 2 TR VRS ] 5 i 45 G SRV (0 10 ming ZEOKIRZEIE Ve, IR T IR .

RIIR A A 9 ot B K MHCCO7H 4i i (B2 N W 2220440 i 77 1L 80%)
PRI T A ] 25 BT RSB TR 1 4% 14 50 A A0 B RS K 4 i B P 1 6 FLAR R (REFLA
R 1094, WEERE R E 2K A 10 WL CEEiek, 78 6 FLARINERI “H” FRIRJE 4k
LRAEWRAI PR, KON R R IR, IR SRR A



1.2.8 st RE /1L

¥ MHCCO7TH A2 IREEE AL I THE, #6224 SLIE PO B R AL, 4HiR 285k
5. 24 FLARA I 700 L & 10%f6 4 M35 1) 56 435 75 3%, Transwell 20 300 pL Joifil
TR PR AR R R (& S<10* AN 4HfR) . BT 37 °C. 5% CO, 57 h#59% 24h /5,
KH 4% 2 FEHEEEEAM, 0.1%45m S 05 TH1 5 B FHSIERERKB .. AT
S5 e PiSE 2 h #F Transwell |24 Matrigel ZEFUR, Bl 5 M0\ 300 puL JG iG55 77 5= (1 40
B R Sx10*ANHA) , AHEIZRA FRE SR 48 h Jo S [ « 45 A SR Ja 6o 0 BB T~ WL 3
E{EHGH
1.2.9 GittFabH

{81/ GraphPad Prism 10.1 3 AT EAR S it 04, SLIEE 3 UL b EHEEIELL »

(%) Forn, TREAIRLN(X £S) £oR. PIALIRR LI LA RS, E&0 BJ7

ZEST I LELIR P P I LB ¢ A5, P<0.05 N2 5 Guit %8 s

2 R
2.1 DPP7 FH UALCAN. GEPIA ¥ EH Rk H R

i#id UALCAN 48 FEAS % IF 40 Ja R BRI DPP7 J5 &3, 371 45 HCC 441+ DPP7
HEARLET 50 FIEHFFAHZH 1) DPP7 HEH#RE (K 1A, P<0.01) . [FF7E UALCAN
B PE e SE S g R AR LEER, HCC 38 DPP7 & A I R FR FEEARXHIE (& 1B,
P<0.01) , BUEHBMRERE R, WEm(Edtim ke, X 5K 1A 450 —8. B4 GEPIA
Hlfe FEAIE S DPP7 B RIRIA/KPAE HCC AL B m T IEF AL (B 2, P<0.05) .

Bl 1 UALCAN %4 FE 18l DPP7 KA
Fig.1 DPP7 expression was detected in the UALCAN database

A: Detection of DPP7 protein expression in UALCAN database; B: The methylation level of the



DPP7 promoter in HCC in the UALCAN database; **P<0.01 vs Normal group.

B2 GEPIA HiEEH DPP7 HRTERREAR F HREE R
Fig.2 Expression differences of DPP7 in clinical samples, analyzed based on GEPIA
database

*P<0.05vs Normal group.

2.2 DPP7 BB EIMRA LR H HIRIE

ARHFFILN 181 LA (102 ] HCC 1 79 B IEH FFHLREA) o @i Sy 4t
SR, HIEEFASUHEE, HCC drAd DPP7 A MRIA/KFHET . Hldlin%
kERAFEEE (B3, P<0.01, &1 .

KRtz 4, DPP7 AR IE S EH K TNM 21 (P=0.002) . #ELEHFE (P=0.038)
FPRRRIEIRE (P=0.027) RIEMZE (3 P<0.05, % 2) . Westernblot 45 En: HHUK]

6 XTIERFEAF, DPP7 M HCC HAHREEZEHTIERIAL, ZRERITH#FEXL

(4, =6.548, P<0.0D) .



B3 DPP7 HEAEMERKIEREFARFHRE
Fig.3 Expression of DPP7 protein in liver cancer and normal liver tissue
Expression of DPP7 protein in Hepatocellular carcinoma tissues and Liver benign tissues detected

by immunohistochemical staining ><100.

1 DPPTEOEMBHRANEZRHRTIIRE n(%)
Tab.1 Expression of DPP7 in Hepatocellular carcinoma tissues and Liver benign

tissues 7 (%)

Expression of DPP7
n P value y* value
Positive Negative

Group

Hepatocellular carcinoma tissues 102 85(83.33) 17(16.67)

<0.01 25.376

Liver benign tissues 79 38(48.10) 41 (51.90)

F2 HCC BEYF DPPT REASIERFRESEIIRERE n (%)

Tab.2 Association of DPP7 expression with clinicopathological parameters in

HCC patients n (%)



Positive expression (n=85)

Parameter n P value  y?value
High (n=45) Low (n=40)
Age (years) 0.881 0.022
<55 38 20 (52.63) 18 (47.37)
>55 49 25 (51.02) 24 (48.98)
Tumor diameter (cm) 0.673 0.178
<5 53 29 (54.72) 24 (45.28)
>5 32 16 (50.00) 16 (50.00)
TNM stage 0.002 9.89
I 42 15 (35.71) 27 (64.29)
I-1v 43 30 (69.77) 13 (30.23)
Lymph node metastasis 0.038 4.289
Yes 42 27 (64.29) 15 (35.71)
No 43 18 (41.86) 25 (58.14)
Tumor differentiation 0.027 4,919
High 51 32 (62.75) 19 (37.25)
Medium or low 34 13 (38.24) 21 (61.76)

B4 DPP7 B HEIMKRIDEREA R IEH AR HRIE

Fig.4 Expression of DPP7 protein in clinical liver cancer samples and normal liver

tissue



N: Normal group; T: Tumor group; ***P<0.01 vs Normal group.

2.3 DPP7 5 4 o Je 40 Ha 3 5 68 0 U B il

EEUAKARAS B AT HCC i bk MHCCO7H W# i #4 4% si-DPP7 1 si-NC J5 #4741 3h
AERY6 . Western blot SZIGIGIIE si-DPP7-1 Fl si-DPP7-2 (LYK, 45 IR si-DPP7 kL
Al F&SE MK DPP7 R %A (B 5A, 91.80. 187.00, P<0.01) , [AHF{E mRNA 7K FHIESE
si-DPP7-1. si-DPP7-2 AL FIZCRAHZRAL (B 5B, =64.95. 49.10, P<0.01) ; MTT LK%
% e si-DPP7 J5 4 M0 (38 FE RE F1 52 9] (& 6A, F=21.21, 112.80, P<0.05, P<0.01) ; ¥
W T il S 56 2 W 1) DPP7 2 1 838 AT S 4 il AR V& T i B2 (8] 6B =15.29, 19.21, ¥

P<0.01) , FHSZIGHEE 3 K.

B 5 FEf DPP7 ERFE4IH MHCCY7H F DPP7 & (A) f mRNA (B) H&KA
Fig.5 Expression of DPP7 protein (A) and mRNA (B) in MHCC97H cells following
DPP7 knockdown

*#%P<0.001 vs si-NC group.

B 6 ik DPP7 ZE M AELE MHCCITH KI3BTEAES) <100
Fig.6 DPP7 knockdown inhibited the proliferation of MHCC97H cells x100
A: MTT assay indicated that the proliferation ability of cells was inhibited after transfection with

si-DPP7; B: Colony formation assay showed that DPP7 inhibition decreased the rate of colony



formation; *P<0.05, **P<0.01 vs si-NC group.
2.4 DPP7 % MHCC97H 41 RIJR &-& 68 /71 I
M RIRSLIGEE R B /R 5 si-NC 4UMH L, #4% si-DPP7-1. si-DPP7-2 4 & &%

SER (B 7, =5.635. 8.914, P<0.05) .

&7 RPYRSZRAH DPP7 X MHCC97H ZHMIRIE &4 88 1 IBEM <50
Fig.7 Scratch assay to detect the effects of DPP7 on the scratch healing ability of

MHCC97H cells x50
*P<0.05 vs si-NC group.

2.5 DPP7 %t MHCCYO7H 4 J¥5H5 B8 /1 M

NARFT DPP7 % MHCCO7H 4112 28 MIIEFL BE /I (IFENA, Transwell SEERE5 R EIR: 5

si-NC ZHAH L, #% 4% si-DPP7 JiURLIY MHCCO7H 4l 12 28 FE £ % i B 98 /b (] 8, =9.95.

19.26. 14.50. 21.00, #J P<0.01) . IESEREE DPP7 g5 52 7] MHCCO7H 4 A i 2 28 Al

LR



Bl 8 Transwell S2XH DPP7 % MHCCY7H SR8 88 /1AM =100
Fig.8 Transwell assay was used to detect the effect of DPP7 on MHCC97H cell transfer
ability >100
**P<0.01 vs si-NC group.

2.6 DPP7 X FF4HMEE 40l EMT AH2%4rF B

#%$ MHCCO7H Mtk ¢ si-NC Ml si-DPP7 FiKLJG, ] Western blot SZIgA6
EMT AR AR EM I RIE KT 45 R ER, si-DPP7-1 1 si-DPP7-2 4181 78 Fibr &40
Vimentin. N-cadherin &i& F[#% (B 9B, 9D, 1=85.42. 60.47. 64.35. 238.00, P<0.01,
P<0.001) , b 40fabr &4 E-cadherin iAW (& 9C, #=21.50. 52.00, ¥

P<0.001) . %45 B LA MHCCO7H 41 bk Al DPP7 1540 EMT #Ef%.

B9 Western blot 3] MHCCI7H 48tk + DPP7 Bi{&JE EMT MXEHRE
Fig.9 Western blot analysis showed the expression of EMT-related proteins after the
knockdown of DPP7 in MHCC97H cell lines
A: The expression of EMT-related proteins after the knockdown DPP7 in MHCC97H cell lines; B:
Statistical graph of N-cadherin expression among EMT-elated proteins; C: Statistical graph of E-
cadherin expression among EMT-related proteins; D: Statistical graph of Vimentin expression

among EMT-related proteins; **P<0.01,***P<0.001 vs si-NC group.

W

HCC s [ % WHIEVEE, BAmRENE. 5 RIS 2L, XIBHCC
B P B TR b, SIS AN BN T T o 4R iR HCC BB TS B A2 e
DPP7 & IRk AR SR R ) — B, DR LA 2 1 i e g A JDACHN v ) Pl T 40T 7 o G 4K
DPP7 FEJHALIE MR s VE B 2 5% Bt A w24k, DPP7 Al{Eoy B F 0]



W AN GG B T (AR bR A o AR SCH TP IR G 5 DPP7 21 e % 100l i g S A B v
2 AT M T 435 L e 0 L ) 2 PR 7 P T R, DT 8 i 5 L s 00 N ) 2 P G BB A e A 122 28
B8 77 [, DPP7 55 GPX4 HH 45 & DRI 45 T M e 4 G5 52 81 4 < 8 5 (D XUBR BB 12 R 3
TR B gk U4, SR, DPP7 /& HCC et fEA, TIRBHASIRE.

AHFAE UALCAN H1 GEPIA Hids e sl DPP7 7E HCC H i RIEIE M. 45 R EoR,
F L5 UALCAN. GEPIA ¥¥i FEiE 52 DPP7 2N FRIE/KFAE HCC H4ih i & T 15 %
PP, [ S g R g A EL RS, HCC 35 h DPP7 2R [ FH A0 RR B AR GH R S0t A2
v, dEmie gt R . BEE, SR R4 k. Western blot %81 gPCR Xt HCC ZH4{ % 1E
T ABEATIEI, 455 B RE B M mRNA /KT L, DPP7 ¥J#E HCC 44k &Ik,
IR 53 e rh AR R — B A TS5 BHIESE DPP7 35 HCC H uR ik Jf HL AT fF9 HCC
H I AE A AR A o

BTk, ABFAAEANNZ X DPP7 76 HCC i ShREHE— DRt LA S 2 b
JEHL si-DPP7 UKL H A FL 5% Je i JE AT T RE RS . MTT SE50. SulE i p S it A E s
il DPP7 FEH3R1A 5, HCC 4/l MHCCO7H HIXABEAE /1324 [FRF, dERERR & sL
H Transwell SEEATI HCC 40 MHCCOTH (%5 F5 8 7 HIE SLai ik DPP7 5 ARIA fEiL R
FIZZERE JI #0524 .

TE 8 1k e R L A A 2 op EMIT 14 5 5 U500 5 983 4 1 42 28 e R e e - 1 S 38
PIAR IS, SO PHRIE, DPP7 7E45 B e hidid i PD-1 FEFvEdnust Lo A-1

(programmed death-1, PD-1) Fik/KF, -SEREANM M2 RAMLAL, {3k 8 41 i %

IR IFEOE EMT B8, #ESh4E B AT 228, 2, AuFFHEN DPP7 {23 HCC 4H
MG S EMT #EREAHOC. IR R4 5R1RR, DPP7 wIEBhE0E EMT #EREHES) HCC
TR, EAEERNEEE— . R, TERESNRBE—ERE LT
HCC & a4 A7 1, (H HCC MRS RAIRE AT, PR B AT =7 2
RIVEFA /N a7 2,

Zi b, ARWEUE AR S B BT AR CSEIRESE DPP7 #E HCC H4hsRL L, H
5 HCC B AR R WG #H2%. 7£ HCC 4l MHCCO7H i ik DPP7 22 mJ 411 il 41 w184 4
ARy, HALHITEE S EMT B U006, 2k, A5~ DPPT 7E HCC H{Es@/E
R H PRy HCC W AE IR TT T T A
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