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A o]l 7ige] FAHAUD 31948 ez 3
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¥t AWV)EL 578 de] 150mmHge)4
EE 3718%o] 90mmHgol 3ol ALt 3rud LA Al
€ gazsiyd ALZ sych n¥ge = 7
2 gnUgA A AHEoE 278 #3r)HSto)
150/90mmHgol3tZ 23S+ F$2 sz, 2-47
ol o] FnYUGAHAE HEHE BT 2YYo]
A& A8 vjzBFoE Aoyt

HAdgAAZE CsAS prednisolone(PDN)E A}
439}t CsAE 4% 6-8A17H4 3mg/kgd AUF
AFg ¥ 74 R 3Y 592 3me/kgd 23 Yol
FeFAbatsich. 2% 10mg/kegd 23 il ATFF
dalgon 2FAREE 9mg/kg2dte] wlF Img/
kg€ #FF3}A 3-5mg/kg2E FA &%t PDN
& 5% 32U Solu-Medrol 1g& AWFAE £ 1}
€4 PDN 200mg 472 o] ¥ EAY 150
mg, AAY 100mg, YAY 60mgE FAH3) 2&%
g ol #x)83F 10-15mg 2 XA 22 33
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Alo]4] GARE MeoldF 1, 6, 12, 36, 60747}t
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Aol A didgxtge] 93dE 29 IJ4H
E74& Table 13 ) P9 gaiasde 329+
1044, A 7A, HzP 62MA2H, 20~40d7F A
A 86% 2 A tREE AL AE EEE&
a2} 2316, oz} 882 FaAlrl giREL 2AEHY
o} 3194 AHdoA Ege A42 sz e
FE VHAEE L& AFS 1d= ATk AolyA
ojul mEYe] AAD F$7F 24040(79%) Ak i
Bate] 98% A A NeolA& wtw, 2%A AL
Aol &g wgtrh jFARIES o|4A HE F4713
< 152%17.870¥ol Alo|dF HFE FHrLL
41.1£26.370 9ol c}

Aol2 ¥ mEste]l Mol FYsIAE 2649 Alo]
AF 71&E 3¥Ye] o =AY AR 804
4% n¥ge) YUe Table 29 2o ALukg-
EE YAy AUz Qe F 90t 5242 AA
9] of Hurg AX Yk 29 CsA =& PDN %9
HogAlAe AMgoz A% RAe] 314(29%), EaU
AFozre 7IASAY Wle] FAsA Rt A

Table 1. Patients’ Characteristics

No. of Patients 319 %
Age(years) 329+104
Male/Femal 231/88 (72/28)
Presence of native kidneys 319 (100)
Pretransplant HTN 240 (79
Cadaver/Living donor 7/312 ( 2/98)
Dialysis duration{months) 152+178

Duration of follow-up 411+26.3

{months)

Values are expressed mean £SE
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BY dy4zAT ALE ol A 63%A o]y
F 1974 0%2 Fo3A d2E & 5394 14%7A4A]
A&Ho2 F4HRY HYZREFY F 9 o)y
FA] 7% 4 oA ¥ 5 6%E A Wtst gk

Aoj2F ALE-g g ¥tekAle] W2l Fig. 1

Table 2. Estimated Causes of Newly Develop-
ed(N=26) or Aggravated(N=80) Hyper-
tension

Suggested Cause No. of Patients(%)

I 2ok AMES oA FE o)y @i
1.3521.0970004 o143 6709x 1.05%0.87), o]
AF 194 0.98%0.7671(p<0.01)2 §23tA A%
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P<0.08

No. of antihypertensive drug
s

Atop 1 [} 2 » "
Time after renal transplantation(months)

Fig. 1. Numbers of antihypertensive durg after
transplantation

= uncontrolled hypertensive group
={r~ controlled hypertensive group
§{ ==+ normotesive group

1dLy

Rejection or recurrent disease 52( 49) T=§
. P <0.001
Immunosuppressive o : . : )
Durg(CsA, steroid) 31( 29) @ ¢ 2 * ® ®
T .
Unknown or native kidneys 21( 20) ime after renal transplantation(months)
Renal artery stenosis 2( 2) Fig. 2. Changes of serum creatinine level in the
normotensivem controlled hypertensive and
Total 106(100) uncontrolled  hypertensive, groups qfter
transplatation.
Table 3. Changes of Clinical Features Following Transplantation
Time after transplatation(months)
0 1 6 12 36 60

Normotensive patients 90 90 83 71" 59 37
Hyptertensive patients 229 229 201 158 116 60

1) Controlled 201 197 181 128 76 46

2) Uncontrolled 28 32 20 30 40 14
Total patients(hypertensive) 319(72%) 319(72%) 284(71%) 229(68%)" 175(66%)  97(61%)
S-creatinine(mg/dl) 81%1.3 1611 16X06 19414 23+1.90° 26*23
Body weight(kg) 528+88 54.2+83 50.3+8.7 60.2+89° 60987 62.0%9.2
No. of antihypertensive

medication 1.35£1.09 1.15x0.76 1.05£0.83 098+08" 1.08£09 1.08%£09

*!indicate significance of comparisons(p <0.05) between values at the time of transplatation and each

follow-wp period.

- 553 -



— B A 16A A3E FE A 475 1997

F 33 2 549F 1080972 agE A&HG T 30%, BT 20% 2 FEAlold /A% 3}
n¥EE gEE fFd g ¥zEgroup 1, o7} At iy PP ZHF TN FAFEYT
n=53), 24AT(group 2, n=176)22 W3, F4Y EE AZAT) vjd] HFE FU7|To] FAE
4 (group 3, n=90)7} Ar Ao wWE 7% B3t oA 7leddEe] 66%2 FoFA =3t
Wz 2 oA PELE ME HZH AHL Table tHp<0.001). At Aol W& WA creatinined)
48} Zg. FAYVF olAA VA dES AAYY 3= Fig. 23 2ok AAEAEAME MeoldF 1y,

Table 4. Clinical Outcome

Nommotensive p yoneiclllo B2 Hypenensive
P Group Group
No. of patients at risk 90 176 53
No. of graft failed(%) (30) (20) <0.001 (66)
Follow-up period(mos)
Range 11-27 NS 7-77 8-31
Mean=SE 65.9%31.6 NS 43.7x19.2 <0.01 174+59
Serum creatinine(mg/dl)
at 1 year 1.73=0.86 NS 1.79%+1.04 <0.05 2491196
at 3 year 1.89+1.09 NS 1.94%1.06 <0.05 3.461+3.14
at 5 year 241207 NS 222+18 <0.05 357+3.11
Graft survival(%)
at 3 year 717005 NS 82.1+0.03 <0.001 45.3+0.07
at 5 year 43.8+0.08 NS 4951008 <0.001 19.6+0.07
Patient survival(9s) (95) (95) NS (96)

pl @ incicates the significance of comparisons between values normotensive group and controlled hypertensive

group.

p2: indicates the significance of comparisons between values controlled hypertensive group and uncontrolled
hypertensive group.

100

75

50

Cumulative renal survival{%)

25

Fig. 3.

P <0.001
T —lF- uncontrolied hypertensive group
ik~ controlied hypertensive group
—@- normotensive group
AtOP 1 2 3 4 5
Time after renal transplantation (years)
Cumulative graft survival in patients with normotension, controlled hypertension

and uncontrolled hypertension.
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= Abstract =

Hypertension in Kidney
Transplantation Recipients
— Effect on Long-term Renal Allograft Survival —

Jun Suk, M.D., Jin Kyong Kwon, M.D.
Sung Bae Park, M.D., Hyun Chul Kim, M.D.
Won Hyun Cho, M.D." and Cheol Hee Park, M.D.”

Department of Internal Medicine, Gerneral
Surgery”, Urology™ Keimyung University School of
Medicine, Taegu, Korea

Hypertension is a frequent complication after or-
gan transplantation and remains risk factor for the
development of cardiovascular disease and graft
dysfunction after renal transplantation. The prevalen-
ce of hypertension after renal transplantation varies
from 50% to 93%. There are multiple mechanisms
for development of post-transplant hypertension.

To examine the effects of hypertension on renal
allograft survival, we studied the clinical course of
319 kidney transplant recipients(male:female=231:88,
mean age=3291104 yrs) who had functioning graft
at least 6 months. The patients were divided into
three groups : normotensive groups(n=90), controlled
hypertensive groups(n=176) and uncontrolled hyper-
tensive groups(n=53).

Among 319 patients, 229(72%) were hypertensive
at the time of renal transplantation. The incidence of
hypertension decreased progressively to 68%, 65%
and 61% at 1, 3 and 5 years after transplantation (p
<0.05). The numbers of antihypertensive medication
at the time of operation was 1.35%X1.09, which
decreased significantly to 0.98%*0.76 at 12 months
after renal transplantation(p<0.05).

Cumulative graft survival at 5 years for normo-
tensive and controlled hypertensive patients were 44%
and 50% respectively, 20% for uncontrolled hyper-
tensive patients. The difference of 5 years graft
survival between controlled hypertensive and uncon-
trolled hypertensive patietns was significant (p<0.01),
whereas the difference between the normotensive and
controlled hypertensive group was not significant.

We conclude that hypertension per se may not be
an important risk factor for renal graft survival
However, the control of hypertension appear to be a
more important risk factor for renal allograft
survivial.

Key Words : Renal transplantation, Hypertension,
Graft survival
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