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(1. R THZARERS AA L5 E R4T 214000; 2. FM K FHE S —Ers A 774 0 7 215000 )

[XgE] RARFRAR, HAZRE, EWHEE;, FHRBHERL

(# E] HH KT HASZQEEEZXAHDRBHERNLGEELLER X, FiE AANRARGLERSL
240 ] ARIE o 3 R A F kBB (Hey) RF2F =10 wmol/L, 54 H & Z e /B4 (H 41) 118 4] Fo S 2b 3 fn R 20 (
£h20)122 ) WA P40 & — AR H UL AR AR R B bk e B2 MR- P R E (IMT) A i sh bkt sk 22, KA %
B % Logistic 1A HA H LB Z A A FHIRBARALH ML LR AL, R HAZREBFEXEANMR. T T
Ty PR Y KGR BRE Hey /K5 E RS &G (LDLC) k% £ (BUN) A= JLEF (Cr) R Bi (UA) (%0 3h bk se 3k
TR BEB AL IMT B3k 40 =3 A 50% R F a9 B 2 F 5 @3 & T L 440(P<0.05) , Logistic $ LW )25 # 2+,
H & &k &EFH bk IMT 5 &8 BB A% LDLC 2 F A8 X (P<0.05), &% E 4 % A 1.282(95%CI 1. 133 ~
1.451) .6.663(95% CI 1.200 ~20.669) #2 4.301(95% CI 1.199 ~15.434) ;383 B R 5 H# F R F R E4 £
(P<0.05), B34 1.150(95% CI 1. 069 ~1.238) .3.496(95% CI 1.353 ~9.033) #= 1.244(95% CI 1.014 ~
1.526) , &% HAZAEBEZFHAHRIMT 5 S8 FOEF 5 LDLC ZE AL ;B Rl 5 H# FHiF-RETE
FHK
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[ ABSTRACT] Aim To investigate the carotid atherosclerosis risk factors of H-type hypertension. Methods A
total of 240 hospitalized patients with primary hypertension from january 2017 to january 2018 were selected.  According to
the plasma homocysteine( Hey) level, participators were divided into H-type hypertenion group ( H-group, plasma Hey>10
pmol/L) with 118 cases and simple group( plasma Hey <10 pwmol/L) with 122 cases.  Patients’ general information, bio-
chemical index, carotid intima-media thickness (IMT ), carotid atherosclerotic plaques and the condition of carotid
stenosis, were compared between the two groups.  Multivariate Logistic regression was used to analyze the risk factors of
carotid atherosclerosis in H-group patients. Results Male composition, coronary heart disease history, stroke history,
mean systolic blood pressure , pulse pressure, plasma Hey, low density liporotein cholesterol ( LDLC), urea nitrogen
(BUN), creatinine(Cr) and uric acid( UA) levels, the detection rate of the carotid IMT, plaque formation, IMT, the
plaque number=3, carotid stenosis >50% in H group were significantly different from simple group(P<0.05). Multiva-
riate Logistic regression analysis demonstrated that aged, smoking history, high LDL were significantly associated with ca-
rotid IMT in H-type hypertension patients, with OR values 1. 282 (95% CI 1. 133 ~1.451), 663 (95% CI 1. 200 ~
20.669) , 4.301(95%CI 1. 199 ~15.434) respectively. Moreover, aged, overweight, high LDL with OR values 1. 150
(95% CI1.069 ~1.238), 3.496(95% CI 1.353 ~9.033), 1.244(95% CI 1.014 ~ 1.526) were significantly associated
with plaque formation. Conclusions Aged, smoking history, high LDL were significantly associated with carotid IMT
of H-type hypertension patients.  Aged, overweight, high LDL had significant effect on the progression of plaque forma-

tion.
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[F) 7512 B 2R ( homocysteine , Hey ) F 1932 4E 5
BRI, 1969 4E Me Cully™ 3 YRR & [F] 50 F B
R I AE (hyperhomocysteinemia , HHey ) A BE 2 3l ik
SRAEREAL (As) S HAH DG il I 4 A B I PR 2R
Bt J 14 K [ N AMIF SR GIE T HHey 25 3500 10 1 45
Jef, JUHIE AV R B Dk 2B fiE K 2 i 2E 1Y
WAL FERE P 2008 AF A EIF TN B3R S DR
P & %A HHey (Hey =10 wmol/L) B A H A
I R R, 2 e [ B4R i R AR
75% " HRMARSTE TP EA 1.5 ~2.0 12 H B IR
SR, AR I R P v i AR AR I 2 [
T BRK PR 2 oy Dy BB o SR S AR
H B 1 £ T LB o A — AR i PR R, 4 45
Mg PR ER | WUEFHR 2R 2055 A AL 46 AR DL ke 515))
JRE PR IR H B g i S B I PR AR AL
Ul KEE LSRG AZ AL MBS IR BE AL R FE B R

1 #BFAFE

1.1 #MRIZ

HH 2017 £ 1 F F 2018 48 1 A (£ % ¥ 94
AR M i R oy B 3R 240 B, 4 BT A A
B LR 7 96 46 8 2010) 7, 78 R AE A FE R 24 4 oy B
WNTF,AER B 3 %M &t &, F 340K 4% E (systolic
blood pressure,SBP) =140 mmHg #7 ( 2 ) F ¥ 47 %
JE (diastolic blood pressure, DBP) =90 mm Hg; 2t #
REREAGER £, BT EAMHMEELH,
MRAE MY Hey K F 2 H =10 pmol/L, 4% H A 5
M R4 (H A ) fmse i i JE A (2 44), 25 A
118 il An 122 i, /i Bl #EER Aok . (1) 48 R M
() BRI RE CER 0 R E G E R
DR I AN RN (N 7 N R
(3)EHBMAW) BALH B’ KX ESH . B k4
AR FHHF HABE FAED ARSEEFY
g Hey K-F 8 254 5 (4) NI Ja RI#AT E LA &, 5
Zh ik R 2E ST B0 kot B wr A TS F R R REAT B
B,
1.2 —RRERE

BHARF RN — R R TR, BFF® M
Bl omE BOEE EOmE ERAANES E
o % A2 R 45 2 BMI=24 kg/m* AR E) (KM
(EEHEARBEe MA KU L) FHN,
1.3 HEHiEr s

HWERAEZNRG 24 h NI AE S ELE R,
W3 Hey, H W = B (triglyceride, TG) | & JE & &

(total cholesterol, TC) | & % J& fig & & fH & B (high
density liporotein cholesterol, HDLC) 1% % & g & &
B [ B (low density liporotein cholesterol , LDLC) |
% A (urea nitrogen, BUM) | AL Ef ( creatinine , Cr) 7 i
JK B (uric acid,UA) ,

£ A AR AR By A N B R 3% ] L SE B R R E AR
7= # BECKMAN COULTER-AUS800 & 3/ 1t 247 1,
HRA T AR BB TR B H R AR A
WA RAE, 7% E K Hey =10 pmol/L,
TG=1. 89 mmol/L, TC=5.7 mmol/L, LDLC>3. 1
mmol/L, HDLC<0. 78 mmol/L, BUM =105 pmol/L,
Cr=7.14 mmol/L,UA =450 pmol/L,

1.4 #FFBBFKE

WEPHAZE ok B BN EME, W T Ik
N JE- )2 (intima-media thickness, IMT) | 5 3
HES50% N EHREE, THEEZ NI 48 h Wl
EFHEHNERERAEEETIFARAALAFNHE
ITF 2000 % € % & 8 % & W4, 38 L £ 12
MHz, F #1 & 3 fikJ§) K 4L 2200 3% 10 ~20 mm 4L, 24
BIE 2 K, ME 4 KT HE N Z L T3k
W - 7 R R (TMIT)

Fh ik IMT 3 B K 3h Jik 5 4 38 e i 48 7= 5 iy
AR B30 ik IMT=0. 8 mm 27 ML IMT 3 JZ ; fn 4
BETEAAB A AT L ABELEERNE
JE BN B R R B IMT=1.2 mm O 3 ik 39
FESERTY R, B oh Bk F & = (1-F 30 ol 4k & &
1 R/ U Bk R AL AR ) x100% 5 %k F P £ A7
W 1% <R E R <50% Ky R BE F =50%
AHEERE, BRRE T E,

1.5 SirEHE

B SPSS 23.0 K BHATRITF M, 2K
HERARBAE LK ERT, XA FF R AT4
] b 8% 5 3 B R A wes KT, T 4118 b B R
AR HF TR, FEA Logistic = 70 B AT
IMT 3 B An 58 5 0 i 0y 4 L 6 e B R, AR ST B A
At AT KM A 3, P<0.05 A h =2 R EHA

FEENL,

2 # OB

2.1 WA—-BARBLLE

H A B i EE e O i A R s i
A s MK R I 0 TRl 2 e B St A E
X (P<0.05,3 1), TMIAEAFEHG B AR T £ AR
S BE PRI g S K T AN i i R S T A 2
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R1. BaAAFHASIERE—REIRBEER

Table 1. Comparison of general data in H-group and simple

group
i i) (g OF P
R (X)) 60.88+7.11  61.03+7.14 0.160 0.873
<60 Z[Hl(%)]  57(46.7) 57(48.3)  0.014 0.907
=60 H[#(%)] 65(53.3) 61(51.7)
BEHI(%) ] 50(41.0) 65(55.1)  4.231 0.040
BMI(kg/m?) 24.43+2.38  24.47+2.48 0.141 0.888
WA L [ (% ) ] 43(35.2) 40(33.9)  0.007 0.933
e[ 1(%)]  33(27.0) 35(29.7)  0.093 0.760
FEOFHREL[BI(%) ] 9(7.4) 20(16.9)  4.312 0.038
AR Bl(% )] 13(10.7) 25(21.2)  4.233 0.040
W45 He (mmHg) 136.32+17.62 145.57+18.29 3.991 <0.001
#F 3K E (mmHg) 80.75+11.06 83.30+11.25 1.768 0.078
Jik & ( mmHg) 57.57+7.75 62.27+8.39 6.432 <0.001
TR IR (4F) 9.28+6.34  9.97+5.50 0.902 0.368

2.2 TAENISFRMIEEE

WL i IR 5 TG A TC /K22 53 4t i
MY, H A% £ 1 Hey ,LDLC . HDLC \BUN |
Cr Al UA 7K P38 3 & T4l (P<0.05,% 2) .

F2. BAAMNHARNEZRENENIERILE
Table 2. Comparison of biochemical indicators in H-group

and simple group

mHE oigfzgﬁm (n jl%ﬁﬂ) vxt P

Hey((wmol/L) 7.17+1.86 21.26+7.90 19.150 <0.001
TG( mmol/L) 1.84+1.02 1.87+1.03 0.249 0.803
TC( mmol/L) 4.77+1.10 4.87+1.13 0.740 0.460
LDLC( mmol/L) 2.43+0.30 2.87+0.50 8.357 <0.001
HDLC ( mmol/L) 1.29+0.38 1.16+0.37 -2.734 0.007
BUN( pmol/L) 5.53+1.55 6.54+1.67 4.859 <0.001
Cr(mmol/L) 72.39+19.13  90.35+23.80 6.454 <0.001
UA( pmol/L) 318+94.35 344.47+£99.15 2.040 0.042

2.3 TAMBBKEE TR

H 20 3 1 He £ 35 3503 ik P B TR | BRE RO 1
IMT BEHeg i Bt =3 AR BIEOR 50% B8 1Yy
o Hh e Bl g O e AR LR 22 A B M (P<
0.05,%3),

*3. B4 H AR MEEREDINELBEIERILER
Table 3. Comparison of carotid ultrasound in H-group and

simple group

Al H#4

TR (n=1220) (n=nig )y “X P
IMT 34J2[ ] (% ) ] 48(39.3) 89(75.4)  30.417 <0.001
B[ BI(% )]  15(12.3) 45(38.1)  20.006 <0.001
IMT(mm) 0.77+0.18  0.9120.23  5.236 <0.001
BEHEL (% ) ] 21.706 <0.001
14 6(4.9) 20(16.9)  7.786 0.005
24 5(4.1) 11(9.3)  1.858 0.173
=34 4(3.3) 14(11.9)  5.196 0.023
50% BAE[ B (% ) ] 2(1.6) 10(8.5)  4.549 0.033
2.4 SBNBKGREFRENL S EE Logistic B4 47

ST A T AR, 430 DA H 7R g i R
Bk IMT 34 JEFBEHIE R AR & DUARSE PR
WA . BMI TG . LDL  HDL Fl R & A H A5 54T Lo-
gistic [BIHHT . IMT B4R 1Y Logistic [0 53-Hr &
i R AN LDL FR ik Al 3 7 #2 (P <0. 05,
2 4), BEYIE LAY Logistic [BIH 43T Bos & i 5
PR BMI #E A B 752 (P<0.05,3%5)

F 4. IMT HEEHEXER FER Logistic % JtE I35
Table 4. Logistic multiple regression analysis of risk factors

related to intima-media thickening

AHRHEFR Wald P1E OR 95% CI

GeiG 15.534  <0.001  1.282 1.133 ~1.451
Ltk 0.881  0.348  0.563 0.170 ~1.868
K 4.703  0.030  6.633 1.200 ~36. 669
BMI 2.148  0.143  1.217 0.936 ~1.584
TG 3.593  0.058  2.182 0.974 ~4.891
LDL 5.008  0.025  4.301 1.199 ~15.434
HDL 0.240  0.624  0.671 0.136 ~3.318
FRR 1.605  0.205 1.005 0.997 ~1.012

R 5. WX M E ZE/ Logistic & iT[E 3447
Table 5. Logistic multiple regression analysis of risk factors

related to plaque formation

AHEH 2 Wald P{H OR 95% CI

AR 13.855  <0.001  1.150 1.069 ~1.238
Bk 6.678  0.010  3.496 1.353 ~9.033
W 1.598  0.206  1.873 0.708 ~4.954
BMI 4.390  0.036  1.244 1.014 ~1.526
TG 3.710  0.054  1.572 0.992 ~2.491
LDL 0.137  0.711 1.203 0.452 ~3.200
HDL 0.027  0.870  1.111 0.317 ~3.889
PRE2 0.515  0.473 1.002 0.997 ~1.006
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3 47 g
3.1 HEBMESEIGKESSS KRR

ARHIFFE A, HOA e I R e 5 M e e T
HLalig] A G s B I R IR Hey 7K
v A v ) HHey 761 9 i 43 A5 25 S ]
&5 Hey fRIHERS UM S RIIRIER XK. &
PRI R 4k A2 2 Bo MIgEA: K B12 K T 5
PEUY B R R 4 R B2 MK RS A BT
Hey MRS,

ARHFFE & B HAH ) I HR A U 4 A bR R 3
B ER A T B A ET KR E R LG
S, ATRES A BE R A A R O CE AR I
FERRE SR IR T ok MK R . sk kil
EVIIRGE ) Hey 7KF5 MR P sh A G, H B &
IR R S A M AR v 25 S A8 S5 2808 T 1 &Y
ERL R R, DR AL, AN A — T2 A Ay AN N
HHey 3 35 9 1 44 P9 A 16 &0 00 A8 B, 42 2 i A5 5 5
AL SR FN 4 A Y R A Bk R T, S 80l
B AL Ko R TR WA 2R F RGE Hey
BRI I 45T UL A0 B P9 45 2 1 SR 4, sl bk i 4 Fn
HNEEIRBE 1K, 51 & mEFE ", #8 Hey 7K
ST S LR R R R R DR O

H 4175 I 58 2 19 LDLC /K S4B ali 2 i 2% 7
151, 1 HDLC 7K SF- ) 45 B 4l 21 BH @ B AR, Hey /KF-
SERE BRI AL AL T AR, EAME A
HRIEIN A Hey BT AR (5 A & B2 B FF P9 ) iF A1 %
B2 B LDLC 5% HDLC 5 0 i i 55 - 1
fal &R, W R A, AR 6 013 il fil A
TR H 22 e e 1 [l A 20 M Hey 5 LR 7K F- 2
MR, & B Hey FHE , HDLC F& ST LDLC
FHis , HHey J& LDLC 7KF-F+ i & HDLC 7KF-FE AR
MR R

H 4185 & % BUN Cr F1 UA ZKF-34 8 18 5
TRALid], A 05T HEn IR R LY Hey 78 5
MR A A v e AR T LT Hey 5 UL IR
FRMIRER KV 1 e R 2
F M7 Hey ZKFEBE'E /MR 3E 1S K ( glomerular fil-
tration rate , GFR) [ F&AK i Tk ) Hey 7KL
15 GFR M2, B WErp &G AH2E Hey ROFCISHER, £
B4 45 BHMT ,CBS #l MTHFR , #82& Hey 180 56
SRR, B DRt Hey AR R ZEREZ ", BT
LA, B DR R di: S 25 46 453 495 B Hey AR Y & hL
Wb G Hey POWRBETH i, WA Rl FUgd R

BERTsotm ', Hey 518 B IIRER X R %Y,
ZARW'E % (end stage renal disease, ESRD) £ 74 I
W Hey KM@ HEE I 3 ~5 1%, H 85% ~100%
ESRD H#% Jf % HHey'™ | IE4EA 24 #E 52, HHey
XoF B T RE AR 0 2 Sl A VR Nk A, 51 i
JINBRAE AL K H ) RERRAT , #E 1M % & A ESRD'™

H 2B W PR IR KT8 TR alidl . A SR oe
AIESE, 0 78 - R ] RE ] DA R AR A4 9 DR R 7K F , 32
ARMER Hey FIURER =& nlREAH LR ™ Zot
IEAHSEMEAI T 2 350 45 5 1 £ A P T) R~ i
TR PRI K V-, 45 5 & LR TR B3 TN 1 wmol/ L, [H]
T i R BOK 3401 0. 0005 umol /L

H RTFIT B IESE, S50 bk IMT K08 R B B i
AL R 4 B S ko AR AR AL AR R B |t I AR
KU B XL A5 9 055 I AR T AR B AF 9 ) 2 T 4 B o
EEMUE B bR, ARFS A 0 4L i
(ES bk IMT 3 5 L 4] BEHOIE i LG ] IMT |, 368
Koo BEHECER =3 A 099 B LGB RT 509% BEAS RS
HR I B R T e aligl, & AL w0 A
F B AT A, Hey /KA TH 5 45 3h ok ke i
P e i 1 95 5 2 5 S5 R i I 4 5 1 P TR
IEAHSE, R EE2AS M —IZAE AT R W 12K Hey
AOFAETEE S pumol/ L, i 45 2E (1) IXUBS 38 11 59% |, e
N R JRUBS: 386 11 329% 5 M Hey 4 R % 3 wmol/L, i
FHZE (10 KU T B 199% , B i 0 JUE 55 9 XUBS:
F119% >,

HHey 38 iz i1 s ik e A2 A 4k 7= A 0 & Je A i
Ao 56 T 25 45 o M L A5 8 08 A A XL 348 o
I i P A0 2 3 o DA HL AT RE Y K 9 B
BRI ™ . (1) Hey 25 LDLC e P4 Bz 40 i
1Ak N IS BE 8 RE SN, IR I AE P B S5 A
5188 ; (2) Hey 006 10058 N 4 & 25 F g, i b s ik
B A B R, 75 I P9 R s B 3G A 5 (3) HHey
WAk LNl G BT L 2R A SR T AR 75 R RE I i D )
A By TR BE A TE IR 5 (4) M3 H 8 A Hey
A BB R R M — AL A (nitric oxide, NO) [
JE |, BRAI PN B 200 B B 2R 2R 10 B o, 5 1S P B 40 i
B HE, B3 N R AN T S A aE )
3.2 HBEgmMEEETHKBEFELNEREE
S

ARBFTE KB, AR S H R I B 2 S ko
RERT L0 B AR BEER T 1 08 25 A 5, 1 i 2 HL A <7 1)
FERE PR 2 s PRI H RS iR 3 ok R BEETE A
EHC, B RS Y fER R AR S TR
J&F IR 2, A4 0 Wl 4E i K 3h
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it A Co BEE R 1009 BB T T B WA R e T AT 5K
FEREARBN TG I, A B 58 R B K R3S K5
B Ik sk AR A0 D 0 A G, IR o 8 10 s A K R 1Y)
T8, BB IMT 2287 5 0, 50 50 ok o83 4 A8 Ak 55
Pk R WT E  H OB i R, 2otk
BN KR FERE AL i 3 S ™ AR AR T B 4%, A
HIFH,— 5w w68 5 5B v A 20K 2 1 %
(SR RDRE B T, ELSE 22 0 5 R T BB A A E Y
AT 5 2RI K R R S R, 53— D TH AT RS Ltk
AP R KT R 3 ok 33 6 1 0 P B 40 B —
AR K- FAI - 3 LAR B 08 T 0K 52 LD RE ik
B ORGP N BRET TR M A, IE 22 Sl Ik IMT 2T 41k K s
AN, 38 1o 18 % g A P e 40 e P Ah
B BTICRUE 2 PRI HE A H ALl &
H NPk IMT 1458 819 07 72, n G4 s, B AE
H AL i 28 S8l kA Ak 2 i R REHUIE 1) 22 4k
AR A A E R

AT WA fe 24308 A HBY 5 1 B A 3 8 ik
IMT 3345222 PR 2R 10105 5 2, i 7 W AR Sy HC ol ST i
R, HI OR W 6. 663, fal e e, 1R A2
WS 5 LA 5 28 e i T DR R AN IR 8 1 4.
832 ff%, HHey #& £ 5095 19 XU /2 1E % Hey # 11
1.019 %, 45 HHey HW AR E 5 5000 B9 XU 2 6
HHey HRWRIRE Y 2. 473 £527, WURBA A
FESEHUIE ST A& 6 K2R, 25 1T R 5 98 40 W A
) S5 203 K R B 8 2 A i B 20 IOk BEE Ak 1 5 9 ) 8
TIHA —E R TR FIABTTE N2 1Y 5 BRME: B X i
TR REAATE A A 53, TR X T 4k 22 AR & X% H
U UL £8 35 S5 3 Ik ok A A Ak 1 2 AR R A5 A IE T
SR T BT TR S R R I L
AT BRI ATRIT I TR K Az 22
AR O IEF 4 (major adverse cardiovascular events,
MACE ) 4 XU 5 AN 00 28 T I 8 26 S, {H R e e 2
A MACE 34 18 JRUR: 53 1) S AN WA AR 2 K% ok 0 5
¥ 2. 42 £5F0 2. 02 500 WA 7E Bh Ik ok A B 1k &
A R R Y i D B, 3R B LA T
PERI g T o i A A3k 4 R, g e,
ren LTS 5 5 | 25 o A P — SR A U3 1l P B A6 40 5 18
MRS BE s M0 55 vh & A R i Al ik, IR T & 2
AN R ROR R IR A AL, S 588
I AR SN ;5% i iR A4, LDLC 7K - Hoid
%4k LDLC /KFFH , HDLC /KPR A ; — AL
LM G5

e AL Pk © 28 O 42 BRYE A [R), OC Tk

SEHEHE(BMI=28 kg/m” ) 2 20 K ok5 A £ Ak 1 52 95 1)
A7 GRS R R s i £ 3 FILE AL S
BEAR M 5 % DL & Hey 7K - B9 A G P B 58 OR A 4R
WP OARBEE R, H ORI R R
(BMI=24 kg/m*) NFESIZh K IMT 38 )5 K 5K FE Bk
TV R4S M I 5t 1E 3 0 R [R) R B A 14 n , BB =
et A 1R i R 3 h ko A B BB A
ZRZBE R, =S B N 3R, #2788 A
SIS oK RE BEEIE ol ik A H A XU AR ik s, ™A
Pl HA I R R AL R R N A5 B AL 8
FA, HEBRAE W | 1k 53 AR FQ I = S5 ), 3ok
WFZE A3 —F ML R T 8 B RAE JbE dn 4] 230 ik ok
BEREALY . (1) ME B C W 2R (4 i3 2
(2) AR I 2 20 e ) A 200 B R IR T 400 i v L 4y
WA R BE R - | A8 N AR R A R R
ERRR AL R 5 (3) N5 07 40 L AT DL s
SPEANRR R i s R IR R TR M kAR
7 2R 45, 3K S 200 i R - 2K S 19 8 I T s ) HL Al R
i PR~ 450003 1004 P9 A0 6 91T T 0 i 3 e 4
T AL/ 2R 4 R S0 Jk ot A T S 4 AR 55

2012 4R (1% 42 [ 8 A 25 3 b AR v A
it ELE TG ¥, M EBUAEANA 13. 1% A TG
MURE , T 4. 9% oA m TC e, BT s
PR TG IMAEAR AT g 3@ o 52 LDLC A& HDLC 1
K R Z5A S 5 B kR R AL i R2 Y KRk =z Ah,
TR BRI IR R R 2 5 T Sh kBE 1) 2 i B 7, U 25
JR I R T B = 1 AR R T T TR R T B R 95 AH G
JRE PR TR HORT 7= Az | 16 Ak 75 W 40 it 2 B % e ok
PR AN BRE A IR T 3 ok R A Ak B R AR DT
SRR AL AR AR 4R T LDLC K H A Ak 5 46
Pl A8 P B2 A, I OB T 3l bk B 9, 38 4 i I
TFREHL, 5 2 AR R S 8 A0 S i 8 S L2 IR P 5%
K BIEBE NG EE A2, 5 N IR 9 RE J N, 15 T TR
HR I 2% SORBR A, 4 17 A2 JE% 103 BRE B B 27 4k 3
FEBEHEL 2 il A MY iUk 7. HDLC #
BUoh KR RERE AL (4 B 25 11, AT LA DAV TR 40 Bl P e a2
O 5 JEF O 20 A AR, H AT ELUE W HDLC 384 Bt
9 THBRA A R BUIAR T AR | i R £ 2 R
R AR AE N K AR AR . (HJ2 AR HDL &5 TG
A R WA I S0 S Ik ok B s Lk Kk
FEBEHIE B4 30 7 fE 6 2, AU LDLC A H &Y
1o ML SR BB ik IMT 34 J5-[0] 59 77 78, 1T RE R AR A
W IFAR B T2 YOk, BEEL RS e R b J v
MR R REC 215 8] — & T, [HAF
SEAREAS Y LDLC 5 H B % B IMT 14 5
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B EASG, m] AT H Y 5 il R R 3 8 g0 ik ok A A
aioy 2o

25 TR 5 Rl R i H A L HBRY
I A8 v 55 P L A8 v Wi e R ik R e
BTN ROy R S ST RINY TSI L S AT = ) =1 N o N
NEAR B PRIR A BT 25 5 25 6L, S8 Dk Al Ak S s A
BEHIE B S M, H OB I R S bk IMT
5 RN LDLC 5835 A0 G ; S8l IR BEHIE 1L
W5 iy 5 M AR B S AR DG, HAY s I R AR I
PR HLO A IR 8 LA R P2 AT R
TAMGEETUS . ASBEFE R B L /A5, H A
P R B R T AR B B2 Rk, H B Il
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