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[(HE] HTRMEARKHEDS, BJLERMVIRE R, TEM EEN AR ESE Chuman
papillomavirus, HPV) [ &K% (infection with multiple types) 3T I8 & (KA HI A3, B4 4N
HPV 2 BB GL (1F 3 CL 32 BB B 2 00 o ANSCAE R L LRI bR AR B —— SRR M, 2 S04
YLEAFNE SR, MR AR IU A K (AN RIS 7 2 —— i PGt ) A S = U A I, S AR [R]  3
A8 HPV 2 BURIART (G S S kAT T 459 .

[5EiRY  AFLRRmT; SR,

BIURA: R &
Advance in relationship between multiple human papillomavirus infection and cervical lesions DU Yi-jiang,
XIAQ Chang-yi. Histology and Embryology Teaching and Research Section, Medical School, China Three Gorges
University, Yichang 443002, China
Corresponding author: XIAO Chang-yi, Email: xiaochy@ctgu.edu.cn

[Abstract] For progress of assay techniques, growing evidences indicate that infection with multiple types
of human papillomavirus (HPV) prevails in recent years, attracting more concentration on this field. In this review,
the discrepancy between commercial and research detection Kits is summarized when testing varying samples, such
as cervical exfoliated cells, cervical biopsy tissues and cervical cancer.
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A

T EH LW AT LR EE (human papillomavirus, HPV)
(2 RUGE G, BEA A 5 AR AT TR . H
TR RAT W AW 70 R 2 R B — MDA F,
SRR 22 RIRTE 708 TR DG X — I, DG 22 A e 5 1 300
A E AR MR . BFFTE TN AR . A1
QS SR =K, 43 i P R PR RS A 7 AR 0 s 56 == v
R D5 725060 7 5 801 R P HPV ) 22 28 BG4 T T 5
WLV 27 EoR,  H SR ARHPV 2 R (K ] 2
Wz, CERH TS NBRRRE, XN TIHPVEE i T
ESURARRE T R  R

v TG G A 2 AR I O R

1. s FEIAS A0 G A, HE A e 3K LT 38 1) o P ARSI 75
GRS AR G A P R A 0 R RRI& I AR SRAR IR
PRAE FHVF AT 5 HPV AR A1 £

Piras 2%} 725 44 Benin 104 If 5 5408 A HPV DNA [f)
TAAEREBLEEAT T PCR K. K304 ] ProDect® Chip HPV 4371
R (bes BIOTECH) , % 14 AN WL /&2 HPV 1 5
AMESER HPV HEAT 43 BRI . 23 R 3T HPV JE R4
L1 X B E6/ET X BUiAT o SR A T IS (kb AT 4 0 27 5 1)
fifiE. G54 427 PIbRASEM T HPV DNA R, BILE 18
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AR TN, BUERGARY 33.2% (142/427) , Hrh 2
B HPV JEH\ly 40.2% (57/142) . 7E 354 H[FEINf% T Pap
(papanicolaou smear, [ELIGiR) Al HPV Kl br4<, 258
o240 0 27 TR R S e HPV IR 26.7% (69/258) , £ Ljj
YNy 9.3% (241258) 5 96 1A 41 M 741 5 KA AN 52.1%
(28/96) , LMGHIKGN 22.9% (22/96) o {EANLFE W HIbR
A, HPV RG22 RG0SR U Ry
R4 Catypical squamous cells of undetermined significance,
ASC-US) 45.8% (33/72) F118.1% (13/72) , {EZMwIR 15
W94 (low-grade squamous intraepithelial lesion, LSIL) ¥J4
RS 71.4% (517D, =gilik ERzN4E Chigh-grade
squamous intraepithelial lesions, HSIL) 4 75% (3/4) F1 0%,
AN HE B v 25 gL IR 2 R AZ (cannot exclude high-grade
squamous intraepithelial lesion, ASC-H) 4 57.1% (4/7) F1 28.6%
Q17> , FRWVERR R4 Catypical glandular cells, AGC) 4
85.7% (5/6) 1 33.3% (2/6) . MZEH 0] LA HBlA 9 AL FE 5
RONE, HPV FRBERR BN, 2 RU0BSAE LSIL d5 5.
Pista 2200 4128 4R IS 18~64 %3k [ T 10 BH T2 FIE
MR E S HPV G LA IE AT T i HPV 702
Ky CLART HPV 2 assay (Genomica, Madrid, Spain) ,
Y B AT L1 R 51 450 bp ik, mT LSS 35 NG
ZITTIAT 2326 A LE T HPV 23K, HPV J&GLh
19.4% (451/2326) , HrpZAUKGAK 7.1% (165/2326) .
AL, HPV AL AR 4027 1E % # 16.5%
(358/2172) 1ty HPV FHYE, LSIL 24 81.1% (60/74) , ASC-H (2/2)
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FIHSIL (4/4) BRIk 100%. £ BB G2TE HPV B
NFEH Yy 36.6% (165/451) o {EANMIEEEIEH AT HSIL (1) HPV
BH ARER RS, 20005 HPV K 32.1% (115/358) Al
25.0%(1/4) . &5 ) Bow, 2 RGN ATIR 42 LU LSIL b =1(49/60).

A7 2 30 A P SR 5 2 2 2 4 W e I bR AR AT
HPV ) 5 00K ELA . Zuna Z5BUfi ] Roche 43 72424 Kl 5
gixt K H3EE Oklahoma City ) 282 i & Stk I R #5131
ThinPrep®br A RIS AL SVFRRAREAT T 27 NI HPV
SRR, SEH PGMYO09/PGMY 11 i FH 5 14%) L1 FF e s it
HELHEAT PCR ™1, SRJGHHAT R MM AT . 27 B4 HPV #i4)
H3AARIMZESH: 4 FEfai, 12 ANl 11 MRE.,
282 BltRAT 270 BRI A2 hiX 27 BB — IR,
95.7%. 12 MRAA B-globin §73, {HIE HPV . e LSIL
A 63 flf 1 (98.3%, 67 1), HSIL-r1 J& 4 #1388 4= (HSIL-mild
dysplasia, HSIL-M) f5 57 % (98.3%, 58 i) , HSIL-H %4k
M (HSIL-severe dysplasia, HSIL-S) 45 63 14 (98.4%,
64 151> , 517 87 9 (93.5%, 93 #) o AN[RIRAZI £ FIK YR
BIRAE, Forp LSIL (W2 BUE G 5 HPV ) HiTF) 60.3%(38/63),
HSIL-M 7 54.4% (31/57) , HISL-S i 47.6% (30/63) , il
i 11.5% (10/87) , “P¥JZHIRYLER 40.4% (109/270) .
HPV FHTE# HPV [FSF344 AR 1.67 (456/270) , LSIL 4
2.11(133/63), HSIL-M 2y 1.95(111/57), HISL-S }y 1.78(112/63),
B 1.15 (100/87) o WTLUE TG &2 BB, &
SRR (T IR AT, #0577 R T8 v e
iCe Z RS LSIL BRI, (B B b 1) 2 B0 g%
WIFAREAL.

Correnti 2N HUAF AT G 1. L4Il2i2 Ikl LSIL
(200 1) , HSIL (100 i) FU B2 W4 B 50 (150 1) (1)
ZENERRLIE L IFRASIEAT T HPV (¥ PCR R I % S 1) 238 4378
il GP5+ ML &AL GP6+5|##E4T PCR ¥, M
INNO-LiPA Genotyping Extra Amp kit (Innogenetics®, Belgium)
AT, BAETTLUE I 28 AN, 15 4~ HR-HPV 31
Chigh-risk HPV) , 7 4~ LR-HPV &5 Clow-risk HPV) F1 6 4>
KAnfa ey, 455 LSIL. HSIL AI's #ij i HPV DNA
K 23 514 68% (136/200) , 95% (95/100) 1 98.7% (148/150) .
LSIL, HSIL F1E; 500 -9 RIS 2 1) 22 24 SRR G 43 J31) oy SRS HH 1)
42.6% (58/136) , 44.2% (42/95) F1 27.0% (40/148) . X —
gELY Zuna 45 SRR B, B BEAE AR 0 S AR B A3 0
MR . R &2 1) 2 BN Ak T3 e, TSR
B S AT A 2 i L

2. SEES SRS GRS 45 5 BT s =W ST
ST FRBIE T AR A SOk 2 10 7 il A BN 7R B g s
Jita P ASE U o

Moore 2515} Jin 5= k05 8 BB LI 8660 44 414 (¥ 4980 4]
FrAHEAT T PCR KL, {035 614 540 i 2 5 3 Mbn A B A%
PRI 4366 BI4N AL 15 IbRAS. LA B-globin F5E DNA $2Hf
BB, A7 4821 BIFR AL A TSR . HPV I PCR 8448 1 T A2 T
L1 XEW 75, GP5-+/6-+iB A5 MdkTy 1. »& M PCR

PRI AT, TTE 18 AN Efa i, K 20 MUAGE Y.
5B, HPV RUBZLE A 16.8%, Hrh4iiuss e H A 12.3%,
KA (benign) 7% 19.6%, LSIL {124 69.3%, HSIL 1124
81.0%. AL RUKYLTTIE, BT 13 MksA L EKYL, 5%
NHF) 5.5%, HEGHIET 32.7%. A0IEAIER AR, £
IR YL i A HPV A I 39.84%;  RPEAR AV 22 B S ke
AT BRI HH Y 21.9%; LSIL 19285 19.8%; HSIL 2 BU& gL
ZABE HPV A H I L RAR, h 17.2%. BRI 22 B YL
YR ST TR, B AT 2 75 2 A T P o 17 30 T A

Soto-De Leon %1%} 1810 AN EFE LG WE 41 4 (1 5 #5007 25 o
AHHT T HPV AR BLIASI . HPV 4351 H Papanicolau #23l
(Pap fzill) F1 DNA PCR trllifAT#fi€ . HPV DNA kiR H
MYO09/MY11 1 GP5+/GP6+ 5| M R LT . HPV Kl B [
FrAH E5, E6 Al E7 X B IR e 5 1903k T PCR 9748 4)

Y, $tE4TT HPV6E/11, 16, 18, 31, 33, 45 Al 58 By
K. HPV (¥ A R4S % 4 49.4% (894/1810) . 7 HPV [FH Pk
ANHE, ISR b 65.2% (583/894) , Hirr, gipus#iE
W% 65.9% (512/777) , ASCUS 4 56.6% (30/53) , LSIL
66.7% (18/27) , HSIL 2y 87.5% (7/8) . i%WF4 o T L
122 B S G 2K, T AN TR AR 22 ) 22 20 S S G 22 B At
K, MR — 45 B JE R, AT RE BT 5E B HPV 54 /b 5

5 FRpg ARIBFIEANT, Schmitt 25075 5 42 8 ) sk e 15
LSIL $5: 0 % .. Schmitt X} 999 3% 4L (%) BD SurePath i & £
bR AAE % GP5+/6+-PCR/Z T HPV 4» BUA&I 5 32
BEAT T AL, %7 IR AT LAKE 51 ANRUGIRL 3 AN RT3 AL, 4
FRIL, 75 LSIL H, ZAGEAEE AN (5 HPV K
75.9%) , HJ5JE HSIL (65.5%) F1 ASCUS (64.6%) , NILM
(negative for intraepithelial lesion or malignancy) #%{% (36.8%) -
WG R R TR 2 B R G L5 5 28 7™ R 2 A 8 R

. ZEEYE e A SR SR

1. FHRIR A &R o Spinillo 5B 681 4441
LW CIN B0 Lot 2 FRE AL 52 W IR v] BE T EAT T B 5T
HPV 3 BRI A SPRL0-LIPA AR GdiAT . JLRL I T 15 Fh
i HPV AT 10 Bk HPV . &5 3505w kAT 677 Bk LRy
MGy, 99.4%, AT 72.5% (491/677) My kG,
TEZ B Geh, CINL B —J&geeh 35.9% (140/390) , £ A
MG K 64.1% (250/390) ; CINZ=2 [HH— YR N 16%
(46/287) , ZRIHIIKYLR ik 84% (241/287) . CIN 41K
5 HPV G B0 )50 2 (B R A W R I IEA G, CINL 1) 2
B L3 (D) L 4T (A KU REERG (MO 1
TGS B HPV A 211 49.2% (192/390) , 11.0% (43/390)
1 3.8%(15/390); CIN=2 (£} 37.3%(107/287), 28.6%(82/287)
H118.1% (52/287)

Spinillo SE{ERI4E 1 ) — AU & R R4 RS Lk
g5 4. Spinillo 25PM] INNO-LIPA HPV genotyping assay %
EREATAR AT T 15 AN E B 10 AMIEAEEL HPV Bkl o
K514 SPF10. 459t 1E 1218 4% 5K HPV
Y 69.9% (851/1218) o MIEBR A4 & HI4E, CIN
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AT CIN2 (CIN=2) fbsAth, HPV [ H 25354 52.7%
(316/680) , 99.7% (342//343) F1 99.0% (193/195) . H:,
Z RIS hy 22.5% (153/680) , 63.6% (218/343) Al 79.5%
(155/195) o HPV JZ G 1) 25 53 00 b [958 45 i 21 2% K 2 &5 AL 1)
JU LR R H 2 EA S (Spearman Rho=0.59, P<<0.001) .

Séanchez-Lander 2515} 2% A Bt fr HPV (KA T f L kAT 114
. % 329 ik CIN2. CIN3 FIEhEMEESUE (invasive
cervical cancer, 1CC) AT I ZLAN HPV L5 ¥ 4> A 84T
TR ARSIV L mm R A 35K, MRS 25 mg.
LSk TAZ W, 1k T 7R mil, &5 15K
FHo VIR B IE 2 Al K ALBEHEE DNA J&, i INNO-LiPA
HPV Genotyping Extra Amp System 3#£47> B4R, I 4 28 >4
SRR, RRGESEAT PCR 1953 DNA, AT X IZAT
i HPV 4371, 455 78/84 () CIN2 (92.8%) , 142/149 ) CIN3
(95.3%) 11 95/96 ] ICC (98.9%) # %] T HPV. 78 {4 CIN2
W, 16 I 2 BRI YL (20.6%) ; 142 ] CIN3 H, 32 filh %
RUR YL (22.6%) 5 95 49 ICC 1, 17 Bk 2 B Rk G (17.9%) .
SRR, ANRFHREZ N, ZRREEER LTS ZER. %
FAR N 2 B G, UL 1) 2 2L ) B g 3 B AR T
Spinillo A FRIPIIRAIT T4 A«

Chaturvedi ZMI7E ik B2 i [ 5 RE 0F 5% 97 5 18 ) 98 15
RIGIH . Xt 55 871 27 M AV 1A Ll AT 1 2 /i e 1)
BVl . HPV DNA 23 B4R I A 1% 5149) SPF10/DEIA/LIPA25
Y IWAGHAT. IAEWABEM HPV DNA EEHE 58T (DNA
enzyme immunoassay, DEIA) . DEIA Fi{EE FHE 84 24t
1% (LiPA25) Al 25 NG 73 BRI . G SPF10/DEIA Kol
FHYE, T HPV16/18 LiPA25 BifE, NkrA<H HPV16/18 PCR 4
VS I FR A TY A . A5, T AR SRk, B
ZARIGARET, HPV EeAS U BH 44 b7 50.0% (2938/5871) ,
B2 459 BITCIEME AR 25 MR 4, 15 42.3%
(2478/5871) [ NZEDATIX 25 NMAUGZ — IR Gy, 2 R B
1070 4, (53ZAGH 1 18.2%, 1E HPV R i AR, B
o7 EL il ik 43.2% (1070/2478) » Y 2~8 NS )
YLt Kooyl Kk 646 1), 267 451, 102 41, 39 %, 1241, 2 4, 2
Bl 7C 47 ) CIN2+h, 46 Bk A HPV B4, 2B 21
B, R 45.7%. 7E HSIL+h, 225 lfe AT HPV B,
LY 112 B, SR 49.8%. BT BoR, TERIENRE
H A R 2 BB L

2. B SRR A 45 e Garcia M4 B 406
PRARK )3 4 FH 2 8 PCR F Luminex XMAP 2448 H AMAT T
27 /> HPV B 53 HT . BIFFT T 160 4 14A 4, o 41 491 (25.6%)
W AT S i, 56 4] (35%) 44 CINI; 16 4] (10%) £
CINII; 33 %] (20.6%) f CINIII, 14 ik &5 (8.8%) .
ZHEY: (129/160, 80.6%) M &W.Z T H—IjKYL (31/160,
19.4%) o 2 BRI T B BUR AR BT Y 78% (32/41)
TECINT 2 85.7% (48/56) , 7t CINII N 81.2% (13/16) , &
CINIILh 78.8% (26/33) , fEEZE N 71.4% (10/14) . &t
TR, BHE AR N, 2RSSR 1 B g i i R

o HIZAT R RN, TEARRIFIRAE 2 B G HAEAHY
A

Chan 2:0¥956} 2790 44 v [/ L HEAT T 40, JLrh 444 K%
W E S (1ICC) , 772 4] CIN3, 805 4 CIN2, 769 4 CIN1,
B SUARAS 1 g W 51 PGMY09/11 #E4T PCR 71, HPV
FHYEAR AT Linear Array HPV 2> AKX 74 (Roche,
Molecular Systems, Inc., CA) BT 4> BIRMI, 2ok 0 GEAS I
38 ML ML HPVS2 %7t s BHPEIFR A, 53 FH M13-HPV52-
PE7-F2/ M13-HPV52-pE7-R U5 % 5 [ 43k T PCR 4 144 € .
BT e 3 F HPVA4S RURE Sk ET 51437 H 1 . HPV BHIEAS:
1, CIN1 4 79.2%, CIN2 24 86.0%, CIN3 Jj 84.2%, ICC Jy
94.1%. Z G AEE L, A HPV B s, By Ll
5B B R R DR, Hh CINL 24 54.7%,
CIN2 Jj 48.7%, CIN3 Jy 46.2%, ICC Jy 27.5%. W5 Eos,
bE 5 AR R N TR, 22 BB G T 0 L9 A 38 R AR 1

L5 R P ST 45 e AN, Pista 25 M0%f 2006 4 4 2008
A W) 2 2 LA HL X [ 1057 1] 75 $ihr A ) HPV JREge {348
RN 22 F R R GUHEAT TS MhATTFH 43 #Tik (The
Clinical Array) X 35 A5 HPV 5 T kil . 7R 15,
EH N HPV BHTEZ N 25.4% (108/425) , Hrp RIS 21
%, 7 19.4%. CINL & HPV FHIER 67.2% (252/375) , £#!
YL 83 441, (' 32.9%.CIN2+# HPV A% 76.7%(197/257),
ZRGEGE 74 B, & 37.6%. SIEH AL, BEEARLRE
WIINEE, 2 BB % () LA KA R 1) 38 15 o

o BTN E BT T 22 2 SRR A

FRAETATE NN, IR IR Y %A — A 5 e B 40 1)
FpE, BB RV 1% A R BTN DU PR PR A R TE LA
TERRIEIAM S R . AR A GIAh, 2RI RN HPV 55
BRI G T8 A0 AR R S B R A T R 25 I, T LU 4k
FhASTR] () 40 B o W 28 0 e b B JE T I 45 SR o A4 e ¥ 4
T 1% B — M R, BB — HPV B T () R 4R i 2R o 1H
WL LT IEAE ki ERWES, Y uiag kO, B
FUm AN T LA 2B HPV K. Li 00545 T 1990~
2010 4FA 75 30 848 S e B U 451 1) 243 TSR BEAL
RO TR ACE e, A8 HPV A H KT RO 3 s i R i
Z R HPV G [RAS H L il 1990 4F 48 1999 4E1H) 4.0%,
T1#] 2006 FEZE 2010 4EH) 15.7%. BAR, LER— TSR N,
HZ AN HPV AL RAZ R — AN WS, o 300 el v s
A DL AN iy BT HPV 515 i 5 e s )

1. TR SR A 00 : de Sanjose 25 MIRFSE I 42
TAt S 38 ANER M LB AL R EE Y E SR A
WEEARAS, LR Ky SR T bR (0 B R S0 21 bR A AT
HPV DNA K43 Frsill, HPV 8300 F SPF-10 | i 51 #1347 PCR
48, BT DNA BRI G 73 17, 43 BRI R m) 2 A8 2k
TREF o HTiE . X 10 575 BIRIEREEAT T 40 #T, 43, BI%w
T30 M), A7 8977 I (85%) sk HPV DNA FHE:, H:
2 AU 587 B, ATRTHIE 6.54%. 51 BIAREYE
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B, oS24 S 0.58%.

5 BSR4 AR, Zuna 4504
%K H 22 [E Oklahoma City [¥] 93 fl¥231 4 [ L 224 AR AN AT 1)
27 NG HPV 4 BRI 45 R B, 208 11.5%
(10/87) , it de Sanjose 58 A HI45 FL 1 fi%. ISR H 25 N S
PR M B S0 A A 2R ) HPV B R 45 51 o,
2 RT3 ik 17.9% (17/95) MOF1 27.0% (40/148) M,
£ Chan 260315} 444 HREH B 5 (1ICC) 11 HPV 23 BRI,
R A0 g 339 41, HPV BHTE 325 4, 7 95.9%, Hirpep—pk
%l 68.1%, 2 7 18.3%, 3 A 7.1%, 4 R LA L 2.4%; R s
105 #1, HPV Pk 93 #91, f 88.6%, L #i—+VE%I 68.6%, 2
A118.1%, 3 4¢1.9%. MZBIGIERTE HPV BIPERIM R,
RN MO 7 29.0%, B 22.6%, & il 27.5%. FiRixes
WF9L, R PRI 2 RARGE AR, B8 TR
W5

{HZAE Panigoro 258 KmiF s b, SR 1 S R 4 2 TR0 e
Panigoro ST 7T J7 I A JE) 120 1 X 2H 200095 B 2 i o O B S b Ak
R M HPV [AETEIE DL, HPV 43 LRI 43 53l K FH P
LB MEA TR INR ) & (Roche Diagnostics, Mannheim, Germany
F1 Digene HPV Genotyping RH Test, Qiagen Gaithersburg, MD)
HEAT, A lnr e 37 A e B A 28 A e 24 HildkAT 73 2
4553 66 WIbR AT 65 IR, BUSIR, 2 BU0KG
ik 51.5%.

2. ST SRR TR 45 R Du 095} 20032008
TR (R EST L Karolinska SK2% P Bei2 Wik B S (AR A AT T
W5, AR ERR AN (squamous cell carcinomas, SCC) i
¥ (adenocarcinomas, ADC) . 5 154 $#£HUE] T DNA. ] Luminex
Multiplex I 24 A~ HPV RUGIREATMI B, G 15 S mifal, 34
Al SE LB 6 AMILAEEY . 4R, TEFTE I S BUEI T, HPV
PR H 260 92.9% (143/154) , i, SCC o4 93.3% (111/119),
ADC 4y 91.4% (32/35) . ZRUGIEGSE 12 4], (5 HPV A HH
8.4%, Hh 2R, 3B 241, 4814, {ELENEGS,
SCC10 4, 5 HPV it 1) 9.0%; ADC2 41, /iy HPV 45 Hi 1) 6.3%.
ZWF5T 5 de Sanjose 457 tH S AT 9T HUAR Y 45 248

Barzon 25POx sk [ 2 KR HPV Kl BH PR ¥ 154 49125 5
FEMI M EbRA, 05 INNO-LIPA R IFZAZH A (reverse
hybridization-based INNO-LiPA HPV Genotyping Extra assay) F
HPV L1 NGS #i K (454 next generation sequencing, NGS
technology) it HPV 2> B4l . LRI T 27 ANALG, HrpaEfg
1 HPV13 AN, (KGR HPV1A MR, 4550, XA 68 il h
TR R Gy, HARYN 2 BG5S AR AL 55.84%
(86/154) . #i HPV &R\ MR, & 24 HPV (1 84 H
BRIK A 283, 154 HilFR ARG AR N 1.84. 162 B4,
1 61.2% 0 —HIHY, 28.2% k) = HIH Y, 7.1% 4 I /Y, 3.5%
H G

A Z B RAT IS, FHE IV 2 R, B SR AR
HPV Z BB R ) B3 2, CEIEH] T 3 LA N 20
PEERREE . XMIG 2 ISR ACE I R OC, WA HERR T A

I FRIAN T LR IR o 22 BRI IR G AR TP A v LR A9 R B, #  HPV

B IR, O B SO ) TR VR T S 2 RGBS X

SERESY, 2 TG S B SN A R AR, U IEAR,

RS, FET—BEEE. 05 A0 5 40 AN [ v B Ak

SRFE P, IERZ ARG M RN, & ITEA & A

PR SRR o X T B SR A A 2 800 HPV FRERBLE, Bk

T A AEREI ), RVIZFR 22 R0 HPV B 8 55 2 %

ANEL— HPV B g0 M kS 44, 182 2 R0 HPV FE:41

Ml EE SR, WA, KT ZRNEE, ABEHVFZ [

R R

2 % x #
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